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Advances in the regulation of microRNAs in respiratory syncytial virus infection in
children

CHEN Yuetong', WANG Bo*, DING Haitao™*

(1. Inner Mongolia Medical University , Hohhot, Inner Mongolia, China, 010059; 2. Clinical Laboratory ,
Inner Mongolia Peoples Hospital , Hohhot, Inner Mongolia, China, 010017)

[ABSTRACT]

tory infections in children and poses a serious health risk. However, its pathogenesis remains unclear, and ef-

Respiratory syncytial virus (RSV) is the most common pathogen of acute lower respira-

fective prevention or treatment for RSV is still lacking. RSV is an enveloped single-negative-stranded RNA vi-
rus that encodes 11 proteins, which are key factors in inducing airway hyper reactivity (AHR). MicroRNAs
(miRNAs) have recently been recognized as regulators of gene expression and play a crucial role in viral infec-
tions by modulating inflammatory responses, immune cell function, and host immune responses in airway epi-
thelial cells. This paper reviews the research progress on the regulatory role of miRNAs in RSV infection, aim-
ing to provide new insights for understanding the pathogenesis, diagnosis, and treatment of RSV.

[KEY WORD] Respiratory syncytial virus; MictoRNAs; Airway hyper reactivity ; Children
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7 R ST T A S BE 1Y 7 5 . B/ RNA

(microRNA , miRNA ) /1 4F > ¢ 1A by J2 5 R 3% 35 14
s R 3 0 A7 A o S R A0 it DA KRG
K ALY BN, TR B R R PR AR
T fi# miRNAs 7EHT RSV B 40 528 K W v i 4
FH AN S8 5 miRNAs (1) 36 1k 2t 48 v] GE Bh F ) B
RSV 515 EAHEAE LS . 78 SCZE AR miRNAs
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al Protein 1, NS1) A1F 2% #4 25 19 2 (Non-Structural
Protein 2, NS2) &5 85 [, 40 JEOB 8 11 #0062
H o 3k 284 [ 2 75 3 0 & O 1 (Airway
Hyper Reactivity , AHR) B OCHESU A &K |, 4 i
B fig . Th2 U 40 ff PR 09 3k B 3R 3k 0 4% E 1 2K
', E AHR 76 20 B W 5 R e8] £ 240
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SRR B X A b D o P R SR e g e
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2 fUNRNA
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PEAE 9 05 B85 RNA, K 25 10~25 MR 7
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FiRi ., ABFIETHE RSV YL AR
A0 2 A 24 > miRNA .35 F#, 2 4> miRNA
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FH™Y . miR-19a 8 1 41 X RUNXS E 2 1] 72 b 77
7 3 AP W g v A R SEORE S O — TR
%R, miR155 5 Let-7 18 33 445 IL-13 7£ Th2
AL R, R R Y S R ARAE S o
4.2  microRNAs JH#15 £ RAE [

421 miRNAs Z 5% 1 a4 Y

1 = 4 (Leukotrienes,, LTs) +& H1 46 4= DU 4 iR
( Arachidonic Acide, AA )il T 5-J8 % & il ( 5-lipox-
ygenase, 5-LOX) A2 M R AEA T, P22
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[ E] BB 50 &RIEKCERE BN T B ARTA AR B3 50 VIR N . s ik
B 2020 4F 7 7 2 2023 4F 5 H 4 a0 ELA — N REREGA 1Y B ARG AR B35 108 6, AR R 7 2853y X6
TR 53 B (4R ) EEA (4 JRRIBE & 08 B AR ) 55 1910 LA PR INEAR DG HE bR IR Ol AR PRI A2
A HAE RIS BN RN, R OB IR A I RS RS I KA T IR, A A e
M (P<0.05) ; B4 e I BRI B F AR e 2% 7 G245 L (P>0.05) . ARG 1h.4h,
8h.12 h [ 24 h VAS TR TXTIRA , 22 A 42 5 L (P<0.05) . P4l T,MAP . HR [b#%, 2 % L5t
TR L (P>0.05) T, T U284 MAP HR S5 BR A, 25 78 Goit2# 2 L (P<0.05) . 4] T, TNF-at
IL-6 .GLU J% COR /K Fb ks, 2 5 081t L (P>0.05) 3 T, . T, L #8, W4 TNF-o  IL-6 .GLU K COR
KRR T X B, 2 R A ST F 2 L (P<0.05) o BRI KW & A AR T XTI, Z R A FI 8
S(P<0.05), Z5i18  HIRMRIG AR B G AT R RRIE A AT A BRI T REAR AR 5 2R B2 B, A 5008 Y TNF-a
GLU K COR /K-, ] B35 4 0E W R I, HLAZ2 4 R Af o

[E@IA] 2R EARAMNREE; BmitiAAR; TNF-a; GLU; COR

Effect of general anesthesia combined with epidural anesthesia on inflammation and stress
response in patients undergoing radical gastrectomy

WEN Jing*, HU Dejun, WANG Xuehan

(Department of Anesthesiology , the First People’s Hospital of Jintang County , Chengdu, China, 610400 )

[ABSTRACT] Objective To analyze the effects of general anesthesia combined with epidural anes-
thesia on inflammation and stress response in patients undergoing radical gastrectomy. Methods 108 cases of
gastric cancer patients who underwent radical surgery were admitted to the First People’s Hospital of Jintang
County from July 2020 to May 2023. They were divided into two groups based on their anesthesia methods: 53
cases in the control group (general anesthesia) and 55 cases in the observation group (general anesthesia com-
bined with epidural anesthesia). The study compared anesthesia-related indexes, pain levels, changes in vital
signs, inflammation, stress reactions, and adverse reactions between the two groups. Results The length of
extubation and postoperative awakening in the observation group was shorter than that in the control group,
and the difference was statistically significant (P<0.05). There was no statistically significant difference in the
comparison of blood loss, anesthesia duration and operation duration between the two groups (P>0.05). The
postoperative VAS scores at 1 h, 4 h, 8 h, 12 h and 24 h in the observation group were lower than those in
the control group, and the difference was statistically significant (P<0.05). When comparing the T, MAP and
HR of the two groups, the difference was not statistically significant (P>0.05). The MAP and HR of the obser-
vation group were lower than those of the control group at T1 and T2, and the difference was statistically sig-
nificant (P<0.05). Comparing T, TNF-a, IL-6, GLU and COR levels between the two groups, the difference
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was not statistically significant (P>0.05) ; at T1 and T2, TNF-a, IL-6, GLU and COR levels in the observa-

tion group were lower than those in the control group, and the difference was statistically significant (P<

0.05). The incidence of adverse reactions in the observation group was lower than that in the control group,

and the difference was statistically significant (P<0.05). Conclusion Combining general anesthesia with epi-

dural anesthesia in patients undergoing radical gastric cancer surgery can reduce postoperative pain, effectively

regulate levels of TNF-a, GLU and COR, and improve inflammatory and stress responses with good safety.
[KEY WORDS] General anesthesia; Epidural anesthesia; Radical gastrectomy ; TNF-a; GLU; COR
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I, RIVRE P AR 2 21 K DY ] AT fiE A2 SRR T 2H 21
Froe IR F RT3 AT F AR B R 7 A
JL IS, Xof By A e —E A . B R AR AR
YRR 2%, TARME B, A 5 51 A MR N3R5 |
AR SR, BT A 22 BOSOR N IR, 7 B
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55 A1 R A T 3 S TR 51 A 403 T R AT
SRR AL, PRUEAS Hh R SR T A B o A
NI o ARG A o3 A A R 5 B S A JRR e X 15
R A B RAE LR, 4R IEWF

1 AHESHE

1.1 RS

PEHL 2020 4F 7 H % 2023 4 5 H 4 ar B — A
REBEIGA B AR A AR B 108 i AR Pa R 7 =X
I3 % HEEH 53 1] (42 JRR ) EE A (4 JRRIBE 75 B 5 A1
BRI ) 55 1 . XF FRZH 5B 36 4], 4 17 45, SF g 4F %
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e 1 9% 31 4], 11 2% 22 1] s WS4 B 38 44, &
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15 min, #0242 12 em, J5 BT, 2R B EX 0 %
W% BRF 32 4G 000 Fieb 23 PR FE Al F- - o ( Tumor necrosis fac-
tor-alpha, TNF-a) | [1 4 % -6 (Interleukin-6, IL-6) ,
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WLEE Geit BRI e B B G0 ke
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Ayl n RJF1h RJF4h ARJF8h AF12h  AKi524h
Xt BEZH 53 2.68+0.51 3.75+0.79" 4.21+1.15™ 3.37+0.58™ 1.41+0.14™
WLELLH 55 2.13+0.37 2.4620.51° 3.28+0.60° 1.66:+0.16™ 0.73+0.08"
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Table 1 Comparison of anesthesia-related indexes between the two groups (x+s)

21 5 n el (mL) AR (min) RIS (min) FAREE (min) ARG A (min)
X RELH 53 208.36+42.66 30.52+4.63 211.88+42.84 176.37+£37.52 25.83+4.37
LA 55 209.12+42.58 12.08+2.57 210.07+42.76 175.86+37.44 10.10+1.63

t1H 0.092 25.457 0.219 0.070 24.957

PAi 0.926 <0.001 0.826 0.943 <0.001

#3 WHANREBE SR MAPHR b3 (x+s)
Table 3 Comparison of MAP \HR between the two groups at different time points (x+s)
MAP(mmHg) HR (Times /min )
415 n £
T, T, T, T, T,
X HEZH 53 96.12+26.53 117.25+30.58" 90.67+25.75" 120.53+27.54 138.54+31.48" 116.83+29.76"
Wizl 55 95.53+26.41 90.34+25.62° 80.33+20.05" 119.68+27.46 126.67+£30.11* 105.89+24.53"
1 0.115 4.964 2.333 0.160 2.018 2.087
PAH 0.908 <0.001 0.021 0.872 0.046 0.039

5 T e, P<0.05; 5 T, Hds, "P<0.05

x4 FARFERE S TNF-o IL-6 BIEEE [ (x+5), wg/mL]
Table 4 Comparison of TNF-a . IL-6 between the two groups at different time points [ (x+s), ug/mL ]

TNF-a IL-6
21 51 n
TU T‘ T2 TU TI T2
X iR 53 1.20+0.09 3.31x1.13" 5.61+2.08" 0.90+0.03 1.96+0.39° 3.30%1.11"
W2 55 1.18+0.06 1.87+0.32* 3.37+1.15* 0.89+0.03 1.28+0.29° 1.93+0.37"
tH 1.363 9.081 6.959 1.298 10.307 8.668
P 0.175 <0.001 <0.001 0.196 <0.001 <0.001

5 T lL#, *P<0.055 5 T LLL, "P<0.05,
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2.4.2 WiZHA[EIW}E] 5 GLU ,COR 8¢

P41 T, GLU,COR b3, 2 R T4 it 2= & X
(P>0.05); T, . T. tb#, W44 GLU . COR Ik X it
M, EZRAGIHE L (P<0.05), WES.

2.5 AR M s
WAL AS B & R IR T X R4, 2 5% A
GiiteriE X (P<0.05), WLFE 6,

x5 WATEAE R GLU.COR L (v+s)
Table 5 Comparison of GLU ,COR between the two groups at different time points (x+s)

15 ; GLU (mmol/L) COR(pg/L)
To T, T, T T,
X} HEZH 53 5.28+1.26 6.93£2.05° 6.76+1.94" 385.26+37.53 415.83+43.07° 403.57+42.12°
WAL 55 5.07£1.20 5.83£1.47" 5.98+1.52* 383.81+37.26 394.27+41.05 388.11+40.37
tH 0.887 3.213 2.330 0.201 2.663 2.073
P 0.377 0.001 0.021 0.840 0.008 0.040

T 5 Ty U8, *P<0.05; 5 T L, "P<0.05,

®o MAFRRKRMEILE [n(%)]
Table 7 Comparison of adverse reactions between the two

groups [n(%) ]

21 n 5l L PR BR R
YR 53 5(943)  3(5.66)  3(5.66) 11(20.75)
M4 55 1(1.82)  2(3.64)  1(1.82) 4(7.28)

21 4.102

P{H 0.042

3 itig

AR AR R B 32 SRR 7 % L R AR T
L 7/BGiPU R SN NN 99 N RER D S e Wi
KU, AT B i 400 ) 8 0 It
5, i R A B ARAT AR AR SO s WP R
B, 2RRAA —E B, APl et AR
ey BRI 0 AN RSV AR R AT
FL S e A SO AR A o B RSN RR US4 o
JPR 2500 1 5 2 B A I, A7 ) TR A AR AT R
i, P T B BRI S DX B, H BRI SCR A A
AT PR I 5 1 A 5 T B85 M A1 s -5 I 5 VAN A
AN 2Z b B R 2 e, HAS 2 DRURR -7
g =R AN SCERARGE , £ TR
Il OTBRIE T I TR, 2 pRIDE A B I S M JRR e
RO AT BENE T 2R o 4 JRRIK 75 B JI5E 511 JfR
T W7 38 [ R 22 R GEEA T AR A AR T
fle Bk MR EF , B MRSS BA 24my o ARBIESE
7R WSS A I AR R I 2 T 0 iR
A, ARG 2 I E B VAS PR T3 R4, HAR
B A A AR TR IR AL, 5 BRI ST 45 R 2L
VLT RIS R RN BRI T B AR R R T
H L BURSCRE S et s T RERE A

R X By AR B X, B bRk 7k
e IR o (AN & (AT R 1€ 05

AT R I, JLAS 8 M 2 05 AL AAR 7 38 I
VA SR 7 D W11 NS RS TN 3N 1| DA S N1 7 IS
13 Bl 7K P HLAT i 250G R, OAS 3G 1 LR I 9 B
WAE= X A R DIV O RS I ¥ S K 2
I RN 7 A T S B L R R A Y
e, B AR SE 8 R AR 8 GLU K B
{EA3 1 2 1Y 2, TNF-o F1 TL-6 1F 2y 58 1 R 5%
R VAT SFBIVE A NN S r) N R A I
PR S S R FE Y . AR R BR, T) . Te L
B, W %<4H MAP  HR , TNF-a . IL-6 . GLU & COR
TP T % R, 3R U] 15 s VA R S8 3 T 2 R
10 A5 158 4 RR P ] R I Y Bl 2%, AT TNF-a
IL-6 .GLU & COR /K-, X N 384 . 9 e )z of EL A —
EMGEEH, 5SmSR RN b
Jirt DR 3 R DR Ay A R A JRR P T AT B 8 T AR
TSR 2 R A R 06 M DR A W AR 4 R
B8 A I, T R AR AR R R E M B
145 .

g LTk, B A A R BE AT A R A R R
A1 R B AT AR J5 R R B, A AR Y TNF-«
GLU . COR /K-, H&Z e R Af.

K

S &3k
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. a
.’I,/a 3 e

LN R 93w R IR AT [ 3¢ 225 iy i E il
BieH RABEL xEAk HwRr

[ 2] B& @ ORI R RN ISR E XS % 0, e i br e, ik it
24 139 JEUUA 15 35 0 0 SR A% (BAE , 4 PRV R R PR 23 81 2 R 2 PR G 8 s B A B A TN X5 [l A 5 2%
mh, B2 LR E W BIARE , B 2 5 ah B R AR E , XS5 S AT B S0 AR E MR VR . R
TR 98 05 T AL TR G I 50 [ R 2 2% vl 10 63 BAE 14 453 BELPE L1 5 e AFRAS: H BIRRT 1 3 65 %6 B A i 201
Bo JURERRE Ry 10 03 FE S 2% 5l 5kt B 5 14 03 PR S 55 fl  Z/0 13 003 BV 5 % 18 2% o
SR 10 YR, BRI S UG 5 i 7 B AE , BLHAS IUELAY CV A KT 5.0% 5 S AR A Hh R 225 il 2R
1 TOMPRR B L2 L v BE I 1 O SR R g FETE . S5 BB S0V AR E MBI fF R 20Kk . Bk %
2% il A 2RI 5 A58 B AR IR AGH I 120 14 o o B PP o

[R$R]  ZRIMRIGEE s BRI ; ZEN PR RS dh

Development of national reference materials for Japanese encephalitis virus nucleic acid
detection reagents

XIA Deju, ZHOU Haiwei, LIU Donglai, XU Sihong*

(Division Il of Diagnostic for Infectious Diseases, National Institutes of Food and Drug Control, Beijing,
China, 100050)

[ABSTRACT] Objective To establish a national reference material for the nucleic acid detection re-
agent of the Japanese encephalitis virus and set its quality standards for it. Method By reviewing and confirm-
ing of 24 pathogen cultures, conducting whole genome sequencing and genotyping, a national reference materi-
al for Japanese encephalitis virus nucleic acid detection reagent was developed. Multiple laboratories assisted in
determining the quality standards of the reference material, as well as evaluating its uniformity and stability.
Results The national reference sample for the nucleic acid testing reagent for Japanese encephalitis virus includ-
ed 10 negative, 14 positive, 1 minimum detection limit, and 1 precision sample. The quality standard states that
all 10 negative reference samples should test negative. At least 13 out of the 14 positive reference samples should
be detected. The precision reference should be tested 10 times, all of which should be positive for Japanese en-
cephalitis virus, with the CV of their detection values not exceeding 5.0%. The minimum detection limit refer-
ence substance must be diluted 1:100 times or more to test positive for Japanese encephalitis virus. The uniformi-
ty and stability of the reference material meet the required standards. Conclusion This reference material can be
used for quality control and evaluation of Japanese encephalitis virus nucleic acid detection reagents.

[KEY WORDS] Japanese encephalitis virus; Nucleic acid testing reagents; Genotyping; National ref-

erence

H A & % Jik & %4 B (Japanese encephalitis M2 BRI P W5 R W, B R AL, G-1
virus, JEV) & — 5 B 3 4% 16 19 B0 B L RE 2 G-V, & H KB 3 A1 A — o D, R
BIATHECBI AR . X IEV s e B A R SR AT 1Y R Hb X ARk B 20 L B St

KA B B REEHLT XA B (20182X10102001)
Ve 5 b B A 2 St T AT AR LR R A = F |, AL E 100050
*iBAEAEF v %, E-mail : xushong@nifde.org.cn
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T e Fe A, A A R U] 8 R %L {3 B &R A
ATy 5 2R B 80 % LA - DR Al 7 b
MR AERR Y JEV KI5 xS i JEV 51 Y
SEM R EA HERE L HAT R WL 262
VBT 753k A o VAR T R S 1 TgML A A T | e B
W R P AN T B AR Y W . T JEV R
B AN, I IR 23 B8 45 7% R B T 45K 5 ML ¥ 2712 Wi
WA 2 A0 AT R o 7 Rk A A TR0 38 S i 1)
B MR Y G A B R R AR RAR
SR T AT A R JEV B T

H T, B P R Al C A 2 78 i 58
s FEAZ IR A 7], 440 T i R AW B B, R 3k
b A o XS R 2R T PCR-2EOCIRE!
% HTHES YR RS £ 2 3/ B %% X (UTR
X)) (NS5 XIFTE X o B T 2005 55 @ i 01 i A% R
JPENAT — 5 B[RRI, 5 2 [0 () 0 A7 AR M %
WEE PR TR PV RE R RN EESES . Y
Y RNERET 1 e B5 02 OC 3 B 50 50 25 R4 Sk A R
ERE I, T DL RGP FH K S % 5
A BT HUE TBV R IR G I 5] 0 3 0 AG: 56, i
XTI 2700 i O A R4S, O JEV K B B
A WD HR S A R G 55 . B0 JEV R RR A
R E RS2 0 ) B N AR I F .

1 #MR5AE®

1.1 5k

JEV i e i 55 B X 2 2% i ok ok [ v E
P 5 ) T 9 i T R 4 IR 2R E A B U
TR B gE BT B A5 I A Ie R A 2 g 3G =, 1t
2403, G 5 J1~124, FEARMEEILE L,
1.2 AR5 EGR

Pt PCRACH 2[5 ABL 2w 7™ ity , 25 5 4L
JFF 45 A Ilumina Nextseq CN500 ; #% i #2 BGA ] &
3 QIAamp Viral RNA Mini Kit; B8 & RNA %3
iR ) & Tllumina Ribo-Zero rRNA Removal Kit) ,
cDNA X J# #4 #1871 & Illumina Nextera XT DNA
Library Prep Kit, 3C & Jit & ¥ i i 5] 24 Qubit
dsDNA HS Assay kito il JUBHG uE ] b a4

= A H AR A FR A A ) £ RN 208 BE A% TR

AT G (PCR-ZEEHRET ) | JFURHI IE A 4 7] {
FHZ B A ARy 1 07 3 WM E bR 1R B ik
JrR g8 R i AP i A7 25 W AE PR B A A7 R 2
JEV FZ IR K5 & (PCR-ZCERE ) M ik %

x1 EBRERER

Table 1 Raw material sample information

P Bk FORH
1 JEV SA14
12 JEV SX06
13 P3
J4 XZ34
15 GZ0656
J6 IN1633
17 N WS1614
18 CRUMRIT wS1615
J9 WS1617
J10 1S
J LC
J12 SJ
113 XM
14 WX
J15 S kA ZIKV SZ01/2016
116 FALE M i CHIKV GD05/2010
117 B 1A 012/1999
718 B I 013/1999
J19 B R Y 014/1999
J20 B EE IV A 015/1999
121 TAHYNA j # TAH
122 AR B TBEV/Senzhang/2012 753Kk 4%
123 IR 7 YFV 17D/Tiantan/2009 % 14 ¥k
124 VEJe % e WNV Chin-01/2004

SR By A RN F 6 JEV AZ R KGR 7 £ (PCR-7¢
HEHRERR) | i 2 T AR ey AT B A R JEV
BRI 1857 & ()6 PCR #25) (ALt 4 52 25 e fhy
A PR FI JEV RNA R A7) £ (9 PCR L) o
1.3 ik
1.3.1 JARE

JRARHFEAR T 80T/KIE KiE 1 he A JFBHE
A FH A 122 PEAT 1 000 175 5 B8 5 FH 56 E 12855 it
ATRE I, 25K I3 F1 J4 A A B M il 3 4k 22 30k 47
1:10%, 10107, 1: 10° 45 B 7 B J A T, 44 R 4 BB
8 T A A TR A $R R, T4 FR 50 UE 3K 70 1 B 5
HEAT RN 2E SR
1.3.2  JRUBHiff iIF A I DA 78 1) 45 o

W5 24 RIFURLY & 45 T I feaze 35 PR B4 A BIR 2
A, RECHEAT AL AP Ay AL e . HARN
JFOBME A S AT R R B I, SCPE 6 5T, SR )5
il AEWE B F AT REA R E | PRkt 14 4k 2 Y
Jiki 98 95 B A Iy A B B, FH megaHIT v1.2.9 84
i FHER A S 8047 2% | {8 mafft version 7 47
Z AL, fili T fasttree 1.0 BRIA S EE X4 3 K
HAT IR, fd ] iTOL A TR
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1.3.3  JEV BRI [H K 2 2% & 4Lk L
eIk R
Xof G 2 RIS I 4 B A2 SRt P IO 44 32 o i 25
AR EO B JG VR N BRI 225 5 5 % 0 18 A OIE Y
PV DRk FH B 356 S5 1 3 A >4 5 50 e I A o B
PES 22 0 6 T3 TR B I 28 1 000 586 B 5
VE B (IR PR 255 i 5 AR 40 B8 10 % )5 1 K
FIES N B REA 0.5 mL/ 4y F
1.0 mL ik O ZRAFAE T oS % 2% 5 o 3¢
O 1 mL/E, 42 R TEV A% R R 3R] [
S HAMIRE R ] 50 S/ E st & 2% b
FREE T AR THIREE . 35S % MRS AT
1E -80C ¥ E % H .
1.3.4 JEV &kl B R 2% 5 UMErs &
VAP 275 i R 2 R DMVE R 1)
PR TR A KA I S U I B R AT R
b B BH PR DL ROKS %5 B 2 7% b LR eIk
R 2% 5 JC RNA B 581K 1:10°,
1:10' . 1:10%.1:10° & 1: 105 H B, 2R J5 A b F5)
FESAE o BT T 276 HLE B (8] PN L i G 0 25
S MRHEAS DN 25 SR A0 AR 255 i ) I dE A
1.3.5 JEV BRI E R S5 W S ks
FESr 25 TG , AL B TEV AZ 12 K6 I 571
K52 2 LS 0 1 S AR
S 545 5 (A A B 2 32 P B 1 32 R
B2 30) XX A FEAR I 45 5 SOREAS IR & R A
7= JEV AR K0 £ (PCR-2E R ) 47
), A SCREAS KGN 3 Y, SR I 45 SR 1 AR 5 R
B, RS FEAY 15 KMZE RAS S R BN T 5%,
1.3.6 JEV BRI E K 2% fhiioe PEAG 56
Z: 7% (i 41 3 58 UG A7 T —80°C UK AR 1, B
R ARAS B2 2% 0 RORE % B 5 2% 0 4% 1 3243 00
T=20CH & 5 K, )& VR 3 WAL 3L, 5-80C TR
1225 i R I I8 e 3L R A 72 19 JEV A% i ks
IR & (PCR-DEOGIRET 1) BEA TR I L4, BEoR AR
D2k FE CEAN 2275 £5% LN

2 HFHR

2.1 JERE

G5 o J1~D14 REA SR ol BHE: |, J15~024 FF
AR A G 0 Ay B, X s T IS P L A S Ay I
PE o I3 BEAS 10° M5 B S LA bk B2 o0 BH 1, JA R AR
10°F B S LA L e B A PH

2.2 JFURMAIE B JEV £ R AU 5 %

ZJP I E ARG 24 BRIFURHREAS (1) 42 JE PR 24
JPo o B3k 8 22 1 v T 0 O | A i
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6 760 FhE 7, 305 Fh 75 A HU, 144 Fh 20 BCFF B AN
107 Fh 2 JFARARJE AR, 363118 561 Fig JF A ) H it
7 XS AT, RIS AN S e (5 R, 2R 58 J1~J14 A
J& R 2 R R 75, T15~024 245 Sy JEORE X R Fb
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CRUG R AT BRI S 3 PR A, Hoh 45 5 72
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Tree scale: 0.01 +————

2" 97 1[Tengah

JF915894.1{X20934
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Figure 1 Based on the whole genome sequence evolution

tree of Japanese encephalitis virus
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S RS % 5 45 P1~P14; 286 00E 1Y [
PEJFRE J15~024 FH B PR JE BT 03 121 000 7 B 1
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Establishment of industry standards for Y chromosome microdeletion detection kits
YU Ting, HUANG Jie*
(National Institutes for Food and Drug Control, Beijing, China, 100050)

[ABSTRACT]
tion kit. Methods

Objective To validate the industry standard for Y chromosome microdeletion detec-
A detection kit for nine types of Y chromosome microdeletions was chosen. Reference ma-
terials for Y chromosome microdeletion detection were distributed uniformly. The appearance , detection limit,
compliance rate of positive/negative references, and repeatability were verified according to industry standards.
Results The test results for all items in the 8 test kits meet the requirements. However, only kit 8 did not de-
tect any AZFa microdeletions in the items for detection limit and positive reference rate, which means it did
not meet the requirements. Conclusion Most of the validation results meet the requirements of the proposed
industry standard, indicating that the indicators of the industry standard are reasonable and feasible. The estab-

lishment of an industry standard for Y chromosome microdeletion detection kits will help regulate the develop-

.3

2

ment of such kits, improve quality, and provide technical support for regulation.
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Relationship between responsiveness to dual antiplatelet therapy and CYP2C19 genotypes

in patients with coronary heart disease
SUN Chungen*, SHI Xiufang, WU Yiquan, XIA Qiuwang
(Department of Cardiology , Chizhou Second People’s Hospital , Chizhou, Anhui, China, 247000)

[ABSTRACT] Objective To analyze the relationship between responsiveness to dual antiplatelet ther-
apy and cytochrome P450 2C19 (CYP2C19) genotypes in patients with coronary heart disease. Methods 96
patients with coronary heart disease who underwent percutaneous coronary intervention (PCI) at Chizhou Sec-
ond People’s Hospital from March 2021 to February 2023 were enrolled in this study. All patients received dual
antiplatelet therapy after the operation. The patients were divided into a high responsiveness group (n=53) and
a low responsiveness group (n=43) based on platelet inhibition rate. CYP2C19 genotypes, general informa-
tion, and blood biochemical indicators of the two groups were compared. The relationship between responsive-
ness to dual antiplatelet therapy and CYP2C19 genotypes in patients with coronary heart disease was analyzed.
Results The proportion of CYP2C19 fast metabolic types in the low responsiveness group was lower than
that in the high responsiveness group, while the proportion of intermediate, and slow metabolic types was
higher than in the high responsiveness group (P<0.05). The levels of total cholesterol (TC) , triglycerides
(TG), and low-density lipoprotein (LDL) in the low responsiveness group were higher than those in the high
responsiveness group (P<0.05). Logistic regression analysis revealed that CYP2C19 genotypes and high LDL
levels were risk factors for resistance to dual antiplatelet therapy in patients with coronary heart disease (P<
0.05). Conclusion The responsiveness to dual antiplatelet therapy is closely related to CYP2C19 genotypes
in patients with coronary heart disease. CYP2C19 slow metabolic type and high LDL levels are risk factors for
resistance to dual antiplatelet therapy in patients. Detecting CYP2C19 genotypes may help guide antiplatelet

KB was B AA A 4AR 8 (2208085MH131)
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therapy for coronary heart disease.

[KEY WORDS] Coronary heart disease ; Antiplatelet therapy ; Platelet inhibition rate ; CYP2C19 geno-

types
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AR R, PR CYP2C19 3 [R5 47 1 /)N
M B PR 1 6 RATMEAR R ST o W I, AR B 524 43
Mot 0% PCL AR Ji5 £ CYP2C19 3 R A 547 1fi /s
MG IT SO P 56 2, UG I RIGYT

1 HABITTIE

11—k
PEFE 2021 4F 3 H 2 2023 4F 2 A /e N T4 —
N R B B4 32 28 Bz e kA AR (PCD IR YT 1Y 96 1]
SR E . I ARRIE : OFF G 0K 12 W br
HES @M 3Z PCLF A D B # QAR 1
P52 WP I/ MRIEST . BIRITEHE=30 d; @3
2% CYP2C19 5L A RUKG I , T2 kL 5e 4 o HERR br iff
O BAT ] VT AR | S A B 25 SE s @A FF Hh i
g VR IR AR s D) RERR AT
A iR 4 5 DA BE A L/ <100X10°/L B>300%
10°/L 35 ;@i Al A e 2 L i /i 259
H OB R . BFFE N TR N R BE B
R W, BB R @G R &
1.2 Wk
1.2 WL/ IATT KON P PEAG
XL/ 7 ZE - RT3 d T 3 300 mg/d B
H PEAR 300 mg/d A NMLAS 7 IRYT , R AT =2

Bl =] T AK 100 mg/d S ILAS B 75 mg/d. BAl w] DT AR
sl )R FE R 2 R FR A A, A
100 mg/ A *30 F, fiL 5 : BI75509 ; fifi g & & i 4%
TR AT ARG 2 A R A B
¥ .75 mg/ i *14 |, HIE5 : R10230531 . 3377 30d
Ja VEB IR T OB I R A ICUER 5 mL AP A i
BEPEER ML, 1220 t/m B0 (B 042 13.5 cm)
5 min 2k £3 & ML/ L2, B 500 WL fin A
e, 3 000 t/m 250 (B0 242 13.5 cm ) 15 min, 3R
(1WA NY 11 R D= e ol = I (1 RN
B AE AL AG80 | 2R It B 3o 32 4G I 1t /)N Al 41 il
R LN R =50% H9 R KN 1L /N AR A
HR<50% ARSI
1.2.2  CYP2C19 FE K RIAG )

A e HL i DT ISCSE BB B CYP2C19 3[R AU G
g5 5 KIS [R] S A BE S 48 h N, Rl R A
3 mL A} JE I, 2% A B B BRSO o K A
DNA 2GR & (525 : 0101H) $EHUEE A DNA , K
WA B B P0E s AR A RA .
&4 Wi 4% 2 [ B (polymerase chain reaction , PCR)
RS EY 1 DNA, BR R 50 wL, § 38 f2 )7 -
95T 5 min, 25 94°C 30 s, 1B k 60C 30 s, ZEA
72C 30 s, A HEAH 72C 7 min, A8k -1B K -1E At 35
MEIR , 2R E 12°C, i/ PCR 5 DNA #8544
ZhRICIAH & (575 . BTN90604B ) #F 47 252 ik {4,
AT RS RS B A R A s A AR,
BT BEAGA RE o i A S R AR AR Al i DR RS TR
FEASBE PRI 45 5 43 3 Fifr, DRI Y : CYP2C19%
1741, R a4 8 . CYP2C19%1/%2  *1/+3 , 18 40 i
B CYP2C19%2/%2 #2/%3 *3/%3,
1.2.3 %Rk

A 8] L 05 T SR A JR A — OB A AR AR |
P93 | B A5 i 45 %X (body mass index , BMI) | %5 A%
I 50, S 2R A A R s R s A IERE o
DI G 5 RAE B A BE 5 48 h P9 9 I AR fb 48
Hr, B0 F5 B IH [# B (total cholesterol, TC) . H il =
Miit (triglyceride , TG) . 75 % Ji g & 191 (high- density
lipoprotein , HDL ) IX % Fif fig £ FH (Low-Density Li-
poprotein, LDL) . Ifi. /M (platelet, PLT) & il , H:rh
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TC.TG .HDL LDL ffi Ji 4> A 8 A= AL 7 A A (L5 .
ADVIA Chemistry XPT, 7= R 757 F ) &,
PLT fifi 4= F 2l il 43 B A% (B85 : XN-1000, 2E 7
75 A AR K
1.3 Giil#abH

& H1 SPSS 25.0 4t 11 27 B A b BRAF 5% K4l o
AR BT A IES A0, L (xxs) fliik, 4l iH
K e K56, 73 KGR n (%) ik, 4118 R H 2 4
5 5 00 /INRIE T AR S M 52 e PR 3R R Logistic
[HEZ T, L P<0.05 M 225 B Geit2rm L.

2 #ZR

2.1 R[EPL /MR TG T BN M 3 ) CYP2C19
F R R

96 1] 8 2 1l /MR A ] 2 =50% & 53 1], 4 A
o SN2 i IR A R 3 <50% 45 43 B, A5 A
R4 o AR 20 CYP2C19 A i 78 L 4% T
[y el E R A IR 2 A E N R =i = 1Y A
M, ZRAGIE L (P<0.05), g1,

1 AEMM/NEET KRN EEE R CYP2C10 BEEE
LeE [n(%) ]
Table 1 Comparison of CYP2C19 genotypes between

patients with different responsiveness to antiplatelet therapy

F2 AREFUI/MRIATT RS EEN— KBRS
[(x£s),n(%)]
Table 2 Comparison of general information between patients
with different responsiveness to antiplatelet therapy
[(x£s),n(%)]

[y RS N £H

[n(%) ]
- . CYP2C19 3k [K 7l
B PRAR IR AW EI N =X Al
(S e 53 38(71.70) 10(18.87) 5(9.43)
RN 43 2(4.65) 33(76.74) 8(18.60)
71E 43.906 32.157 1.705
P{E <0.001 <0.001 0.192

2.2 ARFEHLI/IMIGAYT ROV R 1) — R} s
e 5 N7 2H R B 1o 4l — M B sk e A 22 S e 4
P E L (P>0.05), K2,
2.3 AT/ NIEYT OV R I R A A4
b HE 5%
RV 40 TC TG \LDL {5 F i S 4, 2 534
GuiteFE L (P<0.05), W3,

izt (n=53) (n=d3) iy P1H
AR (%) 65.22+6.64  64.06£7.13  0.824 0412
5 0.138  0.711
5 34(64.15) 26(60.47)
& 19(35.85) 17(39.53)

BMI (kg/m®) 25.06£2.59 25524242  0.891  0.375
WM (L) 1.7020.50 1.73£0.53 0285  0.777
THAEAE(A)  1.49+0.45 1.52£0.49 0312 0.756

W2 S st 18(33.96) 16(37.21) 0109  0.741
PRI 9(16.98) 7(16.28) 0.008  0.927

B I 30(56.60) 26(60.47)  0.146  0.703
AIFEIIRIE  23(43.40) 20(46.51)  0.093  0.760
B IR PR 12(22.64) 8(18.60) 0.235  0.628
SN 5(9.43) 4(9.30) 0.188  0.665

2.4 P/ logistic 38T

W R &R 22 7 A Gi it AR B CYP2C19
FEH A TC . TG .LDLAE N A 28 &, YL /MR IT
J P i R =0 AR B B =1) 1 Sk PR 2% i i 47
Logistic [H1JH 5387, 255 7R, CYP2C19 JE R 7Y &
JKF- LDL J& 50 B & AE P il MR T 3BT )
a2 (P<0.05), W4,
3 iTig

56U 5 ) T B B A KLl R B bk oS kR A
b, Bt /N IR ST wT LA B I T AR e B
RAATR 52 2 XU ™ ol ) WC i 3 410 1 1AL /1 b 3 4R
PR M 80 A AR 3R B Bk B BTN /MR AE
FH 5 SR AR B DD 38 2o 00 A1) i/ Al — B 7 A Y 32 A
AR I/ INHR T 28525 B s/ 1/ INA ) S8 R R R
B 1 A TE %, Hodh CYP2C19 B 2 52 0 25 104 C it
HRMAMW EE RN Z —, CYP2C19 & 5L H
2540, CYP2C19 FE PR A (4n*1  #2 *3 *17 %)
SR 2T A, HEM R 2530 . AR AR
Nt SO ZH PRA R AR e R AR B o) e I R

R3 AREFU/NE T RS E B Mk ELIEREER (x+s)

Table 3 Comparison of blood biochemical indicators between patients with different responsiveness to antiplatelet therapy (x+s)

2151 n TC (mmol/L) TG (mmol/L) HDL (mmol/L) LDL (mmol/L) PLT(x10°/L)
e Nz 4] 53 3.86+1.04 1.69+0.85 1.25+0.34 2.50+0.68 228.12+29.07
Bz 17 21 43 4.72+1.15 2.56+0.97 1.19+0.27 3.11+0.87 224.65+28.72

i 3.842 4.681 0.941 3.856 0.585

P{H <0.001 <0.001 0.349 <0.001 0.560
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Table 4 Logistic analysis of the occurrence of resistance to antiplatelet therapy

A [N (ED ZMH  SE{E  Wald {8 ORfH 95% CI LFR 95% CI'TFR P1{A
CYP2C19 SEH AL PR il=1, rp Qi Al =2, i Al=3 1.259 0417 9.115 3.522 1.555 7.975 0.002
TC JFAE 1.810 0975 3.446 6.110 0.904 41.306 0.064
TG J AR 0.985  0.623 2.678 2.678 0.790 9.080 0.114
LDL JE A 1113 0.502 4.916 3.043 1.138 8.141 0.027

IEZH 487 /RGBT SO PR Bk v # , CYP2C19 R
ACI A 5 L% . Coons 8P ikIE , £F CYP2C19 TG
D RE 507 FE R (2 53 ) #5475 v, BB L I XU
B FROTInAE L ARGE |, S A T AU R A R
AR L A1) T SRR B PR AR A,
WA ML . A B 5T Logistic [M1 15 43 #1 W 7w,
CYP2C19 5 H AR e 00 £ 5 & AR P/ MR AT
IR fal % . Al ag 2 A Dy - CYP2C19 12
R 5 B 3 CYP2C19%2 (154244285, ¢.681G>A) |
CYP2C19*3 (rs4986893, c.636G>A ) #H W 37 5, | iy
Gl ARG 72k, CYP2C19 2 1 U fiE 3
0, TCRE TCHEAL IS 1, 1A PN SN A% B 3 1 A
FEPIE A O It /N A B AR R R b I/
M Jsz 7 M A O B 25, X L B R CYP2C19 182 4R 1
U ER 3wl L T 0 I T XU o AR I
i, CYP2C19%2 .CYP2C19%3 J& AR Bl IR 5 Sl ML ks T
PR R R X S A SR S5 AHA

TC . TG .LDL & 3 ik ok ¢ B £k, 1) £ s 1R 3=, %
TV RSHR BT BB 3G i 8RS B R AR 1 3l Tk B HROE
WA BB, AR AE R KRB, 5 R 4
TC . TG .LDL & TR W2 o 3% — &5 F 15d B e o0
I /8 TC . TG .LDL /K- 1] 685 1ML/ A1 ] 3 47
TEHFH ,TC . TG LDL K P54, s 2 AR 4t
/IS B M, BRE I /MR KR 8 2% . Logistic (7
VA 43 87 UHIE 52, LDL 2 ek 00 9 £ 28 & AR 7 It /AR
RIT AU AE RS R &, 3 M P BB 55 LDL 521l g J5x
PRI 6, B 7KF LDL $#7R BR FACil 25 6L, nT ek
A8 T W S i i /AR s PR AASHIF 58 45
RKFE , CYP2C19 Ft K AU 2 52 0 5 g S8 34 B 1L
INBRIGEYT I R PE R LR {H CYP2C19- PR AR
AL & BB /N R W, HE I /IO B
PO VR R B B i R R Y I XU 5
LDL ¢ /NS 7 1 A 5 el -t (B A5 I PR B AL

Zr b, 0 o BT I /N TR T RN S
CYP2C19 S AL SC R %V, CYP2C19 12/ Qi Al 5
15 7K V- LDL 212 56 0o S8 8 A AR Bt /MR I 7 4k

YU SE I N 3 22— 5 BRI A 22 53 4l A
(RCYEgIE MOSIEES - ZE FETIN (| RN TE S A

&%
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A B TR Y B T PR 4 R Iy 8B R i G-17.
PGI. PG Il K TF-H)550

HH EZEM EHEA HFHm

[ ZE] BB WENENBURIT RS YT 8 s H W E-17(G-17) B R AR 1
(PGD) B EAME T (PG ) KR, Ak BB A REEBE 2021 4F 11 7 & 2022 4F 12 ik
TR 126 6 5 itk B 45 9 BB N BIFIE X B2, MR A BB A IR T K FL A M 2 AL (n=48) MR 4 (n=
78) o ZHWIALRH I F B SE R R TIE T AR AL R F B S IR A TR T o LA AL BT R LR
AL ACRE IR [ 72 R 0B I KA a2 £ A LU ] 9 2 isf T 5 Ll 45 T ALY T IS 1 I “# R AR [ G-17,
PGI, PG I 17K ; LAV I5 W4 04 A6 0 BT i FE IR 3T S 3P4, 558 ST M0 S A 30 89.74% , &5 T
Y 75.00% , 22 A Gt 0 X (°=4.837, P<0.05) . SATLE A2 TR M i K9 0 A A LU T 4
I AR T 25020 , 25 A Si 124 75 L (1=3.083.2.750,2.348, P<0.05) , JAJT )5, 4L G-17 . PG Il #41%
FITRT, SR T 204, 22 534 Giit 7 L (1=4.372.2.157, P<0.05) ; PGL /K75 T4 7w, H
SR T2, 2 S A G X (1=4.372 2,157 .2.449, P<0.05) . SP82H 192 36 R0 8 T
A BEAR T T IR T2 AL, 22 A G2 L (1=3.165.2.473, P<0.05) . 4518 WNESIHINGYT
TP B R LA B W7 AL, o7 LA S5/ B3 00 G R E bR T 2 Bk 1), g3t Hof 7 G-17, PGIL, PG T K
S, v R I T £ A4 5 o, LA v I PR g AN

[EEER] NG RO R, M HWER-17; HEAMER

Effect of endoscopic radiofrequency therapy on reflux esophagitis and its influence on
serum G-17, PGI, PG II levels

MENG Min*, WANG Xiumin, HUANG Hongchun, JTJANG Shanshan

(Department of Gastroenterology , Anyang People’s Hospital, Anyang, Henan, China, 455000)

[ABSTRACT] Objective To explore the efficacy of endoscopic radiofrequency therapy for reflux
esophagitis and its effects on serum gastrin-17 (G-17) , pepsinogen I (PGI) and pepsinogen II (PGII ) levels.
Methods 126 patients with reflux esophagitis were admitted to Anyang People’s Hospital from November
2021 to December 2022. They were retrospectively selected as the study subjects, and divided into two
groups: the drug group (n=48) and the radiofrequency group (n=78) based on their treatment methods. The
drug group received esomeprazole, and the radiofrequency group underwent endoscopic radiofrequency treat-
ment. The efficacy of the two groups was compared. The disappearance time of clinical symptoms such as pan-
tothenic acid, retrosternal burning pain, and eating obstruction was compared between the two groups. Serolog-
ical indicators [G-17, PGI, PGII] before and after treatment were compared between the two groups. The
quality of life and sleep quality scores were also compared between the two groups post-treatment. Results
The total effective rate of the RF group was 89.74% , which was higher than that of the drug group (75.00% ) ,
and the difference was statistically significant ( x°’=4.837, P<0.05). The disappearance time of pantothenic ac-

id, post sternal burning pain, and eating obstruction in the RF group was lower than that in the drug group,

KA A & T A% A B (2021C01SF045)
Ve A5 T g A G e AR E BRI AL AR, F T, 4 B 455000
*BAEAVEE . FHL, E-mail : mmlunwen2023@163.com
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and the difference was statistically significant (7=3.083, 2.750, 2.348, P<0.05). After treatment, G-17 and

PG II levels in both groups were lower than before treatment, and the radiofrequency group was lower than the

drug group. PG I levels were higher than before treatment, and those in the radiofrequency group were higher
than those in the drug group, with statistical significance (¢=4.372, 2.157, 2.449, P<0.05). The score of life

quality in the RF group was higher than that in the drug group, and the score of sleep quality was lower than

that in the drug group, the difference was statistically significant (1=3.165, 2.473, P<0.05). Conclusion En-

doscopic radiofrequency therapy for reflux esophagitis has a high therapeutic effect. It can effectively reduce

the time for clinical symptoms to disappear, improve serum levels of G-17, PG |

, and PG Il , enhance the

quality of sleep and life. This treatment option holds high clinical application value.

[KEY WORDS] Endoscopic radiofrequency ; Reflux esophagitis; Serum gastrin-17; Pepsinogen

St PR 1 A8 AR i R R UL 1 T R 2
—  HRAEFHEZ , FEREH T 520
B AT B2 2L B D Re sz i n |
AL 1 SR PR , R PR B I E T RE L
R AIESEAIHE . HETIE R & LU 24 il
AR B 1 2555 5 RS IR T O FEIRI T TR,
Cw] PR S 2 —Ailm R TIRYT B 1 E s
50 a1 i B | P S R 0 R TV N i 7 <5 AL
DU R il 28 Y 1 R 20, 98RO A2 4 Y
B R, NS RO B R KRR . X
) BTE — B BE L AT DAMCSE AR I IR E IR
{RASRE A B — > 8 1Y G2 f AR T T TG o8 K
SRR 5 R 117, ol 18 e DR A
Ihe , 38 5 B — N X2 7 s AMEY . N
BES AT & —Fh D AR R 138 M sy B
Bt i B, A K B 98k B 7 A5 A
PE, C RN B B8RRI AR 2" At
G 1k WL PN BRI T B R B A R BT R
X I3 B W3 -17(Gastrin 17,G-17) B H AR 1
(Pepsiogenl , PGI) | 5 & H )it I (Pepsiogen Il , PG
1) 7K By 520, & 78 R4 J i R N B S8 B 97 I
T EE R A AR . HaET

1 W&EFE

1.1 RS

e PR N R BE BE 2021 4F 11 J & 2022 4F
12 Fia i 126 1] 5 it Pk 248 R B8 R i 5T 0
SRR B IR YT T K Ay S 25 A (n=48)
R (n=78) . AbRIE: DFEWR=18 2 ; DFF
H (B BE R THREZ2IT e (LM - 2019) )
TR 2 W AR I, SR IR A 2 OB
G IR GE R HE  DuIi2 B O HZmR WE 5
FUIR B A BELBR A I PRAAIE 5 © oK B #5252 1 AT ]

FHIIRTT 3 D F A N SH 5 8 X 78 Be A H. (7]
B HEBRARIE : OB E KM 254 QG IF Hifh
B B SR s O I B R
@XF AT T 2 Pt s O 2 i B &
BT AR T ARECE G0 @ iRiR 1 S
H @ L WALE TS5 R . 2 B
23 ], Ze Pk 25 ] A% S AT 24~57 & F AR IR
(41.38+1.06) % ; V- H1{A& i 45 %k (Body Mass Index,
BMI) (21.47+2.52)kg/m®, S04 5 M 41 91, 21k
370 5 AR 3 AT 27~55 %, AR (41.79£1.33)
%5 -1 BMI(21.62+2.41 ) kg/m?®, P 2H (M 501 L 4F
1% BMI AT LS, 22 R IS0 T2 08 L (5'=0.257,
=1.810.,0.333, P<0.05) . ASHF5E C o fH T A
P BEfRHI 2 51 24l
12 ik

P AT IR B 48 5 O BRES 555 B IR
T, 245 4R FH TR S DB S o ek 6 i S
(H IE R I 24 M 4 A R A0 BIR 2 il A 7=, [ 24 o
H20213071) #4745 25, 20 mg/ik , 2 IR/d. B4 41
SR FH N BE SR T (SE TR Medi SH3IATT 248) , M
1 2 256 F 5 1 P B B M UEA T30 , DAHERSR 2= i
YERTHEH 2 . B e o e etk T je Ak
b R 2R B AT R E S A A EREAR SK
BSAT 4 4 5 mm K BT RE L ARCKE B A BE
(I 85C) B B & 45 BE b IR Ir 45 lUm [ %
H 3 52 10 RS ) B S P A i VS IS A R AT IR T
2577 ZR 2584, Lk /b 2 5853697 5 H Rt
BB AR . P T 4 B RYIRTT -
1.3 WELIE R
1.3.1  HAMA I RL

SO ARE T OB IRIT R B E
V2R N I KR 2R AR BELER A I AR IR 8 4 7
REAREA, N BEA A W4 6 BT I #5455 HL



- 810 - NTEWEIEITAGE 20244E5 ] #5164 4551 J Mol Diagn Ther, May 2024, Vol. 16 No. 5

LTI s QA R RYT G A Nz IR B 51 ®1 WARTHILR (%) ]

IR A PR EE I R R AR T e sl ok 38, (N 4 Table 1 Comparison of efficacy between the two groups

8 DL A B LR A TR A (%))

<5 mm; QAL 1077 /o M0 3 ML MR K9 ;‘E%:JSE 7n8 20(512&?%24) 50(42;&10) 8(??2(6) 7(5?9 fi)

\ b A 3 NEUNTS I A M E . . N .

I i R LR A I PR IR S A2 B 2 A, B a4l 48 14(20.17) 22(45.83) 12(25.00) 36(75.00)

A nl UL R A B AR, B K A2 >5 mm, ! 4.837
P 0.028

S W= CR U918+ B A0 a9 x100% .
1.3.2 AP B FRYT HTE B I3 38 bn

Jir A B T ABCS K IRIT e Y R T2 18
MRS 5 mL, 28 250305 3 000 t/min, &0 4%
10 cm 5.0 15 min 5 , BOE B2 IR T M1 2448
PRl o >R FH 2 6 28 J2 AT vk o) 0 a2 R
HEPEAR CEIE) A BRA RIEEAL ) 2L G2 bh ik
(bt 2z AR &) R B84 1Y G-17 . PGLL PG I
K-
1.3.3  FLEIAIT S WILH Y A 3 I e R R SR
é}.,sj

A 3 0 R 2B 3 T T4 i 3 (SF-36) U E
PRV % 8 2 R 5 941k, ZME 0~100 43, 43
B R B A T T R 5 e IR 5 R T DT
25 4% I IR 0+ 48 %0 36 (Pittsburgh Sleep Quality
Index, PSQI) " #EAT PEM , 0~5 437 (8 & HA W
A A B IR BT T, 6~10 43 R F8 A BT B0 1) B HIRG
Jt, PEAr>11 433 A B IR IR BT £ 45 22, 904K
AR , 7 £ 5 I IR T B
1.4 Gil#Irik

K H1 SPSS 26.0 X AW 7% it £ B ¥ i2E 47 Ak B
IHT e THECRAL LA n( %) Rom AT KB T 5
BiLA(x+5)RoR AT tkr B . DL P<0.05 Rn2Z 5 A
ESRARE Y

2 &R

[BEEEE R g R
AR S E RS T, ERA 50T
2E Y (P<0.05), WFEI,

2.1

2.2 PHZH Y ARAE PRI 2R B [R]85

SRz 1 BB K A BELRR T R
BFE BT A, 25 0% iH% 8 L (P<
0.05), WLFE2,

R2 WA AKAERHE KRB (vxs)
Table 2 Comparison of clinical symptom resolution time

between the two groups (x+s)

45 n ZiR(d)  MEEXRE (D) R (d)
B 78 5.74+1.08 5.09+1.19 7.73+1.82
I 48 6.43£1.42 5.67+1.08 8.56+2.09

18 3.083 2.750 2.348

P{A 0.003 0.007 0.020

2.3 JRITHTIG PR LT 248 bt g

BITHT, WAL I A8 e Lh i, 22 % RS it
FEX(P>0.05), RI7 A, AR G-17.PGI1 1
RTIRYTET, EAZHAR T 259 41 5 W41 1% PGI K
SRR, A T, £ R
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x3 RITHEHAHENMLBFIEIRILE (vts)
Table 3 Comparison of serological indexes between the two groups before and after treatment (x +s)
. G-17(pg/mL) PGI(pg/L) PGl (pg/L)
HI n N YR y N o N N YN y
RYTH {EHIgE] YT HIT)R RIT T (RISl

SFALZH 78 127.42+10.94 109.27+9.85" 50.87£6.75 74.91+£9.98" 11.64+3.26 8.97+2.12°
2520 48 126.35+£11.23 117.39+£10.56" 51.04+6.63 70.66+8.54" 11.69+3.03 9.95+2.97"

XIS 0.529 4.372 0.138 2.449 0.086 2.157

P1H 0.599 <0.001 0.890 0.016 0.932 0.033

H: 5IRYTHT AL, *P<0.05,
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x4 BITEFWEANEFEREMERRETS (ves)
Table 4 Quality of life and sleep quality scores of the two

groups after treatment (x +s)

205 n AERE I (43) MR TR PEAR (4))
SR 2H 78 83.2624.55 6.84+1.01
254 48 80.79+3.72 7.36x1.34

1 3.165 2473

P 0.002 0.015
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[ ZE] B 2o il 8 G 3L K P53 (P53) il & 1 3L K Plo (P16 ) K 21 i 384 4 4% Bt
JF Ki-67 (Ki-67) 5 R & & m B ENEHE T HER(ESDIARGE RN LR, Hik HEE 2019 4F
1 HZ 2023 4F 1 H =Tkl i B BEYIE 80 41 AY 00 & 4 B AE A R s X 42, ¥ 617 ESD ¥R
I o PR A R A R 55 4 4 (B R 1 25> em, 85T RS L i 5 £ 41 A i R 3 A 41 41)
P53 P16 .Ki-67 #1551k . ESD RJG X B EREV 1 4F , MRIEA KR EE X & m FEESTAE LA
(n=20) 5 TE K4 (n=60) . LI WA FEHL P53 P16 .Ki-67 HEHFEIA, KHZLHE Logistic [11H 4>
Br 510 489 SR BSD R J5 &2 & 52 i R 2, Jf 4 1l ROC 1t £ 3t P53 P16 . Ki-67 & [13815 5 K1)
BEMBEEDARERE k., &R SEFALUHEL AL P53 Ki-67 HH KL R, Pl EH KA
AR (1=9.276 .13.987 . 10.595 , ¥ P<0.05) ; 5 % 41 By 98 41 41 P53 \Ki-67 85 A F ik M5 T I E L 41, Ple
FEHFEBETEE K4 (1=5.086.4.648 .5.139, ] P<0.05) ; £ K % Logistic [11 443 B 57 , I % 431k
(OR=1.870) M iz 42 JL B 5L )2 (OR=1.808) . A3 Wk [0 4554 % (OR=2.089) . P53 7E 1 15 % ik (OR=
2.046) P16 4K [ ik % 15 (OR=1.988) K Ki-67 % 1 & %A (OR=1.761) ¥ & . W] & % iR % BSD RJ5
82K B ST fE 16 2R (P<0.05) 5 ROC #2843 BT 2%, P53 P16 Ki-67 25 [ 3% 1k M I & 6 A il 28 1 i
BLCAUC) 43514 0.803 .0.828 ,0.834,0.942 , Ik A K il A F B4 — A5 (P<0.05) . 45 P53 .P16 J% Ki-67
FAS R EEE R BSD RJGE K IEOUAHIE, v LIAE Ryl Bl 500 (14 41 5 12 Wi 8 4 o

[k8R] FHEEE; NEFENREAR,; W6 & A IEE P53 Mkl 8& (2L A Plo; 4NiEY 5%
PR Ki-67

Analysis of the relationship between P53, P16 and Ki- 67 and recurrence after ESD
operation in early esophageal cancer patients
DANG Yechuan*, LI Congli, WANG Ruixue

(Department of Gastroenterology , Sanmenxia Central Hospital, Sanmenxia, Henan, China, 472000)

[ABSTRACT] Objective To investigate the relationship between suppressor protein gene P53
(P53), suppressor protein gene P16 (P16) and cell proliferating nuclear antigen Ki-67 (Ki-67) and recurrence
after endoscopic submucosal dissection (ESD) in patients with early esophageal cancer. Methods 80 patients
with early esophageal cancer were admitted to Sanmenxia Central Hospital from January 2019 to January 2023
and were retrospectively selected as the study subjects. All patients underwent ESD treatment. The expression
of P53, P16 and Ki-67 proteins was compared between cancer tissue and paracancer tissue (defined as tissue
more than 3 cm from the tumor margin, with no tumor tissue or atypical hyperplasia observed under the micro-
scope ) in all patients. Patients were followed up for 1 year after the ESD operation and were divided into two
groups: the recurrence group (n=20) and the non-recurrence group (n=60) based on whether esophageal can-

cer recurred after the operation. The expression of P53, P16 and Ki-67 in the two groups was compared. Multi-

L AT A AR EFAHE AR 8 (LHGJ20191439)
Ve As . = ok T s B IR AL AL, 7T, =179 472000
*i@AE A s eT ), E-mail : dangyechuan@163.com
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variate logistic regression was used to analyze the influencing factors of ESD postoperative recurrence in early
esophageal cancer patients. ROC curves were drawn to analyze the expression of P53, P16 and Ki-67 proteins
and ESD postoperative recurrence in early esophageal cancer patients. Results Compared to adjacent tissues,
the expression of P53 and Ki-67 proteins in cancer tissues was increased, while the expression of P16 protein
was decreased (1=9.276, 13.987, 10.595, P<0.05). The expression of P53 and Ki-67 protein in the recur-
rence group was higher than that in the non-recurrence group, and the expression of P16 protein was lower
than that in the non-recurrence group (=5.086, 4.648, 5.139, P<0.05). Multivariate logistic regression analy-
sis showed that low tumor differentiation (OR=1.870) , tumor invasion of submucosa (OR=1.808) , lymph
node metastasis (OR=2.089) , high expression of P53 protein (OR=2.046) , low expression of P16 protein
(OR=1.988) , and high expression of Ki-67 protein (OR=1.761) were aa independent risk factors for recur-
rence in early esophageal cancer patients after surgery (P<0.05). ROC curve analysis showed that the expres-
sion of P53, P16 and Ki-67 proteins, along with the AUC of combined detection were 0.803, 0.828, 0.834,
and 0.942, respectively. Combined detection was found to be superior to single detection (P<0.05). Conclu-

sion P53, P16 and Ki-67 proteins are related to the recurrence of early esophageal cancer in patients follow-

ing ESD surgery. They can serve as auxiliary diagnostic indicators for predicting recurrence.

[KEY WORDS] Early esophageal cancer; Endoscopic submucosal dissection ; Suppressor protein gene

P53; Suppressor protein gene P16; Cell proliferation nuclear antigen Ki-67

TR T ORI Z — , HR T O AR
rveE RO DL T AR R UTBR
F. EEE BT 21 2 R (Endoscopic submucosal
dissection, ESD) ELAT#4% & EE HUI R %, REASH b
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A Trizo i 7 & (1% & Qiagen 23 A ) $#2 HU 4 41 &
RNA, RNA 1920 5 1k B R T 52 5053 6 G BE 1k
PO 5E P54 SR 1 RNA LR BE S & (1
[ Qiagen /A A ) #1T K % 5k A WL cDNA. LLoE)
E 1 R A e =X R B A RN P53 P16 . Ki-67 25 M
FIRIK o FHIC B S5 4T - 95C AR 1 30 s
70°CiR K 40 s; T0CHEff 60 s, H: 40 NP . P53
S FS) : F: 5 - ACGCTGCGGACCAGAAGCCG-
3';R:5'-TCGACCAGAGCCGATGCGGT-3', P167]
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R: 5 -TGGACAAGACCCTGAAGACA-3' . Ki-67
SIMIFH): F. 5 -CTTTGGGTGCGACTTGACGA-3';
R: 5 -TTCTGCCATTACGTCCAGCG-3', L) 2:4¢
158 P53 P16, Ki-67 25 [ ik HU A X ik i
1.4 RV 554

TEIRIT A5 R X e A R B - T, B 3 S H
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{8, DA P<0.05 RR 225 A Git2em L
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2.1 RWIEE B A S S 5 2 P53
P16 .Ki-67 %5 1 H 4%
Eymss SV L, i 141 P53 Ki-67 8 13K iA
Thim P16 25 R RRAL, 25 W HA GIEE X
(P<0.05), WLFE1,
2.2 FRHAEEE R ESD RIS E &I 40T
PR R M 45 R R, P AL R A R EE
RRERE RSB LR ZR A S EE L

R RHREEREEBEALSEFEHLAMPS3.PIO.
Ki-67 ZEHLE (x+s)
Table 1 Comparison of P53, P16 and Ki-67 proteins in

early esophageal cancer patients and adjacent tissues (x +s)

205 n P53 P16 Ki-67
Jer 4 80 0.63+0.17 0.38+0.13 0.59+0.16
FEHEY 80 0.42+0.11 0.74+0.19 0.36+0.11

1 0.276 13.987 10.595

PiE <0.001 <0.001 <0.001

(P<0.05) ; 52 K& 20 1A 968 20 21 P53 Ki-67 5 135153
T IRE LM, Ple HARKMLTIRE KL, 2257
WHA S22 X (P<0.05), WL#E2,

*2 RHREEEHEESDARGEELNEEESH
[n(%),(x£s5)]
Table 2 Univariate analysis of postoperative recurrence in

early esophageal cancer patients with ESD [1(%), (x+s) ]
T KU

V=3 ‘Q

e (Enziz)ﬂ) (n=60) Zifa - P
P51 0.018  0.893
5 13(65.00) 38(63.33)
'y 7(35.00) 22(36.67)
A 0.821  0.365
<60 9(45.00) 34(56.67)
>60 11(55.00) 26(43.33)
BMI 5%k (kg/m®) 2018  0.156
<24 7(35.00) 32(53.33)
>24 13(65.00) 28(46.67)
Jib R B A 0.084  0.959
M - B 4(20.00) 12(20.00)
fifg b B 7(35.00) 23(38.33)
i~ Bt 9(45.00) 25(41.67)
Mg B A% (em) 2.092  0.351
0~3 9(45.00) 32(53.33)
4~5 6(30.00) 21(35.00)
>5 5(25.00) 7(11.67)
JibdEd oA 16.596  <0.001
e 3(15.00) 34(56.67)
tharfk 6(30.00) 18(30.00)
iK1 11(55.00) 8(13.33)
Jieb 82 35 i R 24.033  0.001
Rz 3(15.00) 46(76.67)
FET 2 17(85.00) 14.(23.33)
W L5 RS 15.345 <0.001
o 4(20.00) 42(70.00)
H 16(80.00) 18(30.00)
P53 0.81+0.24 0.57+0.16 5.086  <0.001
P16 0.26+0.11 0.42+0.14 4.648 <0.001
Ki-67 0.74+0.18 0.54+0.14 5.139 <0.001

2.3 HWIEE B ESD AJG R KN R K
Z [N 2 Logistic [P 553 #T1

DU B4 9 B BSD AR5 BB E Kk R R AR
i, K ISR I BB A AR BEHETT Logistic 7115 43
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Mro S5 Eow, MR iR 2 L7 T
2 A IRE R P53 & ik (P16 & KR

ik K Ki-67 5 H & Rk 1 2 R & e B BSD
AR J5 &2 KR ST fE R & (P<0.05), W3,

*®3 EHREEEEREESDARGFEXZZMEEZMN S EZE Logistic B34

Table 3 Multivariate Logistic regression analysis of the factors influencing the recurrence of early esophageal cancer after

ESD operation
ES Tt A BlE S.EH Wald {8 OR1H 95% CI P4
R Rar k=0, har k=1, S5 fb=2 0.626 0.214 8.557 1.870 1.220~2.845 0.003
Jilv I i T R BT E=0,FKZ=1 0.592 0.186 10.130 1.808 1.255~2.603 0.001
W LEE RS 47=0,Jc=1 0.737 0.259 8.097 2.089 1.258~3.472 0.004
P53 AR 0.716 0.231 9.607 2.046 1.301~3.218 0.002
P16 ELEAR 0.687 0.206 11.122 1.988 1.327~2.977 0.001
Ki-67 HEL A 0.566 0.173 10.704 1.761 1.255~2.472 0.001

2.4 P53 .P16.Ki-67 & 135X 1 & 480 R
ESD AR J5 & & (1) i 4 (i

ROC {4341 W7, P53 . P16 . Ki-67 & 1351k
T2 B A R A il 28 T T AL (AUC) 43 %1 R 0.803
0.828.0.834.,0.942, % & & M A F 22— K I (P<
0.05), WFE4 K1,

&4 P53.Pl6.Ki-07 EAREMEBHAEEEFESD R
BEERHBNNE
Table 4 Prognostic value of P53, P16 and Ki-67 protein
expression for postoperative recurrence in early esophageal

cancer patients after ESD

KAEAT IEWHE AUC  95% CI BURJE 45 PE
P53 0.68  0.803 0.666~0.941 0.800 0.733 <0.001
P16 035  0.828 0.734~0.922 0.750 0.717 <0.001
Ki-67 0.65  0.834 0.706~0.961 0.800 0.767 <0.001

AR 0.942 0.851~0.999 0.850 0.783 <0.001
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- P53
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Figure 1 ROC curve analysis
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rTMS % i i P Jioi 22 b 825 1 7% MMP-9 . Ang- 1 5
NSE 7K FAS L1655 1)

MEetk Fa L

[ ZE] BHE& BU rTMS Xl 4 i 5 b 825 i v 58 5 4 0% 2 1 EF-9 (MMP-9) | A I & A A
F-1(Ang- [ ) S &0k SR EEIL (NSE) KA (b s . Frik weHUA R R EE B 2021 4F 4
H Z 2022 4 9 A USA B 122 {51 5 il 1 1o 2 v 28 5 R BF 5 6 G, RO B B 3R 9T 7 s B AN TR) 43 SR ) HE 4]
(=37, BB IBIT) R (n=45 , 5 BUFE S IGYT+= 00 ' TMS ) ARSI A (n=40 , & R E R
JY A ' TMS ) ; He 48 = 4132 sh D) RE RN 2 D BB 2 175 0 L 1ML 7 MMP-9  Ang- | 5 NSE /K P28 {45 5L 4
2o AR AR bR [ 32 35 & a7 (MEP) WEAR A P AKGZ 2h % S iF 1R (CMCT) 1. &R 16I7 )5, i il
A RVIRATUR #4041 Fugl-Meyer 32 3l PF43 ¥ L X B 20 55, NIHSS 432 Lo BRALAIG , 22 %A Geil2¢ 3 L (P<
0.05) , &5 471 il 3k 4 A A3 4 Fugl-Meyer 32 83143 \NIHSS W47 L3, 25 5% 0401122 3 L (P>0.05) 5
5 0 e 2 RTS8 2H MEEP ¥ AR BT RT CMCT Y{IG T X R4, 22 R A3 B it L (P<0.05) , e AR i 2
FMIRAT %A1 MEP VAR B FT CMCT 22 5 TG 24 5 L (P>0.05) 5 =3 2 AR B4 4 MMP-9 |
NSE 7K Lo % FRAAIG, Ang- T 7K Hoxd B4 w5, 22 524 G i 24 2 L (P<0.05) o e A5 98 4 R AT 43
41 MMP-9 \NSE . Ang- | /K FAH HLHR, 22 R RG24 8 L (P>0.05) . 4518 «TMS A DL R AR ke it 14 iy
AR R P UL MMP-9 \NSE /K, #2175 Ang- 1 /KSF, FIlF #8512 ha RE R 2 DI B &

(K@ IA]  FTE MBI St JE 048 5 A mE-0; N EmRE-1; MEITrRE
I T AL i

Effect of r'TMS on changes in serum MMP -9, Ang-1 and NSE levels in patients with
ischemic stroke
TAO Xiaolin, LI Hong, MA Jiang*

(Department of the Third Rehabilitation Medicine, Shijiazhuang People’s Hospital, Shijiazhuang, Hebei,
China, 050000)

[ABSTRACT] Objective To explore the effects of rTMS on the changes in serum matrix metallopro-
teinase-9 (MMP-9) , human angiopoietin-1 (Ang-I) and neuron-specific enolization (NSE) levels in patients
with ischemic stroke. Methods One hundred and twenty - two ischemic stroke patients admitted to Shijia-
zhuang People’s Hospital from April 2021 to September 2022 were selected for the study. They were divided
into three groups: a control group (n=37) receiving conventional rehabilitation therapy, a high-frequency stim-
ulation group (n=45, receiving conventional rehabilitation therapy+along with high-frequency rTMS, and a
low - frequency stimulation group (n=40) , receiving conventional rehabilitation therapy+along with low - fre-
quency rTMS. The purpose of this division was to compare motor function and neurological function recovery ,
changes in serum MMP-9, Ang-I and NSE levels, and neurophysiological indexes such as motor evoked poten-
tial (MEP) latency and central motor conduction time (CMCT ) among the three groups. Results After treat-

ment, the Fugl-Meyer exercise score of the observation group was higher than that of the control group, and
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the NIHSS score of the observation group was lower than that of the control group, and the difference was sta-
tistically significant (P<0.05). There was no statistically significant difference in the Fugl-Meyer motor score
and NIHSS score between the high-frequency stimulation group and the low-frequency stimulation group (P>
0.05). MEP latency and CMCT in the high-frequency stimulation group and the low -frequency stimulation
group were lower than those in the control group, and the difference was statistically significant (P<0.05).
There was no statistically significant difference in MEP latency and CMCT between the high-frequency stimula-
tion group and the low-frequency stimulation group (P>0.05). The levels of MMP-9 and NSE in the high-fre-
quency stimulation group and the low-frequency stimulation group were lower than those in the control group.
The levels of Ang i in the high-frequency stimulation group and the low -frequency stimulation group were
higher than those in the control group, and the difference was statistically significant (P<0.05). Conclusion

rTMS can decrease serum levels of MMP-9 and NSE in patients with ischemic stroke and increase the level of

ANG-I. This is beneficial for the recovery of motor and neurological functions in patients.
[KEY WORDS] Repeat transcranial magnetic stimulation ; Ischemic stroke; MMP-9; Ang- [ ; NSE

e LA A A R A S L YA B A SO 2
LU I B L AR IR G, AT R A B 2 RGURE
W, B A B S YIRS BT AT 5 RS AE
FEP, R e R AR i T A g R
(repetitive transcranial magnetic stimulation, rTMS )
ST — PRI A A B AR AV BRYT O7
3, HF BRI b 37 T A s A 3 e 2
T2 A I S A I e B, 137 Al B2 22 il 28 4
JELRSE R A7, 2 1T 2 il i 4L 24, A T e
7RO U)o T 4 8 2R 1B -9 (matrix
metalloproteinase-9, MMP-9) J& Ji i fiff 25 , HK F
b TR R BB K il A A Ak 5 e it 1 G A
AU R . AL A2 i % -1 (angiopoietin-1
Ang- | ) RELEHE INLAE 34 A= FVAH MO AS , m] LA ] o
ZIU TS o B TTHY S I B AL T (neuron-specif -
ic enolization , NSE ) J2& JZ B dift ifi P4 i A< il AR Y7 3%
) — T2 WL AR, NSE 7K - i e 2 B i 20 21 52 45
B AHOCAITTE AR B, & AR ot P A v S R
K MMP-9 NSE 7K ¥ L7, 11 Ang- T 5 T %
IR AR ST LR 5T rTMS X it il 1 A A< Hh AR
F 1ML MMP-9 , Ang- | 5 NSE /K284 15210

1 —RR S

1.1 — R

PEWUA ZETH AR EE B 2021 4F 4 H % 2022 47
9 H WCIA 1) 122 ) e il A 2 BB A ST 42
PABRHE : DL CT K A4 A Bl il < iz Wb
WEN s @QPIR K s HwRE>1 AN A s QTG 1 i 1)
DI IRFERL ST 4 OFFEIE S Pafig 12 sh D RE A |
NIRRT A5 D) R it s @ 16 2 E Re il & R Il 25

H s OB XFE SRR R E . HEbR bR
e QG I B AF A HERR I SMI 8 55 @
WA 4B MR O 0 R R BT RS
Ol R G RHEI 5 @ BN B2 32 2 X328 811 &
HL JC I o AR R 1A T 5 R R 43
XL (=37, W MFE R IARTT) MBI (n=40,
WL VAT HIEA rTMS) | = SR A (n=45,
PRSI0+ ' TMS ) o % BREH 55k 20 ], 2ok
17 915 -1 (63.25+12.34) % ; - Y i (6.35+1.23)
ASH 5 s 2R B v 23 ), Lok 22 1] 5 S 4R
(64.27+13.05) % ; V- 2 (6.38+1.54) 4~ 5 {5
L 5 23 i, £ 17 451, -3 4F S (63.65+12.68)
%R R (6.49+1.68) AN H o = 41 BE B Al
TR A, A A0 T AR 1 S AR S 5 R, =4
— R 2 TG E X (P>0.05) , A
Al LEPE . ARG BB ZE SR
1.2 FHiE

X B R FH BB IR YT s R E R
I7 RS I WBIGYT 38 EAIT .

o AT 2L« A RILRE SR T A R
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SR K i B 5 32 By DX A ) R A, I AR R
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R < A H BURE A2 VAT SR A R R
rTMS , B85 (M ki 1z [ 328 2y DX A B A7, e Fik
R S AU 5 R 1 Haz, 5 B R A K
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1.3 WEE bR
1.3.1 =iz hTIRe Mph & D ReIK & 1% 0L

& H Fugl-Meyer iz 3l 2 & A% & 2 D) 1)
fiE , T 2 Cronbach’s o R %A 0.815, 5 I3 & R
0.826, 1 RNAECIE AT s OCTTG s & 5%,
K1 100 43, 43 B8R 12 B YD RE R AT 5 >R T NIHSS
PEATPEAR R P DI REVK 2 15 L , 3% Cronbach’s
o RECH 0.807, EIMIZLEE R 0.765, FERN AL
BIR BT ag) JBSEEITI , B4 42 41 VT4
(SR EZS iy 3 o
1.3.2 =ZZHMA AR IR

15 L H, K14 (Medtronic Keypoint 4 &Y /L H,
05 & LAY ) 1 sk BB A B B 5 R 6 T AR
( motor evoked potential , MEP ) Ff & % 5 455 9 %
T BCH S B {8, [ ) 3 2o i s 2 o vk AR B R
VAR E T3 R X2 30 4% 52 B[] (central motor
conduction, CMCT) ., Z#%1{H :MEP:19.36+0.85 ms,
CMCT:7.23+1.23 ms'*',
1.3.3 =4 MMP-9 NSE . Ang- I /K-F

T R BCR H 2 Rk I 5 mL, LA 2 500 1/
min 73 50 15 min, Z502F4 10 em, R B e
£ 4R HEI 5 MMP-9 ., Ang- 1 NSE /K-, ikl & 1
KHET MEZEY . 2% : MMP-9:0~40 pg/L,
NSE iF#{8<12.5 wg/L,Ang- [ :0.30~1.90 ng/mL"’,
1.4 Gtk

K SPSS 21.0 B AT S8 1150 H7 , 1  Ek
KH (x£) R AT K555, 24 LBCR F F RS
2 ) 2 L AR ] LSD 4 56 s HHBU0ORH T n (%) 35
TR AT K LA P<0.05 M E S HA G L,

2 HR

2.1 = ZHAEER A AN AR AL
e AT S 2 AV ) 38 L R T T 2 A B AT
FEAE T AL LB, 22 S B G 2R L (P>0.05) .
W1,
2.2 =% Fugl-Meyer iT-5 NIHSS P13 Fb 42
1697 J5 . = 41 Fugl-Meyer 43 . NIHSS - /3
Fbds, 22 A8 it 2 L (P<0.05) ;5 i B i i 41
IR A5 ] 8 2H Fugl-Meyer iz 8l PF 43 15 L X} BE 244
15, NIHSS PF20 3 X RAAIG, 2 R A G #E X
(P<0.05) ;7675 , e ORI AL RIS A3 I 2 Fugl-
Meyer iz 31 1743 \NTHSS P43 FL 3, 22 5 LG 1124
B (P>0.05), WFE2,

x1 ZHABREBBLMERLER (2(%) ]
Table 1 Comparison of infarct sites and areas in the three

groups [1n(%) ]

13 REFE HESE A

) B R N ok K
XA 37 17(45.94) 20(54.05) 9(24.32) 18(48.65) 10(27.02)
ﬁfﬁsgﬂ 45 20(44.44) 25(55.50) 11(24.44) 20(44.44) 14(31.11)
ﬁﬂ[gjzﬂ 40 22(55.00) 18(45.00) 8(20.00) 19(47.50) 13(32.50)
2 1H 1.068 0.514

PH 0.586 9.720

R 2 =£HFugl-Meyer if4> NIHSS #F 43 L5 (x+s)
Table 2 Comparison of Fugl Meyer scores and NIHSS

scores among the three groups (x +s)

il Fugl-Meyer 743 NIHSS #£5

o o - o -
TR WITE RITE RTR

YHBZ 37 32.47+11.26 58.96x12.04* 16.21+4.09 14.30+5.28"

E L 45 33.58+12.67 73.65+13.64" 16.64+4.47 11.39+4.23"
A ZH 40 33.68+11.09 74.05£12.64% 16.34+4.23 10.75+4.86"
FAf 0.13 241.44 0.11 6.02
P{H 0.881 <0.001 0.895 0.003

1 [ RRAYT RS L, *P<0.05 5 5 X R4 LE 4%, "P<0.05,

2.3 — 4 MEP &R .CMCT Hi
RIS, =4 MEP &K .CMCT 08, 22 5%
it L(P<0.05) 5 ETINEZE AR 2 MEP
TEARIAAT CMCT 2R IR, 2R A G X
(P<0.05) ; = SURITRCZH ARASORINEL 20 MEP W& AR 0
CMCT 8, 2R TG IHEE L (P>0.05), W3,
x3 ZHAMEPHERH.CMCT LEE [ (x+5),ms]

Table 3 Comparison of MEP latency and CMCT among the

three groups [ (x+s),ms ]

N MEP 1k ] CMCT
A on — e A
TRIT R RIT I TRIT R WRIT I
YHRZH 37 24.16%£3.25 22.75+2.34° 11.38+1.67 10.64%1.06"

RS 45 23.51+3.30 20.17+2.49" 11.77x1.95 9.25+1.27"
TRABREH 40 24.37+2.42 19.8622.47" 12.03x1.54 9.11+1.30"
FiE 0.94 16.27 1.35 18.47
PAE 0.392 <0.001 0.262 <0.001

T« R BNAYT S R, *P<0.05; 533 B4 g, °P<0.05.

2.4 = MMP-9 NSE . Ang- | /K

1BIT I, =41 MMP-9 NSE , Ang- I /K- b4,
22 A G X (P<0.05) 5 1 A5 o 384 2H A0 A
I 2H MMP-9 \NSE 7K Lo BRZH AR, Ang- | K-
BItexr al s, 22 5 BA Gt 2E 3 L (P<0.05) 5 5
0 ) 385 2H A AR 241 MMP-9 \NSE | Ang- [ /K3F
LA, 2R TG L (P>0.05) . WL 4,
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R4 =HMMP-9NSE.Ang- [ 7K FLLE (x+s)
Table 4 Comparison of MMP-9, NSE, and Ang- | levels among the three groups (x+s)

i . MMP-9(pg/L) NSE(pg/L) Ang- 1 (ng/mL)
TRYTHT BT A JRITHT RITIE VRITHT HIT I
popieEil 37 106.27+4.86 58.39+5.16" 39.45+6.46 31.20+7.53" 0.89+0.36 1.23+0.24°
o AR 2 45 107.52+4.63 36.3424.07* 40.1426.57 20.34+6.48" 0.95+0.68 1.65+0.21"
R 40 105.74+4.32 37.48+5.24° 39.65+5.48 21.37+6.42" 0.93+0.43 1.68+0.43"
FAE 1.69 257.97 0.14 30.28 0.14 25.85
P{H 0.189 <0.001 0.872 <0.001 0.871 0.026

T« RV A7 RIS LL#L, *P<0.05 ;5 % BR4H Th 4%, P<0.05.,

3 it

rTMS J& 3 T 28 fii o, ) S R B, 7 ok o 0 3 1
L AR VA SR N (T R N R
G, W T 5 0 g 304 QO R A B B, AR IR T
ABAE | B A bl 22 Dy R HE A SR N Tz . AR
WF 5T 45 3 W7, IR T e e AR R R AT A o 3 4
Fugl-Meyer iz ) 7743 e X BR 20 57, 1B +TMS R &
IR T LUAE i B B sh D Re R Ak iE B8 S TR
WA o 3B HE AR T v TMS AT DL 5 Hm K i
12 ) B JT 2 4 A M 38 Ik D4 AT Ry A 28 4 i R TR
ARG K S, 8 T v 4 2 9 o, 0 T 4 s s
fiE. Vabalaite ZE"HFFT A TR, = 00 rTMS o B VR ke
e R A 5 s sh D RE Z B R E R, 5
AR

ENIREE ST N B S R U
MEP ¥tk 01 il CMCT ¥4I T X5 B2 . rTMS ik p
FL I 7 B2 T 2 A B I AR OB B P 4 Ol T e A
PG LR A M H2 i . 38 B P Lo Z i, 35 5
W5k LA H, MEP i IR B Ff1 CMCT #E K . Fifi
i ikiz e I RE K &, MEP WK I Al CMCT
Bl 2 47 %0 . Wang 55 FE W 58 A A8 i A rTMS
XA 2 v BB 3 B 2 T BE L33 B T BE RN B B %A
() 52 ] v % B, T 2 B B AR AR v i MEP ¥
R FT CMCT

MMP-9 7E gl IfiL 14 i A< £ 5 AR P 22 71 AR
A, b2 32 456 8 HOK S5 o Saleem %5
WFFE @7 , MMP-9 7K - T 85 55 i 4 i PR A 2
DL R A ep e AR BE A G, 4T MMP-9 4114 551 7T LA
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KLV FE R AR R A A, BT
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SR A SR IN T 43 5 NSE 7KV 22 8] 77 78 552 38 119 A
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2T AR, PO 20 A ol T B, O Bl iR
W, WK P @ IR ] S B b 28 ) RE K B2 1
TSN, ' TMS BEA 3R I 2R BE 2 3 s
il A v fB M2 T RE . AT 45 R R, A
PRG35 2H MMP-O \NSE 7K 447 L% BRALIG
Ang- T 7KV B JEZH /&5 5 L v 30 o) 355 R AR 050 35
2] NIHSS P45 He X FE A . Ui rTMS FE IR YT
Al DR I b 2 D RR K A, E— 2508 R TR
LENB A o AT HJR R TE T  rTMS AT LLAG 3808
Wz A S, i e 58 AT YR R
L B8 1 2 H A S (B VAR, O 27 T R 0 i
A BRAL 40 DR 25 A o 28G5 22 4% 53 58
ek 72 d R, (R E M T REIK A o

25 B RTIR  rTMS T LA RS ARG e ot 44 fig 4 v 2 2
K PN 1ML ¥ MMP-9 \NSE /K, #2755 Ang- 1 /K-,
FIF B2 sh T e Fah 2 ThRE K & .

5% ik
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2T S S SRR I0% A Il YR 8 e R il s AN e & Il
T IS Y K e D R R IfL 7Y TL-6 . TNF-o fil hs-CRP
y & B jAl

REF* WRE RBAA

(8 E] B BT 385 (FOB ) MRS A Ml 6 7 Y X Bl i AR5 A 1 il JEk e g 25 Ip %
T RE AL 40 A -6 (IL-6) IR SR FE [ T - o (TNF-« ) FE 8 C 52 1 46 14 (hs-CRP) K - 1 521
FiE HEEU20184F 9 H 2 2021 4E 9 A A ST — N REEBeEEAZ 1697 W It AR 5 & IF Ml B s 3 96
B, LABEALECT 23550 AL, FE20 48 1] o X HR 20 422 52 HLAWGE S A WP A8 W R IR YT, SR 21 7R X R4
FERH T LA FOB MR IR Il VR IAIT o LLASPIALIAYT 1 RS AT ROR X L AR 7 R AT 1 RS
ML A8 AR AR 5 1 (PaCO, ) V4 K (PaO.) | ML 1 B (SpO.% ) BRI (pH ) | \FIK Ty fEFE b
[ W1 £ (WOB) A IE B /7 (RAW) | S Z8 S 7 (Cdyn) A 3E TR (PIP) ] L Ife A JiT &8 2 e 43 (CPIS ) |
FME F IL-6 \ TNF-a \hs-CRP 7K XF L R IA) 7 it BB PR B B R AR B B8R JAIF)R S 4Liy
MRS TR, 22 R G 8 L (=5.031, P<0.05) ; SZU0 20 IS A5 A5 I R Tt 34 Sk 22 CPIS TF
A W T B S b 4 A N B2 A, 22 R i i X (1=3.032, 5.530, 2.008, 5.136, 9.344., 8.549,
3.681,3.557,7.778, P < 0.05) ; SCHALIA YT IS (W IILTE R 14 F T IL-6 .\ TNF-a \hs-CRP AKC-AIG T X IR 4, 25 5%
BT X (1=21.327,17.291, 16.748, P<0.05) o 157 I 41K KR & A LR RS T2 78 L
((=0.274,P>0.05) . Z5i& FOB WA Ik 45 il v ¥ v FH 7 Ml 98 A i fili 750 Sk e R0 3 B 008 Wl 35 3 i VR 7 AL
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Effects of fiberoptic bronchoscopy sputum aspiration combined with alveolar lavage on
respiratory function and levels of serum IL-6, TNF-a and hs-CRP in lung cancer patients
with postoperative pulmonary infection

NI biyu™, TIAN Maoliang, WEN Youli

(Department of Respiratory and Critical Care Medicine, Zigong First People’s Hospital, Zigong, Sichuan,
China, 643000)

[ABSTRACT] Objective To explore the effects of fiberoptic bronchoscopy (FOB) sputum aspira-
tion combined with alveolar lavage on respiratory function and levels of serum interleukin-6 (IL-6), tumor ne-
crosis factor-a (TNF-a) and hypersensitive C-reactive protein (hs-CRP) in lung cancer patients with postoper-
ative pulmonary infection. Methods A total of 96 patients with lung infections after lung cancer surgery at
Zigong First People’s Hospital were enrolled between September 2018 and September 2021. Using the random
number table method, they were divided into a control group (mechanical ventilation combined with a sputum
aspiration tube ) and an experimental group (FOB sputum aspiration combined with alveolar lavage on the ba-
sis of the control group), with 48 cases in each group. The total response rate after a week of treatment, par-

tial pressure of carbon dioxide (PaCO,) , partial pressure of oxygen (PaO,), oxygen saturation (Sp0O.% ), po-
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tential of hydrogen (pH) before and after a week of treatment, work of breathing (WOB) , air way resistance
(RAW) , dynamic compliance (Cdyn) , peak airway pressure (PIP) , clinical pulmonary infection score
(CPIS), levels of inflammatory factors (IL-6, TNF-a, hs-CRP), and the occurrence of adverse reactions dur-
ing treatment were compared between the two groups. Results After treatment, the total response rate of the
experimental group was higher than that of the control group (x°=5.031, P<0.05). After treatment, blood gas
indexes, respiratory function indexes, and CPIS in the experimental group were better than those in the control
group (r=3.032, 5.530, 2.008, 5.136, 9.344., 8.549, 3.681, 3.557, 7.778, P<0.05). Furthermore, after treat-
ment, the levels of serum IL-6, TNF-a and hs-CRP in the experimental group were lower than those in the
control group (r=21.327,17.291, 16.748, P<0.05). There was no significant difference in the incidence of ad-
verse reactions between the two groups during treatment ( ¥’=0.274, P>0.05). Conclusion FOB with sputum
aspiration and alveolar lavage can greatly enhance treatment outcomes, facilitate respiratory function re overy,

and effectively suppress inflammation in patients with lung infections following lung cancer surgery, all while

maintaining a high level of safety.
[KEY WORDS]

fection; Respiratory function; Inflammatory factor
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Table 1 Comparison of total effective rate between the two

groups [n(%) |
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Table 2 Comparison of blood gas parameters between the two groups (x +s)

o . PaO,(mmHg) PaCO.(mmHg) SpO:(%) pH {8
TRITHET BT IRITHT BT A IRITHT BT IRITHT BT
SLER A 48 70.40+16.77 90.13+11.68" 35.88+4.68 31.11+£3.37° 81.16£9.33  97.76x£10.42"°  6.97x1.14 7.38+1.02°
X 2L 48 72.01+£12.22 81.56£15.72° 36.74+6.13 36.42+6.32 80.49+5.64 87.49+7.55" 6.88+1.25 6.97+0.98
tHE 0.538 3.032 0.773 5.136 0.426 5.530 0.369 2.008
PiE 0.592 0.003 0.442 <0.001 0.671 <0.001 0.713 0.048

SRR YT T AL, P<0.05,
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Table 3 Comparison of CPIS scores between the two groups
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Table 4 Comparison of respiratory function between the two groups (x +s)

qml n WOB (J/L) RAW|[cmH20/(L-s) ] Cdyn(mL/cmH20) PIP(cmH20)
IHITHT Nekidal IBITHET Nekida IRYTHET BT A IHITHT BT A
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SPHRZH 48 0.88+0.64  0.79+0.25  1572+2.34  13.99+562  21.5543.69  26.98+4.55' 31.21+6.94 21.79+4.38°
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P1H 0.790 <0.001 0.256 <0.001 0.236 <0.001 0.251 <0.001
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Table 5 Comparison of serum inflammatory factor levels between the two groups (x+s)

IL-6(pg/mL)

TNF-a(pg/mL) hs-CRP(mmg/L)
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Correlation between serum D -D, MHR, UA, RDW and left ventricular remodeling,

cardiac function in patients with coronary heart disease
HU Baokui, RUAN Aibing*, WANG Wei
(Department of Cardiology , the Second People’s Hospital of Wuhu, Wuhu, Anhui, China, 241000)

[ABSTRACT] Objective To explore the correlation between serum D -dimer (D-D) , uric acid
(UA) , monocyte/high-density lipoprotein cholesterol ratio (MHR ), red blood cell distribution width (RDW )
and left ventricular remodeling, cardiac function in patients with coronary heart disease (CHD). Methods
Patients undergoing coronary angiography at the Second People’s Hospital of Wuhu were enrolled in the study
between January and November 2022. After obtaining informed consent, their general data was collected.
Based on the degree of coronary stenosis, participants were divided into the CHD group (68 cases) and the
control group (44 cases). Differences in general data, the levels of biochemical indicators, and left ventricular
remodeling indicators between the two groups were analyzed using ¢-tests and y’-tests. The correlation between
D-D, UA, MHR, RDW, left ventricular remodeling indexes, and cardiac function grading was assessed us-
ing Pearson and Spearman correlation analysis. Results D-D, MHR, UA, RDW, left atrial diameter
(LAD) , left ventricular end - diastolic diameter (LVEDD) , interventricular septal thickness at diastole
(IVSd), left ventricular posterior wall depth (LVPWd) , and left ventricular mass index (LVMI) in the CHD
group were significantly higher than those in the control group, while left ventricular ejection fraction (LVEF)
was significantly lower in the CHD group compared to the control group, and the differences are statistically

significant (P<0.05). The results of Pearson correlation analysis indicated that D-D and RDW were negatively

KA A - 5H ARG R 3R (2021y166)
Ve A5 T H AR E RS A, 8, 33 241000
*BAEMEH e & E, E-mail : 1ab888@163.com
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correlated with LVEF. Additionally, D-D positively correlation with LAD, LVEDD, 1VSd, LVPWd, and
LVMI. MHR showed a positive correlated with LAD, LVEDD, and LVMI, while UA was positively correlat-
ed with LAD, LVPWd, and LVMI. RDW was found to be positively correlated with LAD and IVSd (P<
0.05). The results of Spearman correlation analysis showed that D-D, MHR, UA and RDW were all positively
correlated with cardiac function grading (P<0.05). Conclusion Serum D-D, MHR, UA, and RDW are cor-

related with left ventricular remodeling and cardiac function grading. These markers can be used to assist in the

diagnosis and evaluation of patients’ conditions.
[KEY WORDS]
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Application of pulmonary alveolar lavage fluid mNGS to detect pathogens of severe lower
respiratory tract infection in neurosurgery

YANG Fan'*, Li Bing®, ZHANG Hui’, CHEN Jinsong"

(1. Neurosurgery ICU, Henan Provincial People’s Hospital, Zhengzhou, Henan, China, 450003 ; 2. Depart-
ment of Neurosurgery, the First People’s Hospital of Shangqiu, Shangqiu, Henan, China, 476000; 3. ICU of
the First People’s Hospital of Shangqgiu, Shangqiu, Henan, China, 476000; 4. ICU, Huangchuan People’s
Hospital, Xinyang, Henan, China, 465150)

[ABSTRACT] Objective To analyze the detection of pathogens and Klebsiella pneumoniae resis-
tance genes in alveolar lavage fluid of patients with severe lower respiratory tract infection in neurosurgery us-
ing metagenomic next generation sequencing (mNGS ). Methods A total of 196 patients with severe lower re-
spiratory tract infections in the Department of neurosurgery were admitted to Henan Provincial People’s Hospi-
tal from June 2020 to June 2022 and were retrospectively selected as the study subjects. Alveolar lavage fluid
samples were collected from these patients for routine etiological and mNGS detection. Pathogens were isolated
and identified, and the differences between the two detection methods were calculated. The drug resistance
gene and drug susceptibility tests of Klebsiella pneumoniae were also detected. Results The positive rate of
conventional etiology detection was 62.42% (122/196) , while that of mNGS detection was 88.27% (173/196)
(¥=35.631, P<0.05). Resistance genes of Klebsiella pneumoniae were detectedusing the mNGS technique,
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including ultra-broad spectrum (-lactamase genes (SHV, TEM) and carbapenemase genes (KPC). Results

from drug susceptibility tests showed that the resistance rates of Klebsiella pneumoniae to cefzorim, cefurox-

ime and ceftriaxone were 75.00% , 66.67% and 54.17% , respectively. The resistance rates to biapenem and me-

ropenem were 16.67% and 12.50% , respectively. Conclusion The mNGS technique can effectively improve

the positive detection rate of severe lower respiratory tract infections in neurosurgery. It can also assist in evalu-

ating antimicrobial resistance genes of Klebsiella pneumoniae.
[KEY WORDS]

lavage fluid; Klebsiella pneumoniae ; Resistance genes
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Jili 5 B K P 6(4.58) 10(5.16)
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HoAth 5(3.81) 2(1.03)
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ity ¢ 32 J A 3(2.29) 4(2.06)

T =" FoR e

®3 MEIMREETHREREMATEARMAER
BHER (n=24)
Table 3 Detection of drug resistance genes of Klebsiella
pneumoniae in severe lower respiratory tract infection in

neurosurgery (n=24)

N L3 Kt % (%)
SHV 21 87.50
TEM 22 91.67
KPC 20 83.33

3 it
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R4 MESMNRERE TFREREM AT E AR
T (n=24)
Table 4 Analysis of drug resistance of Klebsiella
pneumoniae in severe lower respiratory tract infection in

neurosurgery (n=24)

EiLY) Tiif 24 R4 i 25 2. (% )
Sk AR 18 75.00
LAk 16 66.67
Sk A A 13 54.17
ZRVIAR 12 50.00

HER 12 50.00
DU E 12 50.00
RKEZ 11 45.83
K AUE N 10 41.67
WR 37 VG Ak 9 37.50
WA 2 9 37.50
ZESAR D AL 9 37.50
A 6 25.00
B SIS 4 16.67
EL A 3 12.50

2 VL AR SE A8 Y, mNGS R AU T8 55
S 3 SRR A JE A ) DNA TS PRI, BEAS
B REAS PTG o IR AR R A B, FE B P R 1 5
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REMZ T 20 T iR . {2 mNGS $ARTE i 254
K I 5 T ATS A7 — 28 [a] 151, mNGS 57 A ME LA 3K
i 245 1 PR A 7 945 5L, I LA T T 24 5 A1 xfe
A 2 57 22 R 7 3 S AAR TG 1 o e S s D AR
XHUAE 2R BT 2540, 25 &) ) BT 24 6 A 5 i ] 28
AEARVCECELG ™ B, 7 B[R] AG 0) fif 24 ¢ 784
AL DR RS | DL v A 1) 2 508 R S B . AR AT
FEAE RN, I 98 50 T T 28 mNGS B A K i
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Relationship between serum Hcy, NLR and CAR and renal damage in patients with type 2
diabetes mellitus and hypothyroidism

XIAO Weiwei, FU Peng, ZHANG Li, WANG Xiangxiang, LI Wencong, WANG Haijiao, LI Hao, LIU
Yan, ZHU Lei*

(Department of Endocrinology , the Third Hospital of Shandong Province, Jinan, Shandong, China, 250000 )

[ABSTRACT] Objective To investigate the relationship between serum homocysteine (Hcy) , neu-
trophil/lymphocyte ratio (NLR) and C-reactive protein/albumin ratio (CAR) and renal damage in patients with
type 2 diabetes mellitus with hypothyroidism. Methods A total of 314 patients diagnosed with type 2 diabetes
mellitus, hypothyroidism, and kidney damage were selected from Shandong Provincial Third Hospital from
January 2021 to June 2022. This group included 112 patients in the mild group, 98 patients in the moderate
group and 104 patients in the severe group. Additionally, 104 patients with type 2 diabetes mellitus and hypo-
thyroidism but without kidney damage during the same period were selected as the non-kidney damage group.
Serum levels of Hcy, NLR and CAR were compared among all groups. Relevant data was collected, and sin-
gle and multi-factor analyses was conducted to assess the impact of kidney damage in patients with type 2 dia-
betes mellitus and hypothyroidism. ROC curve was drawn to verify the predictive value of serum Hcy, NLR,

CAR for kidney damage in patients with type 2 diabetes mellitus and hypothyroidism. Results The results of

AR B LAY EH T ARBLEIT XA A (2018WS286)
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serum Hcy, NLR and CAR levels in patients with different degrees of renal damage were as follows: severe
group > moderate group > mild group > non-renal damage group (F=147.431, 97.233, 324.788, P<0.05).
There were significant differences in age, diabetes course, fasting blood glucose, SCr, BUN, TSH, FT3,
FT4, Hcy, NLR and CAR levels between the renal lesion group and the non-renal lesion group (x°=9.953,
7.092, 1=5.197,4.992,3.425,10.966,2.171,2.112,15.822, 9.928,17.407, P<0.05). Logistic regression analy-
sis showed that older age, increased levels of SCr, TSH, Hcy, NLR and CAR were independent risk factors
for renal damage in patients with diabetes mellitus and hypothyroidism (P<0.05). ROC curve results showed
that serum Hcy, NLR, CAR and the combined AUC were 0.898, 0.805, 0.915 and 0.962, respectively. The
prediction efficiency was good (P<0.05). Conclusion Serum Hcy, NLR and CAR levels in patients with type

2 diabetes and hypothyroidism are closely related to the occurrence and development of kidney damage. This in-

formation can provide guidance for early prevention and treatment of kidney damage in these patients.

[KEY WORDS] Homocysteine ; Neutrophil/lymphocyte ratio; C-reactive protein/albumin ratio ; Diabe-

tes mellitus ; Kidney damage
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Table 1 Comparison of serum Hey, NLR and CAR levels in

each group (x+s)

415 n  Hey(mol/L) NLR CAR
Ui 112 21.07#5.03"  8.19£247°  1.21x0.62'
A 08  24.5046.48"  9.25+2.33"  2.31+0.77"
T4 104 32.53+6.85% 11.67+3.93™ 3.30£1.05™

JEEFHREH 104 15872487 524%1.75  0.36x0.14

FIY 147.431 97.223 324.788

P 0.000 0.000 0.000

T SR E B FEA R, P<0.05; 5B L4, "P<0.05; 5P EE 4l
s, P<0.05,

2.2 2 TUME PR 1 H R 5 B A R R R
Gk

B P AL S R B AL LR, AR OB R
& 23 1 . SCr .BUN . TSH . FT, . FT, Hcy .NLR
CAR K25 HA G 73 L (P<0.05), W2,
2.3 MR T R R AR E I 2 R
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MARHER S BEAG =R LR A
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2.4 WEPRIATE R R A A IR I ROC itk

ROC il Ze 45 1 W 7, f8 35 Il 7 Hey . NLR
CAR K = TFi B4 FUI AUC 43 51 4 0.898 (0.863~

R2 2BBRFEESTEHRERERSN
[n(%), (x=s) ]
Table 2 Univariate analysis of kidney damage in type 2
diabetic patients [n(%), (x+s) ]

ot et e e
B G ey 42

51

5 148(47.13) 56(53.85) 1.409 0.235

5’8 166(52.87) 48(46.15)

()

<65 97(30.89) 46(44.23) 9.653  0.008

66~84 103(32.80) 36(34.62)

=85 114(36.31) 22(21.15)

BE R R (A7)

<5 98(31.21) 43(41.35) 7.092  0.029

5~10 104(33.12) 38(36.54)

>10 112(35.67) 23(22.12)

BMI(kg/m*)

<18.5 98(31.21) 35(33.65) 0.365 0.833

18.5~24.0 106(33.76) 32(30.77)

24.0~28.0 110(35.03) 37(35.58)

WedE i (mmHg) 1342121623 137.64+16.48  1.861  0.064

#FikE (mmHg)  83.33+11.46  81.52+12.71  1.358 0.175

M 8 sk

T 167(53.18) 46(44.23) 2.506  0.113

H 147(46.82) 58(55.77)

AR s

Jc 168(53.50) 45(43.77) 3.274  0.070

H 146(46.50) 59(56.73)

BH IR R

Jc 171(54.46) 55(52.88) 0.078  0.780

H 143(45.54) 49(47.12)

22 ML Bl 11.09+3.69 9.07+2.51 5.197  0.000

(mmol/L)

TC (mmol/L) 5.18+1.42 4.88+1.14 1.955  0.051

TG (mmol/L) 2.28+0.84 2.17+0.52 1.258  0.209

HDL-C(mmol/L)  1.14+0.38 1.19+0.35 1.186  0.237

LDL-C (mmol/L) 3.35+1.28 3.25+1.59 0.648 0.517

SCr(wmol/L) 81.64+16.17  72.58x15.64  4.992  0.000

BUN (mmol/L) 6.04+2.37 5.18+1.68 3.425  0.001

TSH(mU/L) 5.25+2.64 2.34x1.02 10.966  0.000

FT,(mU/L) 3.85+1.13 3.58+1.00 2171 0.031

FT,(pmol/L) 19.26%3.25 18.49+3.14 2112 0.035

Hcy (mol/L) 25.94+6.85 15.87+4.87  13.871 0.000

NLR 9.67+3.93 5.24+1.75  11.129 0.000

CAR 2.25+1.05 0.36x0.14  18.288 0.000

0.932) . 0.805 (0.752~0.858) . 0.915 (0.888~0.942 )
1 0.962 (0.945~0.980) , it M %L GE ¥ B 4f (P<
0.05), HIBCA A s ae s T 5, g4 K1,
3 iTig

SIEH ANBEAH L, B IRFE 2 BO0E g H o e
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FHOBR i 008 76 200 B 8 1= R B ) 32 25 ), 3
IRIRILER G S RECN REFRAIG , AR B £l



NTEWi SR T 20244E5 4 45164 4551 T Mol Diagn Ther, May 2024, Vol. 16 No. 5 - 837 -

®3 HMHERFERBREERESERE L E R Logistic B3 247

Table 3 Multivariate Logistic regression analysis of kidney damage in diabetic patients with hypothyroidism

(5 BH S.EfH Wals {4 OR {1l 95% CI Pl

AEWA (<65 #/=1,60~84 % =2,=85 %/'=3) 1.528 0.514 8.837 4.609 1.683~12.622 0.003
BEIR T (<5 4FE=1, 5~10 4F=2,>10 4F=3) 0.546 0.372 2.154 1.726 0.833~3.579 0.142
25 I M (LR AR ) 0.669 0.451 2.200 1.952 0.807~4.725 0.138
SCr(GELEAE &) 1.124 0.561 4.014 3.077 0.663~14.277 0.045
BUN(GEZEAS &) 0.787 0.526 2.239 2.197 0.784~6.159 0.135
TSHGEZLAS ) 1.771 0.542 10.677 5.877 2.031~17.002 0.001
FT,(GELLAE | ) 1.112 0.783 2.017 3.040 0.655~14.107 0.156
FT,(FELAL b)) 0.832 0.657 1.604 2.298 0.634~8.329 0.205

Hey (G248 &) 1.852 0.441 17.636 6.373 2.685~15.125 0.000

NLR GEZEAS i) 0.685 0.324 4.470 1.984 1.051~3.744 0.034

CAR (LA 1) 0.872 0.345 6.388 2.392 1.216~4.703 0.011

W 4.338 1.511 8.242 76.554 0.004

x4 BRBFERBRBEERZEERERERN ROC MZ&ER
Table 5 Results of ROC curve for predicting renal damage
in patients with diabetes and hypothyroidism
R AUC AR BURE RSk
Hey 0.898 0.018 0.827  0.828
NLR 0.805 0.027  0.798  0.615

CAR 0915 0.0l14 0.875 0.799
AT 0962 0.009 0933 0.885

95% CI P{H
0.863~0.932  0.000
0.752~0.858  0.000
0.888~0.942  0.000
0.945~0.980  0.000

Hh 25
-+ Hey
- NLR
- CAR
= e i
-BHL

0.2

0 02 04 06 08 1.0
1R

BE1 ROC #HZE
Figure 1 The ROC curve
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Influence of ultrasound-guided RISS plane block on serum Cor, SP, PGE2 and IL-6 in
patients with thoracoabdominal surgery

ZHANG Lili, YANG Yating, JIA Qiangian*

(Department of Anesthesiology , the First Hospital of Qinhuangdao, Qinhuangdao, Hebei, China, 066000 )

[ABSTRACT] Objective To explore the influence of ultrasound-guided rhomboid intercostal and sub-
serratus (RISS) plane block on serum Cor, SP, PGE2 and IL-6 in patients undergoing thoracoabdominal sur-
gery. Methods 126 patients who underwent thoracoabdominal surgery at the First Hospital of Qinhuangdao
from January 2021 to July 2022 were selected and divided into an observation group and a control group using
the random coin-tossing method, with 63 cases in each group. Both groups received routine anesthesia induc-
tion. Following tracheal intubation, the observation group was received ultrasound-guided RISS plane block,
while the control group did not receive nerve block. Postoperative Visual Analogue Scale (VAS) scores, seda-
tion Ramsay scores, dosage of anesthesia drugs, perioperative hemodynamic indicators (systolic blood pres-
sure , diastolic blood pressure , heart rate ) , and inflammatory stress indicators [ cortisol (Cor) , substance
P(SP), prostaglandin E2 (PGE2) , interleukin-6 (IL-6) ] and occurrence of adverse reactions were compared
between the two groups of patients. Results At 2, 12, and 24 hours after the end of treatment, the VAS

score and Ramsay score in the observation group were significantly lower than those in the control group (P<
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0.05). During surgery and 24 hours after surgery, the dosage of sufentanil in the observation group was signifi-
cantly less than that in the control group (P<0.05). The systolic blood pressure, diastolic blood pressure, and
heart rate were lower after intubation than before intubation (P<0.05). At 10 minutes after intubation and 10
minutes after drug withdrawal, the systolic blood pressure, diastolic pressure, and heart rate in the observation
group were significantly lower than those in the control group (P<0.05). The levels of Cor, SP, PGE2, and
IL-6 in peripheral blood of both groups after surgery were lower than before surgery (P<0.05). The levels of
Cor, SP, PGE2, and IL-6 in the observation group were lower than those in the control group at 12 and 24
hours after surgery (P<0.05). The total incidence of postoperative adverse reactions in the observation group
was significantly lower compared to the control group (P<0.05). Conclusion The ultrasound-guided RISS

plane block has demonstrated effective analgesic and sedative effects. It can help alleviate the stress and inflam-

matory responses in patients undergoing thoracoabdominal surgery , while also boasting a high level of safety.
[KEY WORDS] Ultrasound-guided ; Plane block; Pain index; Heart rate; Sufentanil ; Thoracoabdomi-

nal surgery
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Table 2 Comparison of sufentanil dosage during surgery

and at 24 hours after surgery between the two groups (x+s)
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215 n - - - —
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SR A T L, *P<0.05,

FERLG B TG, 2R A5 FE L (P<
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Table 1 Comparison of VAS score and Ramsay score between the two groups (x+s)
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e SRAAJS 2 h I, P<0.05; 5 R4 AR)E 12 h HEE, °P<0.05,

®3 FATEHRERJAER 10 min fFZ5)5 10 min DM EINEELLE (x+5)
Table 3 Comparison of cardiovascular function before intubation, at 10 min after intubation and 10 min after drug withdrawal

between the two groups (x +s)
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Table 4 Comparison of levels of peripheral blood Cor, SP,
PGE2 and IL-6 between the two groups (x+s)
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K4 M NGAL . CysC & NLR 5 AR5 Ser fYAHIGEHE . 2 il 5238 & T AEREE (ROC) £k, 43 #T NGAL .
CysC & NLR Hi— 5K A XRS5 CI-AKI ) BUM A (. S5 WIgL vk B AR 8 I I 45 05 2 A0 (R T
HHAEE RHET Ser  UA (BUN ML AR il /DR AR 259 L8825 5 TR 4e 15 78 L (P>0.05) ; PRZH
AR J5 Scr. Scr {8 . eGFR ,NGAL , CysC . NLR 7K K 1 52 57 5] it [ 35 22 3 A Ge i 22 2 L (P<0.05) o
Logistic 1] I 43 M7 &5 2 87~ , R J5 Scr ., Ser #{i \NGAL , CysC . NLR 7K - J& 1& 5 5 7 1 24 b T2 %2 il
CI-AKI i 1G5 (P<0.05) . Ser H4{E .NGAL . CysC . NLR 7K - J 3 5% %1 7] & 22 5 AR J5 Ser /K F 5 0E
#H 2 (P<0.05) o NGAL . CysC J NLR Bf & U R f5 5 55 5 % 43 93 o 0.902,0.843 , AUC b 0.755,
95%CI }y 0.631~0.809 (P<0.05) , #5if NGAL ., CysC & NLR /K b T} J2& 52 i Jig if 4 1 5 i AR5
CI-AKI & B fE B [ &, =4840t T2 W CI-AKI % 4= EoAa 5 (0 B AN (8, 7T 8 5 223697 K 1
JE IR E G B, H =BG K X CL-AKI 12 Wi BAT B & A4 G

[X4I#] NGAL; CysC; NLR; Mllil % v A ARG ; X HAl Sk B 4

The predictive value of combined detection of NGAL, CysC, and NLR in the incidence of
CI-AKI after cerebrovascular angiography intervention

ZHANG Binbin*, SUN Ying, LIU Wei

(Department of Radiology, Beijing Shijitan Hospital Affiliated to Capital Medical University, Beijing, China,
100038)

[ABSTRACT] Objective To study the predictive value of combined detection of neutrophil gelatinase-
associated lipocalin (NGAL) , cystatin C (CysC) and neutrophil-to-lymphocyte ratio (NLR) in the incidence
of contrast agent acute kidney injury (CI-AKI) after cerebrovascular angiography intervention. Methods 131
patients who underwent cerebral angiography interventional surgery at Beijing Millennium Temple Hospital,
Capital Medical University from May 2021 to May 2023 were selected as the study subjects. Following the
guideline standards established by the Improving Kidney Outcomes Worldwide Organization (KDIGO), there
were 30 cases in the CI-AKI group and 101 cases in the non-CI-AKI group. General information and laboratory
indicators of both groups were compared, and statistically significant indicators were then incorporated into a

multi-factor binary regression logistic regression equation to analyze the risk factors affecting CI-AKI. Pearson
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correlation was used to analyze the correlation between NGAL, CysC, NLR, and postoperative Scr. A receiv-
er operating characteristic (ROC) curve was drawn to analyze the single and combined predictive value of
NGAL, CysC, and NLR for postoperative CI-AKI. Results There were no statistically significant differences
in gender, age, type of cerebrovascular disease, body mass index, preoperative Scr, UA, BUN, hemoglo-
bin, platelets, and preoperative medications between the two groups (P>0.05). However, there were statisti-
cally significant differences in postoperative Scr, Scr increment, eGFR, NGAL, CysC, NLR levels, and con-
trast agent doses between the two groups (P<0.05). Logistic regression results showed that Scr, Scr incre-
ment, NGAL, CysC, NLR levels and contrast dose increased after surgery were risk factors for CI-AKI (P<
0.05). Scr proliferation, NGAL, CysC, NLR levels, and contrast dose were positively correlated with postop-
erative Scr levels (P<0.05). The joint prediction sensitivity and specificity of NGAL, CysC, and NLR were
0.902 and 0.843 respectively, with an AUC of 0.755, and a 95% CI of 0.631~0.809 (P<0.05). Conclusion
Elevated levels of NGAL, CysC, and NLR are risk factors for the development of CI-AKI following cerebral
angiography intervention. These three indicators hold significant predictive value for the early diagnosis of

CI- AKI and can offer crucial information for subsequent treatment and prognosis. Combined detection of all

three markers yields higher efficiency in diagnosing CI-AKI.
[KEY WORDS]
duced acute kidney injury

i 100 46 3 5 A AR & — Bl N B R T
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induced acute kidney injury , CI-AKI) . 4§ 4t i1,
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NGAL; CysC; NLR; Cerebral angiography after interventional surgery; Contrast-in-
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0.596.0.620.0.507, P<0.05) ,

R1 CLAKIASIFCI-AKI A— AR S RBEIBIRLLE [n(%), (vx5) ]
Table 1 Comparison of general data and laboratory indicators between CI-AKI group and non-CI-AKI group [1n(%), (x+s) ]

Ei=2 CI-AKI 41 (n=30) 4k CI-AKI 41 (n=101) Ve a P
Mo 5 21(70.00) 76(75.25)

e 5’y 9(30.00) 25(24.75) 0331 0564

Y (%) 59.83x12.04 60.17+12.33 0.133 0.894

ik 5 95 5 25 AR i S5 4 6(20.00) 27(26.73) 5.919 0.051
G AE AL 10(33.34) 50(49.51)
ke JOX) ST Js S 14(46.66) 24(23.76)

AT 4 2 (kg/m?) 23.54+5.22 23.31£5.17 0.213 0.831
AT Ser(mg/dL) 0.53+0.10 0.50+0.10 1.442 0.151
AJ5 Ser(mg/dL) 1.62+0.58 0.73+0.33 10.699 <0.001
Scr #41H (mg/dL) 1.09+0.37 0.23+0.06 22.575 <0.001

eGFR(mL-min™'+1.73 m™) 45.21+7.32 98.63+15.07 18.732 <0.001
UA (mol/L) 341.58+38.53 337.83+38.27 0.470 0.638
BUN (mol/L) 6.01+2.37 5.84%2.24 0.360 0.719

L2128 11 (x10™%/mL) 136.55+18.42 138.66+18.67 0.545 0.586

i/ (x10°/mL) 145.66+37.52 150.11£38.07 0.563 0.573
NGAL (ng/mL) 89.53+10.56 53.44+5.84 24.184 <0.001
CysC(mg/L) 1.53+0.47 0.86+0.20 11.345 <0.001
NLR 6.23+2.11 3.42+1.35 8.698 <0.001
AR H 25 H B 22(73.33) 65(64.36) 1.610 0.657

i1 4(13.33) 12(11.88)

I WS4 245 3(10.00) 20(19.80)

ACEI 1(3.34) 4(3.96)

1 5770 ) i (mL) 120.42+12.55

90.58+8.44 15.074 <0.001
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R 2 Logistic S HT#MH CI-AKI KB E =
Table 2 Logistic analysis of risk factors affecting CI-AKI

[H % TAH BIE SEfH  Wald #{§  ORf{H 95% CI PH

ARJF Ser 0=0.6~1.3 mg/dL , 1=<0.6 mg/dL .>1.3 mg/dL 0.986 0.583 8.567 2.680 0.854~8.403 0.015
Ser #41{f S 1.021 0.618 8.446 2.775 0.826~9.321 0.020
NGAL 0=1~60 ng/mL, 1=<1 ng/mL .>60 ng/mL 0.776 0.458 9.537 2.172 0.885~5.331  <0.001
CysC 0=0.6~2.5 mg/L, 1=<0.6 mg/L .>2.5 mg/L 0.786 0.517 9.442 2.194 0.885~5.331  <0.001
NLR S 0.845 0.538 8.879 2.327 0.811~6.682  <0.001
15 AR S 1.374 0.637 8.258 3.951  1.133~13.770  0.031
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%3 ROC BZ 5 NGAL.CysC % NLR #— 5B &%t
A& CI-AKI B9 F &
Table 3 ROC curve analysis of the predictive value of
NGAL, CysC, and NLR alone and in combination for
postoperative CI-AKI

i REUE FrRE bRfER AUC 95% CI PfH
NGAL 0.626 0.598 0.043 0.376 0.291~0.478 0.029
CysC 0.650 0.609 0.048 0.392 0.301~0.511 0.026
NLR 0.678 0.625 0.052 0.407 0.342~0.547 0.015
NGAL+ .
CysC+NLR 0.902 0.843 0.077 0.755 0.631~0.809 <0.001
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Figure 1 ROC curve analysisCI-AKI
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The role of CYFRA21-1, SCCA and NSE in the auxiliary diagnosis and prognosis of
ovarian cancer

YU Yiping*, YIN Wen, FENG Jing, QIAN Sumin

(Department of Gynecology , Cangzhou Central Hospital , Cangzhou, Hebei, China, 061001)

[ABSTRACT] Objective To analyze CYFRA21-1, SCCA) and NSE in adjuvant diagnosis and prog-
nosis assessment of ovarian cancer. Methods 131 patients with ovarian cancer who were treated at our hospi-
tal from December 2020 to July 2022 were selected as the study subjects (observation group). Another 80
healthy patients who underwent physical examinations at our hospital during the same period were selected as
the normal control group. Serum levels of CYFRA21-1, SCCA and NSE were also compared between the two
groups. The serum levels of CYFRA21-1, SCCA and NSE in the observation group were compared in stages |
toll and Il to IV. ROC curves were drawn to analyze the value of serum CYFRA21-1, SCCA, NSE alone,
and combined detection for ovarian cancer. Logistic regression was used to analyze the single and multiple fac-
tors affecting the prognosis of ovarian cancer. Results Serum levels of CYFRA21-1, SCCA, and NSE: the
observation group before treatment > the observation group after treatment > the control group, the difference
was statistically significant (P<0.05). The levels of CYFRA21-1, SCCA and NSE in the serum of patients in
stages [l ~IV were higher than those in stages I ~ I (P<0.05). The AUC of CYFRA21-1 + SCCA + NSE in
the diagnosis of ovarian cancer was 0.851, which was higher than that of CYFRA21-1, SCCA and NSE alone
(P<0.05). After follow-up, 52 patients had a poor prognosis, and 79 patients had a good prognosis. Logistic
multivariate analysis showed that clinical stages Il ~IV , CYFRA21-1 >2.08 ng/mL, SCCA >1.50 wg/mL,

NSE >12.50 ng/mL were independent risk factors for ovarian cancer prognosis (P<0.05). Conclusion Ovari-
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an cancer patients who underwent serum tests for CYFRA21-1, SCCA, and NSE can effectively enhance the

accuracy of diagnosis and offer valuable insights for predicting patient prognosis in clinical settings.
[KEY WORDS] CYFRA21-1; SCCA; NSE; Ovarian cancer
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*®1 PHME CYFRA21-1.SCCANSEKFLLE (x+5)
Table 1 Comparison of serum CYFRA21-1, SCCA, and

NSE levels between two groups (x+s)

T , CYFRA21-1 NSE SCCA
(ng/mL) (ng/mL) (pg/mL)
X HEZH 80  0.74+0.38 5.73+3.62  0.54%0.32
WMEH IRITRT 2.91+1.14° 18.46£5.37°  2.83x1.21°
VAITIE 131 2.2820.85° 11.73x5.10°  1.96+0.84*

FIH 146.39 173.16 152.16

P1E <0.001 <0.001 <0.001

T 5 X B A LA, "P<0.05; 5 LR LLIA T R A LA, "P<0.05,

2.2 P AN [A] I R 53 9 17 CYFRA21-1,
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0.05), W32,
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NSE 7K FLb3g (x+s)
Table 2 Comparison of serum CYFRA21-1, SCCA, and

NSE levels in patients with different clinical stages of ovarian

cancer (x+s)

0] ; CYFRA21-1 NSE SCCA
(ng/mL) (ng/mL) (pg /mL)
I~14) 67 2.51+0.34 16.73+3.65  2.45+0.96
m~1v 3 64 3.33+0.46 20.27+4.53  3.23+1.22
& 11.638 4.935 4.076
P{H <0.001 <0.001 <0.001
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Table 3 ROC Analysis Results

KT U FRRE AUC 95% CI P

CYFRA21-1 7585 6929 0518
NSE 80.71 7117 0.59
scc 8193  69.90  0.613

=HFIE4A 9038 9285 0.851

0.438~0.597  <0.001
0.518~0.676  <0.001
0.535~0.690  <0.001
0.794~0.907  <0.001
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Figure 1 Diagnostic value of various indicators for ovarian

cancer
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Table 4 Relevant factors affecting the prognosis of ovarian cancer

K% LS EAnEvivi
OR 1l 95% CI P1{H WAL ORH 95% CI P
I B4 1.156 0.572~2.022 0.137
Lty 1.568 0.738~2.481 0.083
I PR 43 #A 1.596 1.223~2.084 0.015 0=1~TH;1=M~IVY 1.736 1.026~2.437 0.001
CYFRA21-1 4.414 1.192~14.376  0.009 0=<2.08 ng/mL; 1=>2.08 ng/mL 1.699 1.258~2.516 0.001
NSE 1.443 1.185~1.832 <0.01 0=<12.50 ng/mL ; 1=>12.50 ng/mL 1.585 1.221~2.057 0.001
scC 1.474 1.185~1.832 <0.01 0=<>1.50 pg/mL;1=>1.50 pg/mL 1.540 1.236~1.918 0.001
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[XEiR] Q- Hrier; SRR, ekl fii

Application of non - invasive prenatal testing for chromosome aneuploidy in advanced
pregnancy

LIU Jianzhen, CHEN Hongzhen, OUYANG Biwei, XU Biqiu, QIN Yanling, LI Xichong, MENG Xian-
grong, LIN Keng*

(Department of Clinical Laboratory, Huadu Maternity and Child Healthcare Hospital, Guangzhou, Guang-
dong, China, 510800 )

[ABSTRACT] Objective To evaluate the value of non-invasive prenatal testing (NIPT) in the screen-
ing of chromosomal aneuploidy in advanced pregnancy. Methods 3 263 elderly pregnancy patients who re-
ceived the NIPT test at Huadu District Children’s Health Care Hospital in Guangzhou City from February 2018
to May 2022 were selected as the elderly pregnancy group, and 7.732 young pregnancy patients who also re-
ceived the NIPT test at our hospital during the same period to be included in the younger pregnancy group. The
NIPT results and chromosome karyotype results, were analyzed and the detection efficiency of the two groups
was compared. Results The high-risk rate of NIPT was found in 17 cases (0.52% ), with high risk detection
rates of T21, T18, T13 and SCA at 0.12%, 0.06% , 0.12% and 0.21% , respectively. There were 44 cases with
a high risk of NIPT detected in the young pregnancy group (0.52% ), and the high-risk detection rates for
T21, T18, T13 and SCA were 0.13%, 0.06% , 0.04% and 0.28% , respectively. There was no significant dif-
ference in the high-risk detection rates of NIPT between the two groups (x*=0.000 6, P>0.05). The positive
predictive values (PPV) for T21, T18, T13 and SCA were 100% , 50% , 25% and 83.33% , respectively,
with a composite PPV of 68.75% (11/16). The PPV for T21, T18, T13 and SCA in the young pregnancy
group was 90% , 40% , 0% and 31.82% , respectively, and the composite PPV was 50% (18/36). There was
no significant difference in the composite PPV between the two groups (x=0.029 8, P>0.05). Conclusion
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The screening efficiency of NIPT for chromosomal aneuploidies in advanced pregnancy is similar. It can accu-

rately detect T 21, and the detection efficiency of T 18 and T 13 needs to be improved, NIPT also plays an ef-

fective screening role in SCA.

[KEY WORDS] Non-invasive prenatal testing; Advanced pregnancy ; Chromosome aneuploid
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732), DL SCA A1 T21 5 Fode i, 4051 4 50.00% (22/
44) F1 22.72% (10/44) 12 ¥ U Wi 20 FIIK % 4T YR 41
NIPT & KBS R b, 22 57 RG24 L (=
0.000 6,P>0.05) . NIPT = XU O AG H 1B e UL 3% 1.



- 854 - TR SIEr Ak

202445 H16%E H5H)

J Mol Diagn Ther, May 2024, Vol. 16 No. 5

®1 BREIRAMKEEIRE NIPT 5K #8 HE5
(n(%) ]
Table 1 Detection of high risk of NIPT in the advanced and
young pregnancy groups [1n(%) ]

ZH 5 n T21 T18 T13 SCA it
R IR 3 262 4(0.12) 2(0.06) 4(0.12) 7(0.21) 17(0.52)
IR R4 7 73210(0.13) 5(0.06) 3(0.04) 22(0.28) 44(0.52)

2.2 NIPT 7= KU 22 43 1) 2 K A2 2 3 A 1

61 ] NIPT =5 AU 22 A v 52 il #6477 At
FEHTSW . G E K Y R AR 12 Y R S 29
i, F7 20 il Y o R 25 1 5 NIPT 455 — 3%, T
HE IR AR IR L AT A RN 64.71% (11/17) AR IE R IR
AT EF N 4091%(18/44) . W2,
2.3 NIPT 7E = 3 U Y FMIHA (R R A A R B LA

1 8 4 B 4 T21.T18.T13 J2 SCA 1y PPV 43
51100% .50% . 25% 1 83.33% , 54 PPV K 68.75%
(11/16) ; (K #4 L YR 4 T21 . T18 . T13 2 SCA f#] PPV
23 51 90% . 40% . 0% 1 31.82% , 5 4 PPV N 50%
(18/36) , I I E & PPV L#R, 2R LG 24 E X
(=0.029 8,P>0.05), W33,
2.4 EIR AT IR BE VTS B

I AR YR P, X 3 246 5] NIPT 42 7% 41 XU 242

®2 BIITRAMBRERAEFKZEBISERL
Table 2 Diagnosis of amniotic fluid nuclear type in the

advanced pregnancy group and the younger pregnancy group

NIPT B/ @2 aRUN 7R3 R
AR R CEI S W 150 eS8
(1) T21 T18 TI3 SCA
IR IEIRH 17 4(4)  1(2) 1(4) 5(6) 11(16)
R EEgRA 44 9(10)  2(5)  0(3) 7(18) 18(36)

UAPEAT B IE [ET7 , 52 121, 3 194 B 22 4 Je 4 = A
KEBBME, R EILEEREERLR
U 17 NIPT i KU H , 1 (9190 46 7= Fii2 i, 16 6]
NIPT 5 AU A A% R 25 SR ST RS SRy id e . L3k 4.

3 it

Wit 5 W e P H 2 34 L R ST A i
KA B AR R R, SR IaE T L, &
I 20 4 B B T e e R OB 40 A 4 3 R T i
R, O 40 7 DR o S0 st e 0 IR 25 ) 1 IR 43
2, S EHAFRILY R 55 LSRR,
2118 13- ={RZEAAE R A de i UL I Y o f R 3%
TR | SBLAT Jo KA SRR B H Al ™ o do
W4, 25 5 B AL 2 S 0 TR T 3, vt v W8 S R T

33 NIPT 3 5 8 i IR A0 K % 3 O O 46 i 25 BE b 8%

Table 3 Comparison of the detection performance of NIPT for advanced and young pregnancies

R IR (n=3 263)

{RIR IR AH (n=7 732)

miH
T21 T18 T13 SCA T21 T18 T13 SCA
PPV (%) 100.00 50.00 25.00 71.43 90.00 40.00 0.00 31.82
NPV (%) 100.00 100.00 100.00 99.97 100.00 100.00 100.00 100.00
R (%) 100.00 100.00 100.00 83.33 100.00 100.00 100.00 100.00
FEFIE (%) 100.00 99.97 99.91 99.94 99.99 99.96 99.96 99.80
x4 17THSHERIEREESRERLEBRRITIRES
Table 4 Information on 17 high-risk cases of aneuploidy in advanced pregnancy and pregnancy outcomes
it AR (%) ZE )8 () TR )7 = NIPT % [ NESE S BEYREE )
1 35 13 Ep T21 T21 2k IR R
2 37 14 [Ep N T21 T21 Lk IR
3 36 20 AR Z 28 T21 T21 2 TR
4 35 16 Eppr T21 T21 BN
5 42 18 Ep T18 T18 2k TR
6 38 19 [ER N T18 46, XN YREAT IR
7 42 16 AR Z 28 T13 46, XN AT YR
8 37 16 ARz T13 46,XN YL IT IR
9 46 15 Wi A T13 47 XXX YL T IR
10 44 18 Epg T13 T13 Lk TR
11 35 19 [Ep N 47 XXY 47 XXY 2 TR
12 35 18 AR Z2 47, XXY 47 XXY 2 IR
13 35 13 Ep 47, XXX T4 Hiiz W YL TR
14 35 12 Epg 47 XYY 47XYY YREELAT IR
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JUATA S = R i B R . A5 n i
i 25 Tk O I TR 2 0 AT % R AR UM R
FRERAC ERTIZWHE IS WG LY R R AT
PRI bR (A T B R S XU . NIPT fE
FAER ARG LIRS A5 R T A i B, B
ToA R e e R R T 4
ERCE A, mIR A A E NIPT 8K g T8
FHEES HBF7E 2B, NIPT R 78 S i 22 {0 h s
A R rRmERe

AHFFE R, I R 2H NIPT =5 KU AG: H R
0.52% , AR I S5 ST 0.84% RS A%, AT BB 2 AR
WF5E H A% T21 . T18 . T13 1 SCA, T A £ 45 Hifth
e o R S5 o ARG o U R A 5 AR U iR 4 7
NIPT & KU G R — 3, 2 R G F R L, X S
ZRIREZIEARE . TR RAM ik ia £
B AL T =7 1) R R O A T B PR PR AT NIPT K2
D, VAR IS 22 AR O S A T T A sl rh D [
i A, 25 S Shy I T 2 e AURS: s Il A XU A AT
NIPT A5, 7 LA BUIC S 4T W 20 B 22 e (o Rk S
PR o ASHESE NIPT 5 XU DL 21- = AR ZE A HE
SCA J ¥ ,1% 5 21-=4&F1 SCA It 18.13-=1K7E N
T HP B 5 S R — B B R, 7R AR LY
KRR, 21- =K H SCA 733535 1/800 F1 1/500,
1M 18 13- =& 53514 1/5 000 F1 1/7 000",

£ NIPT =~ HARgm 1, T21 /Y PPV fps, 1M1
T13 /i, 5 E M HGE -2 0T, 13 S50
& GC Fr w5 A%, P X GC & & HA fw a1, £
TP IE 25 55t B 22, T T3 iR 5 1 AR /N, A0
I P HEECAY AR LI 5 DNA 25 i/ Wi v AF
T T13 76 NIPT Wy HERGPE . AR5, =ik dr k4l
X T21.T18 1 T13 [ PPV X5 R 04 I R 4 &5 , Wi
BRI A FF AR TC 22 5, $E 7R NIPT Kl 76 = i
TR A A R 22 1A R Rl REE o

SCA B SR ANJ&E T NIPT 14 B AR¥%95 , {3 2016 4F
B 5% Tt 22 2% A 3 e BB R, 4 H AR
o LA A0 B At S v KU 5 SR A I BILAA) iz 4 R
Zo A A EE— A A2 I . SCA TENIR LY
— AN g R BRI H R DL E B
NIPT fig 76 B3R5 i L SCA, 5 B 28 10 K ST
I — e . AT S IR AT iR 2H SCA 1) PPV
ik 83.33% , 5 EH W WF 5% Y 83.9% 45 FAH I .
NIPT X} SCA i i £ B8 J1 B A 40 T21, {2475 %% T18
T3 &, A A AR o 45 v A R 45 B

JIA NIPT Azl H br

25 LA NIPT 78 i LY (oAl 3 A5 R 0 A
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(A AE L AEAE S — T A B R, NIPT 5 A 7B
PR , LRI REATS A R o8 35 B Ak

S % 3Tk
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Yoy O 9 S i e SR 2T i K e ifn, 7 MMP-9 . BDNF K
IL-18 /K FA84k

ERr OEF OME KRS EA

(# ZE] B o0 i s K b i3 5 0 4 s 25 18 O (MMP-9) ik J5t 1 i 227
77N (BDNF) X 42 18(IL-18) KMk, ik AW R A FE  KEEAS X BRI 5k, 290 A |
HEBRARAE , 51 2020 4F 12 F & 2021 4F 12 7 7K 17 55 N R EE Bt 28 SRRSO AE B 14 8 i i 113 i 28
H 224 A A K T 2L, 15 AR5 I K ik 8 BRI S5 3 43 oA e e R I 7 Tk 4 102 91 AR B Tk ok i 4 122
1], 5 s BRI AR B A ARG A fEE R T 118 A M IEH G IRZ . LA /K B 1 6 B2 1T 7 MIMIP-9
BDNF J TL-18 /K- 5 73 M i K i 26 A B 24 h 36 h .48 h .72 h [fiL.3§ MMP-9 ,BDNF } IL-18 /K V745 {4
A SR FH SRR S A e i 7K fioh 2 B AR R 0 PR R SR 2 A ik A M PP g i R R R ST R DG Y
Fo &R KIS MMP-9 \TL-18 /K- 24 5 T % B 41, BDNF K P-IG T B4, 22 R St L
(P<0.05) ; Wi 7K i 4 Bt 25 ) [R]85 4, MMP-O \IL-18 /K F-Bifi 2 B TF, 25 5+ B Seit 242 L (P<0.05) . /K
it 21 B 5 B ) 344 %2 48 h, BDNF 7K -2 BB AIG, 22 57 BT Ge it 58 L (P<0.05) o 5 I K Jie 2 (5% 5 kg
JK i L e IR AR AR U4 . A BE IS AT 5K T GCS PE43 AR AT AL A B L T AR A o i TR
7770 .MMP-9 .BDNF ¢ IL-18 /K- L3, 22 A St 2528 X (P<0.05) o ¥ BB 54341 rh P<0.05 1A R 44
A Z-JC Logistic [H1 T4 A | 28838 | & B0 iR B2 4 . GCS PFAMIK AR B ER i b i 5 F AR 7=
FAESEAE BT AR MMP-9 K IL-18 7K -7 . BDNF 7K -5 2 5% M 725 1% i H 1B 300 0 7 i 48 o 7% BE )
fE W % (P<0.05), 45 I3 MMP-9 . BDNF K IL-18 /K 5 & it F Jil 4 1fn ) 7 59 % 2K ek 114 % A= A
)15 R RB ¥ = e o £ 3 )1 N - S s s R A 5 =

[%£%8iR] MMP-9; BDNF; IL-18; 51l )T ; it i) 5 Mgizk b

Changes in serum MMP - 9, BDNF and IL - 18 levels in early cerebral oedema after

hypertensive cerebral hemorrhage
WANG Qiang*, WANG Cui, ZHAO Yan, ZHANG Min, WANG Wen
(Department of Neurosurgery , Hengshui Second People’s Hospital , Hengshui, Hebei, China, 053000)

[ABSTRACT] Objective To analyze the changes of serum matrix metalloproteinase-9 (MMP-9) ,
brain-derived neurotrophic factor (BDNF) and interleukin-18 (IL-18) in early brain edema after hypertensive
cerebral hemorrhage. Methods In this study, a retrospective, large-sample, controlled method was used to
screen 224 hypertensive cerebral hemorrhage patients admitted to the Department of Neurosurgery of the Sec-
ond People’s Hospital of Hengshui City as the cerebral oedema group from December 2020 to December 2021.
Patients were classified into 102 cases of medium-high cerebral oedema and 122 cases of mild cerebral oedema
according to the size of the cerebral oedema index after the operation. Additionally, 118 healthy individuals
who had medical check-ups in the same period atthe hospital were selected as the normal control group. To
compare the serum levels of MMP-9, BDNF, and IL-18 in the cerebral oedema group and the normal control
group, trends in these levels at 24 h, 36 h, 48 h and 72 h after admission to the hospital were analyzed. Uni-

variate analysis was used to identify factors affecting the severity of cerebral oedema, and multivariate analysis

KA B A BEFAFAT LA B (20220281 ) ; #77K T AHH %15 B (20200140677)
B A KT S AR B oA 22 M, T Ak, # K 053000
*iBAEAE S 3%, E-mail : wangqgiangaiwyc@163.com
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was conducted to assess factors independently associated with the severity of cerebral oedema. Results The
levels of serum MMP-9 and IL-18 in the cerebral oedema group were higher than those in the control group,
while the BDNF level was lower than that of the control group, and the difference was statistically significant
(P<0.05). As time progressed in the cerebral oedema group, the levels of MMP-9 and IL-18 continued to in-
crease significantly (P<0.05). In the cerebral oedema group, over 48 hours, the level of BDNF gradually de-
creased, and the difference was statistically significant (P<0.05). When comparing the duration of hyperten-
sion, systolic blood pressure at admission, diastolic blood pressure at admission, GCS score, preoperative pu-
pil changes, operation time, hematoma volume, operation method, and levels of MMP-9, BDNF, and IL-18
between the high cerebral oedema group and the mild cerebral oedema group, the difference was statistically
significant (P<0.05). Factors with a P value of less than 0.05 in the univariate analysis were included in the bi-
nary logistic regression model. After adjustment, it was determined that a long duration of hypertension, low
GCS score, extended operation time, high hematoma volume, traditional non-microscopic surgery, high lev-
els of MMP-9 and IL-18, and low levels of BDNF were risk factors that influenced the severity of cerebral oe-
dema in the early stages of hypertensive cerebral hemorrhage (P<0.05). Conclusion Serum levels of MMP-9,
BDNF, and IL-18 are closely related to the occurrence of early cerebral oedema after hypertensive cerebral

hemorrhage. Timely and close monitoring of changes in the above indicators is of great significance in reducing

the degree of cerebral oedema.

[KEY WORDS] MMP-9; BDNF; IL-18; Hypertension ; Post-cerebral hemorrhage ; Cerebral oedema

i L A i R AL ) P Pl T A8 3
SEARUIE R e MU LR A3 135/10 77,
o 7 G 2 T R A 20% ~30% , HAE TR ik
52% , H. 80% B A7 1% # IR 235t B A W] 72 B8 1 0 &
i o R e L G I R LAY I
SiE , XF i 4 2 0 Ak R A T R R
F14) £t BFE R4 i [i] U] 0, 25 5 BE A 23 iy e T £
PRI A IS RS A Y A A R S 2R
PIRAASE™ S UEAER , BOR B B2 1L A Prp
VA 5 e ) DGR, G 6 o 4 J AR LR 9 (matrix
metalloproteinase 9, MMP-9) li JiUH: i1 2875 5% (A -+
(Brain - derived neurotrophic factor, BDNF) ? - |
MMP-9 s —Fif1-55 L4 A= JR Ak 7K i 5 3 1 O 1) 2
PR PR, e I i S I R v, MMIP-9 B9 1 T
e AT RE T | 24 M A 7 5 (A BB IR , 3— 25 Jon o fi 7K Jie
BDNF 7t 28 f A= MR AP 2 5 G HEE I . 24
FE NN A AT A D RAEA PR B —E A
™, F4r% 18(Interleukin 18,1L-18)J&—Fhfig 4
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e A1 2R, DASOT A e R 77 AR 3 o i 14 1l
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1 —RERETIE
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4 A i - COBH B 5 00060 58, ELIG PR R) 58
& KRRV QSRR A B2 il I, ELG H
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FRUED s @& E A BT RNF 1 d; BT FARG
7 o HEBRAR M QOFAb SR B | & M i O, g 4
Bl KO A5 s P A I PN A B 1 e s A
b i PR 0 8 R 5 (DA S A i A
OB DR ST .

Z N FHEBRFRUE , 158 2020 4F 12 H & 2021 4F
12 A KT8 N R EBE MR B 14 = 1l
JFE A 1R 224 BA BRI AL, 53 BEERRIY T4
BEA TS (MR E AR 118 444 1E 3 %o B4

Hrp i K i 5 136 4 4 88 il S Y AR iR
(64.57£12.33) %7 , H MLV B« FEJRE 15 X 98 1] | Fr i
63 i ikt 22 6] At 41 51 5 #R 4 A S AR K b4 £
/IR 8 43 Sk v BE K M4 102 ) RS
MK B2 122 9] . IE R XTRRAH T 71 % L 4T 4,
F-HIAFER (63.88£12.20) % . AL ERLER, 25
TG iT2F 2 L (P>0.05) , A 7] Fetk,
1.2 Jrik
1.2.1 IR

X REZFRA 2 B B ZK B 41 F ABE 24 h
36 h.48 h.72 h, ¥73 JEAR A5l BUFR IK 1M 3 mL, 28
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B P G 3 A6 I 1L 35 MIMP-9  TL-18 7K -, 5% FH X
PR ST 0 T B 2 938 W2 B 325 000 22 1l 375 BDNF 7K F
IR Gk A BTN IR DB AR By A7 BR A A
122 —Bgekhi s

W B A JE A 0 B AR DG S - R ) AR
LEN P N s S DR s N B (WA

R A R A 6 S 56 A A R S A B
IS T L A BE IR 5K A FiTA% B30 8F (GCS ) 1
VA NG 11 I T G A o s g = s SN S 1
IR

5FERMKEM TR A KW 2 F R LRI
TR R 1 VAN 1 o = Ny
1.3 Git#orik

K JH SPSS 22.0 Gt i 4K A A Ab B |, 11
B (R +5) R, 4L FHASTARAS ¢ K56, 22 40 1)
05 2253 M, P FL SR FH LSD K 56 5 5007 -
n(% ) Fers , 1 7 K56 5 R FH BAAR Bt 40 BT 5% 1 i 7K
i R ) PR 5 OR ) 22 A 0 T A 5 A K
ik % P B ST A DG I TR 2R 5 P<0.05 /R Z 7 A

Gt
2 &R

2.1 P41 MMP-9 . BDNF IL-18 7K HL 4%

i 7K Jif 281 1 ¥ MMP-9 \IL-18 7K 734 = T %) i
4], BDNF KR T X4, 2 R A Gt 2Em X
(P<0.05), W31,

*1 WHMFE MMP-9,.BDNF,IL-18 K FELLE (v+s)
Table 1 Comparison of 24-hour serum MMP-9, BDNF,

and IL-18 levels between the two groups (x +s)

2415 n MMP-9(pug/L) BDNF(ug/lL) IL-18(ug/L)

MK BBZH 224 146.55+19.34 2.59+0.27  186.73+21.72
EHRXSIEZ 118 118.37£18.66 3.22+0.34  105.63x15.83
E 12.964 18.713 35.844
P <0.001 <0.001 <0.001

2.2 JixisK 4 A B 45 Bt [E] 651 % MMP-9 . BDNF
IL-18 /K AR fb b 3%

G 7K i 2L Bifi 2 5 (] 3 4, MMIP-9 (TL-18 7K
Wiz FJb, 225 A5 0 FE L (P<0.05) . KK
il 2F] 5 25 N 1] 4 K 28 48 h, BDNF 7K - 32 7 [ AT
2R HASIE L (P<0.05), WK 2,

2.3 S i K e A R B ) A AT

PR P S AT R AR s I s W DR e

S LY R A BER REMLIEE | IR H g

R2 kAN BT & Bt E i % MMP-9,BDNF, IL-18
KRETUEER [(x+s), pe/L]
Table 2 Comparison of serum levels of MMP-9, BDNF and
IL-18 in cerebral edema group at different time points of

admission [ (x£s), ng/L]

HSJ [1) MMP-9 BDNF IL-18
24 h 146.55+19.34 2.59+0.27 186.73+21.72
36 h 160.58+20.19" 1.80£0.20° 213.45+22.60"
48 h 191.02+20.91* 1.09+0.08" 253.73+23.48"
72 h 242.05+22.86™  1.4420.13"™  311.58+24.17"°
F{H 020.22 2715.19 6821.19
P{H <0.001 <0.001 <0.001

W5 24 h AL, °P<0.05; 5 36 h LA, °P<0.05; 5 48 h [L#, P<
0.05,

Z R TG E X (P>0.05) . W6 4H /& I R s 7
A BER e He L A BERTEF 3k He L GCS P43 A JiT fi
LA A F AR E] P F AR MMP-9
BDNF J¢ IL-18 /K F- LA, 22 A it 22 3 L (P<
0.05), W% 3.

x3 HMEKMERERENBRTEESN(1(%), (xzs) ]
Table 3 Univariate analysis on the severity of brain edema

[n(%), (xxs)]

K IR 42 R 7K i 4 ,

5

% 60(58.83) 76(62.30)  0.280 0.596

‘e 42(41.17) 46(37.70)
AR (%) 65.83£12.66  63.51x12.50  1.375 0.170
WE R s 40(39.21) 46(37.70)  0.053 0.816
PG 37(36.27) 41(33.61)  0.174 0.676
BH R 26(25.49) 37(30.33)  0.643 0.422
1 I 2 (4 ) 10.88+4.23 8.20+3.24 5.365 <0.001
A BT 174.60+£37.64  163.71£36.40  2.195 0.029
(mmHg)
A BT 75T 114.77£28.69  103.91£27.75 2.872 0.004
(mmHg)
GCS P43 (41) 5.47+1.02 0.45£2.30  16.191 <0.001
AR T R L e AR 23(22.55) 101(82.79)  81.569 <0.001
R AN (g/L) 3.49+0.68 3.400.67 0.994 0.321
B BEL L1 6.71+1.50 6.57+1.46  0.705 0.481
(mol/L)
FAREFE (h) 6.33+1.44 5.52+1.19  4.609 <0.001
AL 1.868 0.600

LT IX 46(45.10) 52(42.62)

F 30(29.41) 33(27.05)

Jigg it 7(6.86) 15(12.30)

HoAt 19(18.63) 22(18.03)
I i (mL) 49.24+8.96 37.2747.60  10.818 <0.001
FAI K 58.196 <0.001

fEgAE BT AR 83(81.37) 37(30.33)

WAMFAR 19(18.63) 85(69.67)
MMP-9( pg/L) 151.77£19.85 142.18+19.15  3.670 <0.001
BDNF(pg/L) 3.03+0.48 2224024  16.357 <0.001

IL-18(ug/L) 202.57+22.08 173.48+21.46  9.971 <0.001
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IR VARG SR 52 M) 73 I A 7 300 A 7 e 2 o e
HIFERE & (P<0.05), WL# 4.,

F4 FMBIERKEDFHBKMEERENERESR
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Correlation between Th1/Th2 balance in peripheral blood and fractional exhaled nitric
oxide in children with chronic cough

GUO Yanxia*, ZUO Yanfang, LI Hongna, SHEN Danhua

(Department of Pediatrics, Cangzhou People’s Hospital, Cangzhou, Hebei, China, 061000 )

[ABSTRACT] Objective To analyze the correlation between helper T cell 1 (Thl)/helper T cell 2
(Th2) balance in peripheral blood and fractional exhaled nitric oxide (FeNO) in children with chronic cough.
Methods Children with chronic cough who were admitted to Cangzhou People’s Hospital from February 2021
to July 2022 were selected as the study subjects and referred to as the research group (n=194). Healthy children
with normal lung function in our hospital during the same period were chosen as the control group (n=100). The
levels of Thl, Th2, Th1/Th2 and Thl cytokines [interferon-y (IFN-v) , interleukin2 (IL-2) ] and Th2 cyto-
kines [interleukin4 (IL-4), interleukin5 (IL-5) ] in peripheral blood of the two groups were compared. FeNO
levels were compared between the two groups. The Pearson correlation coefficient was used to analyze the rela-
tionship between Th1/Th2 balance and FeNO in peripheral blood. Results The levels of Thl, Th1/Th2, IFN-y
and IL-2 in the peripheral blood of the study group were lower than those of the control group, with statistical
significance (+=15.170, 16.347, 15.785, 15.815, P<0.05). Th2, IL-4 and IL-5 levels in the peripheral blood
of the study group were higher than those of the control group, and the differences were statistically significant
(1=8.313, 16.911, 17.518, P<0.05). The FeNO level in the research group was higher than that in the control
group, and the difference was statistically significant (¥=10.897, P<0.05). Pearson correlation coefficient anal-
ysis showed that Th1/Th2, IFN-vy and IL-2 in peripheral blood were negatively correlated with FeNO (P<
0.05), while IL-4 and IL-5 were positively correlated with FeNO (P<0.05). Conclusion The elevated FeNO

KA A AR ESA A TR %] (20220302)
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levels in children with chronic cough may be related to an imbalance of Th1/Th2 cells in the peripheral blood.
[KEY WORDS] Chronic cough; Children; Fractional exhaled nitric oxide ; Th1/Th2 balance
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Table 1 Comparison of Th1/Th2 and its cytokine levels in peripheral blood between research group and control group (x+s)

20 n Th1(%) Th2(%) Th1/Th2 IFN-vy(ng/L) IL-2(ng/L) IL-4(ng/L) IL-5(ng/L)
W4l 194 5.36+0.83 2.34+0.42 2.29+0.68 387.36+34.32 212.64+19.53 231.74+22.47 208.97+24.21
XHHEZL 100 7.27+1.32 1.93+0.36 3.76+0.82 462.73+46.27 253.38+23.41 188.59+16.82 162.31£15.43

i 15.170 8.313 16.347 15.785 15.815 16.911 17.518

PE <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
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(# ZE] BH WSS WA SR A 20 51§ o B 2 OB R (T2DM) % R 3 B )
fie JREARYSE ., ik PEHL2021 4F 1 H = 2023 4F 1 A iIE R E A R ERI0A Y1 T2DM 5% 5%
100 1 R 58 % G ARG TA T J5 10 W58 41 (55 4 R T8 S TR A5 15 48 B4R YT, n=57) Rk HR 41
GEME G ERTT , n=43) o LA IBE JRE A AT R . R AIT R A R Z A
(BUN) | MALEF (Ser) MK X B4, 25 578 i it2# 7 X (1=3.376 .3.010, P<0.05) 3 3397 I AIF5E 41 P9 24 LI 37
B3 (Cer) VB /NKIE T % (eGFR) 1 TR IRAL, 22 S A G it 8 X (1=2.377.2.802, P<0.05) » GIT A ST
41 R it 118 11 (UALB) R B 1R 115 LT G A (UACR) K PAIR T X IR AL, 22 R A ge it 22 3 L
(1=6.728.4.994, P<0.05) . WFFRALIAYT BA ROR & T XFIRAL, 22 51 Ge i 2438 L (=5.697, P<0.05) o
WILHA B B R AL R I BTG 2455 L (5=0.018,P>0.05) ., L5I& B2 A 1 ST VR I 5 14 46 571
AT DL i U T2DM B R B T AR D IR 1, B RAFITRTT AR

[EEIA] SR AE: S IBEEE; 2 BUBR G % ; B IhEE; IREA

Effects of Shenxiong glucose injection combined with Daglipzin on renal function and
urinary protein in patients with early type 2 diabetic nephropathy

CHANG Li*, GUO Dongliang, LIU Jihong

(Department of Endocrinology, Linquan People’s Hospital , Fuyang, Anhui, China, 236400)

[ABSTRACT] Objective To investigate the effects of Shenxiong glucose injection combined with
Daglipzin on renal function and urinary protein in patients with early type 2 diabetes mellitus (T2DM ). Meth-
ods A total of 100 patients with early T2DM nephropathy treated at Linquan County People’s Hospital from
January 2021 to January 2023 were selected as study subjects. They were divided into two groups based on
treatment methods: thestudy group (Shenqin glucose injection combined with daglizin treatment, n=57) and
the control group (daglizin treatment, n=43). Renal function, urinary protein levels, clinical efficacy, and ad-
verse reactions were compared between the two groups. Results  After treatment, the levels of blood urea ni-
trogen (BUN) and serum creatinine (Scr) in the study group were lower than those in the control group, and
the differences were statistically significant (#=3.376, 3.010, P<0.05). After treatment, the creatinine clear-
ance (Ccr) and glomerular filtration rate (eGFR) in the study group were higher than those in the control
group, and the differences were statistically significant (t=2.377, 2.802, P<0.05). After treatment, the levels
of urinary microalbumin (UALB), urinary microalbumin to creatinine ratio (UACR) of the study group were
lower than those of the control group, and the differences were statistically significant (1=6.728, 4.994, P<
0.05). The effective rate of the study group was higher than that of the control group, and the differences were
statistically significant ( ¥°=5.697, P<0.05). There was no significant difference in the incidence of adverse re-
actions between the two groups (x*=0.018, P>0.05). Conclusion Shenxiong glucose injection, when com-

bined with daglizin can improve renal function and reduce urinary protein in patients with early T2DM nephrop-

KA R B ra AR AAT R4 3R B (FK202081-56)
Ve A 2 B e R BARE B R S ab R, 4o, B ME 236400
*BAEEE . F W, E-mail : 18298169991@163.com
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athy. This treatment has been shown to have a positive therapeutic effect.

[KEY WORDS]

tion; Urinary protein

2 UM PR 9 (type 2 diabetes mellitus, T2DM )
S AR IR 5 2R AR Y LUOBEAC I 25 L L o o = R 32
BLRRAE 0 11 R U042 P AR 1 0, TR 1 0 PR
BE RSO B A 116442, P # it 00% B N
T2DM, T2DM F I e 45 BB AR Bat 234 ok
TR 9 B Y7 A2 %t L, R JE R 2 S T A )
A NEE T2DM A2 ) E B E  40%
T2DM & 0 R B , 51 T2DM B i
WL/ NER IR A2, PR EE U HEE ST R AR
R BCH 2 Pl 2 S BURH B D RERR ekl | 1
PR IR 8 IR 5, 2k R S AR W R
5, BN BT XURG 2 TR A B 2 AR 1) -
AL A8 B 2 IRIR) RS A SR AR 1
FLAT A ST T RS IOBE  If 22 AR AR P
FIE A T, T 000 ) R RE B /N ER LN T
e SEHAHTIRE RS % SR
R EE AR 2 A A A oK A | BRI
I B it 766 FBE | 4038 IV 2 A VE T, 5 Hofth 2
Wik G filt FH 6 22 B il A8 R HL A R AT BRI AR
S, HURT Do S8 PR s B AR A S ek
VERIAVE R B B IDRE . AR AR S S A
TSR A IR A8 51 0 L T2DM B9 28 25 B )
A R E AR, BURGE AT

1 ABEFEE

1.1 — ek

PEEL 2021 4F1 H £ 20234E 1 Al R EARE
B IS i6 i 11 T2DM B9 85 100 B RIFGE X 42
MR IETT 736 R 20 (372 4 76 W T o o Ik
HIEAEINEIRTT , n=57) FIX B2 A& 5114 R T,
n=43) . W54 5 31 i, 2 26 #, FH4E IR
(54.26+9.35) % , V- B 2 (11.24£4.43) 4, XJ
I 23 ], 2 20 B, F YA (54.59+9.13) %7
- YRR (11.46£5.07) 4F o 9 2 FEAS 9 ) HL 450 2=
FIG TR L (P>0.05)

Gy AARE : OFF A (2 BUBE PRI B 6 16 7
(2020 4E i) )'*'rh T2DM 2 Wibr i ; @454 O IR I
B MR IZ WrARE)  th B T2DM B2 Brbm iff: ;
OB E TR YIEE i ; D H KRB ANEIE

Shenxiong glucose injection; Daglizin; Type 2 diabetic nephropathy; Kidney func-

SR A . HEBRERIE : &I U B s 1k
B MR NR B R SR e B AR R GEIR ;
Q&I HARBRIIRETUHE LN REA 4 & M
15 G IRE IR TAHINA IR AE ) Rl ; @& IFRIR
A I FAAE MR ZR GBI e R e E M
N O T2l R = WNEM 7t (s S AR i 8
1.2 Jrik

Xf HRZH 25 7 ARG IR T S E ik A%
B ¥ e (o 35 ) 5 o 245 1 BR 28 ), L v S5« [ 24
T S20170040, KLAE : 10 mg/ A7) 10 mg/¥k , 1 ¥K/d.
T 20 A8 X HR4H ) Al L 28 7 0 ki 13 25 i 4
W S R (5 M S e T AR 50 A PR ) St HE S
25 H52020703 , A% : 100 mL) 100 mL/¥C,
L/, WEHBESHRTT 3 H o
1.3 WEHEIR
1.3.1  HFIIREEAR

IBITHTSABYT 31 H 5 R 5 285 =3 I bk I
5 mL,3 500 r/min .0 10 min (B0 242 8 cm) , >k
FHA A 3h A A (i Fip , L5 - BS-600M) A6 il
1fiL ¥ JK 2 A (blood urea nitrogen, BUN) | Ifil {JL BiF
(serum creatinine, Scr) /K, 715 N A4 AILEFE B %
(endogenous creatinine clearance rate, Ccr) , Ccr=
(140— 4 #% ) x 14 it 2 /Scrx0.818 ( % #: x0.85) .
AR 3 I AR A R 5E 24 2 (the Modification
of Diet in Renal Disease equation, MDRD) 11 5. &
/NER U8 53 2R (estimated Glomerular Filtration Rate,
eGFR) , eGFR=186x (Scr) —1.154x (4 i} ) —0.203 x
(0.742 L)',
1.3.2 JREHTER

IBITHTMARIT 34 A 5 R A E IR, R Iy
R AT (DL 5 &, 75 . IMMAGE 800) i il
JR ¥ i A & A (urinary microalbumin, UALB) , >k
JH Tl 325 A 0 R LT 31550 R i A 1 5 LT L
{H (urine albumin to creatinine ratio, UACR) .
1.3.3 RITRCR

AR OB PRI B 5 12 W B IE 0 B K7 B80T s
P E D PR AR IR ST RCR AL i DR R IR R
UACR FFE>50% , Ser T F>20% 5 A7 3« i R AE MR
ZZfift ,UACR T F#>25%, Scr I F#E>10% ; ToRL : i IR
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JECIR JC 3% BN , UACR T [%<25% , Scr T [
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1.3.4 SRt 4R R0
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T B 43 4
1.4 G5k

K SPSS 23.0 B A4 X B4 AT Bt 4 B o
TFEFERER A (x+s) 2R AT B K. THECTRLER
A n(%)Fom, 1l 2 K5, DL P<0.05 J 2% %6 4t

2 &R

2.1 A ReTE bR A

VGIF BT P4 BUN , Scr.Cer .eGFR [t £ %70
it 2E 3 L (P>0.05) , i/ Y7 J5 M4l BUN . Scr /K F-
R A , Cer.eGFR /K -7 , HLAF58 41 BUN  Scr fik
FXFIE4H , Cer.eGFR /5 T X1 IE4H | 22 %A i it
B (P<0.05), WF1,

R1 FHEBEINEEIERILE (x£s)

Table 1 Comparison of renal function indexes between the two groups (X +s)

415 BUN (mmol/L) Ser(wmol/L) Cer(ml/min) eGFR[ mL/(min-1.73 m*) |
VRITHT BT A TRIT BT A YRIT I A VAT HI BT A
WH5EeH 57 6.12+1.14 4.67+0.53" 95.75x11.25 79.25+9.36" 44.39+6.15 57.64+7.07" 81.28+8.06 89.36+7.14"
XFHRZH 43 5.89+1.27 5.02+0.49" 96.12+11.57  85.37+10.94" 43.85+6.57 54.29+6.85" 80.74+8.14 85.25+7.42°
t{H 0.951 3.376 0.161 3.010 0.422 2.377 0.330 2.802
P1E 0.344 0.001 0.872 0.003 0.674 0.019 0.742 0.006

I 5BV AT UL, 'P<0.05,

2.2 PIHIRE AR

AT HTPiZH UALB \UACR 25 R 052
= X (P>0.05) ,7377 J5 P 41 UALB ,UACR 7K1
B, AP 4UC T X R4, 2 R A R E &
(P<0.05). W3z 2,

x2 MARZFEERILE (x25)
Table 2 Comparison of urinary protein indexes between the

two groups (X +s)

. UALB (mg/L) UACR (mg/g)
ZH ) S Lo N e 5
R R {GEASE] TR fIT IR

WEFEAl 57 221.65+32.18  86.34+12.34* 79.36x11.57 43.75+8.67"
XTREZ 43 229.342£28.61 103.65x13.25" 81.28+10.04 52.68+9.09"
t{H 1.240 6.728 0.869 4.994
PiE 0.218 <0.001 0.387 <0.001

1 5IRY7 AT A, *P<0.05,
2.3 WHIRIF R

WG IRTT A RCR N 94.74% , 2 T X B 4H
1 79.07% , 22 5 A Gei T2 L (P<0.05) . WL 3.

x3 MARTHRILE (2(%) ]
Table 3 Comparison of treatment effect between the two

groups [1n(%) ]

4 51 n T AR TR BARCE
fiffsgdl 57 28(49.12)  26(45.61)  3(5.26) 54(94.74)
XHRZH 43 16(37.21)  18(31.58)  9(15.79) 34(79.07)

P! 5.697

PE 0.017

2.4 WA BN AR
A R b B4R Z S g2 L
(P>0.05), W34,

®4 PATRRMEERLE (n(%)]
Table 4 Comparison of incidence of adverse reactions

between the two groups [7(%) |

A . 4. il 7
415 M?{;zf iﬁfjﬁ {6 1L %E% FFA D7 34 o

W4l 57 1(1.75) 1(1.75) 1(1.75) 2(3.51) 0(0.00) 5(8.77)
FHAZH 43 2(3.51)  0(0.00) 1(2.32) 1(2.32) 1(2.32) 5(11.63)

pa! 0.018
P1E 0.893
3 iTig
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— , FEURE B D RE 5 LA B RS , 1 in
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[ ZE] BH T4 MBS (MHD) B35 M5 TEM R F A(SAA) JLT TG 3 FEE A 1
(YKL-40) HFZE &5 4 % A (HBP) 5B M S 45 M O TG ROAROCHE . A EE20204F 1 A &
2022 4% 10 H R R PHTT 38 N RESBEURTA 19 124 B EREPE MBGE AT B E N FE X 4. R B E RSk
A BT S A DGR YL o g R 2 (28 f51)) S AR L4 (96 1)) , LA P AL IML TS SAA L\ YKL-40 HBP 7K ; 4
PEIRIT 30 d J5 BEVTIE O TS R A4 (10461) K 105 A K4 (20 1) , 43 B 520 MHD 8% 7S 940 57
SRR 4307 I SAA (YKL-40 \HBP Ff— R 3645 K U X MHD (8 35BS 16 B i (e . &8 5% %
P2l B H M SAA L YKL-40 \HBP /K -2 TR A, 25 58 Ge 242 X (1=56.461 .7.902 ,42.037,, P<
0.05) ; 5 R AF4l 34 C [ i & 1 (CRP) iR R FE R - (TNF-o) \FEE5 K R (PCT) | ML ULEF (Ser) | Il
PR 2 %A (BUN) \SAA . YKL-40 HBP /KX FHUA A R4, 22 78 G # 8 X (1=3.668 ,23.009 ,17.639
6.656 ., 13.821 ,45.366 . 7.849 . 43.443 , P<0.05) ; Logistic 4} T & /5 , CRP , TNF-a . PCT . Scr . BUN | SAA |
YKL-40 . HBP J2& MHD % il J5 A B By 1 [ R & (P<0.05) 5 1L SAA . YKL-40 . HBP A — K7 I 25 i il
MHD 35 il 5 AUC 4341 0.894.,0.749 ,0.818 ,0.964, I A WU L F 50— 1 (P<0.05) . £51® MHD &3F
5 M G4 6 IR FE LT SAA | YKL-40 \HBP /K55 U0 A IR IR Y i 5 TH S, IL3E SAA | YKL-40
HBP B4R il x5 MHD F8 2 B 1 G0 ELAT B4 A8 0410 {8

[RBRE]  AERpMEMAGENT; BT TR ARG MEEMEEEA A; JLT M3 FEEA 1;
REAEA

Correlation analysis of serum SAA, YKL -40, HBP and dialysis catheter - associated
infection and prognosis in maintenance hemodialysis patients

CHEN Qingyun*, MA Yaqiong, SU Yu

(Department of Nephrology, the Second People’s Hospital of Nanyang City, Nanyang, Henan, China,
473000)

[ABSTRACT] Objective To investigate the correlation between serum amyloid A (SAA), chitinase
3-like protein 1 (YKL-40), heparin-binding protein (HBP) and dialysis catheter-associated infection and prog-
nosis in maintenance hemodialysis (MHD) patients. Methods A total of 124 maintenance hemodialysis pa-
tients admitted to the Second People’s Hospital of Nanyang City, Henan Province from January 2020 to Octo-
ber 2022 were selected as the study subjects. Patients were divided into two groups : an infected group (28 cas-
es) and a non-infected group (96 cases) based on whether they had dialysis catheter-related infections. Serum
levels of SAA, YKL-40 and HBP were compared between the two groups. The patients were further divided in-
to a good prognosis group (98 cases) and a poor prognosis group (20 cases) based on their follow-up after 30
days of treatment. Independent factors affecting the prognosis of MHD patients were analyzed using univariate

and multivariate analysis. The predictive value of single and combined detection of serum SAA, YKL-40 and

AR A A AHEIT R B (20220042X)
A A dy AT A RE B R AL, 7T, b A 473000
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HBP on the prognosis of MHD patients was also analyzed. Results Serum levels of SAA, YKL-40 and HBP
in the infected group were higher than those in the non-infected group, with statistical significance (t=56.461,
7.902, 42.037, P<0.05). The levels of C-reactive protein (CRP), tumor necrosis factor-a (TNF-a) , procalci-
tonin (PCT), serum creatinine (Scr), blood urea nitrogen (BUN), SAA, YKL-40 and HBP in the good prog-
nosis group were lower than those in the poor prognosis group, with statistical significance (r=3.668, 23.009,
17.639, 6.656, 13.821, 45.366, 7.849, 43.443, P<0.05). Logistic analysis showed that CRP, TNF-a, PCT,
Scr, BUN, SAA, YKL-40 and HBP were risk factors for poor prognosis in MHD patients (P<0.05). The AUC
of serum SAA, YKL-40 and HBP was 0.894, 0.749, 0.818 and 0.964, respectively, and the combined predic-
tion was better than the single prediction (P<0.05). Conclusion The serum levels of SAA, YKL-40 and HBP

in MHD patients with dialysis catheter-associated infection are higher than those in patients without co-infec-

tion. The combined detection of SAA, YKL-40 and HBP has good prognostic value in MHD patients.

[KEY WORDS] Maintenance hemodialysis ; Dialysis catheter-associated infection; Serum amyloid A ;

Chitinase 3-like protein 1; Heparin-binding protein

Ak FF5 P 1M % 1% B (Maintenance hemodialysis,
MHD) ] LA EBRHUA Z K73 T FE 3R, 4Ed i
FHWNIREERE , T 90% B T e 5 v £8 1 A7 1
WA NHAYT , - E MHD AN E A 735 51, &
B 558 A G M IR & MHD R 97 s I H ™ 5
B IR AE , HoIg SR =18 12%~38% , 7 TR H A
T-EREERERNZ " FXF MHD &% & Hr 45
AH SR TR IR AT HE 1R 1) XU TFAT AN X 797 2
KHE LG VE R AR A (serum amyloid A,
SAA) & —FhEURM 2ME ROV I 1, Y B R
JEEYGL B} HL KT TT AE A~6 /NS ARG N, 7695 i
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YRR A, S B e MR R 12 W RN IS PPAG 1Y E 1Y
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H rh PR 4 R L A A A S R A, 2 5 A
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SYI =3 N QB FHFER=18 2 O HAIE
BN EAT N B8 T I 13 38 I RE T s X 5T
T R HEBRAR M : DA I Al N 5 ] A 1 J%
Petbpem G R BURG Y QAL
wE IR ; O/ IR E AL R Ak
P H 5550 48 MHD ™ 5 9 &I ; @G IS e Sl =
I VR R G GBI . AR AR I R R
P 5% — N RS Be e 123 R 234t e
1.2 ik
1.2.1 BokblE

i 3 A () = B - D 3R e A R AR
PR 3% B i B e A R | DR R R AR AR
TR
1.2.2  SCRE T bkl

Jii A 47 MHD 097 S8 5 T ABE IR H il Rk %
25 WK AL 5 mL, 2.0 75 1% (5% 38 - 3 500 r/min , £
OS] 2 10 min, 80242 12.5 cm) SR T BGER 5002
Il B3 4G 00 1M1 37 SAA | YKL-40 \HBP /K-, >R FH 4
F 2 A=Ak 40 A AR TN C 2 13 2K 1 (C reactive pro-
tein, CRP) . {98 R FE [ F--a (Tumor necrosis factor-
alpha, TNF-«) | [ 45 % J& (Procalcitonin, PCT) . Ifil
HILEF (Serum creatinine , Scr) . Ifil. /R % % (Blood urea
nitrogen, BUN ) 7K, SR FH 4> I 3/ IfiL 48 it 53 A7 {3 4G
I 20 B 25 (White blood cell, WBC) , % 4 H
B TTASCRS I £ 48 B2 19T 1% % (Erythrocyte sedimen-
tationrate , ESR ) .
1.2.3  BENTFE MR Z Wibn e

B PR TE RN R A B AR, Bl
RN RRIE B W e TR AT, S BN
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T I P PR B 470 IR I B A 2 A7 240 TR 55 % 4 0 Bk
AR A R B I AE A A0 TG H A B R 5 R S
HR A 5 27 & A B T R A A DG B Y 43 o Bk e 4
(28 ) K AR B GL 41 (96 )
1.2.4 TFjskED;™

HRAEIRYT 30 d J5 BT 1- O , 98 15 £ 25 9 175 4
B NP AP 5 26 B E H IR T RIS Sost
T, MU A4
1.3 Stk

>R H SPSS 26.0 4t i-2# 5 F HE AT 808 4 it , 1
ORI (R 25) FR AT 0K, HHBOR B L (%)
FoR AT PR, DL P<0.05 N E SR G FE L,

2 &R

2.1 YL ARG 4L 1M 7 SAA | YKL-40 . HBP
IR

JERYL2H H I SAA L YKL-40 .HBP 7K V3455
TARRYLA , 2R AT E L (P<0.05), W1,

F1 BRARIERSAEME SAA.YKL-40 HBP 7K F
PEE (v £5)
Table 1 Comparison of serum levels of SAA, YKL-40 and

HBP between infected group and non-infected group (x+s)

4151 n  SAA(mg/L) YKL-40(ng/mL) HBP(ng/mL)
YL 28 79.25+12.61 53.48+12.34 18.79+3.38
R 96 6.23£1.17 37.24%8.62 3.27%0.74
1l 56.461 7.902 42.037
P <0.001 <0.001 <0.001

2.2 [RSNGB R A A

e B 40 8% CRP .\ TNF-a \PCT .Cr .BUN ,
SAA . YKL-40 HBP K-V E T Al AR A, 256
it L (P<0.05), W2,
2.3 AFEWERHEIEEZHR T

DL MHD f835 1l J5 A B2 AR 6, LB R 347
M geit=f22 50 H o A 28 5, 17 Logistic £
2 [0 19 43 Fr 45 - W 7R , CRP, TNF-a, PCT . Scr,
BUN.SAA . YKL-40 .HBP J& MHD & il J5 A~ B
B FERe R % (P<0.05) . WL 3,
2.4 Il SAA YKL-40 HBP X} MHD & 4 i )5
55 O FIUI A1 53 B

ROC Hh £ ¥7 7 |, 1ML SAA \ YKL-40 . HBP
B — R I A TR MHD £ 35 TS 5 B0 AUC 439l
0.894,0.749 ,0.818 ,0.964., k£ WAL T B — T 0]
(P<0.05), W4 K1,

®2 TEBBEERBEZFRERSN [(v+s),n(%)]
Table 2  Univariate analysis of patients with different

prognosis [ (x+s),n(%) ]
s RAFH  FUEARA

A (104) (20) i Pl

AR (%) 52.14+820  53.76x7.89  0.814  0.417
51

% 54(51.92)  13(65.00)  1.155  0.289

5’y 50(48.08) 7(35.00)
BT (4F) 3.24+0.65 3.47+0.82 1.387  0.168
BEHRRRIE)  2.6720.67 2.73+0.71 0.363  0.717
B

Ei%‘%ﬂm 55(52.88)  12(60.00) 0209 0.864

N Ik 28(26.92) 5(25.00)

BN Rk 21(20.19) 3(15.00)

‘E‘tilﬂ)ﬁﬁ B4 25(24.04) 3(15.00) 1607 0428

W IR IR 51(49.04)  13(65.00)

T I B 28(26.92) 4(20.00)
CRP(mg/L) 26.54+8.85  34.32+7.75  3.668 <0.001
TNF-a(ng/mL) 546£1.12  14.75%3.28  23.009 <0.001
PCT(pg/L) 0.6420.25 1.87+¢0.43  17.639 <0.001
Ser(wmol/L) 149.36+27.58 194.60£290.20  6.656  <0.001
BUN (mmol/L) 7.12+1.34  1258+2.66  13.821 <0.001
WBC(X10°/L) 7.42+1.69 8.12+2.67 1.528  0.133
ESR (mm/h) 26.58+5.12  28.24+5.67  1.305  0.197
SAA(mg/L) 12.17+4.43  77.58+11.97 39.803 <0.001
YKL-40(ng/mL)  38.17+8.14  55.14%9.26  8.348  <0.001
HBP(ng/mL) 445+1.03  18.86+3.50 35248 <0.001

®3 AEFHGEHERMHD 2EZEAESH
Table 3 Multi-factor analysis of MHD patients with

different prognosis

WiH  BE SEfi Wald Y{H OR{H  95% CI P4
CRP 0624 0299 4355  1.867 1.039~3.354 0.037
TNF-a 0815 0327 6212 2259 1.190~4.288 0.036
PCT 0.768 0.330 5416 2156 1.129~4.117 0.020
Ser  0.678 0.245  7.658 1970 1.219~3.184  0.006
BUN 0.715 0264  7.335  2.044 1218~3.430 0.007
SAA 1120 0315 12642  3.065 1.653~5.682 <0.001
YKL-40 0.894 0314 8106 2445 1.321~4.524  0.004
HBP 0947 0302 9833 2578 1.426~4.660 0.002

#®4 & SAA.YKL-40.HBP 3 MHD & H/E1E R
T B 53
Table 4 Analysis of the value of serum SAA, YKL-40 and
HBP in predicting the prognosis of MHD patients

2y

fabr B AUC jepy TSI RMUE PAA

SAA  63.56 0.894 0.827~0.974 0.680 0.890 0.870 <0.001
YKL-40 51.55 0.749 0.620~0.878 0.449 0.849 0.600 <0.001
HBP  18.33 0.818 0.714~0.921 0.530 0.880 0.650 <0.001
I5CA TN 0.964 0.923~0.987 0.880 0.980 0.900 <0.001

95% CI
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Figure 1 The ROC curve
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B3 %) i Y% 375 AT 5 A 3 5 MIHD FR 1 <R
A" ARG PR b 5 B AT A A I R E B A
B I R 2 O T R o 7 BT A A G SR
YL J& MHD 858 WL IE & 5E , S 8UR H B E
b, B4 T b e kOB 2 Ik R JRURS: | EE 2 F B
HHC L G S R DI ST A M B P
FABCAE 2 R UBE ) B8 1T LA 35 M S A e R
PIg D 50%~100% , K It , X MHD 35 & 81§48
A S T G JRS: 34 47 S0 301 PF-Aily R0 7S T, % 4
5 T B PR A 2R A L e AR g R A TR T 24 XL
HAREEZ L,

SAA F=ZL i IFIEA A b, 2 St RRE T
PRI B I N ) R AL B T IE H ST, AL M
T SAA F AR, FEAN P N T 2 R AE AL -4
R KA B, IR T A A SR AR AR L 5
R T KIAE R o ARG R Bow B gAl
S M SAA ZKF b 2 5 T AR B GL B 3 (A B
J5 S B4 R LT SAA KT i3S TS B4
Mo M HEIR, SAA AT LUH 40 T e 5 i Y
o | RS ol 55 9 0 38, O S R 1) Y Ko B R R
i, 5IEMLYE SAA K-SRI TS, 315 & BE RIE
SR, FEXT 9 4 B vy A7 B v 1) R TR AL
SR BB EY , B 5 PR TR AE Y
(14 % A R R, KT 5 B 8 SR e ™ o R B AR
JF ORI 6, K 1M 7 SAA /KA B T REAR
MHD 5 # & A2 3 BT 45 A MR IR RS, DA skt A
ANEHRPAE R, YKL-40 A fy 200 40 b g
I 2 40 R 40 L G b, G R AP S 8 2R 0T o
PR 2 i | I A A5 S RT3 M YKL-40),
YKL-40 ] GEAC R T —Fp k57 () 412 4 3 i, vT LLiR
) B E 20 M IR T (4N TL-6 .CRP . TNF %) 25 ¢
TAGIN F] fg 9 JE 8 S , AT AR R 6 MHD JR 35 B AT
S A SR R I TR A BE . AN AT 45 R

7R YL B I YKL-40 /K3 AR R4, T
JEANRA R THE RGA, P HIFEE, YKL-40
TRV B S5 v R R e P 2R AL AR AR
FE RV KA B AL 00, S BURE B R
R A ROl . AR IR R LA R
1% HBP /KF i TR IR 4, Bie A R4LE A =
FHUG R4l . HBP J& 40 1 IR e 5 i 46 21
JERGHR B Z —  TE T N R FECT , i
bR HOREiCK i HBP, I 5 B2 FRAZ A e & R 46
B U AN R R A B A BG4 i N AR
S J% TNF-o 55 9 0 40 PR 7 Bk, A1 1F 98 90 S 7
KA Ak R HBP 0] LLE S B e, 0
MHD £ & 1 148 B B 163 473 S S0 R B i, 5 350
H PN AL, 5 MHD (B35 S % YA G, HoK P
R AT A R T DB R 35 T K A R AL A, o S T
SR

25 L rik , MHD & I35 7 5 A8 A DG P IR e i
M SAA . YKL-40 . HBP 7K V-4 T & I I e i
FFFE s SAA . YKL-40, HBP 5% & 4 I %
MHD 53 FUe 1 02 B A i 0

SE
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. a
.’I,/a 3 e

I3 E2. 25 (OH) D3 K bRk 1% 43 AL 254 HAR DR 9
AR TSI 1

WA REEW R T

7

(# ZE] BH orimid s B (E2) 25-5 3485 % D3[25(0H ) D3 | K JRILK - X6 434k 70 F R
e (DTC) W FINAN(E . F73%  EH 2021 4F 9 H & 2022 4F 9 A HEZ: 1 AR BE BRI 25 Bl 240 212
WIZ 1 190 4l DTC B AE J A, I AR Be [ AT 19 125 46 FFOPR AR R PR 28 B 1 Dy RE4, )
FEIBCHUIR BT 25 18 A9 (g ARG 3 100 44 5 R fERe X B4, Lhdse = 41 il i E2 .25(OH) D3 Rk,
I LB RNIG PRAEEAE A DTC &34 1 3E E2.25(0H) D3 K& JRMUKF-, >k F ROC i £843-#r i 7 E2.25(OH)
D3 K PRWUKSEX DTC BN, 58RI B2 JRBUKSFE  EPELT> B> filt B X 4, 25(OH) D3
IR AR < R PR < FE S HRAL, 25 35978 Ge i 8 L (P<0.05) o LT B2, FRIUKST- : e K43 b it
JEE R > IR v o AL R E AR > IR e A AL R BE AR AR 5 JRIBKOY - T3-T4 B TR BE /3 >T1-T2 IR IE TR BE AR
F VLS R > T0 I UV 5 RE RS H 3 5 L0 25 (OH) D3 /K- - JHvg A 20 A AR 1 i 2 <o vh Ak
HRH <R AL TR R, T3-T4 BRI IR I 5 <T1-T2 IR IR B R A5 R R < ok L 4556 7%
B 2R A g L (P<0.05) . ROC M43 #71 ioR | il E2.25(OH) D3 K& FR K 5716 4 75 )
DTC (R R SR AUC 4 94.74 % ,92.80 % .0.978, 1 T =48 br s b K ( P<0.05) . 518 IM3E
E2.25(0H)D3 K FRM/K -5 DTC &4 Bt ik R 5%, B = # BEA % DTC 9 T A (58 & o

[REIA] LRI HUR B s BERCER 5 25- 7438484 % D3 SRt

Predictive value of serum E2, 25 (OH) D3 and urine iodine levels in differentiated thyroid
carcinoma

YANG Fuzhou*, SONG Jinli, YAN Zhong, LI Mingyan

(Department of Nuclear Medicine, Ya’an People’s Hospital, Ya’an, Sichuan, China, 625000 )

[ABSTRACT] Objective To analyze the predictive value of serum estradiol (E2), 25-hydroxyvita-
min D3 [25(0OH)D3] and urine iodine levels in differentiated thyroid carcinoma (DTC). Methods 190 pa-
tients with DTC who were admitted to Ya’an People’s Hospital from September 2021 to September 2022 and
confirmed by histopathology were selected as the malignant group. Additionally, 125 patients with benign thy-
roid lesions were chosen as the benign group and 100 healthy individuals with normal thyroid morphology were
selected as the healthy control group. Serum levels of E2, 25(OH) D3 and urine iodine in the three groups
were compared. Serum E2, 25(OH)D3 and urine iodine levels in DTC patients with different clinical charac-
teristics were compared. The predictive value of serum E2, 25(OH)D3 and urine iodine levels in DTC was an-
alyzed using ROC curves. Results Serum E2 and urine iodine levels decreased sequentially from the malig-
nant group, to the benign group and finally to the healthy control group. The differences were statistically sig-
nificant (P<0.05). Conversely, the 25 (OH) D3 level increased sequentially across these groups. In patients
with poorly differentiated carcinomas, moderately differentiated carcinomas, and highly differentiated carcino-
mas, serum E2 and urine iodine levels decreased sequentially. Additionally, patients with T3-T4 infiltration
depth had higher urine iodine levels compared to those with T1-T2 infiltration depth. Patients with lymph node

metastasis also had higher urine iodine levels that those without. On the other hand, serum 25(OH)D3 levels

F R B A g A XA B (2018yyjsk(17)
VAL A T AR ERE ESA, w)l, H% 625000
*BAEEH A8, E-mail : 13281994588@163.com
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increased sequentially in patients with poorly differentiated carcinomas, moderately differentiated carcinomas,

and highly differentiated carcinomas. Serum 25 (OH)D3 levels in patients with T3-T4 infiltration depth were

lower than those in patients with T1-T2 infiltration depth. Serum 25 (OH) D3 levels in patients with lymph

node metastasis were lower than those in patients without. The differences were statistically significant (P<

0.05). ROC curve analysis showed that the combination of serum E2, 25(OH) D3 and urinary iodine had a
sensitivity , specificity, and AUC of 94.74% , 92.80% and 0.978, respectively, for predicting DTC. These val-
ues were higher than those obtained using a single indicator (P<0.05). Conclusion Serum E2, 25(OH)D3

and urine iodine levels are related to the occurrence and progression of DTC. The combination of all three fac-

tors is more conducive to predicting DTC.
[KEY WORDS]

FHLR BiR 98 (thyroid carcinoma, TC) 42 % WA
O3 WA RG24 A B MR ) 02%~1% ,
Sk FEME R ) 3.06% . TC $% 43 AL 2 BE AT 43
A R AR FL Sk bR 98 (papillary thyroid carcinoma,
PTC) JEIARIE BEFEE AR b, AT A &
FR 43 A 70 B IR iR 9% (differential thyoid carcinoma,
DTC)"', Ir4F3k, DTC ki 4w , HAc ko %
W0 = T 5 1k, © R 0 R G e PR A e e e g
Z— AR B . HETE A &2 DTC
1E 7T (HDTC & S HUR IR RSG5 IRE . BE
BT HEWER AR R R, o F iS4 5 R4k
i v ) N A ROk A2 B G . MERER R T
B AR B R | FE AR Z R A 4 ki E 22
YER, 5 Z Ry & A m UIAE oG . o) e — i
(estradiol, E2) J& F ME S ik I HEL R . AT H0E "
MRS TC B R &, AT/ER TC 12 Wi
AR bR . BFREPUESE, 4E4E F D (vitamin D, VD)
Z 5y MR 28 SR RS . 25- i E R
D[ 25- hydroxy vitamin D3,25 (OH)D3 JJ& VD 7E/&
WA Rl %M, 25(OH)D3 /K-
25 TC &4, H AT % 512 W R R 4577 BB .
MUE AR T MEITTR , S 5H R E S K,
AT 2 B2 RECHARIRE R & B R
HF A R i LIk sk = PRy © 15 2
FE . AU, 2 R E SR Al FUR AR
BrE 5 9 #4) B LU PACAR B 28 DTC SR Ry . ASHIF5R
W HT L% E2.25(0H) D3 & JRMLK V- % DTC 15
WIHE, B RImIRIE S IS5 RARE T .

1 #ABEFEE

1.1 —Bgek
FEEL 2021 4F 9 F & 2022 4F 9 A fie i AR E
BE ST Y I 280 B ZH 41 2F 02 1Y 190 1 DTC 3%

Differentiated thyroid carcinoma; Estrogen; 25-hydroxyvitamin D3; Urine iodine

VERGIEA , T8 BOA B[RSO 1 125 461 HHBR A
K A BB B R S RAEAL, J5 e U BRE S I
B AEE R AR A 100 44 4 A £t FE X R 4H , DTC il
FHOBR R R M A8 B 8 A b fE : DDTC 774 (it A
HOR R ES19 5 AL R HUIR B 1216 F6 mE ) A G
LW, I 2 H SR B2 HORIR MR A
CHBR B o 4 35 12 W i 15 A = % LR P Al
KL WT , L He BTG KRS ; Q4 I} 25~78 % ;%%
WE I BB HebrbrifE . O e
P9 B A A e 2 5 D I B S e v L I
JER YL 35 (B HUIR IR T BE T #F 5l R 45 5 @ H R IR
% QUM R GER ; ©F4F N IR & 25 4
5O IR XL Aok, EEdL: B 83 4, & 107
i, 4E % 30~78 %, P IAE IS (48.37£6.44) % 5 R YE
M 5550 0], 22 75 Bl AR 25~75 % P AR IR
(47.20+6.15) % s fRFEXTHELH . 55 39 44, 4 61 44, 4F
W 26~77 %, Y AE IR (46.88+6.00) % . =4Il IR
TR ZE RS AR L (P>0.05) . HA T E
Pk AR LB PIZ: By S fEE
12 Fik
1.2 HEHE KR

FHIAZ 1S R 28 I UK UL 5 mL, 3 000 r/min
B0 10 min, B02F42 0 10 em, 20 1L , B —-80C
FEIR VKA AT R A 22 R R B2 7K
1.2.2 25(0OH)D3 KA

#5200 WL IR , R FAL 2 6 e Al 25
(OH) D3 7K -5 #4516 BB o g i Jk 4 2 S,
25 (OH) D3 7K <20 ng/mL ., 20~30 ng/mL . >30 ng/
mL NAEAER DG RN R,
1.2.3  JRBUKF-Aa il

ARE 8~12 h, T RRAE 10 mL 35 % P BLR B
T35 R L ok s Bt o oL 2 6 R
DR 2 BRI B = 9 S LT BR ) vE A 48
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B, PA<100 pg/L Ml =, 100~199 pg/L 200~
299 wg/L A H S B, =300 we/L At &
1.3 Gtk

K SPSS 20.0 G it #4Ab #ECHE |, 1 BE R
Ph(x£s) RN, Z 400 LA T SR 207 22 00, R
Wi L6 B AT LSD-1 K 4, >R I ROC {Hh £ 43 #r 1L 1%
E2.25(0H)D3 M JRWZKF-X%F DTC (1435 M, LA
P<0.05 N2ERAGIFE Lo

2 HR

21 =43 E2.25(0H) D3 K RMK - 85
M35 B2 | FREZKT 21 > [ 21 > fat B o) ]
41,25 (OH) D3 7K -« W 1 A1 < B 4 2 < fi g %) Jiet
H, =R A G E X (P<0.05), R,
2.2 R[]I ARG HLAFAE () DTC M3 1L 3% 2. 25
(OH)D3 M PRWK - L5
13 B2 JRWK- : g (R o 2 B A > g

F1 ZHMFEE2.25(0H)D3 RRFKTFELLE (v+s)
Table 1 Comparison of serum E2, 25 (OH) D3 and urinary

iodine levels among the three groups (x+s)

4151 i E2 25(0OH)D3 PR T
(pg/mL) (ng/mL) (pg/L)
B 190 30.26£8.44"  16.32+3.19"  364.52+40.69"
[EREEl 125 1944561 22.57+5.26"  302.11+28.74
fEFEXTIRZH 100 10224343 32.83+8.49  167.43+17.92
FAH 367.375 294.994 1176.568
Py <0.001 <0.001 <0.001
T S e PR L #R L P<0.05 3 5 BV L #, 'P<0.05

AR BE R > IR S o (LR B AR IR BUK - «
T3-T4 2 VR EE B >T1-T2 IR A B, k45
R B ESTM B 5 B 7 5(OH)D3 7K
- R AR f R B B < v A AR B R <P
S LR R T3-TA B IR (R <T1-T2 3%
RN AR e 5 4 SRS R N WL 55 e
ERIAGIFE L (P<0.05), W2,

R2 ARIGKFERFIERN DTC BE MiE E2.25(0H) D3 R ER#AKF LB (x+5)
Table 2 Comparison of serum E2, 25 (OH) D3 and urinary iodine levels in DTC patients with different clinical and pathological

characteristics (x+s)

yE| n E2(pg/mL)  F/tfi PfHE 25(OH)D3(ng/mL) F/it{H  P{H JR#(ng/L)  Frefti  PIH
5
% 83 28.90+4.66 15.81+2.78 362.80£38.47
1.816 1.937  0.054 0459  0.647
ke 107 31.31%11.37 0.071 16.72+3.51 365.85+50.17
AR (%)
<65 100 30.15+5.82 16.72+3.44 365.0439.52
0.178  0.859 1.807  0.072 0.186  0.853
=65 90 30.38x11.35 15.88+2.91 363.942+41.99
S kA%
A 137 30.19+6.24 16.22+4.11 363.90+38.92
" 0.169  0.866 0.753 0453 0.337  0.737
EZd 53 30.44+14.13 16.58+3.04 366.12+45.27
HEEAE 20 B
AW 143 30.60+8.77 16.603.31 364.59+40.73
8 9 27 28.66+7.02 0.607  0.546 15.82+3.13 0.120 0903  361.41+39.86  0.054  0.948
AR 20 29.99+8.00 14.99+2.40 368.22+41.52
TNM 434
I~1 108 29.77+8.13 16.59+3.33 363.42+38.66
0921  0.358 1346 0.180 0427  0.670
m~1v 82 30.91+8.85 15.9623.01 365.97+43.37
Jiffg EL 4% (em)
=3 75 29.77+8.20 15.83+2.99 366.21+40.22
0.646  0.519 0.700  0.089 0.625  0.533
<3 115 30.58+8.60 16.6423.32 363.42+41.00
Jigga o AL AR B
ok 65 25.58+4.90 17.69+4.11 348.14+35.26
thor 4k 74 29.71+6.54  20.775 <0.001 16.22+3.74 11.0221  <0.001  365.11+37.60  9.933  <0.001
i1k 51 37.20+15.71 14.711.22 384.5452.07
1R
T1~T2 80 20.95+7.73 17.90+4.33 357.27+37.65
0434 0.665 5534 <0.001 2.090  0.038
T3~T4 110 30.49+8.96 15.17+2.36 369.79+42.90
W57
H 112 30.75+8.41 14.202.05 375.59+46.38
0.958  0.339 10.085  <0.001 4432 <0.001
G 78 29.56+8.44 19.362+4.83 348.62+32.51
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[EEER] BP0 T2 AN, OIS s OUIRE; LRk RE

Effect of external counterpulsation combined with cardiac rehabilitation in treating
chronic heart failure and its influence on mitochondrial markers

SUN Xiaojing, WANG Lizhong*, ZHANG Zhenying, ZHANG Liu, XU Zhiping, YANG Cheng

(Beijing Rehabilitation Hospital Affiliated with Capital Medical University , Beijing, China, 100144)

[ABSTRACT] Objective To study the effect of external counterpulsation combined with cardiac reha-
bilitation in treating chronic heart failure and its influence on mitochondrial markers. Methods From January
2022 to January 2023, 86 patients with chronic heart failure were randomly divided into an observation group
and a control group. The observation group received conventional anti-heart failure drug treatment along with
external counterpulsation combined with cardiac rehabilitation treatment, while the control group only received
conventional anti-heart failure treatment. Before and 36 days after treatment, measurements were taken for
myocardial Tei index, left ventricular ejection fraction (LVEF), 6-minute walking distance (6MWD) , Min-
nesota Heart Failure Quality of Life Questionnaire (MLHFQ) score, activity of daily living (ADL) score,
and serum mitochondrial transcription factor A (TFAM) and mitochondrial coupling factor 6 (CF6) levels.
Follow-up was conducted to track the incidence of poor prognosis and readmission at 6 months after treatment.
Results After treatment, the Tei index, LVEF, 6MWD, ADL score and serum TFAM level in the observa-
tion group were higher than those in the control group, the differences were statistically significant (#=35.257,
4.604., 13.003, 4.804, 8.336, P<0.05), The MLHFQ score and serum CF6 level in the observation group
were lower than those in the control group, and the difference was statistically significant (r=12.233, 7.967,

P<0.05). After 6 months of follow-up, the incidence of poor prognosis and readmission rate in the observation
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group were lower than those in the control group, with statistically significant difference ( ’=6.515, 5.460, P<

0.05). Conclusion Extracorporeal counterpulsation, when combined with cardiac rehabilitation improves car-

diac function and quality of life in the treatment of chronic heart failure. The improvement of mitochondrial

function and regulation of mitochondrial markers are possible molecular mechanisms involved.
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function ; Mitochondrial function
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21 W41IAYTHTG Tei #6505 LVEF 1 4%
IBYT T, U4 Tei #5880 J¢ LVEF 1Y L, 22 5+
TG4 L (P>0.05) 53697 )5 , P4 Tei $5 50(1%
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(P<0.05) , W54 Tei $8 BUIK T X HR 41 \LVEF & T
XTHRAH , 22 A Seit=22m L (P<0.05), WL 1,

F1 WHEBITHIG Tei 188K LVEF B9EEEL (v +s)
Table 1

after treatment between the two groups (x+s)

Comparison of Tei index and LVEF before and

Tei 45 44 LVEF

| TR, TSR
RITRT  RJTE IRJTRT IRITE
WEEAL 43 4.042029  0.85:0.07 44.5123.58 55.23+4.08'

XFARZH 43 4.01x0.33  1.74%0.15" 45.02+3.71 51.47+3.47
X 0.448 35.257 0.649 4.604
P{H 0.655 <0.001 0.518 <0.001

H: 5IRYTHT AL, *P<0.05,

2.2 W4LiRYTETIE 6MWD [ HLER

TRITHT, Pl 6oMWD [ LA, 2 7 BG4
S(P>0.05) ;167 )5 , P4 6MWD & TIRIT I, 22
S G 2FE L (P<0.05) , M4 6MWD & T Xt
MR, Z R A SR X (P<0.05), W& 2,

®2 FHATTHIE MWD BIEEE (v+s)
Table 2 Comparison of 6MWD before and after treatment

between the two groups (x=s)

21 531 n bEEagin] WA
UK =24) 43 284.13+21.32 389.21+31.22°
X B4R 43 287.41+27.25 307.24+27.31°

t{E 0.625 13.003

P1a 0.533 <0.001

T SIRTT TR, *P<0.05,
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Table 3 Comparison of MLHFQ and ADL before and after

treatment between the two groups (x#s)
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ZH 7 n N . N N s N
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Table 4 Comparison of serum TFAM and CF6 levels before

and after treatment between the two groups (x+s)
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ZH ! N ~ s N N S
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Table 5 Comparison of incidence of poor prognosis and

readmission rate between the two groups (n(%)]

215 n WG AR &R FEABER
UK =34 43 5(11.63) 3(6.98)
papileEil 43 15(34.88) 11(25.58)
PAL! 6.515 5.460
P1E 0.011 0.019
3 iTig
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Changes and clinical significance of serum TSH, Hcy and 25 (OH) D3 levels in pregnant
patients with hypothyroidism

YAN Linlin'"*, YANG Zhiying', TENG Yan', WANG Hong’

(1. Department of Obstetrics and Gynecology , Anhui Wannan Rehabilitation Hospital, the Fifth People’s Hos-
pital of Wuhu, Wuhu, Anhui, China, 241000; 2. Department of Anesthesiology, Anhui Wannan Rehabilita-
tion Hospital, the Fifth People’s Hospital of Wuhu, Wuhu, Anhui, China, 241000 )

[ABSTRACT] Objective To explore the changes and clinical significance of serum levels of thyroid
stimulating hormone (TSH) , homocysteine (Hcy) and 25-hydroxyvitamin D3 [25(OH)D3] in pregnant pa-
tients with hypothyroidism. Methods 102 pregnant patients with hypothyroidism at Anhui Wannan Rehabilita-
tion Hospital, the Fifth People’s Hospital of Wuhu from March 2020 to March 2023 were selected as the study
subjects (case group) , and 80 healthy pregnant women during the same period were included in the control
group. Serum levels of TSH, free thyroxine (FT,), Hcy and 25 (OH) D3 were compared between the two
groups. The correlation between thyroid hormones and Hey and 25(OH)D3 was analyzed. The patients were di-
vided into the controlled group and the uncontrolled group based on the treatment objectives for pregnancy with

hypothyroidism. Additionally, the patients were classified into a normal outcome group and adverse outcome
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group based on the pregnancy outcomes. The relationship of serum thyroid hormones, Hcy and 25 (OH) D3
with disease control effect and pregnancy outcomes was explored. Results The levels of serum TSH and Hcy
in the case group were significantly higher than those in the control group while the 25(OH)D3 level was sig-
nificantly lower than that in the control group (P<0.05). However, there was no statistically significant differ-
ence in serum FT, levels between the two groups (P>0.05). Pearson correlation analysis results showed that se-
rum TSH in pregnant patients with hypothyroidism was positively correlated with Hcy and negatively correlat-
ed with 25(OH)D3 (P<0.05). Before treatment, serum TSH and Hcy levels in the controlled group were sig-
nificantly lower than those in the uncontrolled group (P<0.05), while serum 25(OH)D3 levels wwere signifi-
cantly higher than those in the uncontrolled group (P<0.05). The total incidence rate of adverse pregnancy out-
comes in the case group was significantly higher than that in the control group, and the incidence rate in the un-
controlled group was significantly higher than that in the controlled group (P<0.05). Before treatment, serum
TSH and Hcy levels in the normal outcome group were significantly lower than those in the adverse outcome
group (P<0.05), while serum 25(OH) D3 levels were significantly higher than those in the adverse outcome
group (P<0.05). Conclusion Serum TSH and Hcy levels are significantly increased, while 25 (OH) D3 is
significantly decreased in pregnant patients with hypothyroidism. These three indicators are related to the dis-
ease control effect and pregnancy outcomes. Monitoring changes in the these indicators can provide references

for diagnosing, treating, and evaluating the prognosis of pregnancy with hypothyroidism.
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The expression of PD1/PD-L1 in ovarian cancer and adjacent tissues and its relationship

with clinical pathology and prognosis

XIAO Xiyun*, LI Qian, FENG Jing, YAN Ruixue, XI Jie

(Gynecological Oncology Surgery Department 1, Cangzhou Central Hospital, Cangzhou, Hebei, China,
061000)

[ABSTRACT] Objective To investigate the expression of programmed death 1 (PD1)/programmed
death ligand-1 (PD-L1) in ovarian cancer and adjacent tissues, and its relationship with clinical pathology and
prognosis. Methods 120 ovarian cancer patients admitted to Cangzhou Central Hospital from December 2021
to December 2022 were selected for this study. The expression of PD1 and PD-L1 in cancer tissues and adja-
cent tissues was examined. Multivariate logistic regression analysis and Kaplan-Meier analysis were performed
to explore the relationship among PD1, PD-L1, clinical pathology and prognosis. Results Among the 120 pa-
tients, there were 32 (26.67% ) cases that were PD1 positive (PD]1 positive group) and 39 (32.50% ) cases
that were PD-L1 positive cases (PD-L1 positive group ). Simultaneous expression of PD1 and PD-LI was ob-
served in 30 (25.00% ) patients (expression group). No expression of PD1 or PD-L1 was observed in 79
(65.83% ) patients (non-expression group ). There was no PD1 or PD-L1 expression in adjacent tissues. Statisti-
cally significant differences were found in pathological types and FIGO staging between the PD1/PD-L1 posi-
tive group and the PD1/PD-L1 negative group (P<0.05). Multivariate logistic regression analysis found that
pathological type and FIGO stage were influencing factors of PD1 and PD-L1 expression (P<0.05). Out of

120 patients, 39 experienced recurrences. The recurrence rates in the PD1 positive group, PD-L1 positive
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group, expression group and non-expression group were 50.00% , 56.41% , 60.00% and 12.68% , respectively.
PFS of the four groups were (18.04+1.68) months, (17.96x1.42) months, (16.73+1.05) months and (20.06+

1.75) months. Conclusion The expression of PD1 and PD-L1 in ovarian cancer tissues suggests a poor prog-

nosis. Clinically, targeted measures should be taken for PD1 positive and PD-L1 positive patients to improve

their prognosis.

[KEY WORDS] Ovarian cancer; Programmed death 1; Programmed death ligand 1; Clinical pathology
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Diagnostic value and correlation analysis of red blood cell distribution width, eosinophils,
and B-type natriuretic peptide in peripheral blood of patients with acute exacerbation of
chronic obstructive pulmonary disease

SONG Yuliang, WANG Yong*

(Department of Respiratory and Critical Care Medicine, the Fifth People’s Hospital, Fuyang, Anhui, China,
236600 )

[ABSTRACT] Objective To analyze the correlation and diagnostic value of red blood cell distribu-
tion width (RDW) , eosinophilic granulocyte (EOS) and b-type natriuretic peptide (BNP) in peripheral blood
of patients with acute exacerbation of chronic obstructive pulmonary disease (AECOPD ). Methods A retro-
spective analysis was performed on 102 patients with AECOPD admitted to Fuyang Fifth People’s Hospital
from January 2020 to August 2022 as the AECOPD group. At the same time, 49 patients with stable chronic
obstructive pulmonary disease (COPD) who received treatment at the hospital during the same period were
chosen as the reference group. The levels of RDW, EOS, BNP, and pulmonary function indexes such as
FEV., FEV\%pred, FEV.//FVC, PEF were compared between the two groups. The correlation and diagnostic
value of RDW, EOS, and BNP in AECOPD patients were analyzed. Results Compared to the reference
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group, the levels of RDW, EOS, and BNP in the AECOPD group increased significantly (#=5.890, 6.880,
6.267, P<0.05). Additionally, the levels of FEV,, FEV,% pred, FEV//FVC and PEF in the AECOPD group
decreased significantly compared to the reference group (7=5.857, 7.175, 6.022, 6.767, P<0.05) ; Pearson
analysis showed that RDW, EOS, and BNP were negatively correlated with FEV,, FEV,%pred, FEV//FVC
and PEF in AECOPD patients (P<0.05). ROC curve analysis demonstrated that the area under the curve
(AUC) of RDW, EOS, and BNP in the diagnosis of AECOPD was 0.776,0.803 and 0.777, respectively. The
AUC for the combined detection of the three was 0.911 (P<0.05). Conclusion RDW, EOS, and BNP are

abnormally elevated in patients with AECOPD and are negatively correlated with lung function. The combined

detection of these indicators has a good application value in the diagnosis of AECOPD.
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The significance of dynamic detection of PCT and D-D combined with CRP levels in the
assessment of sepsis grading and regression

ZHAO Jingyuan', ZHANG Yuhong', DONG Long’, WU Xue’, DUAN Lijuan', YAN Xiaowei', LI Suqing'*
(1. Department of Critical Care Medicine, Affiliated Hospital of Chengde Medical College, Chengde, Hebei,
China, 067000; 2. Blood Laboratory, Affiliated Hospital of Chengde Medical College, Chengde, Hebei, Chi-
na, 067000; 3. Department of Anesthesiology, Affiliated Hospital of Chengde Medical College, Chengde,
Hebei, China, 067000)

[ABSTRACT] Objective To investigate the significance of dynamic testing of PCT and D-D com-
bined with CRP levels in sepsis grading and regression assessment. Methods 112 sepsis patients admitted to
the Affiliated Hospital of Chengde Medical College from May 2020 to January 2023 were selected as the obser-
vation group. Additionally, 105 healthy individuals who underwent physical examinations in the hospital dur-
ing the same period were randomly selected as the control group. The 112 sepsis patients were divided into the

sepsis group (n=49) , the severe sepsis group (n=35) and the septic shock group (n=28) based on the severi-
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ty of their condition. The survival outcomes of the patients after 28 days were analyzed. The study aimed to
compare the levels of PCT, D-D, CRP. Sequential Organ Failure Score (SOFA) and Acute Physiology and
Chronic Health Score (APACHE II ) between the observation and the control groups, and among patients with
different sepsis grades. Additionally, the correlation between PCT, D-D, CRP levels, SOFA score, APACHE I
score, and the impact of PCT, D-D, CRP levels, and their combination on the prognostic predictive value of
sepsis were analyzed. Results The levels of PCT, D-D, and CRP in the observation group were higher than
those in the control group, and the difference was statistically significant ( P<0.05). The levels of PCT,
D-D, and CRP and the SOFA scores and APACHE Il scores of the septic shock group were higher than those
of the sepsis group and the severe sepsis group at different time points (at the time of admission, 3 days of ad-
mission, 5 days of admission, 7 days of admission) , with statistically significant differences (P<0.05).
PCT, D-D, and CRP levels and SOFA score and APACHE Il score were higher in the severe sepsis group
than in the sepsis group, and the difference was statistically significant (P<0.05). According to the survival
outcome of the patients after 28 days of follow-up, they were divided into the survival group and the death
group. In the survival group, at different time points (at the time of admission, 3 days of admission, 5 days of
admission, and 7 days of admission), PCT, D-D, CRP levels, SOFA score and APACHE Il score were low-
er than those of the death group, and the difference was statistically significant (P<0.05). The levels of PCT,
D-D, and CRP in sepsis patients were positively correlated with SOFA score and APACHE Il score (P values<
0.05). The ROC curves showed that the AUCs of PCT, D-D, CRP, and the combination of the three for pre-
dicting the prognosis of patients with sepsis after 28 days of admission were 0.830, 0.7230, 0.765, 0.934, re-
spectively , and the combined three had greater predictive value ( P<0.05). Conclusion Dynamic testing of
PCT, D-D combined with CRP levels can reflect the severity of the patient’s condition and progression, and
can be used as a reference indicator for grading sepsis.
[KEY WORDS] Sepsis; PCT; D-D; CRP
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7 PCT .D-D.CRP /K~F-, T-1F /=il HU s I ok o
5 mL, A 3 500 r/min % # 242 8 cm B0 15 min
Je , BUMLE BT -50CHAF . PCT.D-D.CRP % H
P PE 9 ICJE M AT A, e PCT . CRP K i
M &k H RN Y 2 TRARA L, D-D
Fr AT Sk B DU R A R A BRA A
1.3 WEHE R

(D Fb %2 W% 21 Fn X B8 41 A [R] s ] 45 PCT
D-D .CRP /K-, QB[R R TEAE 43 P E AR
B[] &5 B PCT. D-D. CRP 7K - fil SOFA 1T 4% .
APACHE II ¥4y . QMR k15 B4 28 d K5 477
gE R o AR IS MIBE T4, b3 41 PCT . D-D,
CRP /K. @4 Mr e84 % PCT .D-D .CRP /K
V-5 SOFA 1743 . APACHE Il 743 1 AH M. B)4)
Hr PCT .D-D . CRP 7K -}z = 35 1 A5 X Jie B i 119 7
Je T AR
1.4 GEite#irik

K SPSS 21.0 B {174 o0 b THER BORER
F ) i, 48] FLEAT ¢ K0, 224 ) LR
F K56 5 R H Pearson A7 5G40 #T e84 85 PCT
D-D,CRP 7K SOFA 74 fl APACHE I -4 2

(] R A EE 5 SR F ROC 2R K th<k R R (AUC) 43
¥i PCT .D-D ., CRP /K- } = & Bk & Xt e 5 5 10 T3
JE B ; YL P<0.05 k2 5 BA G2 X,

2 HFR

2.1 WMELLH AR R4 PCT .D-D .CRP /K- L%

W EL2H PCT . D-D .CRP /K V-1 i85 T % IR 4 , 2%
SEASIFRE L (P<0.05), WLE1,
2.2 K[EMRFEAE 0 8 PCT .D-D .CRP /K F-Fl
SOFA 174} . APACHE Il 43 1t 4%

ANTRER] s CABER  ABE 5 d ABE 10 d AR
15 d) e F9E /K 5840 PCT . D-D . CRP /K ¥ 1 SOFA
W43 . APACHE 11 343 ¥4 5 T i B iF 20 Fn ™ 5 ik
BEAEAL, 22 R B A G E L (P<0.05) ;™ ik
JiE 41 PCT .D-D . CRP 7K F-Fll SOFA ¥4} . APACHE
1 PFor ¥ T e aE 2, 22 5 HA Geit e L (p<
0.05). WL#E2,
2.3 N[ J5 e B 4 45 PCT .D-D . CRP /K
e

AR B E 28 d RIGHEAAL R NAETEA
(n=87) MALT-4 (n=25) , 771 4L A [R] B[] 55 C A
Bemt  ABE3 d ABE5 d. ARt 7d)PCT .D-D,CRP
7K 3 F1 SOFA ¥ 43 . APACHE Il ¥ 43 ¥ 1% T %€
T8, ZREASIHE L (P0.05), WEK3,
2.4 JFAE B PCT . D-D.CRP /K F 5 SOFA i}
53 . APACHE Il ¥F 43 A A JCHE 43 By

ABERT CABE3 d ABES dARE 7 d MR AE 5
# PCT .D-D.CRP 7K ¥ 5 SOFA ¥4} . APACHE II
PR IEM L (P 1<0.05), W4,
2.5 PCT.D-D.CRP /K- Jo = BK A Xt e B2 A 1)
U w0

APBE 28 d J5 ,PCT .D-D ,CRP J =3 B4 1]
e B 4 BB H TS N O AUC 43 51 R 0.830,
0.7230.0.765,0.934 , = F BEA B T AN (B T K (P<
0.05), WFES5 K1,

®1 WEAMIEAPCT.D-D.CRP K FLLE (xs)
Table 1 Comparison of PCT, D-D, and CRP levels between the observation group and the control group (x+s)

PCT (ng/mL)
4131

D-D(mg/L)

CRP(mg/L)

ABEM  ABi3d  Abisd  ABiTd  ABEM  ABiad

ABi5d

ABE7d NS ABE3d ABES5d ABE7d

MELHL 112 4.50£3.28 6.08£2.76" 6.52+3.42° 3.58x3.07° 2.60+£3.65 1.73£3.43" 1.22£3.48" 1.11£2.17* 133.15£35.64 123.56x31.4° 110.32+20.68" 95.40+20.17*

XTHRZH 105 0.38+0.23 0.35+0.14  0.33+0.32  0.31+0.35 0.33+0.24 0.37+0.31 0.25+0.36 0.30+0.23

t{H 12.839
PAH <0.001

21.244 18.468 10.847 6.358 4.046
<0.001 <0.001 <0.001 <0.001 <0.001

9.65£3.27 10.36£2.65 9.54+3.18 9.49+3 .44
2.841 3.804 35.363 36.813 49.385 43.055
0.004 <0.001 <0.001 <0.001 <0.001 <0.001

5 FEHABER L, P<0.05,
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®2 AEKFESFEH PCT.D-D.CRP /KFFI SOFA APACHE Il #43 LE 5 (v +5)
Table 2 Comparison of PCT, D-D, CRP levels and SOFA, APACHE II scores among patients with different sepsis grades (x+s)

- PCT(ng/mL) D-D(mg/L) CRP(mg/L)
ABERT ABE3d ABE5d ABi7d  ABERT  ABE3d APE5d APE7d  ARERS  ABE3d  ABE5d  APE7d
MR 1.27+ 195+ 1.53x 1.05% 1.05+  0.96% 0.72% 0.88+ 12563+ 11345+  97.92+  75.35%
(n=49) 0.74 086 1.23 0.14¢ 1.92 0.84 0.56 0.64 11.47 11.78 10.47¢ 10.08°
’;Z%Eﬁ 436 659+ 675  4.69x 2.58% 1.12+ 1.18+ 097+  132.86x 12827+  11323x  93.92%
*(}fl:‘{s ) 2100 231 234 1.72 1.30° 1.34* 0.18* 1.16* 10.52° 13.09* 11.85* 11.39*
==
iﬁ%’g 1034+ 12,65+ 1497+  6.63% 536+  3.83% 2.15% 1.68+  146.66x 13537+ 12837+ 132.31%
(n258) 461" 567" 4.62° 2.65" 3.01° 2.65" 0.34% 0.93* 10.39® 12.68% 12.06°  10.38"
F1i 1643 103.15 21023 10459  37.66 31.71 106.31 7.60 33.07 31.38 63.41 258.80
Py <0.001 <0.001 <0.001 <0.001  <0.001  <0.001 <0.001  <0.001  <0.001 <0.001 <0.001  <0.001
. SOFA #F43 (41) APACHE IT ¥45 (43)
ZH 7!
NN ABi 3 d APBES d ABE7d NN APBE3 d ABE 5 d ABE7d
JRFFAEAH (n=49)  7.68+2.16 7.64+2.35 7.29+2.45 6.54£3.27°  45.32+10.48  41.32+10.68  37.42+9.64°  29.58+8.25°
3] == ) Q
fz iﬂggﬁﬁ’ﬂ 13.852.47°  10.26£3.41%  10.12+4.25°  9.36+3.60°  57.30x11.45" 53.26x10.37°  48.16x9.31*  37.73+9.43"
=) 4
Eﬁzﬁiﬁ‘ﬁ’ﬂ 17.38+4.86°  15.24%5.93°  13.42+6.20% 11.59+6.79™ 67.49+11.36° 60.14+12.57" 53.64%13.27% 42.56£11.39"
Fii 94.03 34.86 18.76 11.84 37.65 28.22 23.53 18.28
PiE <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001 <0.001
U HMGEEREAL L3, 'P<0.05 3 5™ H M EEREAL L3, "P<0.05 5 5 [R 4L ABERT [ AL, <P<0.05,
X3 AEAVEKREESRE PCT.D-D.CRPKFLLE (x+s)
Table 3 Comparison of PCT, D-D, and CRP levels in sepsis patients with different prognoses (x+s)
- PCT(ng/mL) D-D(mg/L) CRP(mg/L)
ZH S
ABiR ABE3d  ABEs5d ABi7d ABERT ABE3d ABis5d ABE7d  ABERT  ABE3d  ABisd  ABi7d
FET-4H 7.23% 8.62+ 8.27+ 9.13+ 4.25+ 3.28+ 3.42+ 3.62+ 145.26+  129.47+ 137.36x 139.45+
(n=25)  0.65 0.76° 1.43° 1.42° 1.24 1.09* 1.38 1.64° 20.34 21.07° 18.67 20.34°
i 371+ 5.35% 6.01% 199+ 213+  1.28% 0.59=+ 0.39+ 12067+ 121.86x  102.54+  82.74=
(n=87) 085 0.73 1.20° 0.74° 0.85 0.76 0.72 0.64° 21.75 30.22° 26.47 25.38°
fi 19136 19.561 7.043  33.770  9.845 10453  13.765  14.945  3.202 2.066 8.288 3.580
P  <0.001  <0.001  <0.001 <0.001 <0.001 <0.001 <0.001 <0.001  0.001 0.041 <0.001 <0.001
. SOFA 1143 (1) APACHE II #-45 (43)
ZH
ARt ABE3d ABi5d ABE7d A Bt ABE3d ABi5d ABETd
4
2:2’5% 19.56£3.46  16.31£3.05  17.11%3.52  18.07+3.49°  67.82#8.33  53.0429.45'  57.34+8.75°  67.27#7.67°
frisdl 9.87+2.35 8.65%3.18 7.58+2.49" 5.98+3.12" 50.81£8.42  48.64+8.54  41.23+8.17°  26.20£9.47
(n=87) 872, 653, 58+2. 983, 81%8. 048, 238, 2029,
i 16.221 10.709 15.283 16.626 8.923 2.519 8.553 19.871
P <0.001 0.003 <0.001 <0.001 <0.001 0.013 <0.001 <0.001

1 5 R AR A, *P<0.05,

3 it

e REAE B9 A R e Sl T AR B LR IR BT

PARN N i S S PS8 ) R N | B S B L
BOLR G, R R f ™ I KAEZ — o X TR
REFEAT 70 REE I PPAN A7 B T B2 55 N 4R [
W K R AS 8 T — ARy 7 R IS B K8 Fih
77 1), TSRS S8 R A2 R

SOFA 143 #il APACHE Il ¥/ %) 7z JH T
Aty I i B A T R AR R AR T A T
SRR o PCT pi HUIR AR C 40 439, 1E 5 AR
N PCT 7K i T 0.05 ng/mL, A #F 57 HE 52 ik 75
iE SR PCT 7K 7 5 3 8 T 1E % B, HLBE K
BEE ™ HEFE B 4, DRI R AR R A 12 W
PR —. D-D 22 4E i Rl - )z — , HoK
SEARAR AT LS BRATLAA 2T 2 B 1 I i ) A s e 1l 2
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F4 BREIESEEPCT.D-D.CRPKF5 SOFA #4543,
APACHE Il 43 B9 18 K 1% 53 #7

Table 4  Correlation analysis of PCT, D-D, CRP levels

with SOFA score and APACHE II score in sepsis patients

PCT D-D CRP
rfE P{E {8 PE rfH P
SOFA 14> APBER} 0.526 <0.05 0.529 <0.05 0.541 <0.05
APBE3d 0681 <0.05 0.634 <0.05 0.568 <0.05
APBE5d 0.536 <0.05 0.527 <0.05 0.531 <0.05
APBE7d 0.641 <0.05 0.649 <0.05 0.584 <0.05
APACHE I 774> APBERT 0.649 <0.05 0.547 <0.05 0.597 <0.05
APBE3d 0647 <0.05 0.524 <0.05 0.520 <0.05
APBE5d 0.534 <0.05 0.637 <0.05 0.564 <0.05
APBE7d 0.649 <0.05 0.549 <0.05 0.517 <0.05

k=t

&5 PCT.D-D.CRPKFRK =ZFHEKENREER TG
M E
Table 5 Prognostic value of PCT, D-D and CRP levels and

their combination in sepsis

- j:E 4l ‘}E‘Z‘ [
it AP O gy
PCT 0.830 0.810~0.901 11.05(ng/mL) 86.65 88.67 <0.001
D-D 0.723 0.684~0.786 3.37(mg/L) 63.84 7842 0.014
CRP 0.765 0.670~0.842 78.46(mg/L) 64.39 7528 <0.001
B4 0.934 0.885~0.986 91.14 89.75 <0.001

I8t AUC  95% CI

100 =

80 +

= 00—

40 -

20 +

0 20 40 60 80 100
145

B 1 ROC iz
Figure 1 ROC curve

e, M AE BB 3 i TR N R ORE Jo 7 5 B4 & M2
woeHE, i D-D AKFFEE . CRP 7E ML A S L
A 2L 5 i KVl T, MR E B T4
B 9 RE LV K N CRP K 5 TR, B 0F
5% 21N Sk CRP Ao 100 i 96k T 200 Jf Dy 6 R0 o e =
M0 240 305 7 dES B 9 E e WA FH L 8 RT AR A 40
VARSI Z — o AMFREER BRI B
PCT .D-D . CRP 7K~ 5 T [m] ] A e 25 0 0 4
PCT .D-D .CRP /K- 1 SOFA 1143 . APACHE II i
3 Wt Jie 75 0E 0 Gk 3 i T o, HUMR AR AL R
J¥f B AE 20 F e 5 AE IR 5 41 PCT . D-D . CRP 7K F- |
SOFA ¥4 . APACHE Il #¥43 41 1] He 3% 22 57 1 %
Ui, B Jie 245 F 5 1 i PCT . D-D ., CRP /K F# 5

SHEKTPABX REFIE S RASHE B, 5EE
GRS SR ARAT

5% Ik 42 AF VY BF 98 & W] SOFA T 43 il
APACHE Il 343 ¥4 J2 I 8 5 J 35 FE 12 1 fa s 1A
O MR 7 VA BOAE R o AR AR I AR
28 d J& A A7 45 Rk 112 B R B E R 4 WA IS A
FIFET- 4 , 455 /R 773 41 PCT .D-D . CRP 7K -
Fl SOFA 43 . APACHE Il 373 ¥ (% T-2E T- 41,
H B AR R $8 b5 & B, 77 1% 4 A Bi J5 PCT .
D-D . CRP 7K-F fll SOFA -4 . APACHE Il 743 &
TR M SET-4H A BEJS PCT .D-D , CRP /K -
Fl SOFA ¥ 43 . APACHE II ¥4y & | Jh#a 3
Ui B PCT . D-D . CRP /K F = Ik 5 Ik B 4 28 4 A=
TR JR A O W LR VAP PEA A HEAE 76 ik
SRYRAR MR R IE . LS R, ABE
28 d J& ,PCT ,D-D,CRP & = # k& 34 v] X ik
i SR TS IS SO T B0, H =5 A 0 T A
HHE K., LM R E PCT.D-D.CRP KF 5
SOFA ¥4} . APACHE II 343 19 A0 56 P 43 B i 7
Jie % 4iE i #& PCT.D-D ., CRP /K ¥ 5 SOFA 43 .
APACHE II #¥43#4 52 1E A e, ¥ — 2 UE 5K PCT
D-D . CRP /K-V-72 Ak 5 iR T E £8 35 15 ™ i 7 3 A
FEATE A X,

25 ik, PCT . D-D X & CRP 7KV 3l 24 il
AT DSz e 8 3 17 7 R R N R L, AT AE
MeFEIE 7T B S H 1R br

S % 3Lk
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5 — P BRI i dat R g S LI R v v A ik 24
VS o T T AR AIE

HBEE R IR

(8 E] BB 400 i DO B B il i B iU LI 98 78 F5 (A B8 (KP) (9 T 2 M K 43 T3 T 2%
R, ik W Bl LR BERE 2021 4E 1 H 5 2022 4E 11 H 82521477 B L7 2 L MR REAS | 4355
R 7R %58 PR B , SR AR I 0 (K-B )T 5 T 25 1, A6 irf 24 356 PR 5 SR 1ok 4 35 PR 200 00 5 43 0 SIE Y
B NI H DL A0S T S B (MLST) 43 i1. S55R Wk 120 0y MRRE AR v , 2K H KP BRE 74 8%, Bk
HR N 61.67% (74/120) o 74 Bk KP B RR XSS VU b/ B 26 3050, it 25 3R 35.14% ; FLRON WRBE Y
At CUIE S R A SRR R TRZG RN 20.27% . 21.62% .22.97% . TH 245 RS BRI 48 7
FEATTR blagee 3 #5772 e 9 21.62% (16/74) 5 b im0 55 25 SE PR 8 7, Kod 8 KP A i i £ 28
PR(37.84% ), ST BIA-HILEIL G oR | 74 0k KP FERE S FEAS H 32 Fp ST 285 T ST23 1 9.46% (7/74) , Hak Ky
ST29.ST111.ST412.ST36.ST20,ST37 K% 2 #k, £5i8 51 M ke /L KP [Tt 24 1 148 &b 1 A % 4
R BI7KF AT 7E— 22 B KP BL B8 25 i 24 B AR R 22 ST 20 B ik, LT 2 3 [N 5 s e SE DR M A s e v
T AT

[SEsIA ] impmiERgy; MR e T (AT 5 T2k A F AT

Drug resistance and molecular epidemiological characteristics of Klebsiella pneumoniae in
children with bloodstream infection in a Class IIl hospital in Shanghai

HAN Biyun, ZHANG Hong, WANG Chun*

(Department of Clinical Laboratory , Shanghai Children’s Hospital, Shanghai, China, 200040)

[ABSTRACT] Objective To investigate the antimicrobial resistance and molecular epidemiological
characteristics of Klebsiella pneumoniae (KP) in children with bloodstream infection in a hospital in Shanghai.
Methods Blood samples were collected from children with bloodstream infections who received treatment at
Shanghai Children’s Hospital from January 2021 to November 2022. PK strains were isolated, cultured and
identified. Drug resistance was determined using the paper diffusion (K-B) method, and drug resistance genes
were detected. Capsular serotype, virulence genes and multi-locus sequence typing (MLST) were analyzed
through whole genome sequencing. Results A total of 74 KP strains were detected in 120 blood samples, re-
sulting in a total detection rate of 61.67% (74/120). The highest resistance rate among the 74 KP strains was to
ampicillin/sulbactam at 35.14%. The drug resistance rates to piperacillin/tazobactam, imipenem and levofloxa-
cin were 20.27% , 21.62% and 22.97% , respectively. Drug resistance gene detection showed that the blaxsc
gene carrying rate in Klebsiella pneumoniae was the highest at 21.62% (16/74). Mucosal blood type and viru-
lence gene detection showed that K64 KP was the most prevalent with 28 strains (37.84% ). ST typing results
showed that 32 ST types were identified among the 74 KP strains, with ST23 being the most common at 9.46%
(7/74) , followed by ST29, ST111, ST412, ST36, ST20 and ST37. Conclusion The drug resistance of KP
in children with bloodstream infections is still relatively low. However, there are still some antimicrobial resis-

tant strains and multiple drug-resistant strains of KP. Additionally, the carrying rate of drug-resistant genes and

M qs . il LE BRARA, E# 200040
*iBAE A £ A&, E-mail : we756@shchildren.com
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toxic genes is high, which should be a cause for concern.
[KEY WORDS]

ology

I 378 B S — " EE R, FL R R 5 AR T
RABAR i, Hor B B AR AR Il IR G Y PE T R i
26.8% , — AL Be I I A R IE ARy 20.7% , HALIX
BRATE MBS AR AT R s R AR DR v o I I
P T 5 K B R ARG RS TR T 5 Kk
Z RSB DD RE R 5 R O M A N BE I, B R
HHZBET AR T4 S BT AE KBl A
ARG AR E ST 2 il 48 50 B A T (Klenbsiella
pneuminiae , KP)J2& J L 2 Il 7 /8 4% A9 UL A5 J5 1
AWFFER, KP 0y w1k 5 = m 2 A m ARG T
G | NEOE S G DR R o (IR e 2SO
AMEREEZFAY Ao A X AP B 2518
DL B2 g A S F LA K 2855 25 AR TR 4 KP ()T
M DL LTI TR A A A AR — o 1 i 2
225 DR T M T figp v e il ek e UL
KP i 2451 K o3~ A T AR E , AT ST L ifg
b DX P G 00 3 g £ L KP AT 2451 T 25 36 1A
B BEIA VR IR B S A TS OB AN T o

1 HES A

1.1 FRARE

WeE T L BE B 2021 4F 1 H £ 2022 4
11 7 8323897 B i it B BB LIMBAEAS o A KR
HE - O¥FFA ML 2 Wik e 3550112 Q4
W 1A A ~14 % 5 Qs LA AL A i w55 Bt
W25 . HEBRARE : OAF 7 I A 107 2R S50 5
Qi IRFERI AT E . BILFR 2~14 2 F3
(8.74+3.66) % 5 £ B 53 1] , 2 67 1l 5 B P I Yt
70 B, /5 E 58.33% . ASBIFIE LA i B PR H AR PR
ettt , ZI B LI A B MR A

MRS Wi o - 2 8 (I B SR YL 12 Wi i
CRAT) ) i e G 12 Wb o, BB LN IR 1A 7>
38CH#H <36C, FELESAFELEFENL, FIBHEA LT
AEAAT 1 A B0 - D4 Btk HLICBH B i B g k5
QAL BERT L s OFFFE KL IE M il gid il v
KA 2 S5 AR I RS @i s T [
<90 mmHg .>40 mmHg., & bk H i —5isk,
IV 43 5 1 35 H 9 I A 8 s D AR ) T, T A

N ‘\t: —| v
2 IR

Bloodstream infection; Klebsiella pneumoniae ; Drug resistance ; Molecular epidemi-

1.2 AR5

RIS FRAE (D180 Y, R YN HR IR A ) 5 fH R
YR 8% 72 40 (B BRE 28 W), HHWS-TIT-400 &) ;
BN (W 22 B A28 7 ) 5 36 5T (Bruker 23
Al s 2 AR CER v A Rl ) o
1.3 ik
1.3.1 FHRS5%E

W VAR APl 5 5 0R AR L, 7E 35T fE
AL BR B F2 48 1 L 7.5% /) CO, 55 % 24 h, fdi F i
HEAY (7% [E BRUKER 23] ) %5E o
1.3.2 ks

k48R P12 (kirby-bauer , K-B ) #1724
IS, B TR 24 W A 3 R DS AR ET B 3E IR P A/
fihums (380 Sk AL G S e R g 55 B KRS K
B OZMGER HNHDE LERYE SLmmsik,
S Mg 5y e O 14 Fh R R O R AT
W ATCC25922 5 4 & i B 41 fifl %) ATCC27853.
A5 52 [T I TR AN S 56 5 b 1 46 5 2> (clinical and
laboratory standards institute , CLSI) "> {37 bR 1]
LA 2Rl R AR R B0 A R 14 T 2
YIRUR ST 2]
1.3.3 it 253 A 588 5l 2 o B R ST A T

K 2R A it 4% 20 5 i (polymerase chain reac-
tion, PCR) 4" 384 5 A 538 52 — AR 2 3 5 I e st
ARG, 22 55 itk 7 26 0 it 5 A1 B - PN Tk e i 2 A O
FLPH M B ST 245 3 I S B sh B O, 51 iy
G2 BSCHR . PCR MR &R : 1 wL DNA FRAR
1 pL EFH5514,1.25 wL Tag DNA B4, A
WK 2 25 WLy R 254 - fil A8 # 94°C .5 min,
AR PE 04C (45 s, 1B 'k 55T .45 s, ZEAH 72C .1 min,
HEFR 304> 72C .10 min,
1.3.4 LI SRR F5:  FE DG 5 22 4 55T 51
/7% (multilocus sequence typing , MLST ) 7 #T

K FH PCR K, 43 B 74 A% B Bk 2 1 £2 B 1L
(KB FIEE L . 519750 2 IOk .
KWK Z :3 pL DNABIAR , 1 pL B FiES 9,
10 wL Tag DNA Gl , il ABZEIK 2 25 pl; )
B A& TS P 95°C .5 min, 28 P 95C .30 s, 1H &
55C .40 s, %E fil1 72°C . 30 s, fF 3 30 4> 72C |
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5 min, >k H Institut Pasteur (https : //bigsdb.pasteur.
fr/klebsiella/ ) Xt K %1 -5 75 77 2% A 2 47 70 #r 5 K% H
MLST2.0(https: // cge.food.dtu.dk / services / MLST/)
I3 HT 74 4% KP F Bk MLST 7347 .
1.4 Geiteirik

il SPSS 21.0 B F kAT Geitor b o i EHE
BEH n (%) Fow , ki 209 L H Fisher A5 B £
Ko LLP<0.05 NZERAGFE L.

2 HR

2.1 KPR

120 H3 MR FEAS H, 2L KPP 74 8, Sk
HR K 61.67% (74/120) ; Hoh 4 67 i), 53 53 ], 5
B KPR R 22 5 IS 2R B L (4*=0.045,
P=0.832) ; e EAE BB L 115 1], , B IE 5 i, KP
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Table 1 Resistance of 74 KP strains to 14 kinds of
antibiotics [n(% ) ,n=74]
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Table 2 Results of detection of resistance genes in 74 KP

strains
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blayw 0 0.00
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Blaosis 0 0.00
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B~ PN Tk i iy 5 A1 SHV 15 20.27
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gnrB 1 1.35
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R3 4K KPEKRERMKESEHEEKD
Table 3 Detection of capsule serotype and virulence gene of
74 KP strains

EE| KP(n=74) fi (%)
FEFEMMEE KL 17 22.97
K57 8 10.81
K9 3 7.05
K2 3 7.05
K54 3 7.05
K63 3 7.05
Ko4 28 37.84
Pl 9 12.16
EVIES0 mrkD 59 79.73
iro 49 66.22
rmpA 61 82.43
rmpA2 74 100.00
ybt 50 67.57
clb 37 50.00
Pou 41 55.41
iuc 45 60.81
iutA 74 100.00
terW-iutA-rmpA-silS 37 50.00
s =T
g = =] N/ =
-m Com= T
'311' -/\\ N - S -
[ N 3 -k R
om =
- ]

AT HEA R —A ST AL, HEM KM R MR B H i £ /0
B 1 74 % KP BB & /N B

Figure 1 Minimum spanning tree of 74 KP strains
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T 24 6 4R 45 ) 7 L 2014 4F I 7 8% YL B % PK K
HERN 11.9%, 2019 4465 R EFFE17.0% . AHF
FE G R S R S A BT, A ik b X
= W EE B AR TR 2 1 EAE SR R RR R  ER
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BCAT1 el S AR FE I bR i
G

HEgh! FRC Z@E GBS RN Fae

[ E] BH AU BEIERTeRTT & I bearl FIR 21k 7= ) S bk 2 LB & 1 (BCAT1)
A Ay Tl B A B VS TE IV 2E 12 Wb R I R R N . F7 3% MR I K PDAC FR 3 IS REAAE
SCUGZH  WOAE B R A5 BV AP IR A A B i A N LT R A A Ry X R R PRl I S 5 R o
SE4 (ELISA) Faril M ¥ FE A BCATL B2, Btk AR I in B W i R 2 B . 455R  ELISA 45 R
PDAC 41 3% 1l 7% BCAT!1 ¥ B {2 3 = TR B X HE AL, 252 %A G i1 2¢ & XL (P<0.05, U=1 206) ., PDAC 41
B M TE BCAT WL = T2 IR R 41, 22 558 G it & L (P<0.05, H=33.80) ; 5 H At 74 TL. 1 il 8 4
L, 5 T T 4R 25 B 4, 22 5 Gt 24 3 L (P<0.05, H=33.80) , 5 B4 24 5 L4 it 8 L (P>
0.05,H=33.80) . BCAT1 5 CA19-9 At ay, H 2= 5 A Gt 2% 5 X (P<0.05, R=0.080 52) , 5 CEA
(R*=2.265e-005) .CA125(R*=0.025 88) Fil CA72-4(R*=0.007 7) M KM K , 22 5 IC S it 3 L (P>0.05) ;
BCAT1 27 PDAC [ AUC I T CA72-4, 55 CA125 Fll CEA #H34, 45 T CA19-9; BCATI cut off {4 1.556
ng/mL , UREE K 64.1% , 4 5 15 h 80% , BCATI 75 PDAC K rp i1 5 3 1fi 0 ¥k i vh 37 %K 0.283 ng/mL,
M 01 55 THE N 0.482 ng/mL, 22 F A G824 L (P<0.05, U=1029) ; 78 =40 mm (U=641) . P51k
(U=435) Ji 3k FBAL (H=2.767) BRI N F B K VT8, ZR TG L (P >0.05) o s 20 1)
BCATI1 ¥ JEAESE 0 K F1 1~30 K (U=44) . 31~60 Kl 61~90 K (U=36) k& 7% F A G112 5 L (P H<
0.05), £51% BCATI VEMIEAE W MG 2EAR 4 , XF T PDAC RS2 W e 73 31 e g i e 2 W AL
ZHW A, & HETA 1Y PDAC ISR S A 25405

[R]85 M s SCRE MG 2 15 5 bR R

The clinical application value of BCAT1 as a potential diagnostic biomarker for pancreatic
ductal adenocarcinoma

XIAO Yinggi', LI Bo’, WANG Yuging', FENG Fan’, ZHENG Naxin®, LI Boan'*

[1. Chinese People’s Liberation Army (PLA) Medical School, Beijing, China, 100853; 2. Department of
Clinical Laboratory, the Fifth Medical Centre of Chinese PLA General Hospital , Beijing, China, 100039 ]

[ABSTRACT] Objective To verify the clinical application value of BCAT1, the expression product
of the beatl gene, as a potential serum diagnostic biomarker for pancreatic ductal adenocarcinoma (PDAC).
Method Serum samples were collected from PDAC patients as the experimental group, and from patients
with gastric cancer, liver cancer, colorectal cancer, chronic pancreatitis, and healthy individuals as the con-
trol group. Enzyme-linked immunosorbent assay (ELISA) was used to detect the concentration of BCAT1 in
the serum samples to verify its clinical diagnostic value as a biomarker. Results ELISA results indicated that
the serum BCAT1 concentration in patients with PDAC was significantly higher than that in the healthy control
group, with a statistically significant difference (P<0.05, U=1 206). The serum BCATI concentration in the

PDAC group was higher than in the chronic pancreatitis group, with a statistically significant difference (P<
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0.05, H=33.80). Compared to other gastrointestinal tumors, it was higher than in the liver cancer group and
colorectal cancer group, with a statistically significant difference (P<0.05, H=33.80), but there was no statis-
tically significant difference compared to the gastric cancer group (P>0.05, H=33.80). BCAT1 had a relative-
ly good correlation with CA19-9, with a statistically significant difference (P<0.05, R*=0.080 52), and lower
correlations with CEA (R*=2.265¢-005) , CA125 (R*=0.025 88) , and CA72-4 (R*=0.007 7) , without statisti-
cally significant differences (P>0.05). The diagnostic AUC of BCAT1 for PDAC was better than that of CA72-4,
comparable to CA125 and CEA, but inferior to CA19-9. The BCAT1 cut-off value was 1.556 ng/mL, with a
sensitivity of 64.1% and a specificity of 80%. The median serum concentration of BCAT1 in early to mid-stage
PDAC patients was 0.283 ng/mL, which increased to 0.482 ng/mL in late-stage patients, with a statistically
significant difference (P<0.05, U=1029). In tumors = 40 mm (U=641) , moderate to poor differentiation
(U=435) , and pancreatic head location (H=2.767) , the expression level was increased, but the difference
was not statistically significant (both P>0.05). Dynamic observations of BCAT1 concentration showed statisti-
cally significant differences between day 0 and days 1 to 30 (U=44) , as well as between days 31 to 60 and
days 61 to 90 (U=36) , with the differences being statistically significant (both P<0.05). Conclusion
BCATI, as a potential serum biomarker, holds reference value for the differential diagnosis of PDAC, tumor
staging, and disease progression assessment. It is a valuable addition to the current PDAC serum biomarkers.
[KEY WORDS] Pancreatic ductal adenocarcinoma; Branched-chain Amino Acid Transaminase 1 ;

Serum biomarkers
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Figure 1 The diagnostic value of BCAT1 in PDAC patients

was evaluated
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Figure 2 Detection concentration of BCAT1 in serum of

patients with different gastrointestinal tumors and pancreatitis
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Figure 3 Correlation analysis of BCAT1 with CA125,
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Table 1 Diagnostic ROC curve analysis of BCAT1, é: d [ib :
CA125, CA19-9, CA72-4and CEA = O A
Kigks  AUC SD 95% CI PAH 0 1‘""‘_“‘_‘,.1.%1‘:‘.“ Ty "'_"’L‘ﬂ’_q“mﬁ,
BCATI 0.794 0.036 0.722~0.865 <0.000 1 c m D 5
CA19-9 0.950 0.016 0.918~0.982 <0.000 1 ~ ! ’ 5 ’
CAI25 0797 0033  0.732~0.863  <0.000 1 g0, |8
CEA 0.802 0.035 0.734~0.870 <0.000 1 é 5 : g 5] -
CAT2-4 0647 0456  0.557~0.736 0.003
) PRI > 0l
=i <hirie
100 T A AL
N S wca1 %+ °P<0.05.
= CAI25 .
. ~CEA 5 BCATI1 7£ PDAC 43 8 B K /N 53 L 72 BE Bl &

THUREE (%)

40 —= CAT72-4

20
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FE5EIE (%)
B4 ROC iz
Figure 4 ROC curves
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Figure 5 Clinical value of BCAT1 in PDAC staging, tumor
size, differentiation degree, and tumor location
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Figure 6 Clinical value of BCAT]1 in disease progression
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F1 20 tHE22 60 4R LA , RS H At 5 W98 A 11
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F 712 242 5 PDAC A H SRR A= A7 3R () Bk
TR T MLV AR A IR AL AR R W AR S M AR
(4 3¢ 4 K I AT B & 52 B0 PDAC i 25 4 & 5 T
B, ERT R & B R M PDAC I iR
B W, I PR L N S S Iz A I bR AR R
CA19-9, XFPEAf Fl 5 AW I DI B A J5 & & I E,
H B BAE AN 0.5% % 0.9% "2, B — ) Ifi i

% 2 Mann-Whitney . Kruskal-Wallis # 3% 4> #7 BCAT1 7 PDAC 43 8 . B K /N . & L 72 B L B SR 45 ih B9 I PR 0 1

Table 2  Analysis of clinical value of BCAT1 in PDAC staging, tumor size, differentiation degree, and tumor location using
Mann-Whitney and Kruskal-Wallis tests

miH Vaxiil FEASL LR e/ IME 5 I KAl U/H 18 PAH

g 4310 [~ 33 0.283 0.019~1.930 1029 0.045
\% 82 0.482 0.017~12.97

NN <40 mm 35 0.416 0.024~12.97 641 0.537
=40 mm 40 0.558 0.017~10.01

AR =rh531k 26 0.165 0.024~10.39 435 0.097
<ok 44 0.553 0.017~12.97

iR a sk 44 0.519 0.057~10.01 2.767 0.251
JEE A 20 0.448 0.024~12.97
Jik 2 39 0.289 0.019~10.39
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e A RSO B A Sk SD KL S E iR E A
R (BPD) 1351

K2 AR RS FAR

[# ZE] BH WA & E 5 28 E SD KRR Mk & AR (BPD) [ 5 1 .
FiE BEBUHTAE SD K B A 85% i A g 37 U & B A RAEAL, 43k control 41 (IE# 25 )9 H |
BPD 41 (85% 0,)13 2 \H,41(2%H,)12 H } Treat 41 (85% 0,:+2% H.)16 2,3t 4 4 i 54440 KBl E
14 d J5 WU L2, SR FH IR ARG -4 (HE ) Yo (0 325 JEA T BRU) WS 5 DAY 5 fili 20 4050 S 375 VG U il it
15 bR A 2R BRI (Cer) s BRUAL , A5 IR B3 475 4 i M LA 45 & 8 11 (S100B ) O LS A0 b s 4200 LU
HA (cTnD) FFHEATHE . &R BPD AR E K B 12 T conwrol 4, 22 74 G i 2¢ 08 X (F=7.122,
<0.05) . HE Y& (45 5L i 7 iy S2C( il o6 187 £, il o6 302 B Sk /b, W A 5050 0T A R0 5 4 A 3 S 24778
BE b, BPD 2 >Treat 41 fifi il >control 40 5 H. 41, 22 %4 4t it2% & L (F=24.951, P<0.05) , Cer 7K} BPD
2H>control Z4H \H,%H 5 Treat 4 , cTnl 7K ¥ BPD 2H >H, 2H >Treat 2 >control 41 , S100B 7K°F- BPD 4 >Treat 21>
H. 41 .control £H , 22 55 HAT Ge 2% 8 L (F=19.361.26.321.13.235,P<0.05) ., it W A H, 0] Mg,
0 i 1495 50 LA , LI R TT RE S BT 4T 6.
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Effects of hydrogen gas inhalation on hyperoxia-induced bronchopulmonary dysplasia in
neonatal SD rats

ZHANG Lan'*, LI Minxu*, ZHOU Fuxin®, HUANG Weimin'*

[ 1. Department of Neonatology, the First Clinical Medical College of Southern Medical University (Nanfang
Hospital) , Guangzhou, Guangdong, China, 510515; 2. Department of Neonatology, Dongguan Maternal
And Child Health Care Hospital, Dongguan, Guangdong, China, 523000 ]

[ABSTRACT] Objective To investigate the effect of hydrogen inhalation on bronchopulmonary dys-
plasia (BPD) in hyperoxy-induced neonatal SD rats. Methods The bronchopulmonary dysplasia model was
established by exposing neonatal SD rats to of 85% hyperoxygen through inhalation. The rats were divided into
foue groups: the control group (normal air) 9, the BPD group (85% O,) 13, the H, group (2% H,) 12 and
the treat group (85% 0.+ 2% H.) 16. The body weight of each group was recorded. After 14 days, the rats
were sacrificed, and blood and lung tissues were collected. Pathological sections were observed and evaluated
using hematoxylin-eosin (HE ) staining. The supernatant of lung tissue homogenate was used to detect the lung
injury marker ceramide (Cer). Blood samples were taken to detect the brain injury marker tropont-binding pro-
tein (S100B), and the myocardial injury marker myocardial troponin (cTnl). The results were then compared
among the groups. Results The body weight increase in the BPD group was significantly slower than that in
the control group (F=7.122, P<0.05). HE staining results showed that hyperoxia simplified the alveoli and sig-

nificantly reduced the number of alveoli, which could be effectively improved by inhaling hydrogen gas. The

AERB  AETALSHBLE(EL)A A (201750725007076)

Vel . AFERKRFS—GRESR(HF ER)HAILA, S &, M 510515
2. RE TR # A ILF, 7 &, & % 523000

B E & A K., E-mail : hwmnet@21cn.com
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average intercept of alveoli in the BPD group was greater than that in the treat group and the control group,

and this difference was significantly different from the H. group (F=24.951, P<0.05). The Cer level in the

BPD group was higher than that in the control group, the H, group and the treat group. The cTnl level in the

BPD group was higher than that in the H, group, the treat group and the control group. The S100B level in the

BPD group was higher than that in the treat group, the H. group, and the control group. These differences

were statistically significant (F=19.361, 26.321, 13.235, P<0.05). Conclusion

Inhaling H, can improve

lung injury, brain injury and myocardial injury. The mechanism may be related to antioxidants.
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Serum P53, G-17 and MG7 - Ag testing combined with gastroscopic pathology in the
diagnosis of gastric cancer and precancerous lesions

JING Yujie, DUAN Zhengang, LI Ni, YAO Ru*

(Department of Gastroenterology , Air Force 986th Hospital, Xi’an, Shaanxi, China, 710054.)

[ABSTRACT] Objective To study the effect of serum P53 oncogene (P53), gastrin-17 (G-17) and
human gastric cancer antigen MG7 (MG7-associated glycoprotein, MG7-Ag) detection combined with gastro-
scopic pathological examination in the diagnosis of gastric cancer and precancerous lesions. Methods In this
study, 152 patients with early gastric cancer or precancerous lesions diagnosed by gastroscopy were selected
using a retrospective method at the Ninety-eight Sixth Hospital of the Air Force from March 2022 to January
2023. The study included statistical results of pathological diagnoses, a comparison of serum P53, G-17 and
MGT7-Ag levels between the gastric cancer group and the precancerous lesion group, an analysis of the consis-
tency between gastroscopic examination performance and the gold standard of pathological diagnosis, and an
assessment of the diagnostic value of serum P53, G-17 and MG7-Ag levels combined with gastroscopic patho-
logical examination for precancerous lesions of gastric cancer using ROC curve analysis. Results After a path-
ological diagnosis of 152 patients with suspected early gastric cancer and precancerous lesions, it was found

that 75 patients (49.35% ) had gastric cancer, while 77 patients (50.65% ) had precancerous lesions of gastric
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cancer. Among those with precancerous lesions, 36 patients (23.68% ) had intestinal epithelialization, 30 pa-
tients (19.74% ) had atrophic gastritis and 11 patients (7.24% ) had gastric ulcers. The levels of G-17 and MG7-
Ag in the gastric cancer group were higher than those in the precancerous lesion group. Additionally, the num-
ber of cases with P53 positive expression was greater in the gastric cancer group compared to the precancerous
lesion group, with a statistically significant difference (P<0.05). After a gastroscopic examination of the same
152 patients, it was discovered that 70 patients (46.05% ) had gastric cancer, while 82 patients (53.95% ) had
precancerous gastric cancer. Among those with of precancerous lesions, 36 patients (23.68% ) had intestinal
epithelialization, 32 patients (21.05% ) had atrophic gastritis and 14 patients (9.21% ) had gastric ulcers. The
ROC curve analysis revealed that the sensitivity and specificity of the combined detection of gastroscopy +P53+
G-17+MG7-Ag for diagnosing precancerous lesions of gastric cancer were 92.55% and 91.18% , respectively.
These values were significantly higher than those of the individual test ( P<0.05). Conclusion Serum P53,
G-17 and MG7-Ag are closely related to the occurrence and development of gastric cancer and precancerous

lesions. the accuracy of the above serological tests, when combined with gastroscopic pathological examina-

tion, is higher for diagnosing gastric cancer and precancerous lesions.

[KEY WORDS] P53; G-17; MG7-Ag; Gastroscopic pathology ; Gastric cancer; Precancerous lesions
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TB-Ab #7005 ] ( P<0.05) ; TB-DNA+TB-Ab I G412 Wr (1) 5 0% | B 4 B0 L 12 W o ff 2 B fg o= 1
TB-Ab F A5 1 (P<0.05) . TB-DNA . IGRAs ., TB-Ab % i 446 I 11 = 25 B6-5 46 D2 W il 485 4% 1) 53 4
JEE RSB B TR S AR 2 v R LA, 25 R RS 2R L (P>0.05) . G ML
TB-Ab Hl IGRAs £l , TB-DNA £ W% i 25 4% 1912 Wi 4 fH 58 757 ; TB-DNA . IGRAs . TB-Ab ¥ W 56 75 46 il
XoF Il 285 4% B2 Wi A RE 1R T2 —FR Al

[REIA] L S5 RTRALIR ; v- TR B ; 254 50 B b iA

The diagnostic value of TB-DNA , IGRAs and TB-Ab in pulmonary tuberculosis
LIN Hua, LIU Xiangyu, CHEN Zhanfei, YU Liumin*
(Department of Laboratory , Putian University Affiliated Hospital , Putian, Fujian, China, 351100)

[ABSTRACT] Objective To explore the diagnostic value of tuberculosis deoxyribonucleic acid (TB-
DNA ), interferon-gamma release assays (IGRAs), tuberculosis antibody (TB-Ab), and their combination in
pulmonary tuberculosis. Methods The clinical data of 154 patients suspected of having pulmonary tuberculo-
sis and admitted to the Affiliated Hospital of Putian University from June 2022 to January 2023 were collected
retrospectively. All patients underwent TB-DNA, IGRAs, and TB-Ab tests. The positivity rates of the differ-
ent detection methods, as well as their sensitivity, specificity, positive predictive value, negative predictive
value, and diagnostic accuracy in diagnosing pulmonary tuberculosis, were evaluated. Receiver Operating
Characteristic (ROC) curves were used to assess the diagnostic efficacy of the different detection methods for
pulmonary tuberculosis. Results Among 154 patients suspected of pulmonary tuberculosis, 107 were diag-
nosed with pulmonary tuberculosis ( the tuberculosis group ), and 47 were diagnosed with other pulmonary dis-
eases excluding pulmonary tuberculosis (the control group ). The positive rates of TB-DNA , IGRAs, and
TB-Ab in the tuberculosis group were higher than those in the control group (P<0.05). In diagnosing pulmo-
nary tuberculosis, the sensitivity and accuracy of TB-DNA and IGRAs were higher than those of TB-Ab (P<

F AR A AREEH BT ARG X R A (202353F0010)
Ve s W IR G E A4, 482, % @ 351100
*BAZAEF A AL, E-mail : jimandmeme@126.com
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0.05). and the negative predictive value of TB-DNA was higher than that of TB-Ab (P<0.05). Results from
ROC curve analysis showed that the AUC of TB-DNA for diagnosing pulmonary tuberculosis was 0.851, sig-
nificantly greater than that of IGRAs (0.770) or TB-Ab (0.770). The AUC of IGRAs was significantly greater
than that of TB-Ab (P<0.05). The diagnostic sensitivity and accuracy of IGRAs combined with TB-DNA were
significantly higher than those of IGRAs alone (P<0.05). The diagnostic sensitivity of IGRAs combined
with TB-Ab was significantly higher than that of IGRAs or TB-Ab alone, and the diagnostic accuracy was sig-
nificantly higher than that of TB-Ab ( P<0.05). The sensitivity , negative predictive value , and accuracy of
TB-DNA combined with TB-Ab were significantly higher than those of TB-Ab alone (P<0.05). There was no
statistically significant difference in sensitivity , specificity, positive predictive value, negative predictive val-
ue, or diagnostic accuracy among pairwise combination of TB-DNA, IGRAs and TB-Ab, and the combina-
tion of all three for diagnosing pulmonary tuberculosis (P>0.05). Conclusion Compared to TB-Ab tests and
IGRAs, TB-DNA tests have a higher diagnostic value for tuberculosis. The diagnostic efficiency of the pair-
wise combination of T B-DNA, IGRAs and TB-Ab in cases of pulmonary tuberculosis was higher than that of

single indicator detection.
[KEY WORDS]

lease assays; Tuberculosis antibody

LE AL A2 A5 A% TR IR 1 | R 1) 08 M AT e PR R
o, I PR LA 25 4% 0 E 2R B AR T A,
IR EE SRR TR 2R A R I
PRAZ Wi 45 4% 19 =207 s (R AR FE T (#R R
B HUBPEIRGE A R IRR T &AL B 5 T
72 W R B R I AR SR 1 B 5T A R ]
W, 25 K% 4y BOFF 1 % TR (tubercle bacillus-DNA ,
TB-DNA ) i 12 Wiy Jifi 45 4% B A7 5 R R FRs 5
& ARSE 2P SR A (H LR AT R R AR AR 2R A
AR A 25 3 y- TR B 58
(Interferon-Gamma Release Assay, IGRAs) = %
Ik G 0 255 A% 43 R AT TR AR S PR B SRR T A i
H 1) y- T4 Z (interferon-vy, IFN-+y) DL W & 15
RS B IRER S5 8 o AR TR P ik
(tubercle bacillus antibody , TB-Ab) J& &K % , &
BRI A7 15 3 IV R A A AR 45 % 1gG ik
AR 7325 BRI A5 I FHOXT i v il 235 4% e Az 3R AT g
A W2 AR, AWFSE | 7893 B TB-DNA (IGRAs |
TB-Ab 2 B A K6 0 7 Jili 25 22212 Wi b i o 1, DL
FIIBEERZ I RIS BT A B B 2%

1 #ABEFHE

1.1 —Bgek

ek 2022 4F 6 & 2023 4F 1 H 85 H 2= Bi k&
= BE TR 1Y 154 51 SE DU 25 4% J8 . I AR
OEETENAIR, FEB=18 % ; QT AR K0 A
S5 R WOR A 50 SRS 0 AR IR IR 2
Wrbm 7 5 (I 25 4% 3 21297 5 1 (2018 4F) ) ep

Pulmonary tuberculosis; Tuberculosis deoxyribonucleic acid; Interferon-gamma re-

FH SR HE 5 @) — I IR 55 B B e AR - R 8 4
@I KA S, Y52 i TB-DNA . IGRAs . TB-Ab
Kitr . HEBRBRIE : OB NS5 0 BFF i 4, Fofh 2
BT RFT TG s QB I e RGepens , BEA 4%
ZARPEMEIFASTH ;@G I HIV 3 ; @A IF
HE RS D RE A O BB 2 P A R T
o A IRIZ B2 R il G5 A% 1) £ 3 90 il 485 4%
20,12 Wi Sy A I 235 2% 1 JHL At s 3505 % i R 3 A A %
WAL, A 9T 22 05 BE A0 B 2% 61 S b, 77 5 b /R
FHE T, A RERERE.
1.2 Rk
1.2.1 TB-DNA 5l

TIRITHCR A B H R, R 26 5 PCR %
i 4 A 22t 7Y 14X (Gentier 96R A, P44
KR A B ) F02h R R o A% i ks 3k 7]
(M 3k 2 55 R By A7 B 23 7] ) Kl TB-DNA 35
i, S 0 S U B A X RN 25 R AT e, DA
Je>50 $% U152 S TB-DNA P, [z 22 B,
1.2.2 IGRAs &l

TIRITRERAE B 2 K 3 mL, 3 000 r/min
5.0 10 min J5 20 B0 , 2042 10 em, R i
156 47 73 W% B 925 (T-SPOT.TB ik I & , 7% [ Oxford
Immunotec Ltd. 2> &) ) £ I #£ A H IFN -y 38 35 /K
-, SR ) B U I A A T & SR R AT R 2 L LA
INF-y>14.0 ng/L ¥ 5 1 IGRAs BHVE, )2 2z M BAE
1.2.3 TB-Ab ¥l

BB IS AEAS | SR FHE5 A% 50 BOFT T 1gG idk
G 7] o (L A A s 245 BN W) ) 1 FH e 4k 4
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TEIEAT RN, DA I DX 4 DX 44 A B R AL e 5
VELEH 7E S TB-Ab B, T4 X H B0 48 21 (0 07 e
S R IN DXAS H 3058 21 8 L TE R FI W B . r
A AR 2 A% e RN G Ul B B R T R L FEAS
DU ask A v & T s bR A7 B 45 . B A R 1Y
F 1 8 N 5E AL TB-Ab . IGRAs 1 TB-DNA 1l
1.3 GeiteEhba

{1 FHl SPSS 27.0 Gt i+ 4 A % Hdfs 347 43 Bt b
PR TORLL (v 25) Fom , PRALI] EL AT S A
At K TR A n( %) FR , 48] LA T 26
55 % H 32 B0 F T AE R 1iFE it 28 (receiver operator
characteristic, ROC ) 43 #7 A~ [a] A6 I 5 325 %of il 45 4%
RIIZ W R, 28 1 FH (area under curve, AUC)
FLE AT 2 K5 DL P<0.05 N =38 it XL

2 HR

21 A — IR TR LB

25l RIS W R il 5 4% 107 151], A i 45 4% 1) Ho A
it 5 95 A7 ) . A — I PR DTk LA, 22 538
TG X (P>0.05) , AR bk, WLk 1,

2.2 A AIRIRZI T3 ik PH A % LR

Jifi 45 4% 44 v, TB-DNA . IGRAs F1 TB-Ab ;1
() BHA: 4515053 ) R 82 161] (76 i A1 53 161, Al 2 A% 4l
TB-DNA .IGRAs F1 TB-Ab P44 % 34 55 T % B 4H
EREAGIEE L (P<0.05), LK 2,

2.3 FPERIN 7 VA2 Wi il 45 A 2 WAL LA

AN Tr) A I 5 32512 W il 45 A% 19 22 5 B | B
DUAE 2 W e A 28 LA, 22 S A Gt 8 L (P<
0.05) ; TB-DNA , IGRAs #& U i2 W7 i 2% #% 19 R 5%
J&E FN 2 B o 1 2% 44 = T TB-Ab & U (P<0.05) ,
TB-DNA £ Il i2 Wi fili 25 4% 04 FA 4% 150 00 {8 & F
TB-Ab £l (P<0.05) ., TB-DNA . IGRAs £l i2 ¥
25 3% S W e L8, 22 S B e geit 25 (P>
0.05), W% 3,

ROC £k 7 #r 45 5L . 7% , TB-DNA | IGRAs |
TB-Ab £ Wi ifi 45 #% 19 AUC 43 51 K 0.851.,0.770,
0.663, TB - DNA 12 Wi ifi 45 #% 1) AUC B & K T
IGRAs (z=3.207, P=0.001) . TB - Ab (z=6.024., P<
0.001) , IGRAs 2 W ili 45 #% i AUC B & K F
TB-Ab(z=5.384 .P<0.001)., WK 1.

T WH—MBIGREREE (n(%), (xxs) ]

Table 1 Comparison of general clinical data between the two groups [1n(%), (x+s) ]

51 .
2H 51 n 5 % (%) FE(H) U EES WEAEZEAZ R s 2 A%z Ak s
fili 4t A% 40 107 86(80.37) 21(19.63) 56.25+12.50 5.13+1.47 61(57.01) 32(29.91) 29(27.10)
X 2 47 37(78.72) 10(21.28) 55.49+13.48 4.82+1.29 25(53.19) 11(23.40) 8(17.02)
/7 E 0.487 0.339 1.249 0.193 0.686 1.818
PiE 0.485 0.735 0.214 0.660 0.408 0.178

®2 WMAREKRMAERERLE (2(%)]

Table 2 Comparison of the positive rates of different test methods between the two groups [n(%) ]

- TB-DNA IGRAs TB-Ab
FH A [iRES [iERiS [YiRES FH [¥ikEs
Jili 2% 4% 40 107 82(76.64.) 25(23.36) 76(71.03) 31(28.97) 53(49.53) 54.(50.47)
X RE 2 47 3(6.38) 44.(93.62) 8(17.02) 39(82.98) 8(17.02) 39(82.98)
il 65.172 38.417 14.430
P{H <0.001 <0.001 <0.001

R3 ZMENTTEISETI SRS BB LR (%)

Table 3 Comparison of the diagnostic efficacy among the three test methods for pulmonary tuberculosis (% )

(Rl RES R 5 R 0 I T A Wi R
TB-DNA 76.64(82/107)* 93.62(44/47) 96.47(82/85) 63.77(44/69)" 81.82(126/154)*
IGRASs 71.03(76/107)* 82.98(39/47) 90.48(76/84) 55.71(39/70) 74.68(115/154)*
TB-Ab 49.53(53/107) 82.98(39/47) 86.89(53/61) 41.94.(39/93) 59.74(92/154 )
i 19.445 3.041 4.584 7.966 19.423
P1H <0.001 0.219 0.101 0.019 <0.001

5 TB-Ab K& HL g, *P<0.05,
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Figure 1 The ROC curves

2.4 =TGRS W ZE A 2 Wk e L

IGRAs+TB-DNA Bt &2 Wi i) 2 S 12 W ife
1 R BH & = T IGRAs HU M 4G I ( 4°=7.089 . 4.490,
P=0.012.0.034) ; IGRAs+TB-Ab I 412 B 19 & %
£ B 27 T IGRAs  TB- Ab FA it K6 I ( 5°=4.473
27.127, P=0.034 ,<0.001) , i2 W i 1 % B & = T
TB-Ab Byl 463 ( =15.871, P<0.001) ; TB-DNA+
TB-Ab B2 Wi i R AR | B LR 12 W i i
K = T TB-Ab S AG  (=22.355.7.764.,
35.437, P=<0.001.0.005.<0.001), W% 4,

R4 ZMAERERIIS TS ZASHRRELL R (%)

Table 4 Comparison of the diagnostic efficacy of combination of the three methods for pulmonary tuberculosis (% )

LRl RES RIGE FeS I A2 ] [ERES RN L WiER R
IGRAs+TB-DNA 85.98(92/107) 80.85(38/47) 91.09(92/101) 71.70(38/53) 84.42(130/154)
IGRAs+TB-Ab 83.18(89/107) 74.47(35/47) 88.12(89/101) 66.04(35/53) 80.52(124/154)
TB-DNA+TB-Ab 80.37(86/107) 82.98(39/47) 91.49(56/94.) 65.00(39/60) 81.17(125/154)
IGRAs+TB-DNA+TB-Ab 88.79(95/107) 72.34(34/47 ) 87.96(95/108) 73.91(34/46) 83.77(129/154)
P 3.225 2.085 1.149 1.361 1.168
P14 0.358 0.555 0.765 0.715 0.761

3 it

SEN% T B R, e et R R 2
— NPT e o TR A AR T AR
2022 4 K A5 R B B 74.8 T N A s 4K
BT ISR YT LAY O L IRIT R
A . RO A A 2 W ik b
W2 5w, R B Z 0T i i 25 0% &
e B EERE o AT bR HES W 25 80 L) AN B 2
Ry 32, b 25 % 0 BOFT R s 57 R G R U
K, ELARAS 05 4 Xt G 0 235 R 52 i 45 5 R Uk e P IR
e M AR AR AR AE a7 A, (ELRG I 45 5 4 32 B
PR i e OROR IR BAR AN R LKL
R MR, DR 2 4% 2 5 B A R A G
DFE bR T 25 53 BT B 12 WG

ARG R B, SXT A e, i g A
TB-DNA . IGRAs il TB-Ab [H = 0] & F+ & 3 H
TB-DNA . IGRAs il i2 Wi Jili 285 4% 11 SR f50 % Az Wi
WERA R4/ T TB-Ab £l , TB-DNA 2 Wi il 45 4% 1)
AUC M . K F IGRAs .\ TB-Ab, #£/~k TB-DNA ;]
W45 4% 2 Wi AL BE L T IGRAs . TB-Ab Kl
A3 AT I R AT fE S, TB-DNA i 53 X5 45 8% A0 BT T 45
A IR A T ARSI, W] SEERS A v R A
JEE R RS s IGR As i A6 4 1fiL P T 240 Jfd 7
SER AT R R S PED ORI T 7= A 1Y TEN-y 2 W

PR A IR 25 B 1, {12 TGRAs FRAEMI XS B 2%,
HAREHEBR IS T 40 BT I L 40T 68 55 J LR EIE
GV BT R R R TE — R 12 IR R
TB-Ab £ W 3= 246 45 4% 3 BT B L AL B
Jh L 200 B A B S i R AR 1 TG, 1B PR 235 SR AR
TN A2 R IR I BE R B IR — 2 B, H
R 25 S oy 72 SR e st () 2 F ot R A 1 A AN g
YIfeSE N R m , SEOSWGEm IR . BbE %
A RIFFE A R IR, TB-Ab K632 i i 235 4% 1 %
JE RO WiERf Rk, ARAFSE o, TB-DNA ¥
FETE—E R PE M, 25 8 SR IH I A8 5% BRI 45 4% o kL
FF i DNA A Benl S8 TB-DNA {5 FHE A 2
AHFFE & PR, IGRAs . TB-DNA , TB-Ab ¥ ¥
BRI 2 WAL RE AL T B —FE R A, BN KA
G T H v B — A Ty 12 W I 4 % B 12 BT R
A AL AE X H T A ) R 3 7 il 285 4% 12 W b
(9 8 P8, 2 31 TB-DNA+TB-Ab B4 46 2 W
ils 45 %% 5 16 IR 12 W — Sk, AT 42 = TB-Ab
B — R W12 W ) R AR . AR BFSE D, TB-DNA
IGRASs  TB-Ab 79 PR 5 A5 0 i1 =35 B 5 A D2 i
i 25 4% 14 12 W s RE H A 22 S R e i 22 3 3, $ R
IR R A B 4 A% 02 TR O T R AT
BRI DA SE2 o o7 P P T A8 41 2 s vk 0 7 3 B
BI2W, I 45 A AR IR FRE SF 25 G F W, LLR
e I ARG ISR (44925 W)
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& H i 2 81 CCNA1. CDC20 #&3k K1~ Bl P 1
IEy-3'4

XK REPR EBRL”

[ ZE] B8 FiT4 EE (CRC) 44U 41 il 5 18 11 A1(CCNAT) (44> 24 5 11 8 1 20
(CDC20) F kKT R 5HBERFER TG MR, Fix  EIL2018 4 11 7 & 2020 4F 12 H H1E L 5T
P4 X R BECA 19 146 ] CRC B FAE NIRRT 4, 4% T AR BUHEHLUWR A A CRC 4 (n=146) , 14548
X I (A 3 55 2 20 (R g A 20 >3 em) BR AR 0 A5 553 4 (n=146) o R I e 58 41 fL 75 6 41 21 CCNAL
CDC20 ik, Wit 2K /0 Hr CCNAL.CDC20 %355 CRC B I AR FEE K 2, R HZ IR E
Cox [MH4 M1 CRC BE TR RIMIENE . R CRC 41 CCNAT ,CDC20 Y P 25 R 8 T 55
M, 2 5A G (B P<0.05) o AR EE MRSk CTNM 43300 MUY A w2242 00 1 2 % CCNAL
PHME A3 CDC20 BHPE R IR0 5 & F /s s INM - T~ T e RIS, Z5F A5
2RI P<0.05) o SrARFREE P/ oA CINM 380 T~ 11 TE sl 284250 . CCNAL Bk .CDC20 BAE
B 3R oL R/ CTNM A3 T A3 #4240 L.CCNAL FH M .CDC20 FHYE B3,
EZRAHGIH#E L (3 P<0.05) . ZHE Cox A 4Hr @7~ , 8531k (HR=2.125,95%CI : 1.406~3.214) .
TNM 433 M (HR=2.614, 95%CI : 1.504~4.544) . A M Z4Z I (HR=2.337, 95%CI : 1.498~3.647) ,CCNA1
A (HR=2.765,95%CI : 1.758~4.348 ) .CDC20 H: (HR=3.550,95%CI : 2.075~6.074) J& CRC & 5 1)
i [ (P<0.05), Z5i CCNA1.CDC20 7E CRC & 414 b S 23k, 5o 203 o fL FE i o
VIR & , A B4 B PEAS CRC & BUS T TEARIC Y .

(i) 25, 4R a1 AL, g2 E R 1 20

The expression levels of CCNA1 and CDC20 in colorectal cancer tissues and their clinical

prognostic significance
LIU Ran, XIONG Zhongyuan, WANG Xiaohong*
(Department of Pathology, Beijing Pinggu Hospital,, Beijing, China, 101200)

[ABSTRACT] Objective To investigate the expression levels of cyclin A1(CCNA1) and cyclin D20
(CDC20) in colorectal cancer (CRC) tissues and their relationship with clinical manifestations and prognosis
of patients. Methods A total of 146 CRC patients were selected. The cancer tissue specimens obtained from
surgical treatment were included in the CRC group (n=146) and the corresponding adjacent tissues (>3 cm
from the cancer tissue) were included in the adjacent group (n=146). The expression of CCNA1 and CDC20
was detected by immunohistochemistry. The relationship between the CCNA1, CDC20 and clinicopathological
features of CRC patients was analyzed by y° test, and the related factors for the prognosis of CRC patients
were explored by multivariate Cox regression analysis. Results The positive expression rates of CCNA1 and
CDC20 in the CRC group were higher than those in the adjacent group, and the difference was statistically sig-
nificant (P<0.05). The positive expression rates of CCNA1 and CDC20 in patients with poorly differentiated

degree, TNM stagelll , and nerve invasion were higher than those in patients with moderately/well differentiat-

AR A T F AR EREEMLA B (MR-11-24-010563)
Ve 4s R TSR ERBEA, LT 101200
*BAEAEH T4, E-mail : pgyywxh@126.com
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ed degrees, TNM stage [ ~ 1T ,

and no nerve invasion, and the difference was statistically significant (P<

0.05). The 3-year survival rate of patients with medium/high differentiation, TNM stage I to Il , no nerve in-

vasion, CCNAI negative and CDC20 negative was higher than that of patients with low differentiation, TNM

stage Ill , nerve invasion, CCNA1 positive and CDC20 positive, respectively, and the difference was statisti-
cally significant (P<0.05). Poorly differentiated CRC (HR=2.125, 95% CI: 1.406~3.214) , TNM stage Ill
(HR=2.614, 95%CI: 1.504~4.544) , nerve invasion (HR=2.337, 95%CI: 1.498~3.647) , CCNAI positive
(HR=2.765, 95%CI : 1.758~4.348) , CDC20 positive (HR=3.550, 95%CI: 2.075~6.074) were the prognostic
factors of CRC patients (P<0.05). Conclusion CCNAI1 and CDC20 are both highly expressed in CRC tis-

sues and are closely associated with differentiation, TNM stage, and nerve invasion. They are expected to

serve as potential markers to aid in the prognosis of CRC patients.

[KEY WORDS]

25 9% (colorectal cancer, CRC) J& Tl IR I
UL B R 2 A BRYE R R RSB T R
W I E 2 — o CRC A SRR KB
R B A IR RS T X EZ MRS
X, i 2T R e AT 45228, CRC 1Y
S N B AE AR I, R IR AR R X CRC 1Y
i A IR IT T B DL K gy 1) 25 4 T A ST R
157 B Rk 02 53 14 Mo &2 & S 7% %40
o, WEE2E, Wik, s IE TR
Wi27h CRC B H 252 S0 R B 1 Al
(Cyclin A1,CCNA1)H CCNAT F£H Zifith, 78 41 i J&]
19 7= b HA SCHEE T, © A AH G BIF 58 IR 52
CCNAL 25 B | 1Rt dh it 2. 20
41 24 T8 W 2 11 20 (cell division cycle protein 20,
CDC20) 52—, rT i i 251 52 A AR
T N G LR ) o 85, B 2257 R R b
AL RAERY . W5 R B, CDC20 5 R SR
TR TG AN RIS ABFSE EZHRIT
CRC #1417 CCNAL.CDC20 £ A KV K 5 %
I IRFEE TS (R, BRI 45 RGBT

1 BREFE

11—k

PEHL 2018 4F 11 1 & 2020 4F 12 H A 5o
SEA XI5 BE I Y 146 9] CRC B34 4F R BF 58 %t
% B TFARBAHE AL A A CRC 4 (n=146) ,
V4 FE T I 114 98 55 1 20 (B RA 1 21>3 em) AR ARG A
FE sl (n=146) . I H 28~75 %, V- ¥4 %
(60.48+8.43) % 3 55 79 4] ; 2 67 19 ; H oy 71 191, &%
g 75 )5 s H A >5 cm 69 #], <5 cm 77 5 P
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Colorectal cancer; Cyclin Al; Cyclin D20

EHZ D& O W EHEARDE T . ASRIE: D&
AR5 FLIE K AR 12 9 CRC, I 45 & M 22 Wi b
HE" s QFE ABERT A Z T Yiin Ty AL FAREER
i 5 ) R8I IR 58 3% 5 (@ S8 3 AR N 55 @ A1 [
o HEBRARAE : QA I IHADENE MR & ; @7 IO
IEHF B T RE BRI A B A I T At B e M B
@A KPR , TR RS AR -
12 FHik
1.2.1 CCNA1.CDC20 i

K FH A B8 4 AR 35 46 CCNAT . CDC20 £ ik,
B FARA A R, R
HIK 5%t FACEIFE , AR B LB K (100% |
95% .85% . 75% ) , Wi IR 2% vh &L 7 i (PBS) #h i3t , Jin
L2 MV oA S A 5 i 12 100 Fbit A CCNAL 25
eI L 1:150 St A CDC20 B 5w B b A ( 1 1fF
A S AT PR A ACHE B 7% ; U H BUH 8
J& I PBS Rk, N AEPL g b 1gG (B EHERHE
AIRAF) FZEE FE 30 min, FIIPBS #ik,
JH DAB & 23050 & ( g o L AE R A R
H) WO, E YRR K, PR E AL S E A,
EREERME( LBRREMAZARA
GIPRUE-S5 2N
1.2.2 ZERLHE

KRG T 20 45 PEAl , 7e e 2F Wi
55 441 S5 A% P ) R S T PH PR A . e (i
JEVEAY - T (043) JREG O 4) EA(25) A
B (347 )  FHPEAE AL A 23 L o Eki<5% (0 41) |
<5% 5 <25% Z [0 (1 43 ) . <25% 5 <50% Z [i]
(2 5) . 50%<5<75%Z 0] (3 43) . >75% (4 43 ) o
T8 B Gl o P43 R BH P 4 M A S5 IRy
FHIEAT ART 453, WA R & B #4548 50 T
5575 12 43 2Z 8], WA e R BHE
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1.2.3 fiJs

M CRC &35t B JF 4 i 22 BE VT 3 4F 46 1 4F
BRI RR 3 A H AT — R BT, 56 2 4F A5 3 47 4[]
B 6 A~ A Bt AT — R BE VT , i s R R A A oL,
Rt 2023 4F 12 H 31 H .
1.3 Giitorth

K SPSS 25.0 e84 43 B gk is , 1H O K
K n (%) #5146 5, {1 2 K & Cox [1]
IR TR T CRC 0 FUS (A R &K, DL P<
0.05 N ZEFA LI E L.

2 #ZR
2.1 CCNA1.CDC20 7F CRC £ & AN [E 44l
IR R

CCNA1.CDC20 FH MR8¥ 5 T Mg 20 At iy
Y5, CRC 41 CCNA1.CDC20 Ft B 26 ik K 8y
TSR, Z R A G E L(P<0.05) . W1,
2.2 CCNAI1.CDC20 # ik 5 CRC & Il PR 2
FRAIE 56 2

O3 AR BE AR 34k TNM 23 30 o4 T3 A #
220 A ) CCNAL FH M 18 38 . CDC20 FH
Feak R o AR R T/ o A CTNM 43 A4

[~ B2, ZRAGI#E X (P<
0.05), L2,
2.3 CRC BE WG A O L) S R 5B

146 5] CRC & & B J5 Bl 17 3 4%, 98 i fR &

%1 CCNA1.CDC20 7 CRC EEREALAFHFRIX
1R [n(%)]
Table 1 Comparison of the expression of CCNA1 and
CDC20 in different tissues of CRC patients [1n(%) ]

- CCNA1 CDC20

B PR B FH
CRCHl 146 41(28.08) 105(71.92) 34(23.29) 112(76.71)
JES54H 146 95(65.07)  51(34.93)  89(60.96) 57(39.04)
AL 40.133 42.493
P{A <0.001 <0.001

FENG , MAETE RN 67.12%(98/146) . CRC & 1)
SRR BESMERE TNM 0 iz
B 2 (¥ P<0.05) ; CCNAL FH: . CDC20 BA 1
H Y3 R E T CCNAL BHE .CDC20 P
BE, EFARITFE L (¥ P<0.05), W3,
2.4 CRC EHHE R Z HER Cox [HH 53 Hr

¥ CRC 835 TG 18 R PR AR i B R 2 4Bt
ol B TR AR A AR R 1T 2 &R Cox
Wl 5347, 25 5 R, AR EE AR 44k L TNM 43
3 A #2250 . CCNAT B . CDC20 FH 1 2
CRC B H G M % (P<0.05) . WL 4.

3 Wit

CRC &t — il phy PR A5 1 P 3R BRI A TS 1 A
A G AR, B B i K R SR TR R
SN A ™ . X CRC #EAT R 12 AT
i 835 AR A R TS, LR A7 30 A8 25 e ] AR

# 2 CCNA1.CDC20 Ri%x5 CRC BHEIGKFEBIFMTEHER (%) ]

Table 2 Relationship between CCNA1 and CDC20 expression and clinicopathological features of CRC patients [1n(%) ]

CCNALl CDC20
215 n 71H P 71 P
[iRES FH-P: [iRES FHA:
AR <60 63 16(25.40 47(74.60 13(20.63 50(79.37
(%) ( ) ( ) 0.396  0.529 ( ) ( ) 0437 0.509
=60 83 25(30.12) 58(69.88) 21(25.30) 62(74.70)
5 5 79 23(29.11) 56(70.89) 26(18.99) 64(63.38)
0.091 0.763 1.782  0.182
& 67 18(26.87) 49(73.13) 31(28.36) 48(74.80)
Je T o7 A 71 20(29.58 50(70.42 19(26.76 52(73.24
R %% ( ) ( ) 0.153  0.696 ( ) ( ) 0.933  0.334
251 75 21(26.67) 55(73.33) 15(20.00) 60(80.00)
Mg E A% (em)
<5cm 77 26(33.77) 51(66.23) 22(28.57) 55(71.43) _
2,606 0.106 2.546  0.111
>5 cm 69 15(21.74) 54(78.26) 12(17.39) 57(82.61)
R i 62 10(16.13 52(83.87 8(12.90 54(87.10
HRE ﬁ]iﬂ/‘ ( ) ( ) 7.624  0.006 ( ) ( ) 6.505  0.011
thrE il 84 31(36.90) 53(63.10) 26(30.95) 58(69.05)
i FRS Y S 9 . 8¢ 3(25. Ve
USELIES J]ykié 1 22(24.18) 69(75.82) 1825 0177 23(25.27) 68(74.73) 0534 0465
Zh M 55 19(34.55) 36(65.45) 11(20.00) 44.(80.00)
TNM 534 ~11 3 32(36. 55(63. 27(31.0s X
| I~114 87 32(36.78) 55(63.22) 8067 0.005 27(31.03) 60(68.97) 2939 0.007
11 :E] 59 9(15.25) 50(84.75) 7(11.86) 52(88.14.)
Pz ] 49 7(14.29 42(85.71 5(10.20 44.(89.80
FEI i ( ) (85.71) 6951 0.008 5( ) ( ) 7067  0.008
g 97 34.(35.05) 63(64.95) 29(29.90) 68(70.10)
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*3 CRCEEFMEEFEBAURBEERDH (n(%)]
Table 3 Prognosis and survival of CRC patients and

univariate analysis [17(%) ]

S n 3FEAAFE L PH
(%) <60 63 41(65.08) 0210 0.647
=60 83 57(68.67)

PRI =
il % 79 52(65.82) 0132 0716
& 67 46(68.66)
JibR & A7 H 71 44(61.97)
1.662  0.197
% 75 54(72.00)
i HAT < .
fithJ B 42 (cm) <5 cm 77 51(66.23) 0,058 0.809
>5 cm 69 47(68.12)
yA =g /1 e o oF
S A REE 1E.E)iﬂ: 62 .sf(.s.s.zs) 0431 0.002
gt 84 65(77.38)
) A b
Ja B2 A H%IE 91 62(68.15_5) 0111 0739
B NI 55 36(65.45)
TNM 434 ~TH .
531 I~ 87 67(77.01) 0539 0.002
JIIR 59 31(52.54)
2y 53.
PRSI H 49 26(53.06) 6600 0.010
o 97 72(74.23)
CCNAL1 iR 41 37(90.24)
13.810 <0.001
AP 105 61(58.10)
CDC20 ] )
BAtE 3 32(94.12) 14.635 <0.001
B 112 66(58.93)

FVEREIR, B 2 B E WL B 42 CRC Higil, &)
AR, TEMRIR, B E R . HIt,
FH5 CRCWTEA KMbric ) HA EEE X,
CCNAL1 £}y Ji i B #2 46 & MAPK/ERK {5 5
A B ) SRR T, R G1/S T G2/M 578 i) e ke
S T R AT R . da Silva 5 BFSE KB,
CCNA1 F (A7 HUR AR FL R T A e s 2k 1 3
%, CCNA1 1] LIAE by HUIR R 2L 3k R0 1 12 Widr i
Yo AWF5E A, CRC 4 CCNAL [HYERIA R & T
i 55 4, 278 CCNA1 5 CRC X R %Y . 40t
CCNA1 5 CRC B A RFHE , &I 1k . TNM
I T3] A M 284298 CRC B33 19 CCNAT [HPER
IRRE i —UESE T CCNAL HfRES 5 CRC 1Y
KM K&, CCNAL il It 2 5 %% g 2 3 4 i
JE 0 A P e R L R V) e 2 g R A
SRR EE, S RIATHE ) CONAT B3R T 1E#
F1%) 200 0 R 4 ), A SO o o R 4 RN R R S
Sl MR A KM Ak, CCNAL 5 CRC il #1041

*4 CRCEEWMENZEZE Cox BIARH

Table 4 Multivariate Cox regression analysis of prognosis in CRC patients

e MR AE BE SE{H Wald 7 i HR(95% CI) 1l PfE
AL EE T/ A ik=05 Ik A3 1k=1 0.754 0.211 12.770 2.125(1.406~3.214) <0.001
TNM 434 I~11 #41=0; 111 =1 0.964 0.282 11.613 2.614(1.504~4.544) 0.001
AR Jo=0;4=1 0.849 0.227 13.988 2.337(1.498~3.647) <0.001

CCNAL1 B1E=0; BAE=1 1.017 0.23 19.383 2.765(1.758~4.348) <0.001
CDC20 BA=0; FHE=1 1.267 0.274 21.382 3.550(2.075~6.074) <0.001

M p53 FZ M HEAEH, it — 2 CRC &
TR R 2B RS RE T M OEIE IR R B,
A BRI AN I 9 H P CONATL B %5k, CCNAL
TE R WRIR AN (1) A A Ry E Jig v HLAg J A
FHIE AT BBAE R 48 Wtk 40 i 2B TS 19 A
PR ANAITHL . ASCHE— A5 R R, CCNAL
BIPE B 3 3 4F S fF %\ T CCNAL BHPE 8 3%
CCNAI PHP /& CRC A TR BN R Z — . 45
ALl FfE R $28 CCNAL 5 CRC BH M HUG S,
AER CRC B E WS PG T A A=A ic )
BEA:BF 5% & B, CDC20 23k F 14 AT LU B 4
Je 200 i A 334 5 e B v Az B T SN i AE T
RH W7 200 it 1) J B 3% 2h Y . AR R 58 & B, CRC 41
CDC20 PH M 2% ik % 5 T8 55 41, #2718 CDC20 7
CRCRIWTAHEERM., #F-LHREKIU,
CDC20 [HYE# 15 5 CRC & /L FEJE  TNM 43

] MR 0 E A O, BB CDC20 5 CRC 1 %
AR JERTREA G, CDC20 A i i 76 40 i 4 4
BJEH 2257 A B Be i 32 2L g T, fE a0 i
Je A0 B ) PR A B AR 2B N RS . 7E CRC B,
CDC20 11 5 #5522 TS B UIFH G . AHCHE
8RB, CDC20 7E & 8 i vh 52 5 &3k, H CDC20
K5 B MR (2 & BRI A,
ARWFFELE R B, CDC20 BITE % 3 4E R R
T CDC20 FH: . 3#% ; CDC20 BH & CRC & Tl s
AR 2 2 — . $&78 CDC20 fHPE 5 CRC i
AR R ) B UTA OC , W CDC20 789 i
BE T RIBIKF BT T8 SR 97 O B ilE .

28 b rik , CCNAT,CDC20 7E CRC H ¥ i 4H
ZUrh BRI, SR SR TNM 531
BV, ATVE R B AL CRC B3 TS W 7E
FRieY o
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R HbAlc . D- 4K &5 2hC MK TcPO. &4 IR £ 34 J8] A g 25 14 4 37 5% i P 2R (P<0.05) 5
ROC &3t e 7R D-ZJRAK (C IROKF- 28 Bz 4043 R = 25 SRl B 3065 A6 i il 46 F T AR (AUC)
532K £ 0.752,0.784.,0.769 ,0.861 , = H B A R 2 W MEE T B — 4848 (P<0.05) . 4518 BRI E
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The diagnostic value of D-dimer and C-peptide levels combined with percutaneous partial
pressure of oxygen in diabetic peripheral neuropathy

ZHANG Bingyin*, LI Hui, FAN Jin, YANG Yun, JIA Xiaodi, YANG Xingxing

(1. Taihe Hospital Affiliated to Wannan Medical College, Fuyang, Anhui, China, 236600; 2. Department of
Endocrinology , Taihe County People’s Hospital, Fuyang, Anhui, China, 236600)

[ABSTRACT] Objective To explore the diagnostic value of D-dimer and C-peptide levels combined
with percutaneous partial pressure of oxygen in diabetic peripheral neuropathy (DPN). Methods A total of
60 patients with type 2 diabetes combined with DPN treated at Taihe Hospital Affiliated to Wannan Medical
College, Anhui Province from January 2022 to January 2023 were selected as the study group, and 60 patients
with simple type 2 diabetes without DPN during the same period were included as the control group. Clinical
data and biochemical indexes from both groups were collected and compared. The risk factors for peripheral
neuropathy in diabetic patients were analyzed using multivariate logistic regression. The diagnostic value of
D-dimer and C-peptide levels combined with transcutaneous partial pressure of oxygen (TcPO,) in diabetic pe-
ripheral neuropathy was analyzed by receiver operating characteristic (ROC) curve analysis. Result The lev-
els of BMI, 2hC peptide after eating and TcPO2 in the study group were significantly lower than those in the
control group, and the differences were statistically significant (1=2.435, 6215, 5.849, P<0.05). The dura-
tion of diabetes mellitus, serum uric acid (SUA) , glycosylated hemoglobin (HbAlc) and D-dimer values
were higher than those of control group, with statistical significance (r=6.677, 5.789, 5.621, 5.285, P<
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0.05). The results of multi-factor logistics regression analysis showed that diabetes course, HbAlc, D-dimer,

2hC peptide after eating and TcPO2 were independent influencing factors of peripheral neuropathy in diabetic

patients ( P<0.05). ROC curve analysis results showed that the area under the curve ( AUC) of D-dimer,

C-peptide level and percutaneous oxygen partial pressure were 0.752, 0.784, 0.769 and 0.861 respectively,

and the diagnostic value of the combined detection of D-dimer, C-peptide level and percutaneous oxygen par-

tial pressure was better than that of a single index (P<0.05). Conclusion The combined detection of serum

C-peptide, percutaneous oxygen partial pressure and D-dimer in diabetic patients has a good diagnostic value

for peripheral neuropathy.
[KEY WORDS ]

of oxygen

W JR s JE] 1] 4 28995 A2 ( Diabetic peripheral neu-
ropathy , DPN ) J& 4 /R 9 £8 5 J5c 6% UL 040 02 P fl . 457
HRIEZ — , HRRTHAT IR 60%~90% , i PR F I 1Y
JEORRA (PR, i 1 2 e 380 3] i 1) e o5 | JE R 15 9
S RTEELOAIT, BE AW ) TR, K
JiE i B DT EE 22 55 i 4H . DPN & i 47 14 il 42 0
AR R BRRE |, TE 1 A I AR IR 2 B A i 2
AR A YT RAZ TG A bR v SR 0 P 22
£ 5 # & (Nerve conduction velocity, NCV) , {H £
S 2R A 22 O K B — e R 1 DPN JCAE MR
R R iE 50% , G, % DPN 12 W7 7 75 1
PRIC A 7 HA F 2 R 5 3 WS HRE Il 3R
D- Z RRFEIG I S HUA— R A R A FREE R 1
RAABIE AR D- R A E 2 5 e BE 1 D) B 2 17
Z: 5% IR SR 35 DPN 1 & AR R JE™ 5 C KB IE
S ELA AR W0 B B T AN 2 R S 2R R
e S ORI/ ISR 7E & YN SO R i 2 k= (S PR R Rt OB ]
AR FH BCRT R ARORH PR 8 B 1A DA R W PR B0 o 22
YA B4 5 28 B %053k (Transcutaneous oxygen
tension, TcPO,) AI LAKE B S5 by I £ 38 452 1) Fl 17 24
DIREIRAS , 1M TcPO. 5 2 UM JR I £ 3 Tl 48 9 &
i ) & A At l 2 A G, 5lRT 3 A TePO. K D F]
Wr DPN /9 & £ AR T D- R4k . C ik
& TcPO, I A A6 X DPN A2 Wi {8, LAY ki
PRAZWr R LT AR 40

1 AMESHE

1.1 —Bwek

TEICEE AR ot B s 27 e B KR 2 g 2022 45
1 H % 2023 4F 1 H WA B RIS A IF DPN 2 60
BV R i 5% 41, o5 3 BRI AU IA 19 60 1) ok 4 9F:
DPN F 85 I £ B VR X IR . a8 A ife : DFF
A 2020 WL E 2 BOBE PR B A 8 R ) TR AR R 2

Diabetic peripheral neuropathy; D-dimer; C-peptide; Percutaneous partial pressure

Wi b 1 5 @FF A CHlE IR I #ilt 29 A2 1208 & 3L
(2021 Ji2) )% DPN (12 Wrbr it ; 3R & I R FOEH
SERE RIS A A B W15 . HEBRPRE
OHAAEBRE 258 TR st R 2R G A5 A
B A B R 20 AR s QAR AE ™ E R SR D e R A AR
H s OBRAEA BT B I 5 A7 76 5 18UE
H s @I TR FL I R, DLSGE B IR A i
N2 2 RS SRR G2 . AR A R A e
i = 27 B B ORI B = 2 AR 3 2 D s H i
1.2 Wk

3 3 = e PN 9 ) R 4 4 A R LR O
RS B R WS PR AR L BE AT s IR
R AL R, T B IR T i 45 41 Body Mass
Index , BMI=IAH (kg )/ 5 i (m)* o L% | — R A%
1 8~10 h, TR H I /=il s I Jk i 4 47 40 ¢
A AR TS BRI 2 PR PR i A DU I 3 PR R (Serum
uric acid, SUA) , i & W [ b 5 R 78 & AR 1k ey
ARAFE, &AL (EEER, RS
RxL2Max ) il 2 #% 1k 1L 21 2 H (Glycated hemoglo-
bin, HbAlc) JLEF (Creatinine , Cr) . H i =& ( Tria-
cylglycerol, TG) A% & i5 & 1 i [& A% (Low-Den-
sity Lipoprotein Cholesterol, LDL-C) 4§ , #  H it
PR D- R AR & R & B At R e
b B0y A7 B 2 ] 0S5 B 92 T 7 2 (52 6] Abbott
Architecti 2000SR 32 73 H 2 48 ) Kl 23 1 C ik Je
T 2hC BRIKF, 28 52 48051 AR (L i B B2 97
A B2 A, 45 PeriFlux 5000 ) i 5%E TcPO, .
1.3 Geilt2#Jrik

i 5 SPSS 21.0 4t 1 2% B4 58 B HE 4 AT
TR (xx5) s, IR HLEAT ¢ K250 5 714K
TR n(%) 32w , 1 2 KB s 2 [ & Logistic [A] 14
3 AT U A PR s B i LA 2895 78 1Y) 5 i TR 3R
3 AT 52 I RAFAE (ROC) 2k 43 #7 D- — 5 4
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C IKIBEE 28 Fz S8 43 TR ARG I X i DR i J [FBl ot 428 9 72
B2 . A P<0.05 #R 2R/ G Fm L,

2 #R

2.1 PR REZTOR A A hR LR
P 2E A R S AR RS O PR L Cr TG

LDL-C .75 i C IRk F e, 22 7 B ae it X
(P>0.05) ; #IF 58 21 & # BMI., it & 5 2hC Jik J&
TcPO, 7K V- W AT T % BREH, A PR i 72 L SUA |
HbAlc D- R T XA, 22 5 A Seit
HFHEX(P<0.05), W1,

x1 MARKABREURERLER [(2(%), (xs)]

Table 1 Comparison of baseline data and biochemical

indices between the two groups [n(%), (x+s) ]

i (nos))  imees) CMIE PMH
5 0.141 0.707
5 36(60.00) 38(63.33)
& 24.(40.00) 22(36.67)
(%) 61.42+11.61  60.3329.747 0.554 0.581
2 0 5 0.853 0.356
H 37(61.67) 32(53.33)
Jc 23(38.33) 28(46.67)
[l 0.534 0.465
f 31(51.67) 27(45.00)
I 29(48.33) 33(55.00)
BMI (kg/m?) 23.72+2.19  24.83%2.77 2.435 0.016
R (4F) 6.31+2.06 3.98+1.75  6.677 <0.001
SUA (mol/L) 318.57+58.79 259.36x53.11 5.789 <0.001
HbAlc(%) 9.82+2.27 7.96x1.19  5.621 <0.001
Cr(wmol/L) 66.70+16.03  67.72+17.22 0.336 0.738
TG (mmol/L) 1.89+0.52 1.92+0.59  0.296 0.768
LDL-C(mmol/L) 3.14+0.87 2.99+0.73  1.023 0.308

D- =&k (pg/L) 331.89+102.23 245.83+73.90 5.285 <0.001

25 C K (pg/l) 1.88+0.52 1.97+0.61  0.870 0.386
VA 2hC Bk (pg/L)  3.51x1.16 4.89+1.27  6.215 <0.001
TcPO.(mmHg) 32.17410.34  43.87+11.54 5.849 <0.001

2.2 ZI[HE Logistic [FJ75 ¥t

PLJf % DPN iy RS o ik 22 5 B Gt
R SUFR PR A H A8 1, 4T Logistic [l #5275
T AR BORBE IR (HbALe . D- 54K |
B JG 2hC K\ TcPO, Y2 b PRI B35 8] 4 2895
ARSI R R . WK 2,
2.3 D-ZRAK CRREKA TcPO2 X Hl R 93 J&] il
97 2 W

ROC k45 5 7R, D- 8K . C JIk )2 TcPO,
S H AR LA Wb s i R LA 20 72 1Y
M2 T AR 0.861, & T =2 Suphke il (4 ith 26
AL 0.752.0.784 .0.769( P<0.05) , W3 3 | K] 1,

2 FEREHESE DPN W ME RS
Table 2  Analysis of influencing factors of DPN in diabetic
patients
LEES BfH SEfH Wald {f ORfH 95% CI P{f
BMI(kg/m*) 0967 1.031 0.880 2.63 0.349~19.841 0.348

JEFE(4E)  —0.289 0.103 7.873 0.749 0.612~0.917 0.005
SUA(umol/L) 1.125 0.786 2.049 3.08 0.660~14.376 0.152

HbAlc(%) -1.936 0.926 4.371 0.144 0.024~0.886 0.037

D-— 2Rk -1.349 0.459 8.638 0.259 0.106~0.638 0.003
(pg/l)

J&%Tg?[l:lf ik 1.292 0416 9.646 3.64 1.611~8.226 0.002

TcPO,(mmHg) 1.487 0487 9.323 4.424 1.703~11.491 0.002

3 D-ZRK.CRKERE TcPO2 X HE IR % B B &R T
B E N E
Table 3 Diagnostic value of D-dimer and C-peptide
combined with percutaneous partial pressure of oxygen in

diabetic peripheral neuropathy

s - 2B HURE RS

D- Bk 308.21 0.752 0450 66.7 783 0.665~0.840 <0.001

95% CI P

iy 3.525 0.784 0467 56.7  90.0 0.704~0.865 <0.001
2hC ik
TcPO, 37.71 0.769 0466 73.3  73.3 0.685~0.853 <0.001
A R 0.861 0.600 86.7 733 0.797~0.926 <0.001
i 245
- CJik
- TCPO2
~ B AR
- B4
(‘) 20 40 60 80 100
145 54
E1 ROC i
Figure 1 ROC curve
3 itig
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D- " RARAE A v R A AR 1 15 P 10 A b
W I PR H 58 1 T e NI, 5 R v R S
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R, CKEA (ke L i pi kg 2L &
SE B IR R R S AR R b 4
PR T-RIVER , BT RS2 I 9l D 2 8 . C IR
I A TR0 B A, 44 R A 8 T M R AL AR R
e XoF ML A5 K b 2 2 A 25 4 P B 0 LA R i S,
$ER C WA 725 £k AT BESE b8 Ik s FR 3% DPN 1)
KR &, TcPO. AT LA W A Il A7 A8 S 15 T 223k
A7 1055 P, P TEA B A5 T B A 1) 7
HAE R A AR BRI RCR R, 6 F HAE U
R L I PRAFF 52 % B TePO, 5 NCV H A5
AH O, $2 7R TcPO, K I 5% 7] 45 Bl T DPN & % Tl
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LA B R R 9 ) B 40 AR 12 T B S = 4
Fro ASHIEFE 45 W, A EE X R 21 5 b DR s R
# , W55 40 DPN 8 # £ J5 2hC Ik} TcPO, K-
B, D- R B 2 75, 392 DPN & 4B 1
Mz ERE &R, SRR ARST , BEEIE T D-—
AR C K 28 Bz 5 K-8 A6 55 48 PR FR A ]
il #2282 VI AH G o if — 25 ROC Hh & 43 Bt &5
R WK, D- T RIR  CRK 48 B S0 FE B RGN )
2k R AR 518 0.752.0.784.0.769, =F B A A
MR P AR 0.861, FAWFFE LS R ik iR 5
X R AH LG, BF 5T AR R B2 . SUA LA I HbAlc
K K, BMI R G, L IR 9% % R
HbAlc /K [H FEJ& DPN U Ih 7 52 m R &K, X 5%
HAESE ST S5 R —50, DPN J& £ J7 1 R & 3L [H]
VE RS 3800, Forb s s 40 05 2 E 22 IR I, JR A B
FE, R LR SZ B A S 01 5 4™ 5 1 HbA e
SRR W AR TS b, A — R L R
FREDRIE T R X PR TE IR IR I2YT X R
SO0 R R85 EA L DPN W, HbAle AH XS
R 118 S TR A ] I KT D £ 5 A 2%

DPN #EFE

ZE LTk B IR W5 B2 L HbAlc \D- R &K |
C ik} 22 2 57 ' 5 DPN 1 & A &k SR b AR ¢,
W PR 9 J&] BBl A 2895 742 f8 3 D- R IOKFE T
C IR B 28 e S0 R 22 R e 3, =2 G kil
X} DPN HA H 5 2 Wi i .

S % 3Tk

[1]  Mgrch D C, Rgikjer J, Ejskjaer N. Diabetic Peripheral Neu-
ropathy : Diagnosis and Treatment [J]. Curr Drug Safety,
2021,16(1) :2-16.

(2] EHE, DB . ST U0 v R & 2 2 IR T R
G5 %0 W PR J) T ot 22 05 A8 A2 B (L L0 ). v el B2 2 52 AR
kiR, 2022,30(2) :159-163+166.

[3] LeiZ,ChaoY, Feng X, et al. Increased plasma D-dimer lev-
els may be a promising indicator for diabetic peripheral neu-
ropathy in type 2 diabetes [J]. Front Endocrinol, 2022, 13:
930271-930271.

(4]  ZFEis LR . C RS IR UL A T R AE [T ], I
BT B, 2023,32(2):174-178.

[5]  Mws, sCaig . 2 AU RG24 22 5 Lotk (B 2 SN R S
HHERLRD ] P EEBuiA 2, 2022,28(1):31-36.

(6]  rhaEBES MR IR 2x . IE 2 BB IR B 648 j (2020
AERO L] rhAe R ISR RS, 2021,37(4) :311-398.

(7] ARBESASHER For 2P E T RAE 20 R DRI Ph 220
ARSI L Z IR (021 AER) [T ] AR IR A, 2021,
13(6) : 540-557.

(8] AP, BT, FRAL, 55 2 BUE RO 8 O A 01l PR
] LAt 2295 78 14 5 0 R 2R 0 A7 (0 ). 0 i T Y7 5 4
il , 2023, 31(4) : 289-293.

(9] ORI, MR, EEIL BRI B 20 28 1 I [
FO LI ] MR AR R B oA, 2022,43(4) :426-430.

[10]  ##h, 224, B4, 55 QR RIFREfL A 3¢ D-— 2
PR IKF- 72 Al B IR 7 LT ] I R AIT IR 22 7, 2020, 36
(3):551-555.

(11] &80, A SFRR, SHTY . D- IR 2 BB F s & 161 4t 28
ARSI ], PR R 25 LA T4l , 2022,28(11) 1 1512-
1516.

[12] Javed S, Hayat T, Menon L, et al. Diabetic peripheral neu-
ropathy in people with type 2 diabetes: too little too late[J].
Diab Med, 2020,37(4):573-579.

(18] XHa, ABLL2%, B [E 1, 45 OBl B JA) Lo 28 72 5 72
2hCP . Cys-C ., UACR A CHELT ). 20 T2 W 5367 2855,
2023,15(6) : 964-967.

[14]  EAHM, SRR, EHE, 5 AR 8 W& E
ORI AT LY ] EBE RIS, 2020,28(11) :814-817.

[15] AR, 0K, ARIGESE , 55 . ML 1 25 P15 AL BEA RO T R
9 55 2 T 5 JA) Bl Pl 200 A8 A AH DG PE TS [0 ). A DB IR
Wi, 2022,30(10) : 733-736.



- 930 - NTEWEIEITAGE 20244E5 ] #5164 4551 J Mol Diagn Ther, May 2024, Vol. 16 No. 5

. a
.’I,/a 3 e

}d

AST/ALT . B A 5P B G W AE e TACEIRYY
IE S

AL MR BRAET

(8 ZE] BH ERA AW (AST)/A N 2R (ALT) | 18 P15 i 88 R B AE L &
Bk IT 2 2E (TACE) IBIF R MR . ik I 2018 4F 8 A & 2022 4F 8 A T ilfs Ut i b € Be 7
TACE &7 1 968 £ 168 Bl , 5 AR J5 1 AR AL AE AR 0 B B o W R AN R4 27 R 1015 R 44 141
B, He AN )06 BRURRIE B Rl AST/ALT | 1 2 B /K, AR [R5 TACE A J5 IR H8 s PR AE
AN A 35 TACE AR J5 8 835 AST/ALT L 138 1K, 2R JH ROC [ £k 43 #7 % T 96 £8 % TACE R
I7 TS B T, >R T Logistics — JG W19 J5 2 43 Hr AST/ALT . 14 25 11 % iF 9 TACE 1697 (8 & TS 1Y
R, &R 4ER=00 % | Child-Pugh B %% .HbsAg FHE  Bh R 5 4% >5 cm B £ % B g 23 31 07
e bR AR A3 A I 9 S8 B ORI AST/ALT B8 &, AR F 4R KO SR, 22 5 198 e 124 2 L (P<0.05) 5
PIALAFIE HbsAg 1580 I ELAR bgg 850 iRg 73 390 AL RR E LR 22 S5 399 G2 2 L (P<0.05) 5 T3
Jo RIFAHART ARG AST/ALT IR THUS A RA , RET AR G HEHKF& THEARSA, 25 A 51T
28 X (P<0.05) ; ROC 45 5 B oR , RAT ARG 9 AST/ALT | 1145 11 0 AT 98 2% TACE V477 BS i AUC
73514 0.887,0.787 . 0.854.,0.580 , Bk A Wi i) AUC K 0.914.( P<0.05) ; Logistic [71 7 53 B 4% 5 8 7w, 4F i
=60 % FPIEE AR >5 em B £ % B 430 R a 31 R 4K 21k AR RiF AST/ALT>1.82 AR R H 25 H
<33.21 g/L . AR J5 AST/ALT>1.83 . RJi5 11 2E F1<43.96 g/L ¥ 0 T 8. & TACE 1897 BUG A K20 R £
(P<0.05). £51® AST/ALT . 11 8K H K76 A [R] 0 BLRRAE AT 28 35 b BA 22 5%, B 1001 TACE 36
I7 WU FIVER

[EEER] P KA T8 28 ; 28 O % S /43 R il s L AR A

Relationship of AST/ALT and albumin with pathological features and prognosis of TACE
in patients with liver cancer

ZHANG Chao', BAI Xiangyun', XUE Fenghua®*

(1. Department of Intervention, Linyi Cancer Hospital, Linyi, Shandong, China, 276000; 2. Department of
Thoracic Surgery, Linyi Cancer Hospital, Linyi, Shandong, China, 276000)

[ABSTRACT] Objective To explore the relationship of aspartate aminotransferase (AST )/alanine
aminotransferase (ALT) and albumin with pathological features and prognosis of transarterial chemoemboliza-
tion (TACE) in patients with liver cancer. Methods 168 patients with liver cancer who received TACE treat-
ment at Linyi Cancer Hospital from August 2018 to August 2022 were selected. Based on their survival status
one year after surgery, the patients were divided into two groups: those with a good prognosis (27 cases) and
those with a poor prognosis (141 cases). The study aimed to compare the differences in AST/ALT levels and
albumin levels among patients who underwent TACE with different pathological features. To compare the path-
ological characteristics, AST/ALT levels, and albumin levels of patients with hepatocellular carcinoma after

TACE with different prognoses. ROC curve analysis was used to determine the predictive value of the above in-
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dicators on the prognosis of TACE in patients with liver cancer. Logistic binary regression equations were ap-
plied to analyze the influence of AST/ALT and albumin on the prognosis of patients with liver cancer undergo-
ing TACE. Results The preoperative AST/ALT levels were higher, while the preoperative albumin levels
were lower among patients aged =60 years old, with Child-Pugh grade B, positive HbsAg, tumor diameter >
5 cm, multiple tumors, high tumor stage, and low tumor differentiation (P<0.05). There were statistically sig-
nificant differences in age, HbsAg status, tumor diameter, quantity, staging, and differentiation degree be-
tween the two groups (P<0.05). The preoperative and postoperative AST/ALT in good prognosis group were
lower while the preoperative and postoperative albumin levels were higher than those levels in the poor progno-
sis group (P<0.05). ROC results showed that the AUCs of preoperative and postoperative AST/ALT and albu-
min independently in predicting the prognosis of TACE in patients with liver cancer were 0.887, 0.787, 0.854
and 0.580 respectively, and the AUC of combined prediction was 0.914 (P<0.05). Logistic regression analysis
showed that age =60 years old, tumor diameter >5 cm, multiple tumors, tumor staging, low tumor differentia-
tion, preoperative AST/ALT>1.82, preoperative albumin <33.21 g/L, postoperative AST/ALT>1.83, postop-
erative albumin <43.96 g/L were all influencing factors affecting the poor prognosis of TACE in patients with

liver cancer (P<0.05). Conclusion AST/ALT and albumin levels vary among liver cancer patients with dif-

ferent pathological features, and they can predict the prognosis of TACE treatment.

[KEY WORDS] Liver cancer; Transarterial chemoembolization; Aspartate aminotransferase /alanine

aminotransferase ; Albumin

JHF 9 2 3R L DL 9 28 8 I 5 4F R AR I
FET R B G 2 SR Y R E e AR A
fERN AT o &8 kALST 4 %€ (Transarterial
chemoembolization, TACE ) 42 — F 18 1o 7] i 987 {1t
I 0t 55 VR T AT 25, O R 2R I A Ok RE K AL T
25 PE B TRl DL 4 /s kb 0 AR T RIG 9T 5
P X TAREZ T ARBITMIEEE R AE
KE X, HER 5% NN, TACE 1) I K 7 2%
FOAMMET R B ERZES . Hik, 7
WAk TACE 97 %A A T 98 /B & A AE s o
NN ¥ & i ( Alanine aminotransferase , ALT) . &>
4 54 i ( Aspartate aminotransferase , AST) Fll [
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DAE=18 % ; QFfF & IS Wibn e, 2 B 45
FAIESE ; @FF A TACE 3 [ fiE ', Child-Pugh A/B

P DBERFIESABICANE R HEBRbRUE
O IE I g B 256 10 45 ™ 51 2 i e i
sl A B R AN s @BE DI RE R H QB E
B A AE AR 34 H s @A I8 A DGR 97 5
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H Seldinger 1528 Jl BBl ik , B A S48, #4730
Jik s 5% , BH A i (46 o LA o ORE AR 24 W R R E
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K H SPSS 24.0 B AF AT Bt #5075 A
IEB AR TR TR (7 +s) FoR, L] FLCR
FHAR ST REAR ¢ K56, Z2 41 8) L BCR FH AR 28 0 22
SR AFF A IE S AR 1T R M (Pys, Pas)
K on, 4 Al b % R Mann - Whitney 5 55 5§
Kruskal-Wallis 5 35 , i+ 20 % B H n (%) £,
HIE R ¢ K5, >R ] ROC 26 43 Hr
AST/ALT ., [ £ [ 7K F- X 8 /%5 TACE i3 97 il
Je B9 AU AE R Logistic — o mIH J5 2 43 #r
JHF-488 TACE 397 T 19 52 i TR 3%, P<0.05 R 22
SHAGIFE X,

2 &R

2.1 R[] BURRAE S S8 AST/ALT . H &R K
- L85

4E#E =60 % | Child-Pugh B 4% .HbsAg FH 1 | i
S L AE>5 em MR 22 IR oy TR R R I
b9 5 8 R AT AST/ALT B i, AR i (A 2 1 K
FAR, Z 5 ¥AGEE L (P<0.05), W1,
2.2 RS TACE A5 i A e BRRAE L3

PIZHAF Y  HbsAg 80 e B s 5l |
JsE o 1 AR AR B L 22 R A et L (P<
0.05), WL#E2,
2.3 KN[E TG TACE A J5 T % AST/ALT . H
K

PR J5 AST/ALT BAR AT HT AL, R J5 A&

*®2 AETWVE TACE REHHEBEREFMELLE [2(%) ]
Table 2 Comparison of pathological features of liver cancer

patients with different prognosis after TACE surgery [n(%) ]
e R4 4 TS AS KL 4L

A (n=141)  (n=27) i P
5 B 111(78.72) 17(62.96) 3.103 0.078
5’8 30(21.28) 10(37.04)

AR (%) <60 81(93.10) 6(6.90) 11.261 0.001
=60 60(74.07) 21(25.93)
Child-Pugh 734 A %% 97(68.79) 17(62.96) 0.353 0.552
B % 44(31.21) 10(37.04)

HbsAg FHAE 47(33.33) 15(55.56) 4.806 0.028
[ 4 94.(66.67) 12(44.44)
iR B A% <5cm 83(58.87) 8(29.63) 7.802 0.005
>5cm 58(41.13) 19(70.37)
iR 5 i LN/ 3 108(76.60) 14(51.85) 6.978 0.008
EY 3 33(23.40) 13(48.15)

Jigeg o3 41 I 48(34.04)  1(2.70) 27.946 <0.001
I 34 72(51.06) 17(45.95)

MMa ) 21(14.89) 9(51.36)

AR i B AME 95(67.38)  11(40.74)  6.904  0.009
7 46(32.62) 16(59.26)

FK P ER T &, PSR A4 ARG R JG AST/
ALT R FHlE A R4, RiT AR JF A& AKE &
THEARA, ZRASITE X (P<0.05), W
*3,
2.4 AST/ALT . 18 FI X JH- i 8 & TACE 3697 Fill
J B T B 53 A

ROC 53 IR, RAT AR5 AST/ALT . H &
F 0 1988 2 TACE IR Y7 HilJ5 19 AUC 439l o0
0.887. 0.787 . 0.854 . 0.580, BE & i il #) AUC Ky
0.914(P<0.05), W4 K1,

®1 AEREHEFEEE ASTALT.BEAKFELLE [M(Ps, Ps), (x+s) ]
Table 1 Comparison of AST/ALT and albumin in liver cancer patients with different pathological features [ M(Pys, Ps), (x+s) ]

i H n A B AST/ALT Z14 PE ARHHE A (gL) t/F {8 PAH

5 5 126 1.32(0.90,2.51) 0.739 0.046 36.73£7.09 1.662 0.098
%y 42 1.50(1.05,2.30) 34.65+6.82

() <60 87 1.15(0.94,1.88) 2.664 0.008 38.00£6.52 3.645 <0.001
=60 81 1.76(1.24,2.50) 34.16+7.14

Child-Pugh /3% A% 114 1.21(0.92,1.85) 4.025 <0.001 37.60£6.84 3.853 <0.001
B4 54 2.14(1.44,2.94) 33.28+6.66

HbsAg FH 62 1.55(1.04,2.88) 1.777 0.076 34.82+6.61 1.972 0.050
PR 106 1.38(0.88,2.08) 37.03+7.21

Jigge B A <5cm 91 1.05(0.57,1.85) 4.856 <0.001 38.39+7.26 4.598 <0.001
>5 cm 77 1.81(1.26,2.65) 33.64+5.90

iy it M 122 1.22(0.61,1.87) 5.129 <0.001 37.78+7.06 4.985 <0.001
E. 3 46 2.14(1.44,,3.06) 32.08+5.18

Jilogga o3 3 I 31 49 0.91(0.63,1.07) 78.680  <0.001 42.26+4.74 39.730 <0.001
1] 89 1.76(1.26,2.52) 34.45+6.72
Ma it 30 2.38(1.62,3.56) 31.60+4.44

LR AN id 106 1.07(0.78,1.65) 6.485 <0.001 38.45+6.35 5.870 <0.001
1k 62 1.98(1.52,2.92) 32.40+6.61
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%3 FEWUS TACE REFFESRE AST/ALT. AEEKTFLLEE [M(Pss, Ps), (x2s) ]
Table 3 Comparison of AST/ALT and albumin in liver cancer patients with different prognosis after TACE surgery
[M(st, P73) N (Eis) :|

AST/ALT H&EM(g/L)
25 n o N N 5
AT VN AT N
e B4l 141 1.24(0.91,1.85) 1.22(1.04,1.40)* 37.60+6.74 44.19+6.27"
PG A R4 27 2.86(2.28,3.86) 2.02(1.39,2.49)* 28.96+3.23 34.31+5.02"
ZItl 6.364 5.193 6.510 7.721
P{H <0.001 <0.001 <0.001 <0.001

1 5 AT L, *P<0.05,

FT 4 AST/ALT.HEBXFERE TACE & IT EI BN E S

Table 4 Analysis of predictive value of AST/ALT and albumin on the prognosis of TACE treatment in patients with liver cancer

I H AUC Cut-off i TR TR 95% CI P
AR AST/ALT 0.887 1.82 0.852 0.808 0.829~0.931 <0.001
AJ5 AST/ALT 0.787 1.83 0.556 0.943 0.717~0.846 <0.001
ARATHEA 0.854 33.21 g/L 0.814 0.780 0.792~0.904 <0.001
ENEEE S 0.580 43.96 g/L 0.740 0.510 0.502~0.656 0.164
A T 0.914 0.963 0.489 0.861~0.952 <0.001
4 s
3 Wit
A\E /l\ST,,ALT
g ALT 7T ALK 00 AST 75 JIF 40 0 2k
; o P, B SR I 2 A 03 0 9 R e A A R
PR A1 J I ALT  AST 7K - T i — i A8 b R e
0 02 04 06 08 10
LAF THFAn s O . REAEFSEIA A, AST/ALT 5
B 1 ROCHEE Jirt P JIH M I A 9% BB 3 A A R R A 43 A

Figure 1 ROC curves
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A AN s AN e (A o C i R el N
AST/ALT ¥, W0 AST/ALT 5 9 £ 2 5 B

&5 BESRE TACE BT HUSH S EE Logistic BAS

Table 5 Multivariate logistic regression analysis of prognosis of TACE treatment in patients with liver cancer

it H WA B1H SEAf OR{H Wald y* {8 95% CI Py
AR “=60 % "=1,“ <60 % "=0 0.950 0.316 2.586 9.038 1.392~4.804 0.002
fibdi A% “>5cm”=1,“<5cm”=0 1.043 0.372 2.838 7.861 1.369~5.883 0.005
Jilgga K “LZRT=1,“BLR"=0 1.149 0.481 3.155 5.706 1.229~8.099 0.017
i | “Mady”=1,“1 . 1IH"=0 0.776 0.360 2.173 4.646 1.073~4.400 0.032
i Y URAE=1, “HE =0 0.853 0.287 2.347 8.834 1.337~4.119 0.003
A AST/ALT “>1.827=1,“<1.82"=0 1.247 0.491 3.480 6.450 1.329~9.110 0.011
RETHEH “ <3321 g/L"=1,“=33.21 g/L"=0 0.840 0.309 2.316 7.390 1.264~4.245 0.006
ARJF AST/ALT “>1.83"=1,<1.83"=0 1.265 0.516 3.543 6.010 1.289~9.741 0.014
U NEISEHE! “<43.96 g/L"=1, “=43.96 g/L.”=0 1.163 0.682 3.200 2.908 0.841~12.179 0.088
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TEAAAE — 8 R, R A5 HGE | 2 5 %
YU T8 B2 AST/ALT 5 T 2 BT B 8 e 1Y H:
b 5 955 BB A, DI T S B S ASTY/ALT 5 T 9 2
JRAFEFEVI R . HE S 2P aE 2k e F i
J5 B VIAR O, 38 43 2 2N R R T A M B
2R T FE 3G 0, s 0 AH O 1 4 B 98 E 0
75 A B 5 sz B AR R =
60 % . Child-Pugh B %% .HBsAg [H % . iR 15 12>5
cm MR 22 A IRE A3 ST v MR AT o A I AR
FARAT ARG HEAACEEAL, PRIEE L0,
Ji KB LY 1A AR KT 9 2 B T e i A, 5
AR SCEE AR, F B 18R K W] e I A B
FRAEAHE

F T 98 07 A A7 A8 M, I fR A 2
AR O 4l e e TR I AL, A 203 4 i 3 fg
g AT ARG P F ARIGYT . TACE iR Y7 fig 6 jdl />
i dga Ak i O 45 /N MR L R R 4 2 T RIG T T
P B IR DLIRTT T . YT AR R 8 1 R
1624 K 2 PE A TACE 67 ) M8 46 /NI B0, ABAT
SR ME LA B DF Ak 5 TS T R SR A
A AETE bR . AWFSE P, TACE G Hi G A BB #
AT ARG AST/ALT B, H & FH K AL, R
BT AR J5 B9 AST/ALT | [ & F Sk Fn i 98 A8
TACE 14 J7 #il J5 19 AUC 43 %] & 0.887. 0.787 .
0.854 . 0.580, Ifif Bk & UM () AUC k0914, 9K
AUC & BH S 7t &, {H 56 A 00 9 B8 B I 2 T
15, % W] AST/ALT . 1 2 H 4 i 8 4% TACE iR
7 IS B — o TN A, ELEK A T30 AE 8 52
o J w0 ) B . 2B EH N, AST/ALT #85
FEE K- SRR 3 40 B 468 45 i T i, 1
A R Re sz 214, T AE TACE 797 5 il
A2

AL R BIR, F k=60 & iR B 1E>5
cm JifEE £ % R o o0 a3 ogg IR 24k R
il AST/ALT>1.82, R Hij H 4 H <33.21 g/lL. R )5
AST/ALT>1.83 AR Ji7 4 1<43.96 g/L 351 4 i i i
H TACE iR 7 WG AN RS2 R 2 . 5K\ 5
LN, BRI E & TACE 3697 Ja R AR A7 I i
M PRI 2E . Wu B8R g o AL R B L e 403 R
H TP R 3552 TACE 387 AT s 16 97 5 15
JEARMZmE R, LRI S5 AW 5E 45 5 A0
L, #78 PL W & B A 1R TACE iJ5 05 %
HrE.

Zi L FTik , AST/ALT | H £ H 7KF- 75 A [R] o 2L
i e R R B 22 S, X TACE {7 Biln
HA—E B

S Lk
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EGFR siRNA Fy A1) i 1% e H: X HepG2 dified 76 PR
Al

HFH ek BwW' TeZ? IHE? K&

[(# ZE] B® 198 EGFR shRNA T4 FOAZ R A FAK , I 07 6 0 ) 250K e -9 EGFR shRNA J7
b1, Ak NHEL THETE A EGFR siRNA J¥51 , K H IR ¥ N YT BamHI F Hindl1l V) #)| EUH 356
JF ki pcDNA3.1 (+) , ¥ # = Fp X EGFR 1) siRNA T4t )7 51 2 {4 (psilencer 4.1-CMV neo-EGFR siRNA) .
4 A TR ARG A KA AT B DHS o J8 52 285 - 07 128 B 5 B, 3 5k DNA N7 285 F AL SOk . 1o FH R o
14 1ipo2000 # =F \ EGFR siRNA T8 A% YL 31| HepG2 2] , i1 51t b S WA YL iR, 52 sE
it PCR K7l EGFR mRNA Rk /K- MTT A& . 4558 Psilencer 4.1-CMV neo-EGFR siRNA &
20 TR SN il . EGFR shRNA-1.EGFR shRNA-2 Fll EGFR shRNA-3 &l EGFR mRNA (I35 5] 2
80% .60%F1 70% L I . shRNA-2 Fll shRNA-3 (AN 14331 F % 50% (P<0.05) ,{H shRNA-1 X I i 14
TCH B (P>0.05), 451 TE4H psilencer 4.1-CMV neo-EGFR siRNA [Fiki il | I8 AT HE 41 ik EGFR %35
ORI . EGFR shRNA-3 %8 EGFR shRNA-1 il sSIRNA-2 %} HepG2 40 iy (30 i/ o i %

[X$2iR] FPENAYT; I HepG2; EGFR; /T4 RNA

Analysis of the interference efficiency of EGFR siRNA and its effect on the proliferation of
hepatoma cells

XU Nan', YANG Xudong®, XUE Li', NING Qilan*, WANG Huilian’, GENG Yan'*

(1. Department of Clinical Laboratory, the Second Affiliated Hospital of Xi’an Jiaotong University , Xi’an,
Shanxi, China, 710004; 2. Department of Biochemistry and Molecular Biology, School of Basic Medicine

Sciences, Xi’an Jiaotong University Health Sciences Center, Xi’an, Shaanxi, China, 710061)

[ABSTRACT] Objective To construct the recombinant eukaryotic expression vector of EGFR shR-
NA and screen the EGFR shRNA sequence with the best inhibitory effect. Methods An online tool was used
to design the human EGFR siRNA sequence and synthesize the corresponding EGFR shRNA. The eukaryotic
expression plasmid pcDNA3.1 (+) was cleaved by the restriction endonucloenzymes BamHI and HindIIl to
construct the siRNA interference vector of three kinds of human EGFR (psilencer 4.1- CMV neo-EGFR siR-
NA) and transform the recombinant plasmid vector into the Escherichia coli DH5a receptor state. The positive
clones were screened, and the recombinant plasmids were identified by DNA sequencing. HepG2 cells were
transfected with the three siRNA interference sequence vectors of human EGFR using lipo2000. Fluorescence
microscopy was used to observe the transfection efficiency, real-time quantitative PCR was used to detect the
mRNA level of EGFR, and MTT assay was used to detect the cell activity. Results The psilencer 4.1-CMV
neo-EGFR siRNA recombinant plasmid has been successfully cloned. The knockdown of EGFR shRNA-1 on
EGFR mRNA was 80% , while EGFR shRNA-2 had a knockdown efficiency of 60% , and EGFR shRNA-3 had
a knockdown efficiency of over 70%. Both ShARNA-2 and shRNA-3 reduced cell activity by 50% ( P<0.05) , but
shRNA-1 did not have a significant effect on cell activity (P>0.05). Conclusion The recombinant psilencer
4.1-CMV neo-EGFRsiRNA plasmid was able to downregulate the expression of EGFR and reduce the activity
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of hepatocellular carcinoma cell lines. Out of the three EGFR shRNA sequences tested, EGFR SHRNA-3 ex-

hibited the most potent inhibitory effect on HepG2 cells.
[KEY WORDS ]

¥ 41 J 5% (hepatocellular carcinoma; HCC) J&
TH LT BBl P R R B L & R M AE T SR AR A
(R 22— IR R R T R 2 4
BFFEAR JREBZE G IR A B BT IR T A
SRAFAEE Rk . ARk, 40 F 1 VR T 1 & R
Shy A IR 1) R R WL TR IR T R A T — AN
(AL FR A % o

% B A K A F 3% 7K (epidermal growth factor
receptor , EGFR) & — )" {Z 73 1 T i 3L sh ¥ £
Fofr 44 B f5E 3% T Y A2 4K, 44 HER1 3 ErbB-1,
e B 5% & B, HCC 40 g tf EGFR 5 46 1k 7 3
EGFR-MAPK/ERK 15 53 [ ¢ i , H 59 55 41
Z1F I H 4 SUR BB, BF i 9 4 40 EGFR -
MAPK/ERK 15 538 % J006 #2 B W 1 o PR
EGFR-MAPK/ERK 2 I 15 JIT- ¥ 20 At 3% 4 1) 5 5
F R S fE HCC ) A R IR R R
HEEAEH, O8O B BT TT B AR TR A

RNA T # (RNA interference , RNAi) 1] L) £: 7
P i 1 341 32 PR 3k, R EE PR TT I —FhE
Bt BRI RNALVGEYT IR 32 22 2 0 o 1 ) 6
SR FRR NI R BIHUE G H ™ FE k3,
RNAi A] DU ] /5 FH I 40 0, DT 76 98 19 &
A R B AR b R T R A B AR, R
RNAi A DL R il g8 & P 3K 3k, B TG ¥ fR IR
RNAi A RIS )iz g B Mg 40 0L . o 7 970 RNAI
Xof e 8 40 B 18 5 ), T A 4 Y 2 SR S M

Gene therapy ; Hepatocellular carcinoma; HepG2; EGFR; Small interference RNA

IO/ RY 41 shRNA ik 344, #11Z F 41 shRNA
SATE EYNAE G, 8 a3 Pk I ¥ T R R IR
RNAI 7558 B 40 & 1

A WF 58 $LF HE EGFR shRNA 14 BB K ik 3
A, I T A 968 AN M B Hep G2, i 358 X6 i 410
TR I 1) EGFR shRNA JE31)  RIEANF .

1 HESH®

1.1 e

N 40 B 32 HepG2 4 3 HH P4 &2 A2 38 K5
55 B s e R S 5 % BB . DMEM = BB R
e GRS e A FEER R A YAk A A ED
DMSO . i 85 1l B BEky 18 [ 36 [F Sigma 23 W]
fig It /& Lipofect- amine™2000 . Proteinase K 1
& [# Invitrogen 23 ®] , D2000 DNA Marker 14 H
TIANGEN £ PR3 7, PcDNA3.1 (+) kLI [ 18k
LA A, KIGATH DH5o B2 25 ) H TIANGEN
AR F] oo 46 U & 1 F| TIANGEN A R
), BRI N DI BamH1 1 Hind I 4 F Thermo 2y
H o BIFFEE Hi R SIRNA B U0 0 H siRNA 1523t
B AT EGFR shRNA J7 91, i A B R W) 3
RA R A A AR RS
1.2 shRNA 53T

i H7E 2k siRNA 15 31 3K 14 (https : //'www.gen-
script.com/ssl - bin/app/mai) % i A EGFR (NM_
005228.5) 1 siRNA J37 41 , A8 7€ 3 1> siRNA [

&1 EGFR I siRNA ¥B/F 51 K siRNA £ 5
Table 1 siRNA target sequence and siRNA sequence of EGFR

HH AR HEA S5 SiRNA J7%1|
EGFR-1 CACAGTGGAGCGAATTCCT CACAGTGGAGCGAATTCCTTTCAAGAGAAGGAATTCGCTCCACTGTG
EGFR-2 GTGTGTAACGGAATAGGTA GTGTGTAACGGAATAGGTATTCAAGAGATACCTATTCCGTTACACAC
EGFR-3 GTGCTGGATGATAGAC GTGCTGGATGATAGACGCATTCAAGAGATGCGTCTATCATCCAGCAC

#&2 EGFR i shRNA 5|
Table 2 EGFR shRNA sequence

HIA shRNA J¥%1|

EGFR-1 5'-GATCCCACAGTGGAGCGAATTCCTTTCAAGAGAAGGAATTCGCTCCACTGTGA-3'
3’- GGTGTCACCTCGCTTAAGGA AAGTTCTCTTCCTTAAGCGAGGTGACACTTCGA-5'

EGFR-2 5'-GATCCGTGTGTAACGGAATAGGTATTCAAGAGATACCTATTCCGTTACACACA-3’
3’- GCACACATTGCCTTATCCATAAGTTCTCTATGGATAAGGCAATGTGTGTTCGA-5’

ECFR-3 5'-GATCCGTGCTGGATGATAGACGCATTCAAGAGATGCGTCTATCATCCAGCACA-3’

3'- GCACGACCTACTATCTGCGTAAGTTCTCTACGCAGATAGTAGGTCGTGTTCGA-5'




NTEWi SR T 20244E5 4 45164 4551 T Mol Diagn Ther, May 2024, Vol. 16 No. 5 - 937 -

LS IEARE 3 NS BET 3 4 siRNA J791 . L&
1. EGFR shRNA J7 9| U5 2, 7EXU4E shRNA )7
S N I BamHI 1 HindIIT B 5

1.3 ShRNA 5 21 Ji ki i)

JH BR 1 P9 1) i BamHI F1 Hind UL Y] ) 5 ki
PcDNAS3.1 (+) , FH Byt i B8 B e FieL ik A I g 47 1% Jo
Wr, I3 o B [l AR AT G i SRk . AU
ki 5 shRNA Y Fr BEdz I8 1:5 19 FL91IR 4, Tl DNA
LW B BB 5 shRNA 15 3] — 8, f gt d 4
JEhE o HEE A R A AL R M A B DHS o 225, 4
AL IS (R A AF T DHS R R TE & & B R 1
LB HiE M, £ 37CHE 37 16 h Ji5 , Pk HCH v [ 14
RS R RN LB R R s ., 1R
USRS, 38 30 e 46 5 T TORE ) 2544
1.4 ARG TR

B HepG2 4t il R VR A7 bk — 32, i & T 37C
K ANBT R S AR IS A 15 mL B0
] B T G208 I AR 3R 5L 5 mL, BRI F TR AT,
1 000 r/m &0 5 min, F.04E 0 10 em, J5 574
H L W10 mL B3 3R 30K A i B, B T 5% CO.,
37C B FRM PR %, ARSI A KAB I . 41
FRARHT 75 W 25 IH 5 72, A 1 mL PBS, ¥& ¥k 1~2
W IE W . RS A 0.25% iR S T AL 1 mL,
37°C JHAL 3 min, B T RIS ALROR . RRai it o
SWIEE , IR A S 10% JG 4 L35 B st
DMEM K5 5535, 1R 215 K 4l i R 27 4 B A 2~3
ASBRFR R FEUINA L) 2~3 mL K532
1.5 LR A Y I %o A0 B T 2 B 5 T A AT

¥ HepG2 4l ifg % 5 000 4~/FL (1) B 32 Fl T 96
FUAR, B4L 100 WL, 205 B 2H (%5 Y4 siEGFR-NC )
M SiIEGFR-1 ,SiIEGFR-2 . sIEGFR-3 =41 , f #H %
HAEAL ., BT 37C.5% CO. B F: At s 3 1%, #
WIF AT MM g . gk 24 h 5, A 20 pL
MTT %% , ¥ £~ 5 mg/mL, B 0.5% MTT., 4f
MO MTT JG 42255 5% 4 he 5)a 5B & MTT ()
WigRdk AL A 150 uL — A (DMSO) |, &
PEIR LR 10 min, (1345 Y moria . 4
P KB BRAUAE 490 nm K AR IO A (H . 7
TN ST A A M AR A S R A A R o R
MR AR (%) =(SLH 2 A fH/ BRAL A {H) x
100% o AHEAE KA 3 (% ) = 100%- 4 f A= 775
(%) o VARG EEAE Ay et flr , LAARE FH BsF 1) A 0 il 22
200 A Kt 2%, B 24 h 1Y OD {8 48 4% 40 1 4

0 B A R
1.6 SCHT 52 £ PCR (Real-time PCR) £l EGFR
mRNA 7K -

i F§ RNA agent Total RNA isolation system #%
AT H . RNA, R F TakaRa 23 7 ) 5% st 71
& (PrimeScriptTMRT reagent Kit, Perfect Real
Time, DRR037S) #f 17 RNA J % 5%, >kl SYBR
Green 7t Bl &4 I EGFR mRNA , Gk &
20 wLo SR RS IPME R 3.

%3 EGFRE®EREKIMFFI
Table 3 Primer sequences of EGFR target genes

EEER S 51751
EGFR IE W59 CAAGTGTAAGAAGTGCGAAGG
EGFR JZ 171514 GAGGAGGAGTATGTGTGAAGG

N2 actin 1IE 17154
N2 actin JL1A 5|4

ATCGTGCGTGACATTAAGGAGAAG
AGGAAGGAAGGCTGGAAGAGTG

1.7 Git#orbr

K H SPSS 19.0 Ge i+ 317534, £ 6 IEAS
Oy AR (xxs) T R 200 ik
Xt 22 2H HPER BRI AT e gss , 48] He sk F Student’s t
test Kz %, DL P<0.05 ANZEFHAGI#E L.

2 #R

2.1 EGFR siRNA BH4: 7 B Johr S8 5 -
2.1.1 MYz

22 B 1 M P9 VD £k 19 PCR 7= ) Fll pRNAL-
CMV4.1/Neo 1A 75 Byt JiE B B JE HL K 178 AH A7
(4944 bp) Kb B A7 . LA 1.

4944 bp

— 1 000 bp

T 1 Wl PR M Y Y S A6 A PCR 7285 2. pRNAI-CMV4.1/Neo
#M4; M: 1kb + DNA ladder (TIANGEN),
B 1 pRNAi-CMV4.1/Neo BT 7= ¥ A R ik 45
Figure 1 The elecltrophresis results of enzyme digested
products of pRNAi-CMV4.1/Neo vector

2.1.2 EGFR siRNA BH: 5a

EGFRI siRNA . EGFR2 siRNA Hl EGFR3
SiIRNA (1) B4 To R 7= 9y i B 3 N5 W 26 e Pl Kk 7Y
FrE i E (240 bp) ., WK 2,
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1 2 3 4 5 6 c M

1000 bp

240 bp

VE : 1~2: P PE 8 8 19 EGFRI siRNA ; 3~4: [ 1% 5T [ 1¥) EGFR2
SiIRNA ; 5~6: BHPE TE 11 EGFR3 siRNA 5 C 2 BHYEXTIR , F B R/
240 bp; M /R Marker
2 PAMETERERY EGFR siRNA KSR &
Figure 2 Gel diagram of a positive cloned EGFR siRNA

2.1.3  JFORLHE UK &l

EGFR () = Fh Jii ki (pRNAi-CMV4.1/Neo-EG-
FR1 siRNA , pRNAi-CMV4.1/Neo-EGFR2 siRNA il
pRNAi-CMV4.1/Neo-EGFR3 siRNA ) fit) HL, 1k 4%
LI 3,

I : 1 N pRNAi-CMV4.1/Neo-EGFRI siRNA ;2 4 pRNAi-CMV4.1/
Neo-EGFR2 siRNA ; N K B # X} 18 ; 3 & pRNAi-CMV4.1/Neo-
EGFRS3 siRNA
B3 pRNAi-CMV4.1/Neo-EGFR siRNA B 28 Bl i i E
Figure 3 pRNAi-CMV4.1/Neo-EGFR siRNA recombinant

plasmid gel diagram

2.1.4 ORI R

DO RSNl AR i SR LU IDS I B /0 A A G I
pCDNA3.1(+) FF 51 L & shDNA F& 8117 HL X, 2%
TR IR 45 9 5 shDNA BRI —2, WLIE 4.

100 110 120 130 12
A R R T TR T R N AR T N
TGARAGGAATTCGCTCCACTGTGCGGATCCACGGTT

90
RN R RN RN RN RN
CTAMGCTTCACAGTGGAGCGARTTCCTTCTCT
i
f

a0 100 110 120 130 140
(LTl

110 120 130 140
LR T T TR T e T T
TCTCTTGAATGC GTCTATCATCCAGCACGGATCCE

{i: A: EGFR shRNA-1 {ll F# []4 ; B: EGFR shRNA-2 Il ¥ /€1 ;
C: EGFR shRNA-3 Il |7 &3 .
4 shRNA E4H Bt iy il FF 45 3R
Figure 4 The sequencing results of recombinant ShRNA

plasmide

2.2 HiZ{ EGFR shRNA %4 Hep G2 4}
o7 FH ) B 76 ' S fl B W SR e 5 SR . o REFL
A L4675, ShARNA-1,shRNA-2 shRNA-3 fLh
Teuet, VLR . WLE 5,
2.3 EGFR shRNA 1T #5046
SEHF ¢ e 7 PCR 45 5 2.7~ , EGFR shRNA-1
H AR &% 2% 80% , EGFR shRNA-2 i X 5% % 60% ,
EGFR shRNA-3 @ {IR&% K 710% L) I, 5 NC 441
b, Z R A 5153 L (P<0.05), LK 6,
2.4 EGFR shRNA % HepG2 4 i #k 1 1 1 5 0l
T TR 5% Yt HepG2 40 i Y 25 R 7w |, % e
24 h 5 0 A Mg AR AR AR M AR K A2 BUAS TR
FEEE AN . 5 NC 4141 E , shRNA-2 Fl shRNA-3
) £ 490 nm 11 OD {H # NC 41~ B T 50% LA I
(P<0.001), WK 7,

HE:A:NC, 3% B:NC, 9¢); C: EGFR shRNA-1, 37 ; D: EGFR shRNA-1, %¢); E: EGFR shRNA-2, W35 ; F: EGFR shRNA-2,

% ; G:EGFR shRNA-3, 3% ; H: EGFR shRNA-3, %6,

B 5 pRNAi-CMV4.1/Neo-EGFR siRNA ¥4t HepG2 4RI ZE R (et fa, 200x)
Figure 5 The transfection HepG2 cells results of pRNAi-CMV4.1/Neo-EGFR siRNA (Immunofluorescence staining, 200X )
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mRNA HI X} #eik K-
S =

ﬂ%ﬁ%

NC  siEGFR-3 siEGFR-3 siEGFR-3

0.0

7 : EGFR shRNA 5 NC [ L5, *P<0.05; EGFR shRNA 5 NC K
e, *P <0.01,
6 = EGFR %54 shRNA %t HepG2 EGFR mRNA
RIZBIFA
Figure 6 Effects of three EGFR specific sShRNA on EGFR
mRNA expression in HepG2

0.15

0.10

0.D i (490nm )

0.05

0.00

T T
siEGFR-NC siEGFR-1 ~ siEGFR-2 siEGFR-3

T : EGFR shRNA I NC [L4¢, *P<0.001,
Bl 7 EGFR% %% siRNA X} HepG2 40 B HE 58 i) 54 1
Figure 7 The EGFR specific siRNA on the proliferation of
HepG2 cells

3 it

AR S G 3 11—l w40 ) e 4 S P Y
shRNA J¥ 41, 15 538 i #1 i HepG2 4 IR EGFR
IR DT I8 25 A AV A4t L 3 1

EGFR TEUP L B/ B e | LR IE 45
S il AU S5 2 A o R R R Y i
T W6 EGFR 3235 AT A R840 6 g 1) % e, B2
Shy Ji 96 I [ YR YT B — R E AR, HRTER XS
EGFR # i J¥ % W) 25 1) 63 35 EGFR [ 22 R 4 T 119
I3 AR e EGFR 67 PR 25 1y v 2
PrR e A . R AR S (T 2 AT A
WA JE BT 8 F T34 22 s (R T, (HaX Se 25 )
A — W RIVE T, B L TF & 8T &L X EGFR (1736
ST 70 TG MR R 7 ORI

/NTPERNA (siRNA) 7EFE 5% 5 P8 15 L R 3k
E N T IR A0IAY7 . siRNAs &K JE -k 20 £ 25
ANBE X 1 WUEE E 4 % RNA , B 1] 5 RNA i 519
DUERE A9 (RISC) A H/E A, il 48 7 9 B4 B
mRNA, F6 HpEfE . CAMFFUESL, siRNAs 1]
P 2 Ao L DR A 2R3k, {H H AT G siRNAs 38 i

6 EGFR 3% 35 3 104 i o Jeg 26 4 i i 9 i3
siRNAs B AR AT SR BE PR R T8 (B Rl s T
Il — LA, T siRNAs 5 9 4% B2 i [ At . HLa
I B R ] CROIE LA E R BEAH 20 R FEAE
S FLEG AR N R A N i e g R 4
ShRNA & ik 28 4 ] v DL %5 4 b it DR 3 A ) 252
DNA FER N AR S BB At , e VR S s - R I
FER VAT IO T AR AR SIRNA HAEFR E 19 41 2140 i
AR, DT BIVE . i B 2 SRk gk i A
Y PN W] RSk Rk — BEiTE], PR G shRNA HE 4] ik
FAR L SIRNA FEIRIT R 5 T A L . At
FEAE R R B sShRNA B2 F R 8RS A M 40
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S shRNA A A kA0 i Ioeg 4 34 58 . 53 40 ABR
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miR-221 .CAR 5 2 VE D NLEEBE T 22 O 1 ik O
YIRERIFG )% &

BAAY AT #E BHES

(8 E] BE HITHOREER-221 (miR-221) ,C [V 8 A/ E H H(E (CAR) 5 2 b0 LEESE
(AMID) Jf- &0 J1 3205 (HF) 3 DR RITS OCR . AiE #2020 4F 3 [T & 2023 4F 5 R
A6 T7 2 BE B 5 — I B Usf A9 AMIT I & HF 35 253 146 61, M4 Killip 43250 0 1T %41 (n=66) | T %%
2H (n=48) VHH (n=32) . W =HEE N miR-221 I CAR /K- ;3 L) Spearman 143 miR-221 .CAR
FKKV-5 AMI 3+ & HF B3 Killip A . DLEBF BETT AR I BB M BUS 45 )5, 7 M Hils R4
H (n=108) 55 A R4 (n=38) . VI8 2 [N Logistic [l 050 Hr 5200 AMI Jf & HF M3 B 1916 K [
1 32 T A (ROC) 14 43 #F miR-221 . CAR Xf T AMI Jf: %k HF M % WUs 9 W 4 {8 . &R
T 20240 1Y miR-221 B CAR ik /K< Pl <V 94, 25 55349 B A G124 2 X (F=30.341,24.273, P<
0.05) ; Spearman 43 7 45 S F BH , miR-221 . CAR 3 ik /K- 5 Killip 43 2% 5 B IE A1 ¢ (7=0.413,0.426, P<
0.05) ; B Z 0 Hr 4t B R, P4 B 7R 4RI Killip 4> 2% . & I 5 L 25058 143 80 (LVER) . miR-221
DI K CAR Fik /K LAY HLA 22 5 e it27 2 L (5°=4.897 ,40.842 ,7.432 ,14.128 ,3.460,, P<0.05) ; Z [N &
Logistic [l H 43 #7 i — PAESE, Killip 4340 T~ IV 4% .miR-221 . CAR F2 3k K- 10 5 24 Ry 52 0 AMI T &
HF (535 10U 16 B0 0 2 7 AE RS P 28 (P<0.05) s ROC BTZR 34T /R, miR-221 \CAR LA B — 35 1 A A6 0 il 26
TN 0.811.,0.794,0.869 (P<0.05) . £ miR-221 .CAR Zih/KF 0] it AMI I & HF i % .03 fig
F G, H B A R v £ 2 TUs HL A s ) T A1

[REIA]  EZIR-221; 2MEOIUEITE; 0 J7 5 s LIIRE; C RN a1/ HE 1 LA

Relationship between miR-221, CAR and cardiac function and prognosis in patients with
acute myocardial infarction complicated with heart failure

QIAN Mingyue*, ZHAO Fei, XU Tao, YANG Zhigiang

(Department of Cardiovascular Medicine, the First Affiliated Hospital of Hebei North University , Zhangjiak-
ou, Hebei, China, 075000)

[ABSTRACT] Objective To investigate the relationship between micrornas 221 (miR-221), C-reac-
tive protein/albumin ratio (CAR) and cardiac function and prognosis in patients with acute myocardial infarc-
tion (AMI) complicated with heart failure (HF). Methods From March 2020 to May 2023, a total of 146
cases of AMI complicated with HF were treated at the first hospital affiliated with Hebei Institute of North.
These cases were classified according to the Killip classification into groups Il (n=66) , lll (n=48) , and IV (n=
32). The levels of miR-221 and CAR were compared among the three groups. The correlation between the ex-
pression levels of miR-221 and CAR and Killip classification in AMI patients with HF was analyzed using the
Spearman method. Patients were then divided into a good prognosis group (n=108) and a poor prognosis group
(n=38) based on their prognosis outcomes after a six-month follow-up. Single and multiple logistic regression
analyses were conducted to identify the risk factors affecting the prognosis of AMI patients with HF. Receiver

operating (ROC) curves were drawn to analyze the predictive value of miR-221 and CAR in patients with AMI
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complicated with HF. Results The expression levels of miR-221 and CAR in group Il were lower than those
in group Il and IV, and the differences were statistically significant (F=30.341, 24.273, P<0.05). Spearman
analysis showed that the expression levels of miR-221 and CAR were positively correlated with Killip classifica-
tion (r=0.413, 0.426, P<0.05). Univariate analysis showed that there were significant differences in age, Kil-
lip grade, hypertension history, left ventricular ejection fraction (LVEF), miR-221 and CAR expression lev-
els between the two groups (x°=4.897, 40.842, 7.432, 14.128, 3.460, P<0.05). Multivariate logistic regres-
sion analysis further confirmed that Killip grade Il to IV, miR-221 and CAR expression levels were indepen-
dent risk factors affecting the prognosis of AMI patients complicated with HF (P<0.05). ROC curve analysis
showed that the areas under the detection curves of miR-221, CAR and their combined detection were 0.811,
0.794 and 0.869 (P<0.05). Conclusion The expression levels of miR-221 and CAR may be related to cardiac
function in patients with AMI complicated with HF. The combined detection of Mir-221 and CAR may have a

high predictive value for the prognosis of patients.

[KEY WORDS] Microribonucleic acid-221; Acute myocardial infarction; Heart failure; Heart func-

tion; C-reactive protein/albumin ratio

2 M0 WLFE FE (Acute Myocardial Infarction,
AMD)SZ I R A NRHE W Z —. i R 3h
VK A8 BT B e IR B ke 7 BB FE AR5 & 10
JULGH i 55 2 5 B0 AMI & 1) 22 I PR, AMIT Y
GEIR It PR H ¢ B0 5 22 140 /I DX PR A
A KB RASIRIT N ) 5 R WO HRER R 0 T
v (Heart Failure, HF) 45 91 & S Ik, )™ 8 4 ik 23
BARTC Y o I R BUE 7R , AMI S HF /& & A B,
H AMIEH R R Z 44 HF i k™. 1l HF 233
— AR TR Bl KR O £ B ARG, InEE O D RE A
S R WS o Killip 20 202 WAl AMI 5] 2 11
HF S8 5.0 DI REH 0315 D0 19 I DR 43 Am it , % f8 3
PIRIT RGP B At R X, AR R
R, R RAZ R-221 (microRNA-221, miR-221 ) 1 76
O A 22 P A JE 9 F8 3 FILR Y 34 Hh 3R 5
FEASE, KAl 5.0 FEM HF 19 k4 K&
RIBEEREE S Beab, 5wtk ) ik 28 5E & AMI 9
1 & S OCHE R 2R, 1 C I 8] 1/ B 1 Ll
( C-Reactive Protein/Albumin Batio, CAR) [H E. £ #
i RS T S AR | AT AR R DAl 22 Bl e e 1
RN G R AEFR o AR SCREXS kA7 W 5%
BT, IR — R AT B R TS W T,
VIR i R 12095800 £ 3 R T F A5 $ 5 7%

1 XN&5FHE

1.1 HRXNZ

FEHL 2020 4F 3 H 2 2023 4F 5 H #EN e 5
27 e B JE 5 — BE Be IR 19 AMIT I & HF B 3t
146 71 455 X 5 o AR A O D BE /34 (Killip) ' 43
F L9 (n=66) . Il F 4 (n=48) . IV K 4 (n=

32) o AR : DAFIE 45~74 % s QT A BB IITF
A (AR NEESEIZ W FE Y Re R ) A b LG T
TR AT RS (2018) )%/ 5 AMI HF 54
ZWibriE, H i R sk CT il 18 % & Rk
Wi — L8012 . QT A e vy iR A 28 H %Ok
SERE @R Killip 43400 T %~V 9 @B F A
1B H B A AR T, HEBRAR M QI A
99 200 LG 55 5 | ke 10 ) 3 il R s QN T
Bl 17 5 R 356 5 B I 20 g s L A 20 M 5 g
BH OB I A B 5 RGP R AE B M
R . AL A EBEAR I it
1.2 Wk
1.2 BERpcE

FH 3 44 /U I 45 PR I T 3 £ B 4 e o 19 2% 22
B RG, W R BT A R 56 X G2 Y A DG B
Bho Horr, — R GORML S B AR PR O LR
SEHR AL (HTRE FRE AR AN A s (AR )
REAT 95 52 (g 1l Fe BE R )\ Kiillip 4344 5 55 46 % 45
Frad 45 O D Re4a br [ 20 % W04 A0 N 42 (Left Ven-
tricular End-Systolic Diameter, LVESD) | /= = &7 7k
RN 42 (Left Ventricular End-Diastolic Diameter,
LVEDD) . & % 8 Ifil 43 %% (Left Ventricular Ejection
Fraction, LVEF) | .miR-221 }; CAR Fik/KF.
1.22  JEbrfail gy ik

FHEIT A S A0 4 23 W8 A1 Fl 5 kL 5 mL, 25
0 10 min (B 0248 1 10 em, 1 - 4C, 547 . 3 000
r/min) J5 4R 5 W, B T —80CUKAE 4t 77 75
Ko @miR-221 /K F : LA Trizol ¥4 $2& B Il % &
RNA, cDNA £ i $ I 396 7 5% 1075 £ (Qiagen A 1))
BB AT, £ RT-PCR 50 & (R AR A LB
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FATBR A T M AE miR-221 Fih ik, Kl A B A%
PR S UL AT, FIREE IR L 2 B AR
A3 KGN X . miR-221 514 (5'-3")
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B A 1 K (Albumin, ALB) % 4 [ 3
I 48 43 B A (XN 2000 ) #E 4746300, C S 1 4 A
( C-Reactive Protein, CRP) 2% JH % 55 bt b 355 o 17 30
5E I CAR, BRI WA IE33 i Az Wi
G52 H O IhBEFE AR (LVESD .LVEDD .LVEF),,
1.2.3 s

A HL i 5 1) A998 20 R 3 1 17 s 4K 2 4 il
Vi, 8T Killip 432 R i 2 9% S DA b5l
PR AEBEIR YT I B FIA TG A K, 88 50
s R4 (n=108) 5 U5 A R 4 (n=38) .
1.3 Giitsrrsk

L SPSS 23.0 A #4748 it 27 o b o 56 IE
BT R RR (3 +s) R, 4L L
17 e K00, Z 4 LA AT F ARG, W HE 384T SNK-q
R 565 TH AR BRI n (%) Fon 4T 2 K55 DA
Spearman 7% 73 M1 miR-221 . CAR 3 ik /K ¥ 5 AMI
It & HF B Killip 7 A S DL 2 R
Logistic [8] 4 43 #7 5 Wil AMI Jf & HF /& 3% il J5 1
& B 2 5 2 4l 52 30 F T AE (ROC) il £k 43 #r
miR-221 ,CAR X} T AMI Jf & HF H # il J5 i) Fil
MME . 4 P<0.05 AZFAGIFE L

2 #R

2.1 AW Killip 432 85 1Y miR-221 & CAR Kk
KPR

ANTA] Killip 43 2% 58 & 19 miR-221 J¢ CAR ik
KEHeg, TRA<M A<V LA, 227 A6 50 12F
BN (P<0.05), W#FE1,

*1 AEKillip 3 REEH miR-221 & CAR FRikKF
PEEE (x+s)
Table 1 Comparison of miR-221 and CAR expression levels
in patients with different Killip grades (x+s)

2H 5 n miR-221 Fikim CAR
I 241 66 3.24+0.44 0.38+0.12
|| e 48 3.680.58" 0.47+0.16°
V2 32 4.16%0.72" 0.61£0.20®
F1{y 30.341 24.273
Py <0.05 <0.05

5 94 i, *P<0.05; 5 94 L4, °P<0.05 .,

2.2 miR-221 J CAR % kK5 AMI Jf & HF
& Killip 73 4% (4 AH G

Spearman 73 M1 45 R B, miR-221 (r=0.413) |
CAR (r=0.426) 22 ik 7KF 5 Killip 73 9% 52 BLIEAH K
(P<0.05),
2.3  AMI J- & HF & W5 ) B R R it

BARI T AR s PR R AR Killip 43
P AT A8 53 (LVEF) imiR-221 LI
CAR KMV B 22 5 03 (P<0.05) . L3 2,

®2 AMIFXLHF BEWEHEBRZRSH (2(%), (x£s) ]

Table 2  Univariate analysis of prognosis in AMI patients
complicated with HF [n(%), (x+s) ]

e REFE PR ARA

M= (n=108) (n=33) XM PHH
(L) 4.897  0.027
<60 91 73(67.59) 18(47.37)
=60 55  35(32.41) 20(52.63)

5 0.028  0.868
5 79  58(53.70) 21(55.26)
@ 67 50(46.30) 17(44.74)
2z 4 1.665  0.197
P 91 64(59.26) 27(71.05)
w 55  44(40.74) 11(28.95)
PRI 1.497  0.221
P 89  69(63.89) 20(52.63)
7 57  39(36.11) 18(47.37)
e I 9 B 18.046  0.000
fH 72 42(38.89) 30(78.95)
7 74 66(61.11) 8(21.05)
B bR s 0.642  0.423
7 46 36(33.33) 10(26.32)
I 100 72(66.67) 28(73.68)
L U BEHS 7 0.643  0.725
T RE 43 33(30.56) 10(26.32)
TEE 53 40(37.04) 13(34.21)
HoAth 50  35(32.40) 15(39.47)
Killip 4344 40.842  0.000
&% 66  60(55.56) 6(15.79)
Mm~1v &% 80 48(44.44) 32(84.21)
LVESD(mm) 62.26+2.42  62.28+2.27  0.045 0.965
LVEDD (mm) 46.58+3.16  46.64%3.41 0.099  0.922
LVEF (%) 53.30+3.35  58.31+4.01 7432 0.000
miR-221 2.35+0.33 2.98+0.68  14.128 0.000
CAR 0.26+0.04 0.32+0.07 3.460  0.000

2.4 AMI Jf & HF £ 1 )5 9 2 A & Logistic 7]
545387

DL AMI Jf % HF 35 #i 5 o A8 & i 2 A
& Logistic FIHHr . 45 2R, Killip 73Z% I~V
¢ .miR-221 ,CAR ik /K- 1 15 240 52 ) AMI
It % HF 835 1005 1 G0 10 57 fE B R 2 A ST e
BN Z (P<0.05), W33,
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#3 AMIH XK HF BETEH L EZE Logistic B30 #7

Table 3 Multivariate Logistic regression analysis of prognosis in patients with AMI complicated with HF

125 [N =R B1E S.EfH Wald {ti OR 1l 95% CI P
AR (%) =60=0;<60=1 0.765 0.420 3.318 2.149 0.943~4.895 0.069
e I 975 5 Ji=0,H=1 0.731 0.462 2.504 2.077 0.840~5.137 0.114
Killip 43-%% M%=0; M%=1; N =2 0.745 0.281 7.029 2.106 1.214~3.654 0.008
LVEF(%) LA 0.689 0.364 3.583 1.992 0.976~4.065 0.058
miR-221 LA 1.136 0.254 20.003 3.114 1.893~5.124 0.000
CAR L AN i 1.442 0.294 24.057 4.229 2.377~7.525 0.000

2.5 miR-221 ,CAR 3 ik 7K ¥ F 3 48 B g I
Rt SR e KB A T A T AN (B

R 5 ROC #h 2873 145 2 7R , miR-221 .CAR
2R T AR B R 0.811.,0.794, 3 54 K6 I 14
i £ T 1 LA 0.869, HLIC A 4G I 4 4 S | AR
JE I AR T — 38 AR A I (P<0.05) o WL 4,
K1,

R4 miR-221 .CAR FRiEKF X F X S E ¥l 3 & A B =%
FEEWRERBNMNE
Table 4 Prognostic value of miR-221 and CAR expression
levels in patients with bronchial asthma complicated with

pulmonary infection

K h: BB AUC  95% CI  HUSE RSB Py
miR-221 2.63 0.811 0.713~0.908 0.796 0.737 0.000
CAR 029  0.794 0.702~0.886 0.759 0.711 0.000
i il 0.869 0.788~0.949 0.843 0.763 0.000
1.0
£
08 i - miR-221
Il CAR
Pl —H AR
2 "1 P
& 0.4 ;
|
0.2 i
|
‘,:
0 02 04 06 08 1.0
1-4¢ 5t
B 1 ROC HZ&o T
Figure 1 ROC curve analysis
3 it
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Predictive value of serum uric acid, Hey and Lp (a) before thrombolysis for the prognosis
of acute ischemic stroke patients after thrombolytic therapy

DING Yanping*, GUO Qingmin, ZHANG Yulai

(Department of Neurology , the Eighth People’s Hospital of Hefei, Hefei, Anhui, China, 238000 )

[ABSTRACT] Objective To investigate the predictive value of serum uric acid, homocysteine
(Hcy) and lipoprotein (a)[Lp(a) ] before thrombolysis in patients with acute cerebral ischemic stroke (AIS).
Methods 125 AIS patients treated at the Eighth People’s Hospital of Hefei City from January 2019 to January
2023 were selected for the study. According to the results of a 3-month follow-up after thrombolysis, 82 pa-
tients had a good prognosis, and 43 patients had a poor prognosis. Serum uric acid, Hey and Lp(a) levels be-
fore thrombolysis and other clinical data between the two groups were compared. A logistic regression model
was used to analyze the factors affecting the prognosis of patients with AIS. The predictive value of serum uric
acid, Hcy and Lp(a) levels before thrombolysis in AIS patients was analyzed using a receiver operating char-
acteristic (ROC) curve. Results Compared to the good prognosis group, the poor prognosis group had high-
er age, BMI, time from onset to thrombolysis, NIHSS score at admission, serum Hey and Lp(a) levels, and
lower serum uric acid levels. These differences were significant (r=10.563, 4.086, 20.083, 14.177, 6.103,
5.494, 6.980, P<0.05). In the poor prognosis group, the proportion of patients with large infarct, hyperten-
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sion, diabetes and atrial fibrillation was higher than in the other group. The difference was statistically signifi-
cant (x°=11.786, 11.159, 7.212, 12.116, P<0.05). Multivariate logistic regression analysis showed that age ,

onset time to thrombolysis, NIHSS score at admission, pre-thrombolysis serum Hcy and Lp(a) were indepen-

dent risk factors for poor prognosis in AIS patients, and a high level of serum uric acid before thrombolysis

was a protective factor for prognosis. ROC curve results showed that the area under the curve (AUC) of serum

uric acid, Hey and Lp(a) levels before thrombolysis to predict the prognosis of AIS patients was 0.814, 0.760

and 0.755, respectively. The AUC of the combined prediction of the three levels was 0.920, indicating that the

predictive value of the combined detection was higher than that of the single index (P<0.05). Conclusion

For the prognosis of acute ischemic stroke patients, serum uric acid, Hcy and Lp(a) levels before thromboly-

sis have a certain predictive value. The combined detection of these biomarkers has higher predictive efficacy.

[KEY WORDS] Acute ischemic stroke ; Uric acid; Homocysteine ; Lipoprotein(a) ; Thrombolysis
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the prognosis of thrombolysis in acute ischemic stroke
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Consistency assessment between iCubate - iC blood culture rapid detection system and
traditional blood culture identification of drug susceptibility
LIU Zhenjia, FAN Xin, MAO Yi, ZHANG Dan, YANG Chunxia*

(Department of Infectious Diseases and Clinical Microbiology , Beijing Institute of Respiratory Medicine and

Beijing Chao-Yang Hospital, Capital Medical University , Beijing, China, 100020 )

[ABSTRACT] Objective To evaluate consistency of blood culture traditional identification and anti-
microbial susceptibility with a PCR amplification/fluorescence-labeled probe capture-based system , the iCu-
bate-iC assay, for rapid detection of blood culture positive specimens. Methods A total of 121 clinical blood
culture positive specimens from November 26, 2017 to April 18, 2018 were enrolled in this study. The consis-
tency of the identification and resistance marker detection of the iCubate-iC system was evaluated against clini-
cal routine culture identification and in vitro antimicrobial susceptibility results. Results The identification of
95.9% (116/121) samples using iCubate-iC assay agreed with the results of MALDI-TOF MS. There were four
false negative results, all of which showed “not detected” for the corresponding iCubate-iC target probes. It is
worth noting that a specimen containing both Staphylococcus aureus and S. epidermidis was correctly detected
by the iCubate-iC assay. In composite samples of Escherichia coli and Pseudomonas aeruginosa, was not de-
tected Among 31 staphylococci isolates, 18 were positive for mecA by iC-GPC. However, one S. epidermidis
isolate was susceptible to cefoxitin in vitro. Only one enterococci isolate was positive for vanA, but it was sus-
ceptible to vancomycin in vitro. Results for detecting carbapenemase-encoding genes (such as KPC and NDM )

were consistent with in vitro antimicrobial susceptibility testing. The consistency between ESBL gene (CTX-M
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groupl) and Blactam drugs in vitro was unsatisfactory, but the results for detecting carbapenemase -encoding

genes (KPC and NDM ) were consistent with in vitro antimicrobial susceptibility testing. Conclusion The iCu-

bate-iC system is reliable for detecting common bloodstream infection bacteria in clinical settings. It offers the

advantages of being rapid and simple, making it a powerful tool for quickly diagnosing bloodstream infections.

[KEY WORDS]
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BRTA DRI KT N BRTA W 28 4% BR TR 5 T A I )
22 T B M R AL - AR S B A R L R S B A
WK B B S A AR B T A SRR AT
WKW 5 A T B AN BT TR A R L B
AT AR RRAT A

SRy TG 1, 5 R M R S AR AR A A I 2K
AE, ASBIEZE O T 1 #1025 B R A B I b i B
B 2017 4F 11 A 26 H % 2018 4F 4 A 18 H ¥ ML bR
T AR 5 5 U AR Y, E T R D L P T
A IV A P 5 3 P AR AR 121 ], A 2 G P
FEAS 51 4], 5 2= [CHI P AEAS 70 6] HodAg 1 4R
WO A R T 5 R A A R TR A B A
TR 1R K 35 A T 5 2 A R TR TR S Bk

Blood stream infection (BSI) ; Blood culture; Rapid detection; Antimicrobial resis-

FEAS . Y T bR o TR 2 R AR ROV AG 7
iCubate iC-GPC Jir A ¥ L Fp 4 2% [CBHPE I, DA &
iCubate iC-GNC [ FL R0 2% [C M B, P4 9 ] -
AR H H A R 2% G A L R TR A A
Ki BT V> T B A A SR A R AR AT A
MR AT I, SR N ABFST . A 9T Bl i e I
SFARFRZE DL,
1.2 Jrik RomiE

145 732 Ml ik CNAS A ] 5256 %8l FH Y
7k B R MALDI-TOF J i %6 o2 5% FH 2 [ Afy
% Vitek MS R4t . 244 UM i 50 R FH Ay HL 3%
Vitek 2 Compact &5 5 40§ 8L AT Fiis %
K357 B ATCC 8739 A7 [ 44 1 I 338 I {4
1E, EN R =S A ATCC 13048, Hf L
% Vitek 2 Compact % 18 CNAS-CL028 IIfii PR30 4= 4
5 56 A% 7 56 0E 48 R AT B0 UE , 25 B P B
R 4 T 60 7 4 BR B ATCC29213 Fl K 7 32 & i
ATCC25922", 25 FE I TE JF s BBl Y o

iCubate-iC R 4 J& H J7 % Fl 2[5 iCubate 2\ F]
H [FHF & 3 T 2 8 PCR &R AR 94 A 3 —14k
64> TR R K & 45, iCubate-iC 2 %5 1 H 34k
FREF TR A A — AR T Y A &R e il ) i
I, 2% I B B AN S A AR B B AR R
MY H AR . ZRG B EE N T
3 VBl A 0 6 S RIS 24 2 ARG
1.3 Wi

I 355 55 PH PR 0 e, R AT R A o R A
KPR Y b ARG SR LS, PRI B U
TT TR P 5 e T 25 ) AR i o R 5 R
[ g LI Vitek MS R %t 245 WUt 50 2R FHAf
HL1R Vitek 2 Compact 25 & 48R 9 #Uk 1T, 7
TR AR A AR 1 S 25 R 175 1% iCubate-iC
Z G5 ] K i 8% 37 B PR BE AR 3 ] iCubate
iC-GNC 5 GPC I R & AT ALK . AR 4 b
VEARAG B0 45 5, 361 iCubate-iC R 48 %8 (E 45 1 [
T 24 157 A5G HE A AR



NTEWi SR T 20244E5 4 45164 4551 T Mol Diagn Ther, May 2024, Vol. 16 No. 5 - 95] -

2 #HR

2.1 PR S5 A

XF L DL 3% 5% S FE Al ) AR o A5 MALDI-TOF
J 1% 48 5 45 R | iCubate-iC R 48 % EfF & ik 3
95.9%(116/121) o AUIFAL , Ak H B FH SR (5
B 1P BREE 1 B 4 v o A BR A LA 2 491
KN 5 A RFEAS BB B 1 25 L, o B A R
“RKEH” . iCubate-iC 2 G INAG H 1 191 45 25 {03
AIER A AR B AR A IR G RHEAS . (BRI
VR 23R B TR 52 5 FE 7S, iCubate-iC Rl 58 42X
i KR A B, Tk T A SR M vl . W 1.

F1 MIFFFIREK N R L iCubate iC-GNC/GPC 5 il ik
BERAMRAAREELERLE

Table 1 ~Comparison results of iCubate iC-GNC/GPC rapid

blood culture detection system and bacteria identification of

blood culture

iCubate-iC IV K5 FERHE
A2 R RE FRAS 2 4
K H 1515 %L
HL PR R AR 21 22
(n=51) SO 11 12
PR BR T 10 10
FEMHER T 5 5
fili 96 BEER T 3 3
FL ORI KBIRATH 36 38
(n=70) i 98 7 T AT TR 21 21
[ 76 o - o 6 6
i 2t A B L R 3 4

B R 2
VRS 191 e €6 R 2 A BR A9 4 R
1091 K 57 TR 25 L M PR R

2

2.2 iCubate-iC &%t % [CPH %2 R & iC-GPC
T 2 35 DR ARG 0 Ak

iC-GPC X % M mecA 5 vanAtvanB ., TF
iCubate-iC Z 4t i U)K 3 114 31 1] 18] 25 K &
mecA FEPIH % 58.1% (18/31) , 5 14K 4125 Hy ek
PERGIN S5 5 (S AVY T 24 ) — St 8eas , U 1 4
5 W MR BRI T mecA |, (EAR A 25 852 L b 7 %t
SLAPE T UK. HAh, 15 Wl Bk s P A 1 A
vanA B[R AR5 55 Z AR SN 2 ok Uk
2.3 iCubate-iC R4t % [CHIM %% R £ iC-GNC
Tt 24 32 DAL ARG A

iC-GNC fi 75 5 M il FE X (KPC \NDM ) 5 I 45
WERE ML (VIR SEP B0 ) 2y
Mz a8 56 W) & ;{1 ESBL 2 K (CTX-M

groupl ) Kl 5 B N R B 2R 25 W0 ()W) & 1E 3 22 | 14
Pk ESBL & 4 BHVE 09 W #T T B b B 2 Bk A
BT CTX-M groupl JEH . AAFFTHA K 70 ] 52
== [ BT B i 855 R R A v R O (R T 24 2
P 7 BRI 5 e TR A, 2 R K 3R A 1A
6 flfili 2 va T A B ARt KPC LI Horp Ay 3 il 7
BEFEA F RIS T CTX-M groupl A, 5 —#k
il 48 30 TG B UK CTX-M groupl 2L, 14k A
fig ¥ % i P [R) B At NDM SR B CTX-M groupl
5 o) — R R W 3% A WK CTX-M groupl
o BEURPPAG A R 3R 2 A AT 25 2 1A

3 it

0L 200 T 335 7 B PR s A4S 1) PR A % 1 1 R
IR N S =i | o = R S =R S =N N [ [ TR A
SRR E Y SR Wi R R R R B Ty ) 2
— 1 HHETRZRE Z 7 %4145 MALDI-TOF it
AR 9 E B PCR RS 28 6 7 4%
28 B PCR A (HIRZ PR T  lAS (H5AF
BB SNER T2 B AR I A e 7e
] A PR3 B 10 o

iCubate-iC Ifil 35 77 PR BRI 2 42 7] DL 2 2 1Y
15 A4 TR 5 2018-2019 4F B 4 [ 1l I Jak 4% 4 74 i
2 W A R v g | R i Y JER G 1 A T R IS A A
L R ERGE R AIEIRT K . @A KIT
ffi , iCubate-iC FRGL7E W AP %55 J7 0 5L G555 I
%R E AR 95.9% , 5 2 F #0445 R —
O BRI Y AE B . M iCubate-iC REE
A6 0 Ji7 35 73 A, PCR 47 3 #E AR AR A & 2 1 R 258
AR B BB IR D A AR R A AT e R R
Tk o [RIE, BIFR 2 B TR S HEAS AN HEBR Y 1S 58
AT HE . iCubate-iC F 48 iR 15 fif £ PCR 93 {4
FAN TR 55 S 0]

R AN A Z2 Pt 25 AL, A5 il AT 2 40 B
Tt 245 A T2 B i R o e A D R R 24 457 A5 S
RSN G RGO, A7 oM I R P A R e B it SC 5
FEKIE . FEAR TR, iCubate-iC 2 Gt AN BEWE A6
I 75 2 BR A Y mecA LR (HBR T mecA FE A,
mecB .mecC V) ¢ PBP4 3&[H WL RE % S 2 H 40 P Ak
AN B PR S 250 251 TR s, 8
TR i FT B B 4 B ESBLs 4 & A2 R g vy, Ho4%
Hiy DX it Y A A AN R E AR R AR DN CTX - M
groupl FEH , IR A GERL I SHV F1 TEM Fl AmpC F
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BEARTE NG 2% o 900, AS (R 3Emtpe s (LB s A
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PEARZE ST F20™ I PRIV A BN AL
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ORI EE R . R ALIRYTHT ARYT L RS EAE L IL-6 . IL-8 \PAKS /K-, 221 ROC [k 74k it
VWL TL-6 \IL-8 . PAKS SN MR GL (AL RE . S8R A BE T, B 45 B, L %6 58 10.09% 5
45 B E B VAT A IR e R L B 35 43 B9 83 MR IR, A 3 01 A G 0T 2 Al DA TR IR s 22 PH PR TR
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P ZH R YA Y L I T IL-6 L IL-8 . PAKS ¥ 5 FiRIT A, HER A FIE R A , ZRAFRIT# B X
(P<0.05). ROC M1£k TR VAT IS R VA . I35 TL-6 . IL-8 \ PAKS & T 1F W i4 Y7 1 Ik g (1) A5 A
(P<0.05). Z51&  IFW R 11 M B D o v o > B o o b vy, W T e B 3 TR T 1 LS I BRI T
JLAMAE TL-6 IL-8 \PAKS 7K F-A T PAG I 171 Jls R g e A= KU

[SE8BIA]  IEWTRYT; KRG R FNE-6; HNE-8; p2l G LILET

Oral bacterial infection in orthodontic patients and its impact on serum and gingival
crevicular fluid PAKS5, IL-6, and IL-8 levels

GUO Hongyan, WU Fuyan, SUN Xiaohui, TIAN Lili *

(Dental Clinic, Liaocheng Fourth People’s Hospital, Liaocheng, Shandong, China, 252000 )

[ABSTRACT] Objective To analyze the oral bacterial infection status in orthodontic patients and its
effects on p2l activated kinase (PAK5) , interleukin-6 (IL-6) and interleukin-8 (IL-8) in serum and gingival
crevicular fluid. Methods The clinical data of 446 patients undergoing orthodontic treatment at the Depart-
ment of Stomatology at Liaocheng Fourth People’s Hospital were retrospectively analyzed from December
2020 to December 2022. The oral infection status of patients after one week of treatment was assessed, and
they were divided into an infection group and a non-infection group based on their infection status. Pathogenic
bacteria causing oral infections in the infected group were isolated, cultured, and analyzed for distribution, as
well as tested for drug sensitivity. Levels of IL-6, IL-8, and PAKS5 in gingival crevicular fluid and serum were
compared between the two groups before treatment and after one week of treatment. ROC curves were generat-
ed to assess the effectiveness of IL-6, IL-8, and PAKS5 in predicting oral infections based on their levels in gin-
gival crevicular fluid and serum. Results Among the 446 enrolled patients, 45 cases were infected, resulting

in an infection rate of 10.09%. A total of 83 strains of pathogenic bacteria were cultured and isolated, with 3
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patients identified as having dual infections with two strains of pathogenic bacteria. Of these strains, 38 strains
were Gram-positive bacteria, accounting for 45.78% , while 45 strains were Gram-negative bacteria. account-
ing for 54.22%. The most common pathogenic bacteria identified were Klebsiella pneumoniae , Staphylococcus
epidermidis and Porphyromonas gingivalis. The highest resistance rate among Gram - positive bacteria was to
penicillin, while among Gram - negative bacteria, it was to amoxicillin/clavulanic acid. Prior to orthodontic
treatment, there were no statistically significant differences in the levels of IL-6, IL-8, and PAKS in gingival
crevicular fluid and serum between the two groups (P>0.05). After one week of treatment, levels of IL-6, IL.-8,
and PAKS in both the gingival crevicular fluid and serum of both groups increased significantly compared to be-
fore treatment (P<0.05). Furthermore, levels in the infection group were higher than those in the non-infec-
tion group (P<0.05). ROC curves showed that IL-6, IL-8, and PAKS5 in gingival crevicular fluid and serum
after treatment were effective indicators for predicting oral infection following orthodontic treatment (P<0.05).
Conclusion Gram-negative bacteria account for a higher proportion of pathogenic bacteria in oral infections

among orthodontic patients. Monitoring levels of IL-6, IL-8, and PAKS5 in gingival crevicular fluid and serum

during the early stages of treatment can help assess the risk of oral infections in orthodontic patients.

[KEY WORDS]

kin-8; p2l activated kinase

TR 35 Y 5 B e Xk S WA it n T e, 51
L RAY & SN G g R e R A
B IERHRST R, HA S RRORR R AR Y B
AR R RIS 5| S BEIE AN R, 51 AP |
RAEFNREGL ™ R, HE AR R A, 1
QIRESNI MR | 5 S e RIS o DIl IE Wi
7 TG R TV I ST A, A7 ) T i R
S W Z N 25 RN . ShP) s W, i
TN W 7 A B G A R R ST BRA R R
JiE T K BAT 3 2 5 s B BLIE e
P S e DA A e, LA O IL Y5 = 435 A T 00 A4 T 5
B R, ASBIETORE [REES3 A 446 41 1E AT
Jer R SR B AR I R BERE , DL T i S8 D
O3 AT BT 250k, JF R s R e Xk LA 5 E K
A2, BEARIENE o

1 ARSI

1.1 — R

[l e 4 43 A1 2020 4F 12 H 2 2022 4F 12 7 [A] 1)
T 5 DU N BB B 1SR T2 WA 1 IE B IGR 97 AR
FIGIRGERE . ASRIE : TAPBEAT IEWTIRYT 25 9]
WATIEWHRIT 3 e >12 2 o HEBRAR U« 1E B
RITATA I RGN R Gk g 3 B F 4R
B YRR AT R R G A IR T RS T
FRRE B MAP R L E . IR AHE
BRARIUE , Fe X 446 Bl N AT GE , WA BE B
PE 156 1], 2 290 ], F-34(19.16£6.81) % .

Orthodontic treatment; Oral infections; Pathogenic bacteria; Interleukin-6; Interleu-

1.2 PRACRE

BRYAVECRAE : TIRITHT RIT 1 e, L A LA
G M, B2 1 min J5 , B JC TR I8 4R 45 1 EL46 A
S 2 1 s 0 30T v RIS v e A SR VA Y 57 R
30 s JE U ARAE o TG SRR : TIRITHT RYT 1A
J5i , THRE B B IR 5 e R I b v I R A 4R AR
ARk 3 mL, B0 (B0 242 10 em, 3 000 1
min, 10 min) J5 W £E L iE AT
1.3 iR i K o 4i

oK B 0 BRI Y bR A D T 3 5 g A
T e HE A I RS S5 R ) T A 7 D 1T 43
BHY%E (AN EEND . a5 R H
BIEDY B (K-B) ik, WAL IR 2018 4F 26 [ ilh
PREZES bR AL b S PnifE R T 25 s 1 iR e iR
I i R B SR AN 45 R 53 A R 2 AR IR YL 4
1.4 LI E R bRk

FIRITHT IRYT 1RGSR A A B e
PE 43 I R W YA VR A I TP 4 % -6 (interleu-
kin-6,1IL-6) . [141 % -8 (interleukin-8, IL-8) . p21 {if
AL (p21 activated kinase , PAKS ) 7K -, i85 &5
I Vg TR A A A 0 P B AR G 0 I R T A A R
F & U A5 B AR A T 00t
1.5 Giitsorik

K SPSS 19.0 48 i 84 3 B a5 AL
LA (X +5) FRoR , AL LRAT PR FEAS e 5 3, [R) 20
IRITHT G LR HOEE X REAS ¢ R 56 5 TH E50 85 a0 LA
[n(%) 137~ IR CAAT 2 K ; 21l ROC 2k
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PEAL R VAW L5 TL-6 . IL-8 . PAKS Fi [ Jigs Jak e
HIRLRE . P<0.05 KR ZERA G IT2E X,

2 #R

2.1 IF W ARE R SRR 0 B TR P 43 A i Ol

PN BRI 45 ], G R R 10.09% 5 45
1) TF e YT 140 s JEk e s 3 AR 57 45 B9 Y 83 MR
W, A 3 B A IE 2 o R R R . 83 AR R B
o2 BT 38 Bk, 5 EE 45.78% ; L BAME T 45
PR, 7 b 54.22% IR I B 4340 o ORT = AR
TR AATPR R A ER TR A BRI IR B, WL 1,

®1 ERMBFEORBRLBEREFBEESfIER
Table 1 Oral infection status and distribution of pathogenic

bacteria in orthodontic patients

I JL BT AL H (%)
22 PHE A 38 45.78
EyA kR NG 15 18.07
A AU A BR TR 11 13.25
TR LR AEBR A 6 7.23
fiili 2% i BR B 3 3.61
FEHERTA 3 3.61
LB 45 54.22
Jii 5 e A P 17 20.48
28 T ok B R 14 16.87
) 2% A1 R 9 10.84
iy AN Bl T 1 5 6.02

2.2 IEM A R YL IR T 25 TR B
22 PR P R R 2 R Ay, o B
[ NI VR AL A TR S S a = e

®2 EMBEOERRFEEWLESH
Table 2  Analysis of drug resistance of pathogenic bacteria in

oral infections of orthodontic patients

I BT PR
ENCESEY) (n=38 1) (n=45%k)
M TR (%) M SRR (%)
HRHR 35 92.11
ZR M P AR 19 50.00
BZNTSR A 9 23.68
ik RU P 8 21.05 1 2.22
LR 29 76.32
=Ry 6 15.79 5 11.11
TR
WR 37 75 Ak 20 44.44
] 52 VG A/ 5 A 4 iR 3 66.67
Sk A e 18 40.00
Sk eI E fi 11 24.44
VR R 1 2.22
BTk AL 1 2.22
RRER 2 4.44

2.3 WU IF M AR R A VR S B AR AR KO g
VRIT R, LR VA IL-6 . IL-8 \PAKS /K- L%
2% BTG L (P>0.05) ;31697 1 S , W2 i
T IL-6 . IL-8 . PAKS H 5 Fiad T, HIRGd & T
R, 22 RA G L(P<0.05), LK 3,
2.4 THALIE R 8 ME L8 E bR AKOF g
JAYT T, WO 4H I IL-6 . IL-8 . PAKS /K F It
BRI E X (P>0.05) ;3697 1 A,
Wi 40 1M 3 IL-6 . IL-8 . PAK5 ¥ 5 TR 7 Rif , HL%
el FAER Y, 2R A5 1% 8 X (P<
0.05), lL5& 4.

®3 MAERBEFRDEZEEHARAKFLE [(v+s), nglL]

Table 3 Comparison of gingival crevicular fluid laboratory indexes between the two groups [ (x+s) , wg/L ]

- . IL-6 IL-8 PAK5
R T 1A YT 7 1 JA)E IRYT T T 1A
e 45 63.32+7.46 82.78+15.64° 71.1755.43 496.37£45.48' 25.45x4.81 33.74£5.48"
g 401 61.71+6.91 67.35+11.17" 360.6050.61 434.78£58.72" 24.72+4.96 27.024.76"
2: 1.470 8.396 1.316 6.808 0.939 8.839
PAH 0.142 <0.001 0.189 <0.001 0.348 <0.001

e 5 EAIRIT TR, P<0.05,

x4 MAERBEMFLREZIH/RKFEILE [(x£s), pg/L]

Table 4 Comparison of serum laboratory indexes between the two groups of orthodontic patients [ (x+s) , wg/L ]

-~ . IL-6 IL-8 PAKS5
RITHT 9T 1R YT T 9T 1R YT AT YT LA
YL 45 55.20£9.51 76.56213.26° 359.15+73.66 501.79+89.83" 3.02+0.67 4.40£0.72"
RRE 401 54.1210.60 62.92+9.61* 347.91£70.06 417.47£71.97 3.140.71 3.730.59"
il 0.654 8.649 1015 7.254 1.081 7.054
PAH 0.513 <0.001 0.311 <0.001 0.280 <0.001

5 FABITH IR, P<0.05,
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2.5 JAIT 1 G SN A FE AR T 1 SRR G AL e
ROC {h&k B/ V87 5 BRVA 37 IL-6 . IL-8

PAKS 2 1 il 1F W 36 97 1 Jes JER YL 19 5 35046 i (P<
0.05), L3R5 K 1~2,

®5 AFr 1 BARRBERFT O R R R

Table 5 Efficacy of laboratory indexes on prediction of oral infections after 1 week of treatment

S AG AR E RN AUC U (%) TR (%) LB RL 95% CI
BRI IL-6 74.18 0.813 76.25 80.00 0.5625 0.731~0.878
IL-8 480.58 0.796 70.00 7750 0.4750 0.713~0.864
PAK5 30.15 0.817 73.75 77.50 0.5125 0.736~0.881
13 IL-6 78.48 0.793 46.25 97.50 0.4375 0.709~0.862
IL-8 457.98 0.778 71.25 85.00 0.5625 0.693~0.848
PAK5 3.86 0.762 77.50 65.00 0.4250 0.676~0.835
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Figure 1 ROC curves of prediction of oral infections by IL-6,
IL-8 and PAKS5 in gingival crevicular fluid after 1 week of

treatment
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Figure 2 ROC curves of prediction of oral infections by

IL-6, IL-8 and PAKS5 in serum after 1 week of treatment
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Correlation between serum P2X7R, NF - kB levels and cognitive dysfunction in patients

with obstructive sleep apnea

LI Shengyan'?, LI Yinglan®, FENG Enzhi**

(1. Graduate School of Qinghai University, Xining, Qinghai, China, 810016; 2. Department of General Med-
icine, Qinghai Provincial People’s Hospital, Xining, Qinghai, China, 810000; 3. Department of Respiratory
Medicine, No. 941 Hospital of Joint Logistics Support Force of the Chinese People’s Liberation Army, Xini-
ng, Qinghai, China, 810000)

[ABSTRACT] Objective To investigate the correlation between serum P2X7 receptor (P2X7R) and
nuclear factor-«kB (NF-kB) levels and cognitive dysfunction in patients with obstructive sleep apnea (OSA).
Methods 126 OSA patients admitted to Qinghai Provincial People’s Hospital from October 2021 to Decem-
ber 2022 were selected for the OSA group. They were divided into a cognitive dysfunction group with a MoCA
score <26 (n=68) and a normal cognitive function group with a MoCA score = 26 (n=58) based on the Mon-
treal Cognitive Assessment (MoCA ) score. Healthy volunteers who underwent physical examinations during
the same period were chosen as the control group (n=105). The levels of serum P2X7R and NF-kB were test-
ed, and the influencing factors of cognitive dysfunction in OSA patients were analyzed using a logistic regres-
sion model. Additionally, the diagnostic value of each indicator for cognitive dysfunction in OSA patients was

assessed using a ROC curve. Results The levels of serum P2X7R and NF-«kB in the OSA group were higher
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than those in the control group, and the differences were statistically significant (#=17.295, 7.088, P<0.05).

The levels of serum P2X7R and NF-kB in the cognitive dysfunction group were higher than those in the nor-

mal cognitive function group, and the difference was statistically significant (#=8.469, 8.497, P<0.05). The

increased levels of serum P2X7R and NF-«kB were identified as risk factors for cognitive dysfunction in OSA

patients (P<0.05). Serum P2X7R and NF-kB levels were found to be negatively correlated with MoCA scores
in OSA patients (P<0.05). The areas under the curve for serum P2X7R and NF-kB levels in the diagnosis of
cognitive dysfunction in OSA patients were 0.862 (95%CI: 0.800~0.923, P<0.05) and 0.859 (95%CI: 0.794~
0.923, P<0.05). Conclusion The levels of serum P2X7R and NF-kB in OSA patients are increased and
correlated with cognitive dysfunction. Serum P2X7R and NF-«kB have diagnostic value for identifying OSA

patients with cognitive dysfunction.
[KEY WORDS]

FH 2 P I A P71 %7 45% (obstructive sleep apnea,
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B A A B BRI, HEAR R4S OSA B3 1A I
IHE (2 W OSA f835 1Y IA 1 T e B A5 X 45 = 1Ifi IR
Bij ¥ A 2% B 931 B TA 0 2 i B A B A R A S
iSRS T SE SN S & R B OSA [ &)
REH T VAR DI REGR ) EZ AW =R E . P2XT
Z AR (P2X7 receptor, P2X7R ) F1#% [H F--kB (nuclear
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FEIRHE N5 INFI I RE | 2% 2] T RE 55 b 28 D) g iR
A ARWEGE X OSA H I P2X7R \NF-«B
TR 55 AT T R B A 1 AH DG M SR T 404, B AE R
I OSA FB 3 NN T BE B i 1 LIS A i) o

1 W&EEFE

1.1 RS

PEPE 2021 4F 10 J & 2022 4 12 H #6554
N B EE B I 89 126 151 OSA B EAE N OSA 41, 44
AFRife . O HHIZ KA OSA™ s @4 18~60 ¥ 5
QA ML INHAT A EE T o] LA 58 A AT D) BETE
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FIEAERE . WA R E, 258k
GiitEm X (P>0.05), WK1,

Obstructive sleep apnea; Cognitive dysfunction; P2X7 receptor; Nuclear factor-«xB

F1 WA-BABPLELR (x+s)
Table 1 Comparison of general data between the two groups

(x+s)

4151 n HEH(HA)  FER(R) ZEEFRGEE)
OSA 4l 126 71/55 51.17+4.85 10.42+1.85
X4 105 61/44 50.34+5.09 10.91+2.47

PRI 0.412 1.266 1.722

P 0.475 0.207 0.086

1.2 Wk
1.2.1  SEERF] RN AT PEAL & 2% (Montreal Cogni-
tive Assessment, MoCA ) PEAfY

OSA B A4 KR MoCA #1712 hg
PEA , AL 2 M PATRE T v 44 e R
BT R T) E W J] . i MoCA 14
OSA #4530 MoCA F-43<26 41 [N HI D) BE P i
2H (n=68) Al MoCA PT-43=26 43 BTN HI B fig 1E H 41
(n=58),
1.2.2  [fiLi P2X7R .NF-«B &l
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2.1 OSA {5 X} B4 /i35 L7E P2X7R \NF-kB 7K
S He A

OSA 2 f % 19 1L 7 P2X7R .NF-«kB /K F & T
YR, =58 2R L (P<0.05), WL 2,

R2 OSAH5SXRARE MIF P2XTRNF-«B 7k -F Y
LEE (v +s)
Table 2 Comparison of serum P2X7R and NF-«B levels

between OSA group and control group (x+s)

215 n P2X7R (pg/mL) NF-kB (ng/mL)
OSA4H 126 330.82+63.62 45.58+13.60
Xt 2L 105 205.62+41.77 34.75+8.49

tHE 17.295 7.088

PiE <0.05 <0.05

2.2 INFI I fe R A 4 5 A A ) BE GE F A I
P2X7R .NE-«kB /K14 L 4%

AN ) BE P 15 4 A8 () I3 P2X 7R \NF-kB
K T INMIIBEIE# 4, 2R A G 2EE X (P<
0.05). W% 3,

&3 NAIIEERRFASINNINEEE R HIME P2X7R,
NF-«kB 7K R LA (v £5)

Table 3 Comparison of serum P2X7R and NF-«B levels

between cognitive impairment group and normal cognitive

function group (x+s)

21531 n P2X7R(pg/mL)  NF-kB(ng/mL)
AT BE P A 4L 68 366.24+58.51 53.17+11.35
INHITREIE H 41 58 289.29+39.99 36.68+10.25

t{H 8.469 8.497

P{H <0.05 <0.05

2.3 NI RERRATAL S AT BB IE H AL PR R
) g

TNy fig B A 2 50N 0 ) fg OE R 4 T
PR R R B F R R, 2 5 gt
5 L (P>0.05) 5 D\ AT BE BE A 4109 4F 6 = T
INHITIBE EW 4, ZRA KM% E X (P<
0.05), W3k4,
2.4 OSA BHINMIIRE RS R R R

PL OSA f #2154 IF DA A D) fiE B 15y R AR
(B IR NI RE R S =1 A I fEIE % =0) , LA
AE WA LA M Ifi 7 P2XT7R  NF-kB /K3 [ 48 i,
AT logistic 2 PRI 2 14 43 #7 7] %0« 1ML 7E P2X7R .
NF- kB /K- TH i 42 OSA £ & N AT BE Rt 1Y /G
HZ (P<0.05), W#*5,

R4 INATEERRASIAANINEEERE AIRKRZ R R
(vxs)
Table 4 Comparison of clinical data between the cognitive

dysfunction group and the normal cognitive function group

(x+s)
qp o CEL R (KBRS S2HE
ZH (5 10) (%) (kg/m?) AR (4R

INAIDRERE TS 4] 68 40/28 53.29+5.23 27.11+2.95 10.59+1.46
INHIDIREIE W 41 58 31/27 48.68+4.57 26.86+3.23 10.22+1.51
PRI 0.582  5.224 1.543 1.396

Pl 0.447  <0.05 0.125 0.165

R5 OSA BHINAINGERBHHMEER
Table 5 Influencing factors of cognitive dysfunction in

OSA patients

95% CI P1H
0.831~2.369  0.285
1.035~1.864  0.001
1.441~4.689  0.007

SRy BAE Waldf6i ORI

A 0.285 1.039 1.330
P2X7R  0.104 7.381 1.110
NF-kB  0.815 6.534 2.259

2.5 OSA H 3 IM1E P2X7R NF-«kB 7K F 5 A 13
RE MR AH DG

OSA H 3 IfiL¥ P2X7R \NF-kB 7K F 5 MoCA
o LaE 25 A TRE T o 44 e E T T 2= A
I (P<0.05), 5iEE T GBS M LR EM
Xtk (P>0.05), W6,

F 6 OSA BHIME P2X7R NF-«kB /K F 5iA & IhBE R4
Xt
Table 6 Correlation between serum P2X7R, NF-kB levels

and cognitive function in OSA patients

. P2X7R NF-kB
FehR

A P1H r{H P

MoCA 143 -0.385 <0.05 -0.411 <0.05

LA 25 () AT RE -0316  <0.05  -0.339  <0.05

i 44 -0.332  <0.05  —-0.291  <0.05

itz -0.374 <0.05 -0.352 <0.05

bWl -0.092 >0.05 -0.101 >0.05

WBE -0.074 >0.05 0.018 >0.05

EIE Wil 0.085 >0.05  -0.033  >0.05

FE 1] 7] -0.347  <0.05  -0318  <0.05

2.6 Ifil7F P2X7R \NF-kB 7K-F-%} OSA # & N3
REFR AT I2 R BE

1L ¥ P2X7R \NF-kB 7K -2 7 OSA B3 I\ Al
T fig B g 1) ROC i 26 18 AL 43 51 4 0.862 (95%
CI: 0.800~0.923, P<0.05) #1 0.859 (95% CI: 0.794~
0.923) . VLI 1. 12 W 09 8 A 73 904 320.0 pg/
mL F1 44.35 ng/mL, X )i i 7 85 B 53 3 2 81.03%
H175.86% , ¢ 5 FE 53 3 h 75.00% F1 80.88% -
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Figure 1 The ROC curve
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B AR, RS RS, AENG S
HEI7 BT 7R P BRAG AT rh P2X TR 38 1 SO AE
SR M 2T fg i . NF-kB RAE /MA 2
P2X7R &AL RAEF B T lig 4> FHL , P2X7R 3l
it [ NF-«B 2% 35 19 7 000G RAE R, A
WEFE B 20 B 45 5 7% : OSA H 3 10 1L P2X7R FlI
NF-«kB 7K -3 5 T B & B, #2878 OSA BH A7
TE P2X7R J¢ NF-xB 43 R AE K 930 , 5 BE T
KT OSA S ik T v S5 S Wil i 1B — 2

AHRIEREITFE B, B AN (BT 2R P it
BRI S5 AR rp SR S O S D) RE R E B
FHOED H R Hp AR A 28 R G R E ION B0
FONF DI REB F ) E B A Y 2E I FE . OSA M &
[ Al AUF 5T B 7, OSA K BRI 2 21 v P2X7R I

NF-«B kA0, f#] OSA K il P2X7R F1 NF-«B
FEIk P H R AE RN A I D RE Y
P2X7R il NF-kB 3 ) R AE W 7E OSA K 4K
R 5IVHITI e E A G . ARBEIT IS T 4G5 R
AN RE AT A9 OSA S & IfL 7 P2X7R Al
NF-«B 7K F ¥ % TN 1 P) 6E IE 8 A9 OSA B3 ;
OSA 3 i IfiL 7§ P2X7R il NF-«B 7K ¥ 5 MoCA
TEr 2R, X —25 R E Y OSA B MG
P2X7R Fl NF-«B 7K V-3 fin 5 1A 41 1) fie i 1 1)
A GNHITIRE I T B BB OE o

A 5% 38 1+ logistic 2 F 2 [A] I 455 80 %F OSA
BN T RE B A 0 52 IR HEA T b, 45 R
7 ¢ I 7E P2X7R il NE-kB 7K F- 32 OSA ¥ &
A DN I B A Y fG 16 PR 2, 26 B 1ML 7 P2X7R Al
NF-xB 7K it \OSA 8 & AL A D) BERR AT 14 X
Iz . Bk v, JHE AT RE AL 2 B % P2X 7R il NF-kB 7K
ST L SAE SN A A AN ST 2 T R M DA
ite BN HMTIRERERY . HE— 25X MoCA 5 W 15
5 5 R bR AR DG HEA T 43 BT T R : OSA BB I
P2X7R \NF-kB 7K~V 55t 25 [ 4HA THE JT i 44 i
12 GE 0 IR AAER, $78 iLE P2X 7R \NF-kB 7K
BN AT BB L AL A R TRE T A idie .
FE 1] 715 OSA B3 H BIA M T B A%

e, M4 logistic 22 R 25 [m] 5 43 45 51, A<
WEFEXT OSA NI D) e B A5 52 1 X 38 P2X7R |
NF-«B W12 B s i #E 1740 B , 48 ROC [ £k 53 #7 7T
I I3 P2X7R \NF-kB PHIIFE AR X OSA A
IR BT B 2 Wi, PIIUES b 11912 3 e
F14) 28 AR IR S R At 75%
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NA-AION H % B 7% i JE . b 8 i ACA ik 5
BCVA .GC-IPL J5L I [ AH Pk

XN BEE HIE KK

(8 =] Br WAk v ar s s v s 25578 (NA-ATON ) (B B0 10 HE K A0 & 40
EENR VTR (ACA) 7B b 5 e A7 IE AL J1 (BCVA )RR 99 54t 2215 40 it - P9 IR JZ2 (GC-TPL) JE BE (4 4 5%
Peo AR EBOEM T AR EEBE 2021 4F 6 H &= 2022 4F 6 H WA 96 1] NA-AION 34 (3£ 96 HR )
NA-AION 41, 55 8 A B [A] ] 50 % LA b ToARBHE 9% 19 40 44 1K 2 9 A KT AT o X6 E PR AP 301 LA 1%
BN HAE L AR I ACA .\ BCVA Bz GC-IPL & 25 5, 3Rk Fl 2 K 5% Logistic [71H43#7 NA-AION (%16
B IR 2 5 SR pearson FH G20 HT NA-ATON S5 B UL AN I ACA 7KF- & BMI{H 5 BCVA .GC-IPL
JEE B8 B A S 5 2R T spearman AH & PE 23 BT NA-AION 3% 1l 5B 7 35 5 BCVA . GC-IPL J5 Ji ({4 56
P, 58 NA-AION 4 & IfiLJE . BMI=25 kg/m® &M | DT 2% B8 BE AR 45 444k 28 (PSQI) 1F4>>7 43 . Il /a1
TSR EL B T X R, HL R P04 e R )T 0 e AT kR S AN I ACA JKF- 3 T
SFREL, 22 A Bt 2F B X (P<0.05) ; 2 [K % Logistis [0 19 207 75 , &5 1L . BMI=25 kg/m®, FE i |
PSQI -43>7 43 | M FE AR 19 HE S R (A1 S50 48 e B A i ACA 7K - 347 J2& NA-AION At 37 1 B
#(P<0.05), NA-AION 41 BCVA (LogMAR .71 ) B & /& % IR 40, GC-IPL J&£ Ji BH b (IR - %) IR 4, 2%
SR ST 3 X (P<0.05) . A FEPEZM T B, NA-AION H 7% 7] - B0 46 T L £ 5K JE & 40 & 1l ACA
7K 32 BMI 2] 5 BCVA (LogMAR # /7 ) 5 1F [ (P<0.05) , 5 GC-TPL JE 5 [z [ (P<0.05) ; Ifi 5B 78
5 BCVA (LogMAR M. 77 ) & JZ H. (P<0.05) , 55 GC-TPL J5£ & 54 1F [ (P<0.05) . £53% I KB 15 A 5
W A I ACA 35 5% K BMI{E 5 NA-AION [ & HH G .
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Correlation of circadian blood pressure and peripheral blood ACA changes with BCVA
and GC-IPL thickness in patients with NA-AION

LIU Mei*, SU Mengcang, YANG Weiguo, HUANG Xianghe

(Department of Ophthalmology , Cangzhou People’s Hospital, Cangzhou, Hebei, China, 061000 )

[ABSTRACT] Objective To analyze the correlation between circadian blood pressure and peripheral
blood anti-cardiolipin antibody (ACA) changes and best corrected visual acuity (BCVA) and retinal ganglion
cell-internal plexus layer (GC-IPL) thickness in patients with non-arteritic anterior ischemic optic neuropathy
(NA-AION). Methods 96 patients with NA-AION (96 eyes) admitted to Cangzhou People’s Hospital from
June 2021 to June 2022 were selected as the NA-AION group. Another 40 subjects over 50 years old with no
eye disease who had undergone a physical examination at our hospital during the same period were included in
the control group. The differences in gender, age, circadian blood pressure changes, peripheral blood ACA
levels, BCVA and GC-IPL thickness were compared between the two groups, and the risk factors of NA -

AION were analyzed using multivariate logistic regression analysis. Pearson correlation analysis was used to

KA oM FAHG R A FZ2 % T B (222106122)
Ve A5 M AR E BRIRA, 74, 7 061000
*BAEAEF X M, E-mail : jaciyalm@163.com
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examine the correlation of circadian blood pressure, peripheral blood ACA levels and BMI value with BCVA
and GC-IPL thickness. Spearman correlation analysis was applied to analyze the correlation between circadian
rhythm of blood pressure and BCVA and GC-IPL thickness in patients with NA-AION. Results The propor-
tions of hypertension, BMI = 25 kg/m’, alcoholism, Pittsburgh Sleep Quality Index (PSQI) score > 7 points
and abnormal circadian rhythm of blood pressure in the NA-AION group were higher than those in the control
group. Additionally, the daytime mean systolic blood pressure, nighttime mean systolic blood pressure, dia-
stolic blood pressure and peripheral blood ACA level were higher in the NA-AION group compared to the in
control group (P<0.05). Multivariate logistic regression analysis showed that hypertension, BMI = 25 kg/m’,
alcoholism, PSQI score > 7 points, abnormal circadian rhythm of blood pressure, nighttime mean systolic
blood pressure and peripheral blood ACA level were independent risk factors for NA-AION (P<0.05). BCVA
(LogMAR visual acuity) in the NA-AION group was significantly higher than that in the control group, and
GC-IPL thickness was significantly thinner than that in the control group (P<0.05). Correlation analysis indi-
cated that the nighttime mean systolic blood pressure, diastolic blood pressure, peripheral blood ACA level
and BMI in patients with NA - AION were positively correlated with BCVA (LogMAR visual acuity) (P<
0.05) , and were negatively correlated with GC-IPL thickness (P<0.05). Circadian rhythm of blood pressure
was inversely proportional to BCVA (LogMAR visual acuity) (P<0.05) , and a positively proportional to

GC-IPL thickness (P<0.05). Conclusion Abnormal circadian rhythm of blood pressure, abnormal expres-

sion of peripheral blood ACA and BMI value are related to the pathogenesis of NA-AION.

[KEY WORDS] Non-arteriotic anterior ischemic optic neuropathy ; Best corrected visual acuity ; Reti-

nal ganglion cell-inner plexus layer thickness; Blood Pressure; Peripheral blood anti-cardiolipin antibody

AE Bl ok 2 P w7 ke i A BR et 223095 42 (Non-arte-
riotic anterior ischemic optic neuropathy , NA-AION )
JEUF R T 50 2 LA b o AR HE R s i MR e 22
AR i PR B 5 9K TCIR ML 0 T B AL A
AN P L AG S B AL 48K e 55, I o i 1 e
RO RE S BRI T E P B SR
I 10 % BIL A v AN B, 5 380 H RiTBOA B
G —IRYT 7 3R TS, R R T
NA-AION ) % BIL i) B Jog PR XTI PRI A5 o 7
SCo AWEFEINN T S e ik BEL 2 i A5 ks A
hf AL 2514 5 NA-ATON Y & AR R JRAT G o I S+
WAL IR BT R RS | IR R T R A OE
B I H B AT A BRIV TR] I H 488 1 1l s FAIR 10%
~20% , i & M1 4 A A, A B FEIA R S AR 2
10% I, F8 3% T I 25 B s 19 A RO 48 3 7R
5 P #E BB UK (Anti - cardiolipin antibody,
ACA) J&— Pl S g ke S VeSS & B S e BRE 1
HEAy A T B fe B PR 2R 5 R o fbk BHL 2
A AW BIESRD LR B 1T H# L ACA 5
NA-AION &tk R AR S, Bl & A

1 ABSHE
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2R AR TR s D B IAVANIE B, T e A 45 TS 4
O%F G R AT . HEBRbRAE : QI AR b2
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ARPRZE BL SHEE
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1.2.1 BRI

SR JG B 2 W A AT 240 hoafin
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HFIEL, <10% K AERTL, <0% S A IEL,
1.2.2 AMAE I ACA

Bz ik a5 i bk i 5 mL, LA 3 500 r/min ()
B0 5 min (B4R 15 em) J5 B , &
AR 22 % e ik I E LT ACA, i35 & H Ix
I e A= PR A PR A A o
1.2.3 GC-IPL JEJi

BB AR A, S T L >R FH 4% ] Cirrus 5000
OCT M 14 i 8 HARER 85 BE X, LA 512x128 1)
FA AR O ¥ B O TR AT 7K R R 4 i
4 6 mmx6 mm , fli [1] 73 FEFN 5 um, N 2.6 T1
/s, PR 90 R0 I S ot 28 21 o )22 R 5 BE S IR 2, Al
FH B 5 B 1734 GC-TPL &L,
1.2.4 BCVA &l

K FH B s o A0 ) e X BB A R AT R A
2 LogMAR ¥4 J5 #4758 1150 o
1.2.5 BERhlkE

WCAE BB — AT PR ) e Rl A —
B, IR FH DU 2% £ B IR 48 %0 7= 5% (Pittsburgh sleep
quality index , PSQI) " ¥4t i 35 B HIR 57 £ , i e 3t
e IR 2050 2% | e HIR R 22 1k ] 55 7 3R 43 N 2, B0
I3 0~3 43, A3 E>T 3 HER BEIRAS KL .
1.3 Gtk

K SPSS 20.0 Ge 24 A ge it Bl , i 800%
B n (%) Fom AT R RS 1R WR 2k 56 3
FFEIERSA, DL (x£5) TR AT R 50 T HZ
2 Logistic [9] 943 #F NA-AION [ 1 6 [ 255 %
pearson FH 143 HT NA-AION & B L% 7h
1fil. ACA 7K -5 BCVA . GC-IPL J& B B9 40 &4 5 %
H spearman #8514 53 BT NA-AION 235 I 8- 1%
75 BCVA . GC-IPL J5 B () A e 4, DL P<0.05
FRAGIFE L,

2 H#HR

2.1 R ZE 5T NA-AION (5K H %
NA-AION 4 & Ifil & . BMI=25 kg/m’ . Mgl |
PSQI-43>7 43 ML He 7 15 A S5 1 LL i 3% K 1
X IR, H B F A 4s R ) Y 0 s s A
ik K AN I ACA 7K -2 i F 6 IR AL, 25 5 389
it X (P<0.05)., W#E 1,
2.2 Z K% Logistic [543 HT NA-AION 1) & &
FEN
Z K% Logistic [543 41 iR , & Il . BMI=

®1 BEERSHNA-AIONHRBREZR [n(%), (x+s) ]
Table 1 Univariate analysis of risk factors of NA-AION
[n(%),(x£s)]

NA-AION 4] XFHR4 ,
% A
ERER (n=06)  (n=ao) XM P
5 50(52.08)  23(57.50)
o 0.333  0.564
eS| 4 46(47.92)  17(42.50) >
i <65 47(48.96)  21(52.50)
i ( 0.142  0.707
iR () =65  49(51.04)  19(47.50)
. H 75(78.12)  23(57.50)
= 0L 5.966 0.015
i F 7 21(21.88)  17(42.50)
7 59(61.46)  19(47.50)
B IR 2.249 0.134
PRIRA T 37(38.54)  21(52.50)
. H 48(50.00)  15(37.50)
= (N[ 1.774 0.183
i LS ¥ 48(50.00)  25(62.50)
) =25  47(48.96) 11(27.50)
BMI(kg/m’) 5.315  0.021
<25 49(51.04)  29(72.50)
=]
. = 39(40.62)  8(20.00)
i 5.311 0.021
R w 57(59.38)  32(80.00)

. >74% 39(40.62)  8(20.00)
PSQI iT4 5311 0.021
QU <74 57(59.38)  32(80.00) °

[Spe

e 77(8021)  23(57.50)
i 7481 0.006
1 FE S BT EH  19(19.79) 17(42.50)

ML A 3

PR R 144.18+£12.45 139.14+11.52 2.198 0.030
(mmHg)
SERRRLES 90.05£9.75  86.54+8.62 1.977 0.050
(mmHg)

g1 3 A
PRI K s 133.58+8.69 121.16+7.31 7.939 <0.001
(mmHg)

F Al S AT A4S <
B FYEF5R 88.13£7.78  80.19+6.43 5.692 <0.001
(mmHg)
HPE I ACA
(RU/mL) 11.19£2.15  4.12+1.01 19.872 <0.001

VE T e Bl i 2k O A B D It R e T R, L2

ST
IT o

25 kg/m®  WE P \PSQI ¥F-43>7 43 | Il Hs 5 74 19 3 57
W B)SF 4 Y 4 R B AN JE I ACA K ) 2
NA-AION Bl 37 fa i % (P<0.05) . WL 2.
2.3 W4 BCVA GC-IPL J& ¥ L5
NA-AION 41 /) BCVA (LogMAR # /7 ) B & &5
TXF 4], GC-IPL J& B2 B I X RE 4, 22 R34
Giitea i X (P<0.05), WF 3,
2.4 NA-AION B35 il B 7 15 A A & 1 ACA
7K} BMI 5 BCVA \GC-TPL J& & i #H P
AHSEME BT s, NA-ATON 3 7% [1] - 2471k
45 FE | &7 5k KA A ACA JK SF K BMI ¥
L5 BCVA (LogMAR i J1) & 1F H (P<0.05) , 5
GC-IPL J& & 5 [ e (P<0.05) ; Ifil JE & % 5 At
5 BCVA (LogMAR # J7 ) 2 & kb (P<0.05) , 5
GC-IPL JE 2 IE L (P<0.05) , WL# 4,
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Table 2 Multivariate Logistic regression analysis of risk factors of NA-AION
fal % LR B SE i Wald »* {8 OR i 95% CI P
T I £=1, =0 0.369 0.156 5.595 1.446 1.065~1.964 0.018
BMI=25 kg/m’ J=1,%=0 0.573 0.254 5.089 1.774 1.078~2.198 0.025
FETH =1, %=0 0.379 0.167 5.150 1.461 1.053~2.027 0.024
PSQI ¥4y > 7 4% =1, 15=0 0.456 0.175 6.790 1.578 1.120~2.223 0.009
LT S J&=1,7=0 0.541 0.189 8.194 1.718 1.186~2.488 0.004
PR 4 4 0.492 0.376 1.712 1.636 0.783~3.418 0.191
AR SIE S 0.537 0.216 6.181 1.711 1.120~2.613 0.013
1R B2 87 5K T 0.541 0.279 3.760 1.718 0.994~2.968 0.053
S JE 1 ACA 0.486 0.221 4.836 1.626 1.054~2.507 0.028

%3 WABCVA.GC-IPLEELLE (x+5)
Table 3 Comparison of BCVA and GC-IPL thickness

between the two groups (x+s)

, BCVA GC-IPL J&L )&
2151 1384 (LogMAR #77) ( meJ);E
NA<AIONZ] 96 0.58+0.15 65.38+5.75
X 2 40 0.040.01 84.59:+4.22
tHE 22.698 19.079
P <0.001 <0.001

F4 NA-AION BFMEERTE.SMNIM ACA KTER
BMI 5 BCVA.,GC-IPL [E B K948 £ M55 #
Table 4 Analysis of correlation of circadian rhythm of blood
pressure, peripheral blood ACA level and BMI with BCVA
and GC-IPL thickness in patients with NA-AION

BCVA GC-IPL
EEL (LogMAR i 71) JEHE (um)
r {8 Pl r {8 P1H
HESES S S (mmHg)  0.048  0.646  —0.036  0.727
-2 4 (mmHg) - 0.310 0 0.002  —0.388  <0.001
WIAPEEEF 5T (mmHg)  0.297  0.003  —0.369  <0.001

LR 79

(=iF % .0=5%) -0.209  0.041 0.315 0.002

AME I ACA K (RU/ML)  0.361  <0.001  —-0.426  <0.001
BMI(kg/m®) 0.348  0.014  -0.354  0.007
3 itig
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Changes and clinical significance of SCC, ProGRP and CEA levels in patients with non-
small cell lung cancer

LU Yinghui, AN Meixia, ZHU Wenyi*

(Department of Thoracic Surgery, Beijing Friendship Hospital Affiliated to Capital Medical University , Beijing ,
China, 100050)

[ABSTRACT] Objective To investigate the changes and clinical significance of squamous cell carci-
noma - associated antigen (SCC) , pro - gastrin releasing peptide (ProGRP) and carcinoembryonic antigen
(CEA) levels in patients with non-small cell lung cancer (NSCLC). Methods A retrospective analysis was
conducted on the clinical data of 132 patients with NSCLC who were treated at Beijing Friendship Hospital Af-
filiated to Capital Medical University from May 2020 to February 2023. The patients were divided into group
A, while 71 patients with benign pulmonary lesions were selected and placed in group B simultaneously. The
levels of SCC, ProGRP and CEA were compared between the two groups, and further analysis was done on
the levels of SCC, ProGRP and CEA in NSCLC patients with different clinical characteristics. The receiver op-
erating characteristic (ROC) curves were used to evaluate the diagnostic value of SCC, ProGRP, and CEA in
NSCLC. Results Serum SCC, ProGRP, and CEA levels in group A were higher than those in group B (P<
0.05). The AUC values for serum SCC, ProGRP, CEA and their combination in diagnosing NSCLC were
0.691, 0.815, 0.822 and 0.832, respectively. There were statistically significant differences in serum SCC,
ProGRP and CEA levels among NSCLC patients with different pathological types, different degrees of differ-
entiation, various clinical stages, and with or without lymph node metastasis (P<0.05). Conclusion Patients

with different pathological types, varying degrees of differentiation, diverse clinical stages, and presence or
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absence of lymph node metastasis exhibit varying levels of serum SCC, ProGRP and CEA. These biomarkers

can significantly aid in the diagnosis of NSCLC, with a combination of all three leading to enhanced diagnostic

accuracy.
[KEY WORDS]

peptide ; Carcinoembryonic antigen
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x1 WA—MBERILER [(x2s),n(%)]
Table 1 Comparison of general information between the two

groups [ (x+s),n(%) ]

giml . i HRREHER P

(%) (kg/m?) B 4k
A4 132 59.28+4.37  21.86+2.09  69(52.27) 63(47.73)
B4l 71 60.39+4.06  21.36+228  39(54.93) 32(45.07)
i 1.769 1.574 0.131
P{H 0.079 0.117 0.718
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Table 2 Comparison of serum SCC, ProGRP and CEA

levels between the two groups (x+s)

M n SCC(pg/mL) ProGRP(pg/mL) CEA(ng/mL)
Adl 132 0.38+0.11 46.26+5.49 3.23+1.08
B4l 71 0.33+0.08 40.17+5.04 2.12+0.68
18 3.378 7.752 7.858
PiE 0.001 <0.001 <0.001
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Table 3 The diagnostic value of serum SCC, ProGRP, and CEA in NSCLC

TG b AUC PPBFERL cut-off U (%) (%) 95% CI Pl
Nee 0.691 0.330 0.371 pg/mL 58.33 74.65 0.623~0.754 <0.001
ProGRP 0.815 0.489 42.770 74.24 74.65 0.754~0.866 <0.001
CEA 0.822 0.599 2.741 71.21 88.73 0.763~0.872 <0.001
kAW 0.832 0.664 83.33 83.10 0.774~0.881 <0.001
3 itie

~- ProGRP
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—BH
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100-45 5 14

B1 & SCC.ProGRP % CEA Xt NSCLC i Wi M E 5 #7
Figure 1  Analysis of the diagnostic value of serum SCC,
ProGRP, and CEA in NSCLC
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Table 4 Serum SCC, ProGRP and CEA levels in NSCLC patients with different clinical characteristics (x+s)

I PRAFAIE n SCC(pg/mL) tfi Pf§ ProGRP(pgmL) t{i Pf§i CEA(ng/mL) fi P{H
531 Bk 69 0.39+0.12 1.035  0.303 46.78+4.73 1277 0.204 3.34+1.08 1.183  0.239
B/ 63 0.37%0.10 45.69+5.08 3.111.04
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TG 40 0.33+0.09 44.42+4.18 2.86+0.98
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Application of CTA combined with serum MMP -9 and TIMP -1 in the diagnosis of
ischemic stroke

DAI Yunjiao'*, JIA Jie', YIN Shaolong®, LIU Xiaocui’, XU Wenli*

(1. Department of Neurology I, Zhangjiakou First Hospital , Zhangjiakou, Hebei, China, 075000; 2. Radiolo-
gy Department, Zhangjiakou First Hospital, Zhangjiakou, Hebei, China, 075000; 3. Internal Medicine-Neu-
rology, Affiliated Hospital of Hebei University of Technology, Tangshan, Hebei, China, 063000; 4. Imag-
ing Department Il , Cangzhou Hospital of Integrated Traditional Chinese and Western Medicine , Cangzhou,
Hebei, China, 061000 )

[ABSTRACT] Objective To explore the application of CT angiography (CTA) combined with se-
rum matrix metalloproteinase 9 (MMP-9) and tissue inhibitor of metalloproteinase 1 (TIMP-1) in the diagno-
sis of ischemic stroke. Methods From May 2021 to May 2022, 140 patients with cerebral infarction were ad-
mitted to the Department of Neurology at our hospital. They were selected as the study group and had under-
gone CTA. Digital subtraction angiography (DSA) was used as the gold standard to analyze the diagnostic val-
ue of CTA in ischemic stroke. Additionally, 80 healthy individuals who visited the hospital for physical exami-
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nation during the same period were selected as the control group. Serum MMP-9 and TIMP-1 levels were com-
pared between the two groups. Results A total of 463 head and neck vessels were examined in the 140 pa-
tients. CTA diagnosed 236 vessels without stenosis, 66 with mild stenosis, 36 with moderate stenosis, 46 with
severe stenosis, and 22 with occlusion. Compared with DSA, the sensitivity and specificity of CTA in diagnos-
ing vascular stenosis in patients with ischemic stroke were 81.25% and 90.15%. CTA diagnosed 74 cases of
mild stenosis, 16 cases of moderate stenosis, 46 cases of severe stenosis, and 4 cases of occlusion. Compared
with DSA, the diagnostic sensitivity and specificity of CTA were 82.50% and 83.33%. In the study group, se-
rum MMP-9 and TIMP-1 levels were significantly higher than those in the control group (1=73.668, 33.925,
P<0.05). As stenosis worsened , serum MMP-9 and TIMP-1 levels increased (F=13298.37,901.001, P<0.05).
MMP-9 at 247.14 ng/mL as the critical value, there were 53 positive cases and 87 negative cases. TIMP-1
at 239.21 ng/mL as the critical value resulted in 53 positive cases and 87 negative cases. The sensitivity and

specificity of the combined diagnosis were 88.75% and 80.00%. Conclusion CTA combined with serum lev-

els of MMP-9 and TIMP-1 can enhance the diagnostic accuracy for ischemic stroke.
[KEY WORDS] Ischemic Stroke; CT Angiography; Serum Matrix Metalloproteinase 9; Tissue Inhibi-

tor of Metalloproteinase 1; Diagnosis
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Table 1 Comparison of baseline data between the two groups
(n(%), (xxs)]

5 AR BMI
5 %@ (%) (kg/m*)
WHIE4H 140 85(60.71) 55(39.29) 58.32+6.06 24.71+2.38
XHIRZ 80 46(57.50) 34(42.50) 57.91x6.83 25.12+2.81
1 0.218 0.460 1.171
PAH 0.640 0.645 0.242

2H 5] n

1.2 CTA ¥
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N P R TR ) R N 81.25% , FE RN
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Table 2 CTA diagnosis of head and neck vascular stenosis

DSA 2 b4

CTA - - A1t
TeMeAE RREEMAE PR AE EEERAE S
ToReAE 236 19 3 0 0 258
BERAE 11 66 5 2 0 84
e 1 1 36 7 0 45
HERE 0 0 1 46 6 53
FES 0 0 0 1 22 23
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2.2 CTAiZWisie
CTA 2 W7 R HU¥ 82.50% 5 5 ¥ 83.33% ., W,
%3,
2.3 Ifil}E MMP-9  TIMP-1 2535 /K - He 8%
W58 40 5 34 1L 1 MMP-9 . TIMP-1 23k /K 34
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*3 CTALHiX#E
Table 3 Diagnostic efficacy of CTA
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Table 4 Comparison of serum MMP-9 and TIMP-1

expression levels between two groups (X +s)

20 n MMP-9(ng/mL) TIMP-1 (ng/mL )
WAl 140 218.89+5.26 239.21+10.51
X 2L 80 60.22+9.74 70.12+25.62

i 159.86 70.199

P1E 0.000 0.000

®5 AEIREREREMEMMP-9.TIMP-1 Rk KT
(x+s)
Table 5 Serum levels of MMP-9 and TIMP-1 in patients

with different stenosis degrees (¥ +s)

21 51 n MMP-9(ng/mL) TIMP-1(ng/mL)
L=YE 51 152.36+5.16 201.36+12.13
T 36 200.35+5.33" 232.35+10.35"
HE 38 260.36%5.08" 264.57+9.42°
A & 15 384.56+5.88" 320.16+8.23"
F1H 13 298.37 901.001
P 0.000 0.000

T 5REE,P<0.05,

2.4 CTABA I MMP-9  TIMP-1 2
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PR, 45 2R BoRBRG12 W RS K 88.75% , 15 5 JiE
4 80.00% . WL.FK 6,

%R 6 CTABX& & MMP-9, TIMP-1 12 lf
Table 6 CTA combined with serum MMP-9 and TIMP-1

were diagnosed

N DSA s
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Study on the expression of CCL 28 in serum of patients with acute asthma attacks

YAN Yuanfei', WANG Zhaoyuan®, LIU Jing’*

(1. Respiratory Department, Nanjing Yuhua Hospital, Nanjing, Jiangsu, China, 210039; 2. Clinical Labora-
tory, Nanjing Adicon Medical Laboratory Co., Ltd, Nanjing, Jiangsu, China, 211100; 3. Laboratory Depart-
ment, Nanjing Yuhua Hospital, Nanjing, Jiangsu, China, 210039)

[ABSTRACT] Objective To explore the significance of CC chemokine ligand 28 (CCL 28) in the
serum of patients with acute asthma attacks. Methods Fifty patients with an asthma attack admitted to our
hospital from May 2022 to May 2023 were selected as the study subjects. 50 patients with asthma in remission
who were followed up and reviewed in our outpatient clinic during the same period were chosen as the remis-
sion group. A control group of 50 healthy individuals who underwent medical checkups was also selected. The
study aimed to compare the differences in CCL28 levels among the three groups to evaluate the diagnostic val-
ue of CCL28 levels in identifying acute asthma attacks using ROC curves. Furthermore, the study compared
the differences in CCL28 levels and lung function indexes among patients with different degrees of acute asth-
ma attack severity. The analysis also included examining the correlation between CCL28 levels, lung function
indexes, and the severity of acute asthma exacerbation, as well as the correlation between CCL28 levels and
lung function indexes. Results The CCL28 level in acute exacerbation was greater than in remission and the
control group, with a statistically significant difference (F=2 515.910, P<0.05). The AUC, sensitivity and
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specificity of serum CCL28 level for diagnosing asthma in acute exacerbation were analyzed by ROC, result-
ing in an AUC of 0.884, sensitivity of 82.0% , and specificity of 88.0%. The CCL28 level was highest in the
severe group, followed by the moderate group, and then the mild group, with a statistically significant differ-
ence (F=27.104, P<0.05). The PEF, FEVI1, and FEV1 /FVC ratio were lower in the severe group compared
to the moderate and mild groups, with statistically significant difference (F=49.112, 58.305, 50.403, P<

0.05). Person correlation analysis showed that serum CCL28 levels were positively correlated with the severity
of acute exacerbation asthma (r=0.731, P<0.05) , while PEF, FEV1, and FEV1/FVC ratio were negatively
correlated with asthma severity (r=—0.822, —0.843, —0.826, P<0.05). Furthermore, serum CCL28 levels
were negatively correlated with PEF, FEV1, and FEV1/FVC ratio (r=—0.847, —0.800, —0.821, P<0.05).

Conclusion CCL28 is found in high levels in the serum of patients with acute asthma attacks. It is closely

linked to the severity of acute asthma attacks and lung function indicators.
[KEY WORDS] Asthma; Acute onset; CC chemokine ligand 28

W Wi 2 — 7P 0 P IO 2 5 , L RRAIE Sy R I
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[ S S RIS RAR A R IKINL 3 mL,
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() DKAR T DR A, I FH 6 E6G fe 928 IRz B 2 ik 35 65 A
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Table 1 Comparison of general information [1n(%), (x+s) ]

2151 n 7 % () A5 4 (kg/m?) e (4F)
Sk R AR 50 29(58.00) 21(42.00) 50.59+4.14 23.15+2.04 3.64+0.49
B2 fi 1 50 30(60.00) 20(40.00) 50.84+4.14 23.34%2.25 3.51+0.47
X AL 50 28(56.00) 22(44.00) 50.32+4.33 23.26+2.18
Fly {8 0.062 0.191 0.098 1.094
PAE 0.804 0.826 0.907 0.278




BTeW SRS 2024465 164

58 T Mol Diagn Ther, May 2024, Vol. 16 No. 5 - 977 -
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Figure 1 Comparison of CCL28 levels among groups
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Table 2 Diagnostic efficacy of CCL28 level for acute exacerbation of asthma
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Figure 2 The ROC curves
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Study on interleukin-37 downregulating multidrug resistance gene-1 to reverse paclitaxel
resistance in lung adenocarcinoma

WANG Mengxin', CHEN Wen®, LI Chenyu', LI Zhiwen®, MU Xiaofeng’*

(1. Medical College of Qingdao University, Qingdao, Shandong, China, 266001 ; 2. Department of Hyperbar-
ic Oxygen, Affiliated Qingdao Central Hospital of Qingdao University, Qingdao Cancer Hospital, Qingdao,
Shandong, China, 266000; 3. Department of Laboratory Medicine, Affiliated Qingdao Central Hospital of
Qingdao University , Qingdao Cancer Hospital, Qingdao, Shandong, China, 266000)

[ABSTRACT] Objective To explore the potential role of interleukin-37 (IL-37) in inhibiting multi-
drug resistance (MDR) in lung adenocarcinoma cells and its impact on paclitaxel-resistant A549/TAX cells.
Methods Using cell culture, treatment protocols, real-time fluorescence quantitative PCR, Western blot
analysis, and statistical analysis, the effects of IL-37 on paclitaxel-resistant A549/TAX cells were systematical-
ly studied. Results Paclitaxel significantly inhibited the proliferation of both A549 and A549/TAX cells, with
the resistance index (RI) for A549/TAX being 16.88. At a concentration of 100 ng/mL, rhIL-37 significantly
suppressed A549/TAX cell proliferation. The combination of paclitaxel and rhIL-37 showed a significantly
higher inhibition rate of cell proliferation compared to paclitaxel alone (P<0.05). Additionally, rhIL-37 mark-
edly inhibited the migration and invasion of A549/TAX cells after 24 hours. Non-cytotoxic concentrations of
rhIL-37 also significantly suppressed colony formation of A549/TAX cells. After 48 hours of rhIL-37 treat-
ment, the expression level of MDRI in A549/TAX cells decreased by approximately 66% compared to the con-
trol group (P<0.05). Conclusion Combining IL-37 and paclitaxel treatment can effectively inhibit the prolif-
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eration, migration, and invasion of A549/TAX cells. By reducing the expression level of the MDRI gene, it

may reverse the cell’s drug resistance, providing experimental evidence for the potential application of IL-37 in

the treatment of lung adenocarcinoma.
[KEY WORDS]

tance gene-1
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CAN 2020) , filifiz 2 4 T 2R ipe 5 UL M e 2
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Figure 1 Effect of different concentrations of paclitaxel on
the proliferation of A549 cells and A549/TAX cells in vitro
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Figure 2  Effect of different concentrations of rhIL-37 on the
proliferation of A549/TAX cells in vitro
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Figure 3 Effect of rhIL-37 combined with paclitaxel on in
vitro proliferation of A549/TAX cells
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Figure 4 Effect of rhIL-37 on the in vitro migration ability
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Figure 5 Effect of rhIL-37 on the in vitro invasion ability of
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Advantages and clinical applications of nanoantibodies in vitro and in vivo diagnosis and
therapy

YU Yanni, ZHOU Yan, SHAO Liying, SONG Yu, WANG Mingyi*

(Central Laboratory , Weihai Municipal Hospital, Weihai, Shandong, China, 264200 )

[ABSTRACT] Nanoantibodies (nanobodies, Nbs) , the smallest known antibodies that can specifically
bind to antigens, have rapidly developed in the medical field in recent years. Compared to conventional mono-
clonal antibody preparations nano antibodies have a simple structure, high stability, and can retain their ability
to bind to antigens under extreme conditions. Additionally, they have high water solubility, strong penetra-
tion, weak immunogenicity, low rejection rates, and can be mass-produced, making them suitable for large-
scale clinical applications. This review will summarize the biological properties and structural characteristics of
nanoantibodies, clarify their diagnostic functions in detecting small molecules, pathogens, and cancers, dis-
cuss their therapeutic applications in treating infections and tumors, and explore the future development of
nanoantibodies.

[KEY WORDS] Nanobody; VHH; IVD
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