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Research progress on the mechanism of gut microbiota affecting cognitive function

RUAN Shuping, ZHANG Qing, LIU Juan, YE Xinhua*

(Department of Endocrinology and Metabolism, the Affiliated Changzhou NO.2 People’s Hospital of Nanjing
Medical University, Changzhou, Jiangsu, China, 213164)

[ABSTRACT]

sociated with various diseases such as obesity, diabetes, anxiety, depression, and neurodegenerative diseases.

With the continued exploration of gut microbiota, it is known that gut microbiota is as-

Moreover, researchers have found that gut microbiota can affect cognitive function, and the “microbiota-gut-
brain axis” has gradually become a hot spot for research. The communication network between gut microbiota
and the central nervous system is complex and includes the immune system, nervous system, endocrine sys-

tem, and so onmore. This paper review aims to elucidate the effect of gut microbiota on cognitive function and

its mechanism and to provide new ideas for the treatment of cognitive dysfunction.
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T P10 168 1 WS L, 5 e B R 3 0R A7 2K HL45 10 % 10 165 24 2240 % R4 . X LE 4 GBS . K
JREAA UU FEEER 2341 GBS AR JFAK  UU B — A X LB 4 A B 4R UR 435 Ja3 (10 300 45 51 5 20 #r GBS L AR Jit
R UU = H AN ML AN RIE RS RO gs R, &R U524l GBS FHEZR A AR BHPE = |
UU FEPESRE e R4 7, 22 F 394 e it 8 X (P<0.05) . GBS FAE 122 51, GBS FHE: 46 1], GBS BH

G R 2 A AN RAT R4S R R A 3 LR IR 5, 252 3 B3 2% 0 L (P<0.05) o AR ARG 128 4], AT
PR PR 40 1], A B I s S-SR 2 IS R AR R 485 R A SR H R AL 5, 25 578 BT 2# 3 L (P<0.05) .
UU BAYE 117§, UU B 51 61, UU BHPE R IR 22 I AN RAT IR 45 5 & AR Sl B i, 22 A i
X (P<0.05), 168 FiiGBF B4 1A, GBS A JEAF UU ¥ BIPE 117 4], GBS AJEL A UU hy H—
—AEFAN R B 11 61, GBS A BRI UU 245k B4 40 4915 GBS A AR UU #4920 BH A i A58 i 2 4
AN RAT R, R S AR BB b o — ol A R S B R I R A A, 22 A SR L (P<0.05) .
i GBI 1A GBS AJFEAAFI UU BHM R & F IE# i k72 10, H GBS AR HI UU 85 Ao I
A A RO B AR IR ) LAS R 45 R
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Prognostic effect of GBS, chlamydia combined with Ureaplasma urealyticum detection on
pregnancy outcomes in patients with premature rupture of fetal membranes
LUO Tingting, SHI Yun*, ZHANG Li

(Delivery Room, Xinhua Hospital Affiliated to Shanghai Jiao Tong University School of Medicine, Shang-
hai, China, 200092)

[ABSTRACT] Objective To investigate the predictive effect of Group B streptococcus (GBS ), chla-
mydia, and Ureaplasma urealyticum (UU) detection on pregnancy outcomes in patients with premature rup-
ture of fetal membranes. Methods A total of 168 women with premature rupture of membranes admitted to
Xinhua Hospital, affiliated with Shanghai Jiao Tong University School of Medicine, from February 2021 to
January 2023 were selected as the observation group. Another 165 pregnant women with normal results were se-
lected as the control group. The positive rates of GBS, chlamydia and UU were compared between the two
groups. The predictive results of GBS, chlamydia and UU on adverse pregnancy outcome were analyzed.
Results The positive rates of GBS, chlamydia and UU in the observation group were higher than those in the
control group, and the differences were statistically significant (P<0.05). There were 122 GBS negative cases
and 46 GBS positive cases. The incidence of adverse pregnancy outcomes in GBS positive pregnant women

with premature rupture of membranes was higher than that in control group, and the differences were statistical-
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ly significant (P<0.05). There were 128 cases chlamydia negative, 40 cases incidence of adverse pregnancy
outcome in chlamydia positive pregnant women with premature rupture of membranes was higher than that in
the control group, and the differences were statistically significant (P<0.05). There were 117 UU negative cas-
es and 51 UU positive cases. The incidence of adverse pregnancy outcomes in UU-positive pregnant women
with premature rupture of membranes was higher than that in the control group, and the differences were statis-
tically significant (P<0.05). Among 168 pregnant women with premature rupture of membranes, 117 cases
were negative for GBS, chlamydia and UU, 11 cases were positive for one or two of GBS, chlamydia and
UU, and 40 cases were positive for GBS, chlamydia and UU; GBS, chlamydia and UU were all positive. The
incidence of adverse pregnancy outcomes in pregnant women with GBS, chlamydia and UU was higher than
those with single or two infections and negative premature rupture of membranes, and the differences were sta-
tistically significant (P<0.05). Conclusion The positive rates of GBS, chlamydia and UU in pregnant wom-

en with premature rupture of membranes are higher than those in normal pregnant women, and the combined

detection of the three can more accurately predict maternal and fetal adverse outcomes.

[KEY WORDS] Group B Streptococcus; Chlamydia; Ureaplasma urealyticum; Premature rupture of

membranes ; Pregnancy outcome
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Table 1 Comparison of GBS, Chlamydia and UU positivity

rates between the two groups of pregnant women [1(%) ]
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Pt} 27.049 22.347 32.842

PiE <0.001 <0.001 <0.001

®2 GBSHMXNBAFIRERHIHNER [n(%) ]
Table 2 Prediction of pregnancy outcome by GBS test in

observation group [1n(%) ]
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Table 4 Predictive results of the test on pregnancy outcome

in pregnant women in the observation group [n(%) ]
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2.5 GBS.KJF{k UU =F 4 5 WEL 4 I Uk 45
Je B T 45
168 7 Jf I B 22 10, GBS A JF AR I UU 1

F3 KREFEKMNXNURZEZAFREBHTNER (2(%) ]

Table 3 Prediction of pregnancy outcome by chlamydia testing in pregnant women in the observation group [n(%) ]

ARG I 2 n FKi5 Y L s ENFE Bk L 9¢ B PR
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PAH <0.001 0.010 <0.001 <0.001 0.008 <0.001
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Table 5 Prediction of pregnancy outcome in the observation group by the combination of GBS, Chlamydia and UU [n(%) ]
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ML IF 1B 55 R AR PE B R S A il Tk B4 Bz Ea-RFC
B

mERT SRR HAE A MEER REA

(# ZE] BRI AT IR B 28 (LN) I RICR Bt i35 M i Ik B4 B2 Ea £ 38
Y (Ea-RFC)JE BN . Foik  BEBOT LAt 7 2B B s 55 — K Bt 2020 4 1 J7 & 2021 4F 6 IR
B 60 I ARREVE B 98 He 2 R BEALEC 7260600 WL (17 MU B8 i 6 4 TR JE W 5 BRI R 697 ) 30 161
5% IR (FT ik Je A SR BER A7 ) 30 B, 3A97 18 N A o MEELLIRYT IR I RASCR: b BEREIR IR ik B4
Fik (Ea-RFCIE R BIRER AR . R WWEMAIRIT BARHR N 96.67% , 5 T XF B4 1)
80.00% , 22 A1 G it L (P<0.05) o JRY7 )T, WESLL 98/ I ik R MR K 1T (N 48 | 1 e a2
JERFLME T X R, 22 A Gei2: 8 L (P<0.05) o IBITJE , WSS LT 240 M R4 | 1t 375 JULEF B2 M B ik g4
FEIAC T XS IR L, Ea-RFC JE gl i T X R4, 2 5 ST L (P<0.05) . 1RYT e, WERAA B R N &
ARG I R 2E R R GETH BL(P>0.05) . SiE  IUMZH7 4 BhiA YT LN 5T R0 U, Ge s
R FR N I IR IK B4 F ik, 48 55 Ba-RFC, e & Ak, 26 kR .

[RBIR] MIFZEHG; RIEHEE R RAEIRe; MRIK B4; EafE3F 40

Effects of Xuefu Zhuyu decoction on thymosin 34 and Ea-RFC in patients with lupus
nephritis

XU Na'*, HAN Mei*, FENG Jinhui', SUN Yao', REN Zhanfen’, JIA Junli*

(1. Department of Pharmacy , the Second Affiliated Hospital of Hebei North University , Zhangjiakou, Hebei,
China, 0751003 2. Operating Room, the Second Affiliated Hospital of Hebei North University , Zhangjiakou,
Hebei, China, 075100; 3. Rheumatology and Immunology Department, the First Affiliated Hospital of Hebei
North University, Zhangjiakou, Hebei, China, 075100; 4. Department of Nephrology, the Second Affiliated
Hospital of Hebei North University, Zhangjiakou, Hebei, China, 075100)

[ABSTRACT] Objective To investigate the impact of Xuefu Zhuyu decoction on thymosin B4 and
erythrocyte-antibody rosette-forming cell (Ea-RFC) formation rate in the treatment of patients with lupus ne-
phritis. Methods A total of 60 patients with lupus nephritis admitted to the Second Affiliated Hospital of He-
bei North University from January 2020 to June 2021 were selected and divided into two groups: the observa-
tion group (Xuefu Zhuyu decoction combined with prednisone and cyclophosphamide, 30 cases) and the con-
trol group (prednisone and cyclophosphamide, 30 cases) based on the random number table method. Both
groups underwent an 18-month treatment period. After treatment, the clinical outcomes, Traditional Chinese
Medicine (TCM) symptoms, thymosin B4 expression, Ea-RFC formation rate, renal function and adverse re-
actions were monitored and compared between the two groups. Results After treatment, the total effective

rate of treatment in the observation group was 96.67% , which was higher than the 80.00% in the control group
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(P<0.05). Additionally, the scores of TCM symptoms such as poor appetite, abdominal distension, soreness
and weakness of waist and knees, pale complexion and sticky and bitter mouth in the observation group were
lower than those in the control group (P<0.05) after treatment. Furthermore, after treatment, the erythrocyte
sedimentation rate and expressions of serum creatinine and thymosin (34 in the observation group were lower,
while the Ea-RFC formation rate was higher compared to the control group (P<0.05). It is important to note
that after treatment, there were no statistically significant differences in the incidence rates of adverse reactions
between the observation group and the control group (P>0.05). Conclusion Xuefu Zhuyu decoction has

been shown have a significant efficacy in treating patients with LN. It can reduce the expression of thymosin

B4 in vivo, increase Ea-RFC and improve renal function, all while maintaining a high level of safety.

[KET WORDS]

cyte-antibody rosette-forming cell

M 1 B 92 (lupus nephritis , LN ) J& & G PR 41
BEARAE [ UL I R , A AE R AR YT, I 1
AL R I 40 ARG R 2R R SR, ATR AN AT
AR R PR BT, ™ EAR F R E R . IR KR TT
LN LUk Je s 5 SRR IE G S50 3 o 3, B il 45
R AR (RIS S I 2 . HE 2K LN A
J& T FETEWE YR DL AR B mANR R OE 58 S
1115 R 119567 3 /7377 A R R AV B [ & X V7 Nsl'e
B, AT AN B S AR L AR B 2 T
i B K B4 = Z2 T Be /NI 3, L5 A8 PR
PRAE KNV A M E T AR B DI AR G R 5 R B
F AR AELF A AE T, = /K7 e R K B4 mT EhL 4
B e REAR"' . Ea ££ ¥4 40 ifl (erythrocyte-antibody
rosette-forming cell , Ea-RFC) JE il{ % & s BLAILAA £
g 25 Ak I BUSHE bR o AR SORE BIFSE IR
B R LN 8 R DI RE I IR Ik B4 ik K
Ea-RFC 1520, DL LN f8 35 4 31 5 A 850
BIT s A 45 R AR E A

1 ARSI

1.1 — gk

TEHCRT AL 7 2 BE ks 55 — B B 2020 4F 1 H
2021 4 6 AR 1) 60 6] LN B35 o 4N AARIE
OFF A LN 2 Wb HE" s @FF & 9T i L2
PR AE R g/ T A VTR TR 40C 5 URE < T £ S
A8 VRE E1 s 5 K IR DR, BT Al s BIILIR
FREL H IR s OFERE S DI REAS 4 @ XUE IR BUA 45
N @B AE XA R S R E . HEBRbRiE : O/
P IEJ5 PN 43 0 3R G5 1) i B A 5 QKG Pf e i
U i 1 Sl 2L A 2 1 s A IF 0 I I 2
DIReRets & s @I WA B 25 i s 3 @ %
AWEF LY s s O PR 2238, % BBl L

Xuefu Zhuyu decoction; Lupus nephritis; Immune function; Thymosin 34; Erythro-

B o ML A 30 195 % B 40 30 {91, WK
HF 3 W, Lo27 B ; W 33~59 &, F B AE i
(46.45+10.13) % ; ik 2 5~48 1~ H , F ¥ 95 72
(26.73+6.21) A~ H 5 B kg #4378 77 T 7Y 6 4]
VA 15 4], vV RO fi] X HRZH H g 55 4 19l , £ 26
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5~48 ™, R (26.71+6.25) 4 H 5 B WG B
AL A 7 ), VAL 15 451, VAL 8 i, PRAL AR
— Rt 22 7 TC W WG R L(P>0.05) .
ARG AR B AR HR 2 5L 23 b
1.2 BTk

ABEJG AT EE R IEH, U EERE,
P IRE TR, BRI B

X HRAH SR IR A 5 B I R iR )T . TR e
Py O AR AR 1 v 250 A BR A |, [ 2 oE
H41020636, KLk 5 mgx100 F ) 4k 7] &~ 0.8~1
mg/(kg-d), IR 6~8 J& J5 JF bk it |, A 2~3 Jil s i
5 mg, B8 2 20 mg/d, FER N Y R E PR
Mk e (VL 95 Jg% al BR 9T A7 BR A Al [ 2 HE
H32024654) #t ki 1 : BEK 0.5~1.0 g/m* AR T,
1 h NERIkIE I, B H 1k e k. 1RIT 181 H .

NS - A6 B SE Ay b R S99 3 , e
WA 2408 g KA 8 e IE 5 g B8 g LIk
Seg M5 g S8 g M 10 g M5E5 g
5. H® 10 g /il 500 mL /K Bl & 200 mL, 4 H
1A, o B i 283097 181 .
1.3 IGIRITAEL

BT 18 H G R ITRCR 2% 55 B A
i 23 (LN B A JRYT AR ) . WAk
AR 5 ARAE 58 A 2%, PROE L IE 7, R 8 e &
<0.15 g/24 ho AR AR GRIFFEAE K, IREH/
L1 A0 M BRI T AT D =50% , FR 4R 11 E S 4E<1.0



NTEWiERITE 20244E3 A ¥ 104 4531 J Mol Diagn Ther, March 2024, Vol. 16 No. 3 - 405 -

224 ho TCRL: IMIRRIE LI =k A oKk LikTR
Fro SRR = (UG E -+ RO a5
1.4 EHEPR
141 HhEERBSY

TRIT T SARYT 184 H JE X W 4L g Bk
9 /0 1 K IR TR K L T B N A | 1 B e EAT
il o FEIE AL 443 UORE B4 3 40, 43 B 22 | 4 8
R,
1.4.2 JRIRAK B4

BITHTIGYT 18 4 A 5, R B # ki 5
mL, 3 500 t/min, &5 0> 15 min, .04 8 cm, B
R TE W, R T IBC Hi 95 WA BH 3 A U e R IR B4 R
g N, R & A e BRI A A
245 MO3013, Il %5 i R AR B4 3 [ 2R 540~670
pg/mL , HoK P58 FH i B B ThRe sz i
1.4.3 Ea-RFC

Ay INTEIR IR MGRIT 184 H G BUR & AN E
Fbk I 0.4 mL, iTARFZ 0.08 mL, FANZ% Ak HHEL
JKZ 1.0 mL, B A7 1.5 mL R E 400 B Y 50
BN, AL Bl BO R AT hanks EE, iITA
T AU, B0 BOR IR, I A G
JEUR R, TE R AR T 8L 200 NI L 40, 1A
PEE BB AL IR IE AL - 456 3 LA L B4R 2R 20 4 i
—ANEFR, T4 Ea-REC, 1E %1l N 50%~80%"",
1.4.4 FInE

TIRITHT RIT 18 D H 5, R AE B35 SN i
ok i bR A 5 mL, i FH 42 A 8h g 24 it A (it
Ik BT AL A A BRA A, BL55 ESR-30) I 5 2141
8 LK% 2% (erythrocyte sedimentation rate , ESR ) ; &
JH T 3R H 98 a8 30 0 AT W8 B K 6 A 0 it v UL T
(serum creatinine, Scr) , {77 & i & BB € /R 4= PR
FoAT PR A4 B Ve UR S U B 617 . ESR
TEH Y8 M 0~20 mm/h, Ser 1 3 B 5B PE 44~133
pmol/L . Zz 7% 50~105 wmol/L, Ifil T4 P Ser Tl &
UL E DiRe A s

1.45 KRR

e TR o7 I a) B S0 X i | R R R
kg EA R RN R AEDL
1.5 Gl

K H SPSS 20.0 Ge 1153 A B4 b 3B 5 1
TORRRH (x +5) FoR , 2l 8] LB ST FEAS ¢ K 06, 7
A2 I AR ol R I 25 5T 5 THECRERER
n(% ) RN, AR LR 7 50 81 5 97 ROTF 2k H
Ridit 2347 ; A P<0.05 WA Giit2Fm L,

2 HFHR
2.1 PRI R R A

RIT 18 N H G, WA IR YT MoA BOCR = T X
M, 2R A G2 E X (P<0.05), WWEI1,

®1 PARKTBILE [2(%) ]
Table 1 Comparison of clinical efficacy between the two

groups [n(%) ]

251 n B EEp e Josk BARCE
WEELL 30 24(80.00) 5(16.67) 1(3.33)  29(96.67)
XHEZH 30 15(50.00) 9(30.00) 6(20.00) 24(80.00)

71 4.043

Pl 0.044

2.2 AP BEEER LR

TRTT HT AR D IR K N IR R A L T e R
A8 DR H A b AR B LR 25 R TR Ge T
B X(P>0.05) ;1097 181 H e , AR Lk v B e
R T R4, ZR AR X (P<
0.05), WLFE2,
2.3 WMk B4 KB LA

IRTT T, PR 2E A T M K B4 R IAE L L 8K
Z DTG L (P>0.05) JAT7 5, WS4 B 3%
R AR B4 Tk IR T X R B, ER A G R
X (P<0.05), WF3,
2.4 M4 Ea-RFC [

YRIT AT, WG4 B 1Y Ea-RFC L 2% J 403

F2 MAPEERRIXL [(xs),57]

Table 2 Comparison of TCM symptoms between the two groups [ (¥ +s), points ]

o M AYS RE g R I (4 A H 3 H
WA AT I8JR GRITET R IBNE RITET AT ISR JRITET AT I8R
WEEA 30 291:033  0.56x0.12°  2.87+0.31 1.56£0.23°  2.48+0.43 1.2120.12°  2.3620.34 1.2420.24°
R4 30 293039 0.7620.23'  2.8420.34 L77+0.21° 2442029  1.32+0.15°  2.37+0.22 1.48+0.27°
i 0.214 4.223 0.357 3.693 0.422 3.137 0.135 3.639
Pl 0.831 <0.001 0.722 <0.001 0.674 0.003 0.893 <0.001

: SRARITHTA ., P<0.05,
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F*3 AR B4 FIXELE [ (k+s), pg/mL]

Table 3 Comparison of thymosin 34 expression between the two groups [ (%+s) , pg/mL ]

4151 n YT T TR 61 a2 RITE 18401 FIH Pig
Uil 30 3.89+1.07 4.92+1.08' 7.61+1.08" 9.65+1.12" 172.962 <0.001
Xt HE 30 3.92+1.06 4.13£1.10° 6.72£1.12° 9.01x1.14™ 142.317 <0.001

i 0.109 2.807 3.133 2.193

Pd 0.914 0.007 0.003 0.032

1 5 REIRITRT L, *P<0.05; 5 F4IGIT 5 6 A H L, "P<0.05; 5 R4 iAY7 /5 124 H e, P<0.05,

*®4 THAEaRFCLLE [(x+5),%]
Table 4 Comparison of Ea-RFC between the two groups [ (x+s),% ]

215 n TRITHT wITE 6 1A WITIE 124 H IR 184 A FiA P{H
pUK 4| 30 31.23+5.24 52.11+11.28" 67.09+13.07* 72.82+4.05™ 121.015 <0.001
X HE 20 30 31.65+5.12 41.19+8.28" 54.06+8.11" 61.10£12.04™ 67.826 <0.001

X 0.314 4.274 4.640 5.053

P 0.755 <0.001 <0.001 <0.001

SRR T, *P<0.05; SRR R 6 A e, P<0.05; 5FRAIGIY A 12 A H, P<0.05,

2E L (P>0.05) ;3697 )5 , WLEE 4] Ea-RFC 5 T %)
M B HE, ZRAGIT R L (P<0.05), W&,
2.5 PIHFIRe AR A

IRITHT, P4 1Y ESR , Ser HLE 22 7S
TR L (P>0.05) 53097 i, WLEE4H f8 5 1) ESR
Ser I T XM B, Z R A= E L (P<
0.05). W5,

x5 WMAHABNEEKFLE (x=5)
Table 5 Comparison of renal function between the two

groups (x+s)

_ ESR (mm/h) Scr(wmol/L)
o n ——— o = AR o —
SEpag RITIE YRYT R HIT A

WELA 30 81.82+10.35 31.73+8.23" 142.52+12.23 76.12+12.22"
YTHEZE 30 81.84+10.24 41.43+10.22" 142.54+12.33 89.91%12.33"
tHE 0.008 4.049 0.043 4.351
Pl 0.994 <0.001 0.966 <0.001

5 R ZIETTRT L, P<0.05,

2.6 WU R N R

RIT A ULES AL R 3 0 MK | B BRI
KSR RN R ARG X IR R LA 25 0
GiitEm X (P>0.05), K6,

xo6 FWHARARKMILE [n(%)]
Table 6 Comparison of adverse reactions between the two

groups [n(%) ]

2H 5 no DRI R R ke HEAER
gL 30 1(3.33) 1(3.33) 2(6.66) 4(13.33)
YHRH 30 2(6.66) 0(0.00) 1(3.33)  3(10.00)

pal: 0.351 1.017 0.351 0.162

PAH 0.554 0.313 0.554 0.688

3 it

AL PR 240N LN &t TR RN L, B A
TP, SCLE A, 57 RS TR A, Al e
HET IS AN, ST IR, DA VR 35 IR T
JEU AR FE 25 R R IRYT 18 A H R, AR
H AN 96.67% , 15 T X LY 80.00% , W
ZL A Hr BERE AR FR 4 .ESR K Scr ZK A T %) BR 4,
PR M FAIE T LN BT R0, BER i
Gl ARAE R B B T BE . MR 7 T T 2524 1
R LT VR R B IR RS 2k
LA 3487 T 90 e 1) T 385 5 20 A6 395 L 1 9 1) Bk s A
2 25 A T IML3E 22 DAY SR BRI TR
ST A2 H R A 24, 4 SRR AN
2 AR I AR R Z 80

1o 2 K 1 M R K @4 AT i 5 T RE B A AR
WUBh 28 1 3R A IR A 2R B R LB &R 1 R A, s 40
132 gt , S BOEE I AL , 38 A WD AR K B4
FEIR AT HERT B B AR R B . AR ST 45 R
INLIRTTIE  WER A I BRAK B4 FRIA AR T X IR, 42
7 ML 72955 7 4 Bh 6 97 LN B35 BB AE 28 15 R F
J& o MIAEAIE T IR P EE AR S ), BB AL
o O R S I 3 B g 2 S E 8 2 v S LAy
A 30 2 I8 Y 22 450G 10 B F IR 3 O 4 a2 T
5200 200 i 4L RS I P e S bR R Rk, AR RAL
JEEZE A0 SE R | SELR B R 5 )11 25 R KB S —
N R = I =R W= EE R SRt e I NG = g |
JiL b g, oo B TR (F4% 411 W)
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b i PRDX6 S 1] COPD AR RAFAIE Ko it
ATEMEHRE &

(# ZE] B# W5 sNE s S 6 (PRDX6) 55 5 W18 P BH 28 PE i B2 9% (COPD ) f # Iifs
IRERNE RS 2MINE R AiE H5 2021 41 7 5 2022 4F 12 A 0] 77 B RSB BEPE T A R
6 11 80 Bl Fa a2 W) COPD B & 1E M WF 8 Xt 42 o AR BEAE 12 4> H P Stk I 1% 5 4 S A 2 bk & 41
(n=42) FEAES 2 ME A (n=38) . HLELPILL B 1M I PRDX6 /KF- Kl RFE #5922 57 , 2R H logistic
[l A A S M A% 2 0 COPD SR M S E R R 2 . &R % 2 inE 410941 F 1l PRDX6
KPS —F IR 45 FU(FEVL) \FEVL/H Jj i i & (FVC) \FEV1 (7 i3t & 43 Lt (FEV1/pred ) fIX T
A B v E 4, 2 54 5% X (1=14.509 ,4.302 . 5.755 .4.907, P<0.05) , BODE 5 % . COPD -4
MK (CAT) PF53 ) FAEM E 24, 2R A 512 X (1=4.391.,9.212, P<0.05) ; F2 & B COPD i
# 41 JE 1. PRDX6 7K 3 5 FEV1., FEV1/EVC ., FEV1/pred &£ 1F # 3¢ (+=0.341. 0.327. 0.401 ., 0.294, 0.301 .
0.342) , 5 BODE ¥4} . CAT #4352 A 3¢ (r=-0.328 . -0.394 . —0.275 . —0.351 P<0.05) ; logistic [#] 743} .
7 AN Il PRDX6 7K -3 i 2 41 26 2 vk i 09 O3 B 3%, CAT P43 B4 2 A 28 2 s i f B IR 3%
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The relationship between peripheral blood PRDX6 and clinical characteristics and frequent
acute exacerbation in patients with stable COPD

SUN Jiang*, GAO Junfei, YANG Peicao
(Respiratory Department of Shouxian People’s Hospital, Huainan, Anhui, China, 232200)

[ABSTRACT] Objective To investigate the relationship between peripheral blood peroxiredoxin 6
(PRDX6) and clinical characteristics, frequent acute exacerbation in patients with stable chronic obstructive
pulmonary disease (COPD). Methods 80 stable COPD patients admitted to our department from January
2021 to December 2022 were selected as the study subjects. They were divided into two groups based on the
frequency of acute exacerbation within the past 12 months: the frequent acute exacerbation group (n=42) and
the non-frequent acute exacerbation group (n=38). The differences of peripheral blood PRDX6 level and clini-
cal indicators between the two groups of patients were compared, and the logistic regression model was used to
analyze the factors influencing frequent acute exacerbation in stable COPD patients. Results The peripheral
blood PRDX6 levels, the first second forced expiratory volume (FEV1), FEV1/forced vital capacity (FVC),
and FEV1 to predicted percentage (FEV1/pred) of the frequent acute exacerbation group were lower than those
in the non-frequent acute exacerbation group (¢=14.509, 4.302, 5.755, 4.907, P<0.05). Additionally, the
BODE index and COPD assessment test (CAT) score were higher in the frequent acute exacerbation group
compared to the non - frequent acute exacerbation group (#=4.391, 9.212, P<0.05). The peripheral blood
PRDXG6 level in stable COPD patients showed a positive correlation with FEV1, FEV1/FVC, FEV1/pred (r=
0.341, 0.327, 0.401, 0.294, 0.301, 0.342), and a negative correlation with the BODE index and CAT score
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(r=—0.328, —0.394, —0.275,-0.351, P<0.05). Logistic regression analysis revealed that an increased periph-

eral blood PRDX6 level was a protective factor for frequent acute exacerbation, while an increased CAT score

was a risk factor for frequent acute exacerbation. Conclusion

The decreased peripheral blood levels of

PRDX6 in stable COPD patients are associated with decreased lung function, worsening clinical symptoms,

and frequent acute exacerbations.

[KEY WORDS] Chronic obstructive pulmonary disease ; Frequent acute exacerbation; Peroxiredoxin 6;

Influence factor

12 1 BH 2 P il %37 ( chronic obstructive pulmo-
nary disease , COPD ) J& & UL I W 38 12 4 48 5E P4 9
SIS S I R s T e B W |
COPD #i % 2P fin o T B Be R A0 T4 i 2
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© 52 55 = 46 A5« 11 40 B 71 %% (White blood cell,
WBC) . Ifil. ZI. %5 1 (hemoglobin, Hb) . Ifil. /> Hi 1 %X
(platelet, PLT) . H 7 = fik (triglyceride, TG) | & JIH
i (total cholesterol, TC) . [ & 1 (albumin,
ALB) JILEF (creatinine , Cr) ; @)K FH 75 [ HIS A% fiti 2y
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Table 1 Comparison of general data between the two groups [n(%), (x+s) ]
. el A COPD BMI GIFIE
[l e (%) T (4F) (kg/m?) T I BEIRIR 1= B ILAE
AN E A 27(64.29) 15(35.71) 67.61£5.69  523+0.75  22.89+3.54  22(52.38)  17(40.48) 19(45.24)
AepisavEinEd  22(57.89) 16(42.11) 66.23+6.47  551+0.71  22.24%3.29  16(42.10)  13(34.21) 14(36.84)
PRl 0.343 1.015 1.701 0.848 0.845 0.334 0.580
P{H 0.558 0.313 0.091 0.399 0.358 0.563 0.446
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REA AT it D gl 2 - FH ) i 3% & (FVC) 55 —FP
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+8 %4 (body mass index , airflow obstruction, dyspnea,
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i1k (COPD assessment test, CAT) .
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>k 1 SPSS 23.0 B A AT Ge it~ Ab PR, 34 Bt
BEUL (% £5) KR, B I] AR ST AR AR £ 4610 5
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AR [ 38R H Togistic 2 R 73 H . P<0.05 422
RAGIE L

2 #HR

2.1 BEAMEINE A SR 2w 4 A E i
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4, BODE 54 .CAT W40 ¥y TR & 2 vk hn
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INE A LR, 25 5 RG22 L (P>0.05) . WLE& 2,

F2 MEIMMEASIEHEIMMEASNNE ML
PRDX6 R lm R ERLHI LA (R +5)
Table 2 Comparison of PRDX6 and clinical data in
peripheral blood between frequent acute exacerbation and

infrequent acute exacerbation (X +s)

wn Ui maa e
PRDX6(pg/mL)  51.38+4.94 70.3246.68  14.509 <0.001
FEVI1(L) 1.340.30 1.62+0.28 4.302  <0.001
FVC(L) 2.70+0.35 2.75+0.39 0.604 0.547
FEV1/FVC(%) 49.63+6.68 58.91+7.74  5.755 <0.001
FEV1/pred (%) 47.12+6.41 53.5845.23  4.907 <0.001
BODE 5% 3.98+0.51 3.51+0.44 4.391 <0.001
CAT PF4y 16.85+2.31 12.44£1.93  9.212 <0.001
WBC(x10’L) 8.12+1.42 7.73x1.21 1.315 0.192
Hb(g/L) 132.59+17.23  135.14+18.04 0.635 0.527
PLT(X10°/L) 221.32+36.45  213.91£39.14  0.877 0.383
TG (mmol/L) 1.55+0.24 1.47+0.21 1.579  0.119
TC (mmol/L ) 4.98+0.71 4.78+0.78 1.201  0.234
ALB(g/L) 35.32+6.51 36.91£594  1.137 0.259
CRP(mg/L) 3.11+0.84 2.79+0.78 1.760  0.082
Cr( wmol/L) 90.12+13.23  86.69+11.32 1239 0.219
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%3 SMEIL PRDX6 5834 Ik RIEHRAHE K14
Table 3 Correlation between PRDX6 in peripheral blood

and some clinical indicators

WS A 4] JEA R A I

e
Eiitan i P i Pl
FEV1 0.341 0.010 0.294 0.022

FEV1/FVC 0.327 0.011 0.301 0.020

FEV1/pred 0.401 0.003 0.342 0.015

BODE f5 %1 -0.328 0.011 -0.275 0.028

CAT ¥4y -0.394 0.003 —-0.351 0.014

2.3 FE I COPD fR 354 26 2t hin 5 iy s e A 3R
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PR CAT P43 14 fin S A %6 20k n = i £ 6 1A
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x4 WEH COPD BEMEIAMMERH ME R
Table 4 Influencing factors of frequent acute exacerbations

in stable COPD patients
IS B OR{H

95% CI Wald 6 P18

PRDX6 —0.165 0.848  0.773~0961 7482  0.002
FEV1 -0.221 0.802  0.587~1.323  1.385 0.118
FEVI/FVC  -0.661 0.516  0.309~1.105  1.771  0.092
FEVl/pred -0.141 0.868  0.751~1.292  1.039  0.173

BODEf§%(  0.671 1.956
CAT 4 0.723 2.061

0.901~2.552  0.739  0.219
1.523~2.661 5938  0.015
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Sy — TR |t OBUS TR IR, SEIBOHS N R 25 5 — B B2 58 1 2020 4F 3 H % 2022 4F 10 H , 4294
A HEBRPRAEILTRAT 135 44 TNBC SEVENWIFEXT S, ¥ 2ot . SR SP g 4l AL kel P-gp .GSTwr
TOPO Il «, 43 HT TNBC & NAC 723, AT A K . Z A K 5 #H7 P-gp .GSTw . TOPO Il o 355 NAC pCR
1, 21l ROC #2653 #T P-gp .GSTw . TOPO II o i — K B A5 K I X TNBC £ NAC pCR [ U 411
i, 8 NACJG,cCR & 47§ (34.81% ) , cPR # 72 1] (53.33% ) , SD # 12 15| (8.90% ) , PD # 4 fi|
(2.96% ) , 5 A %% 88.14% ; pCR # 21 1] (15.55% ) . £ BA N K3 M7, P-gp . GSTwr BH 2635 pCR FAK T
P-gp .GSTm B4 2235 pCR ¢, TOPO Il o PH 3235 pCR RN 55 F FIM: 3R 1k pCR %, 2 R Gt &
M (P<0.05), P-gp.GSTw .TOPO Il a ik 5 pCR HA & 15 [OR (95% CI) 43 4 24 1.446 (1.127~
1.858) . 1.640(1.304~2.063) .1.548(1.227~1.984) , P<0.05], P-gp .GST.TOPO Il o &4 % NAC pCR
FEE RSN 90.73% .86.73% , AUC (95%CI ) 7 0.813(0.743~0.908) , Y4115 T b iR 48 b 20— 46 0
(P<0.05), Z5it P-gp .GSTw Al TOPO Il o %355 TNBC % NAC pCR A — & KBk, Hal i B4 kg
FrAsiill NAC pCR A 25 5 = BUAN (B, A F 45 B i AR = 2 24 TNBC 38— 256 8 B A 3G 3R 7 3R
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Predictive value of P-gp, GSTw combined with TOPO II o detection for pathological
complete response to neoadjuvant chemotherapy in triple-negative breast cancer

LV Ning*, WANG Fang, CHEN Zhuo

(Department of Breast Surgery, the First Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To analyze the predictive value of P-glycoprotein (P-gp), glutathione
transferase (GSTm) combined with topoisomerase Ila (TOPO Ila ) assay for pathological complete remission
(pCR) of neoadjuvant chemotherapy (NAC) in patients with triple negative breast cancer (TNBC). Meth-
ods This study is a retrospective, single-center, double-blind trial. A total of 135 TNBC patients, all fe-
male, were selected from the First Affiliated Hospital of Zhengzhou University from March 2020 to October
2022 and screened according to the inclusion and exclusion criteria. SP immunohistochemistry was used to de-
tect P-gp, GSTmr, and TOPO Il « to analyze the efficacy of NAC in TNBC patients, and single and multifacto-
rial analyses were performed to analyze the relationship between the expression status of P-gp, GSTw, and
TOPO I @ and NAC pCR. ROC curves were plotted to analyze the predictive value of P-gp, GSTw, and
TOPO I « single and combined assays on NAC pCR in TNBC patients. Results After NAC, 47 cases
(34.81% ) achieved complete clinical response (cCR) , 72 cases (53.33% ) achieved partial cPR, 12 cases
(8.90% ) had SD, and 4 cases (2.96% ) had PD. The total effective rate was 88.14%. with 21 cases (15.55% )
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achieving pCR. Following NAC, 21 cases (15.55% ) achieved pCR, in univariate analysis, the pCR rate was
lower for positive expression of P-gp and GSTw compared to expression, while the pCR rate of positive expres-
sion of TOPO II o compared to negative expression, with statistically significant differences (P<0.05). P-gp,
GSTm, and TOPO Il a expression were significantly associated with pCR [OR(95% CI) 1.446 (1.127~1.858) ,
1.640(1.304~2.063) , and 1.548(1.227~1.984), respectively, (P<0.05) ]. The sensitivity and specificity of com-
bined detection of P-gp, GSTr, and TOPO Il a for NAC pCR were 90.73% and 86.73%, respectively, with an
AUC (95% CI ) of 0.813 (0.743-0.908) ; all of which were higher than single detection of theseindicators (P<
0.05). Conclusion The expression of P-gp, GSTw and TOPO Il o was found to be correlated with NAC pCR in
TNBC patients. Combining the above indicators for the detection of NAC pCR has a high predictive value. This

is beneficial in helping clinicians develop more appropriate treatment strategies for TNBC patients.

[KEY WORDS] P-glycoprotein; Topoisomerase Il a; Glutathione transferase; Triple-negative breast

cancer; Neoadjuvant chemotherapy
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Table 3  The relationship between pCR and P-gp, GSTm and TOPO Il a expression after NAC in TNBC patients was analyzed

by multiple factors

2% W | pCR(ZAZ 1 HT)
BIE Wald {4 ORH 95% CI P
P-gp BAME=1, BAtE=0 0.388 8.528 1.446 1.127~1.858 <0.001
GST BAE=1, B =0 0.472 4.679 1.640 1.304~2.063 0.034
TOPO Il & BHYE=1, B:=0 0.463 5.288 1.548 1.227~1.984 0.009

#z4 P-gp.GSTw.TOPO Il o 88— R BX & # U XT TNBC
##H NAC pCR HFMME
Table 4 Prognostic value of single and combined detection
of P-gp, GST7 and TOPO Il « for NAC pCR in TNBC

patients
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Figure 1 The ROC curve
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Application value of anti-desmoglein 1 and 3 antibodies and bullous pemphigoid 180 and
230 antibodies in the diagnosis of bullous dermatosis

XU Zhenzhen*, ZHENG Yan, LIU Junjie

(Department of Dermatology , the First Affiliated Hospital of Zhengzhou University , Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To explore the application value in the clinical diagnosis of bullous derma-
tosis by detecting antibodies against desmoglein 1,3 (DSG 1,3) and bullous pemphigoid 180, 230 (BP 180,
230). Methods This study was a retrospective, double-blind trial conducted from March 2020 to January
2023. The study included 88 patients with Bullous pemphigoid diagnosed based on histopathological results and
direct immunofluorescence detection at our hospital as the observation group. Additionally, 76 patients who un-
derwent physical examinations at our hospital during the same period were selected as the control group. The
study aims to analyze the positive detection of Dsgl, Dsg3, BP180, and BP230 antibodies in the serum of all
study subjects. It also aimed to determine the percentage of diagnostic types of serum Dsgl, Dsg3, BP1380,
and BP230 antibody specimens in the observation group, as well as the percentage of positive rates of Bullous

pemphigoid disease types in different age groups within the observation group. Furthermore, the study aimed
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to draw the ROC curves to analyze the diagnostic value of single and combined testing of Dsgl, Dsg3,
BP180, and BP230 antibodies for Bullous pemphigoid. Results The difference in the positive rates of serum
Dsgl, Dsg3, BP180 and BP230 antibodies between the two groups was statistically significant (P<0.05). Ac-
cording to the results of the Dsgl, Dsg3, BP180 and BP230 antibody tests, the positive rates of diagnostic
types for BP, PV, PF, PF + BP and PV + BP were 32.95%, 20.45%, 11.36%, 7.95% and 3.41% , respective-
ly. The percentage of BP positivity was the highest, while the percentage of PV+BP positivity was the lowest,
and the difference between them was statistically significant (P<0.05). The rate of BP positivity was higher in
the >60-year-old group than in the < 60-year-old group, and the rate of PV and PF positivity was lower than in
the < 60-year-old group (P<0.05). The sensitivity and specificity of the combined detection of antibodies against
Dsgl, Dsg3, BP180 and BP230 were 91.02% and 88.66% respectively, and the AUC (95% CI) was 0.821
(0.745~0.911) , which was higher than the single detection of the above antibodies (P<0.05). Conclusion
Dsgl, Dsg3, BP180, and BP230 antibodies have significant reference value in the diagnosis of Bullous pemphi-
goid. The combination of these tests can improve diagnostic accuracy. There is also a correlation between the age

of patients with Bullous pemphigoid and the type of antibody. Combined detection of Dsgl, Dsg3, BP180, and

BP230 antibodies is helpful for a more precise diagnosis and treatment of Bullous skin diseases.

[KEY WORDS] Bridging core protein 1; Bridging core protein 3; Herpetic pemphigoid 180; Herpetic

pemphigoid 230; Antibody; Bullous pemphigoid
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PR 2255 — B I s B SCIA i 2R 4l 28U B2 W L L
FE AP 9 A M B 12 1 Ko M e ik s S8 3 88 1],
HA 5 a6 4] 4 42 1], <60 % 41 i ,>60 % 47 1,
I A 17~80 d, 95 72 (35.88+8.63)d. 44 A fx
HE: QR PIRI L, S5 BRI 22 ) A Kb
HE; QA IR LR i FLBT; @R IEH F B
@DFRE>18 % 5 HEBRPRUE : DI IR 7Rk = ; @i i
TR FH 2R G e i 26 L S e I il R AR DGR YT s B
HHAD I REA 2 ALY

X B 38 BOAS B[] B g R (ARG 2 76 44, A4
PR i © HEBR AH OC Bz BB (SERRIZ R 1
K RIBEIEF R ) L H B et . Hrb 5
40 %4 2 36 %4 ,<60 % 35 44 ,>60 %/ 41 #4 .

P4 I R B8k L8R, 22 S/ o it i (P>
0.05) , A 1l etk . AR B AR S,
HEHE RFE IR
12 Fik
1.2.1 FpAREE

RAE T A W 5T X S35 f= 25 A FE KM 5 mL,
Z R N #E 30 min 5, PLE LR 13.5 em .3 500
r/min 2.0 10 min, 23 &5 L3 , ¥ 07 bR id 95, i
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B —20C UK A AR, R ELISA £ AR K5 I 4t
Dsgl .Dsg3 .BP180 . BP230 $i4
1.22 U 5E0R

e P 7 [ IR 52 8 W AR AR A & R AX
7 ok FH 4 A 3 bR 4 B AL (AL O BIO-RAD
Model680) .

1.2.3 S5 HE

Z#A " . 1 Dsgl . Dsg3 . BP180 ., BP230 i {£&
154 0~20 U/mL,

PHAE bR Dsgl BHEFF A PF I I1G R 2 W ;
Dsgl . Dsg3 5% Dsg3 FH Y47 & PV 1Y Ik K 12 W 5
BP 180 .BP 230 FAVEFT & BP W1l K2 .

1.3 Giilorik

K JH SPSS 22.0 11 b BEAS T 58 B9 L
TERHLL (x xs) R, RIS FEAS ¢ K2 56 Dsgl
Dsg3 . BP180. BP230 Hit 14 FHPE % F K 45 ; 25
ROC £k 73 #7 3t Dsgl . Dsg3 . BP180 , BP230 i {A&
B — B A R I g M B R 142 I ¢ 1 LA
P<0.05 AR BEAGIEE L.

2 HR

2.1 4] Dsgl \Dsg3 HiM 1 BH: A H A B

X HE 2 W %8 4 Dsgl $it 1K BH P 2R 4 B N
0.00% . 34.09% , Dsg3 $T {4 BH 14 & 43 51l 24 3.94%
21.59% , Wi 2H Dsgl . Dsg3 P44 [H P L 5 22 55 A
B8 L (P<0.05), WK1,

%1 Wi4E Dsgl Dsg3 Fid iy PRI H 1R
Table 1 The positive detection of Dsgl and Dsg3 antibodies

between the two groups

g Dsgl ik B2 Dsg3 ik FH R
+ - (%) + - (%)

X4 76 0 76 0.00 3 73 3.94

WEEH 88 30 58 34.09 19 69 21.59

P! 31.709 10.929

P{H <0.001 <0.001

2.2 Wiz BP180.BP230 $i 1A ity FHPEAS: M 475 .

X BECZH WL E 40 BP180 Ht A4 FH ok 2K 43 31
2.63% . 36.36% , BP230 P 4 BH M £ 43 51 Ky 3.94% .
32.95% , ¥ 20 BP180 . BP230 i {4 FH 11 & L 45 22 5
BAG ¥ X (P<0.05), W2,

2.3  WELHL M E Dsgl . Dsg3 . BP180 . BP230 Hi {4
FRAZ SR 5 11
W2 R BP P % 32.95% (29/88) \PV BH

%2 W BP180.BP230 Hi{f PR H 1R
Table 2 Positive detection of BP180 and BP230 antibodies

between the two groups

. BP18OHifA  pHikR  BP230HUIK  pHEER
"y n — -
+ - (%) + - (%)
XHHRZH 76 2 74 2.63 3 73 3.94
M4 88 32 56 36.36 29 59 32.95
V1A 28.236 21.848
P{H <0.001 <0.001

#.20.45% (18/88) . PF [H4 2% 11.36% (10/88) . PF+
BP PH % 7.95% (7/88) \PV+BP BH 1% 3.41% (3/
88), Hr BP PHPE 5 =, PV+BP FH R Ak, P
R 2E R A G5 L (P<0.05)
2.4 WLERLLAN R A I A IR B DR 95 5 285 764 o
PEZ 5 11

>60 % 2 BP 1 3 T-<60 % 4, PV K& PF
PHPE SRR <60 4, 2R A5 1F¥E X (P<
0.05), MZ] PF+BP .PV+BP [HIER L, 25
Giiterm L (P>0.05), W3,

®3 URAARFERAXNBHERKFEBLEBPRAMER
dEk [n(%) ]
Table 3 Positive rates of Bullous pemphigoid disease types

in different age groups in the observation group [1(%) ]

>60 4 21

<60 %

FH " (n=41) (n=47) 25 P
BP [A4 29 8(9.09) 21(23.86)  6.278 0.012
PV [HM: 18 13(14.77) 5(5.68) 5974 0.014
PF A 10 8(9.09) 2(2.27) 5.060 0.024

PF+BP Btk 7 4(4.54) 3(3.41) 0.340  0.559
PV+BP [H: 3 1(1.13) 2(2.28) 0.219  0.639

2.5 Dsgl.Dsg3.BP180.BP230 ¥ fAk i — K EL &
RS %ot A M Bz R 2 W0 (.

Dsgl . Dsg3 . BP180 . BP230 47 {4 I 45 46 1) %}
Rt M R R B R S 4 00 91.02% |
88.66% , AUC (95%CI )}y 0.821 (0.745~0.911) , ¥
75 T Dsgl . Dsg3 . BP180 ., BP230 B {4 i —#5 (P<
0.05), W4 183,

3 it

KAk B R e — b B R BE v B , n]
B B ML R E B PR X SE TR R 2 I
BTN MR T, P T B AN P SR i O T
MR NA R R . K182 In R LA,
TEZ Wi R B P R v, AR R | il i ot
PR R SCHE ™ o I PR N U BEE IR A%
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F 4 Dsgl.Dsg3.BP180.BP230 H{f B — K B & 46 iU X K f& 1% Bz Bk i RO 12 B B
Table 4 Diagnostic value of single and combined detection of Dsgl, Dsg3, BP180, and BP230 antibodies for Bullous

pemphigoid
i H Cutoff & RPE (%) RS (%) AUC(95% CI) P
Dsgl #ifA 15.5 U/mL 60.07 58.27 0.558(0.443~0.632) 0.011
Dsg3 Btk 15.5 U/mL 55.23 51.81 0.506(0.404~0.576) 0.031
BP180 ik 18U/mL 60.51 58.42 0.564-(0.450~0.645) 0.008
BP230 $i{Ak 18U/mL 58.37 53.54 0.539(0.422~0.590) 0.020
Dsgl \Dsg3 .BP180 .BP230 Hi iR A 91.02 88.66 0.821(0.745~0.911) <0.001
100 oA 1k, B R OC T H 2 HEAAE TR TS 2R, B A
8 Dswf‘;ﬁ;i TNk Dsg #MEAR 5, Dsgl \Dsg3 76 {7 ik B
N — BP180 4 . _ N .
%‘i o — BP230 $i {4 H’MN‘EKIEJé’uﬂﬁ%ﬁlﬁl*éﬁiﬂ@kiﬁ%ﬁ,ﬂﬂﬂﬁ
F w0 — Bk

0 20 40 60
15k

B3 ROC #iZ
Figure 3 ROC curve

80 100

G E DRI IS Wi R B Jma 1 St (A
IR A A, JO TR B W I A AR AL
AU F ELISA S A THU AR | 1232 . 4% [ 4
S ZWFFCIE S AT o R R

TIB M B R AR A DY 7 AR 1 ) B AR T
I 200 it ) 2885 B 53 S 4, Herh R EUR b O
£t %F Dsgl Fl Dsg3 FI$H{AR . Dsgl Dsg3 Hi A i 77
FEXT MR 85 (A A 1E 5 D) REAC B LR, (40
L 5B 0 F R 25 5 B 0, P B0 AL i 32
B3 o 2% A BHALR. BT RPUIR LS & 5 5 5 5
el W BN 2R WE SR SE, K I Dsgl |
Dsg3 PR T 457 KA 55 oAt Bz B o AR B
AR W, WE ] Dsgl \Dsg3 JUik BH MR & T
X AR, 50 T 25 R EE AL, SRR
I8 ME Bz BR 9 H 3 Dsgl, Dsg3 Hit K BH R 558
BP180 . BP230 Hii /4 J& 41 % BP [ B 1 J5 i 45 S 1k
Yok, 7B PV B el Rz ] . BP180 . BP230
PO AR 2 S 1R ES S A = B A, AT AR R K
B, 7E KU M R ki AR A v R R N G ok R 1Y
BP180 ,BP230 i i4 , {H & /A5 ff 5% itf — 0 845 H:
FLARPUH, o HSE BP230 k'™, AWF5E & B, %t
WE 2 W2 BP180 . BP230 i 1A% B 11 & L 4% 22
HA %122 X, 38 BP180 . BP230 ik Xt T
KA B Bk B 2 W — 2 il AP E 2
55 R B ks & AL A OG5 3 2 A AR .
FIE M B JR I A 1 2 B 2T LG IR R B 2

ige LA B AME A B AR, PF & H AT UL Dsgl
FHPE , H R 40 26 5, 7T B85 Dsgl \Dsg3 7535 E
Y ek AR AT 06 5 1T Dsg3 o F B E IR, Dsgl 1]
RERN L LAAME Dsg3 M DI RE RN AL, 3 BORE I BE 2
PV il PF /KGR BEAN[A] , iX AT iE 5 Dsgl \Dsg3 7
TR A AT S BP B ARAE & 7 A A R
F B 450 2 1 R P A, e I B A i () 3% 2 1Y
[ ; BP180 . BP230 $T /4 | J& 5 BP & ik HL il %
YA S Fi 4R . Van de Gaer 22113 H] ELISA
1 K6 Dsgl . Dsg3 . BP180 . BP230 i 14 , & 1 I
WRIEHRAE L B PV | PF Hl BP %5 H AT ¢ i ERA 1
AW 5E 45 4 BP FH I Z8 f i5 , PV+BP fHME SR AIX,
SRR AR 22, v RE S L X AR A E
] i ASHF 53 2 B0, >60 %2 4H BP BHM: K 5 T-<60 %
41 ,PV K PF FHMERK F<60 S 41, 5B 5
o 4E R, % BP EE 4 & T 244N, W
PV J PF &f & F i 4E N o 3 Bk & Dsgl . Dsg3.
BP180 . BP230 H 1A 46 I K 985 14 Bz ks , &k B R
BORE RS AUC(95%CT ) ¥ T Bk bifk s —
R, 33— & BT T $& 155 A 1 B ks o it L
HEEME.

ZE L firit, Dsgl Dsg3.BP180.,BP230 Hi {4 7F
FIE M i Wi b B EE S0 A, BEG
RS R 42 75 12 T 1) 9 B 2 5 R B R R AR
U TR AR S T8 22 B) 0 A7 AE — 8 Y G106 6 A i
Dsgl .Dsg3 . BP180 . BP230 HiiA# B T K ye 14 J ik
W IR T BRSNS T AR YT .

5% Hk
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ENEEC R R E SO Ry S ey SR L N
NI REJZ ML T AB-42 . IL-6 . tau-181 5 K1 55

IHAEE LisL R4 BAF O FhpriE R

[# ZE] BB BT E b2 B R IER Jr 28 [HESS i 28 B R (TPVB) 1A IR B 28 747 BH ¥ A
(SGB) X% BRI B A G GARITIRE M MG B VEM AL H-42(AB-42) . 41/ % -6(IL-6) . tau-181
EEE, Ak EURIAC 7 2E B R 5 — R B 2020 4F 1 A 2 2023 4F 1 A WOA 4T 18 15 b1 B
YRR B 120 A FFEXT 4, #i FRBE LA 722355024 TPVB 2R SGB 4, 4% 60 1] . WZH AR 4 JfK 7
FAHE , TPVB 417 BRI 5 i ifE 1 T4 55l 28 BHIE R, SGB 2l 76 BRISi5 T A afEA T BUIR A B AR . 43
IR FH AL SRS T 537 (VAS ) B SRR R K N HITEAR 128 (MoCA ) PPl £ 35 P 155 100 J A N T g 5 Jas ) vy
ARG A [ [R] s R A8 A AE O, LA R T RS 1.3 d I T RE M2 Il AB-42 .1L-6 . tau-181 4
FKFAEA ., S8R ARG 1.6.12.24 h i VAS 17432 F 05 1248 L (1=1.183.1.325.,0.397
0.611,P>0.05) ; RJ5 1.3 d W20 MoCA &4 LL o TPVB A3 43I T SGB 4, Z R A G235 L
(1=2.281.3.218, P<0.05) ; RJ5 1.3 d P41 MG 5 b5 LAY TPVB 4 AB-42 \IL-6 J tau-181 & /K- 15
T SGB 4 , 22 7 A Gi ¢ 3 X (1=2.065,2.122,2.558 ., 2.167 . 2.515,2.596, P<0.05) . #&i& TPVB
SGB Wi 28 BH T R B 7 28 %) B ARG AR B AR5 SR I RAFIACR , {1 SGB Lt TPVB el B &
AN SNSRI 2y T A= K

[RBIR]  MABHA R 28 B RS BB IAIIRE; BIEMFER M -42; HAMN 2 -6;
tau-181 &

Effects of different nerve block anesthesia protocols on postoperative pain, cognitive
function and serum APB-42, IL-6 and tau-181 protein in patients with radical gastrectomy
for gastric cancer

WANG Jiayi, FENG Tengchen, WANG Yeming, FAN Juan, SUN Xiaojia, ZHAO Jibo*

(Department of Anesthesiology, the First Affiliated Hospital of Hebei North University , Zhangjiakou, Shijia-
zhuang, China, 075000)

[ABSTRACT] Objective To investigate the effects of different nerve block anesthesia schemes [ para-
vertebral nerve block (TPVB) and stellate ganglion block (SGB) ] on postoperative pain, cognitive function,
and serum B-amyloid protein-42 (AB-42), interleukin-6 (IL-6) and tau-181 protein in patients undergoing rad-
ical gastrectomy. Methods A total of 120 patients undergoing elective laparoscopic radical gastrectomy for
gastric cancer at the First Affiliated Hospital of Hebei North University from January 2020 to January 2023
were selected as the research subjects. Using the random number table method, they were divided into two
groups : the TPVB group and the SGB group, with 60 cases in each group. Both groups received the same gen-
eral anesthesia method. The TPVB group received a paravertebral nerve block before anesthesia induction,
while the SGB group received a progressive stellate ganglion block before anesthesia induction. Pain and cogni-

tive function were assessed using the Visual Analogue Scale (VAS) and the Montreal Cognitive Assessment

L AT B A EFA AR R T B (20220620) ;K Ko FAEG R A F%Z % T A (2121134D)
M A FAL by F IR B % — ERAREAR, 7T, 7R R v 075000
*IAASAE S ARG, E-mail 30994470@qq.com
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Scale (MoCA ). The changes in pain at different time points after the operation were monitored in both groups.
The changes in cognitive function and levels of serum Af3-42, IL-6 and tau-181 protein before the operation, 1
day and 3 days after the operation were compared between the two groups. Results There was no significant
difference in VAS scores between the two groups at 1, 6, 12, and 24 hours after the operation (t=1.183,
1.325, 0.397, 0.611, P>0.05). The scores of the MoCA scale in the TPVB group were lower than those in the
SGB group at 1 and 3 days after the operation, and the differences were statistically significant (1=2.281,
3.218, P<0.05). The levels of AB-42, IL-6 and tau-181 protein in the TPVB group were higher than those in
the SGB group at 1 and 3 days after the operation, and the differences were statistically significant (7=2.065,
2.122, 2.558, 2.167, 2.515, 2.596, P<0.05). Conclusion Both TPVB and SGB nerve block anesthesia tech-

niques have positive effects on postoperative analgesia in patients undergoing radical gastrectomy. However,

SGB has more advantages than TPVB in reducing inflammatory response and improving cognitive function.

[KEY WORDS]

Different nerve block anesthesia protocols; Laparoscopic radical gastrectomy for gas-

tric cancer; Cognitive function; (3-amyloid protein-42; Interleukin-6; Tau-181 protein

T i — A AR R R R T N R
YL, 2 A e R AR S h DRE L, TE TR
] ELA 5 v )RR 2R S e HR, I AR
THHEE VIBRAZIRTY B ds oA R 75 20, AR5 K
S, YT B E 07 2 B TRV A RE
ANARYT TB, 2 R EURE ARSI, 5 & RN,
fiff 98 RE PR~ B A, [) o) 552 il 8 3 R s TA 1 2
RE™ . WEIEHE I, LA S BH i H AR Sy it ) S8 T
RIEWRBERFPIRBA W RHES . HESFRh 2
FH#f A (thoracic paravertebral block, TPVB) & #{ %
U T IR SR B B A R D, (AR OS
[F1] B0 i ) o7 B AR, 35 R 5 %, o0 JRR T 2 I EL A 8¢
I F AR ZER M . BAR 215 B R (stellate gan-
glion block, SGB) 78 ] T 14 Jifr 83 T A 1) JjR e 15
SR AT DA G AR R RN, 4 e D RE
DR S5 I AORE ) & A L (R SGB IR AEAE S A5 1l
SR 28 A i SRR N SR SR XU AR
9% L4 TPVB J& SGB X I Jia 5% 15 8 AR A AR 1 1
HARIGE R GNHITRE BRI R B VMR R
F4-42 (amyloid B-42, AB-42) . 14 i/ % -6 (Inter-
leukin-6, IL-6) \tau-181 Z& [ 51

1 BREFE

1.1 — ek
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FBH 120 B I 9T X 42, Hi BRBE LA 7 R
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FERIAARFARIGAE ", BRI TIE 10 B2 B AR I AR
Q JIF B ) A A IE H 5 B 3 [ R B BRI P &
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W e A7 W S SR B S BRI AU S . PRALTFAR
By e [ 2 A0 B B AR R AT, JF A [R]85 oF ' R
R = A A T BRI R A
1.3 PFN DR
1.3.1 SN

K H A58 45 U3 43 7% (visual analogue scale,
VAS) AR JF 1.6.8.12 h I3 16 0L -
VAS #5052 0~10 73, 0 E AR B IEA G .
1.3.2 W\HIhE

DL S R AR VHTPEAS 3% (montreal cognitive
assessment, MoCA) " LA AL AR AT ARG 1.3 d
AINHI DI BE . MoCA 5 3RA45 73 2 0~30 77, 43
BRI HID) BB IEAH G
1.3.3 SLEEfebR

FKAEFT AT BB RS ORJE 1.3 d 25 I8 kL
3 500 r/min (10 min, .0 42 :8 cm) B0 )5, B E
JE M5 & T -80CHEE T RAFFERE o R HIBTIR
Lo FEFIR B 2R B AGHIU 1L T AB-42 L6, tau-181
B KT 50 &l N R A P B AR By A FR
o E AL
1.4 Seiteink

K1 SPSS 24.0 i I HAF Ak BB o 35
BERH (x+s) , PO R] b BRI ST RS ¢ R 5
THECFE R DL n (%) R R YRS b #K . P<0.05
RHESHGIHE L.

2 &R

21 PIAR)E1.6.12.24 h B VAS #F4r b5
PIZHAR T 1.6.12.24 h B VAS 143 22 S 3

it L (P>0.05), W1,

2.2 PHARRT ARG 1.3 dif MoCA #FF%t L
AR5 Wi 4l MoCA &4 b3 4 TPVB 413

KT SGB 41, 22 R A G it 2% B X (P<0.05) .

W2,

R1 FWARE1.6.12.24 h B VASIERLL [ (7 +5), 53]
Table 1 Comparison of VAS scores between the two groups
at 1,6,12 and 24 hours after operation [ (¥+s), points ]

gt n ARJF1h ARJF6h AKJF12h AKRJF24h
TPVB 4] 60 1.26£0.39 2.51+0.46" 2.79+0.67" 3.18+0.76™
SGB 41 60 1.34+0.35 2.39+0.53" 2.84+0.71" 3.09+0.85"
H{H 1.183 1.325 0.397 0.611
P1H 0.239 0.188 0.692 0.542
S REARE 1 h L, P>0.05; 5 REAARE 6 h L, P>0.05;
SRAASE 12 h 4, P>0.05.

®2 FWAHRBI.AKF 1.3 dB MoCA ERTHITEE
[(xs),77]
Table 2 Comparison of MoCA scale scores between the two
groups of patients before surgery, 1 and 3 days after surgery

[(x+s), points |

215 n AR ARJF1d RIF3d
TPVB 4l 60 27.58+1.05  23.84+0.85" 25.98+0.79"
SGB 41 60  27.66+1.17  24.17+0.73" 26.45+0.81"

18 0.394 2.281 3.218

P1{i 0.694 0.024 0.002

SRR, P<0.05; 5 R4IAR)E 1 d i, P<0.05,

2.3 P AR ARG 1.3 dBf I AB-42 . 1L-6.
tau-181 25 /KX F

ARJ5 TPVB 4H AB-42 .IL-6 } tau-181 2 17K F-1
=T SGB AL, ZERA S HHE X (P<0.05), W33,

3 it

B AR A TR HoA M, 5 0 B AT R
P BB R LAGRIE TR R TR, PR L, SRR I T
MR RE T3 O . ARG R KU O vk AR 2k
2549k B H AR R 5 B T RO A EEAR  [R]
A A Bt A i X ek PR o) 25 AN R s g Bl A
DX 358 L 5 R e 4 R 1 32E 25, TPVB & SGB #¢ ) 7Z
I FBIRIRITH

TPVB 3 123 4 Joy R B 24 0 10 A B 55 ) Bt
il AR AN BT 1932 8l BB N A8 IRk 38 BEL T K

*3 WAHAARMAS 1.3 dBME AB-42.IL-6.tau-181 FEKEIFLE (x+5)

Table 3 Comparison of serum AB-42, IL-6 and tau-181 protein levels between the two groups before operation, 1 and 3 days

after operation (X +s)

AB-42(ng/L)

IL-6(ng/L)

tau-181 2 4 (ng/L)

]
" TR Amia Amsd AW AR1a ARsd Al AR1d ARsd
TPVB 4l 60 55.79+6.81 64.85+7.13" 69.23£6.45° 7.65+1.79 12.88+2.24" 14.2522.63" 9.61x2.14  12.95+3.59" 15.64+3.81°
SGB#4 60 56.03x6.74 62.19+6.98" 66.72+6.51" 7.43+1.54 11.85£2.17" 13.28£2.26® 9.17+2.65 11.38+3.24"  13.94+3.35"
t1H 0.194 2.065 2.122 0.722 2.558 2.167 1.001 2.515 2.596
PAE 0.847 0.041 0.036 0.472 0.012 0.032 0.319 0.013 0.011

T SRR 3, P<0.05; SF4IAR)E 1 d R, P<0.05,
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B SGB id b Ja) bR 25 W 1 A S A8 I 25, il
J IR 24 VR RE A B0 38 S I Sk TS | SRS | S A
L) 2SI 22 2 4, LUBH W AL 36 D)6, AT LAY
RNRIE RGN W RS, NI IAGERE7E
SEMPRAS o ARG LR B, AR S5 AS TR B
[E] 2500 VAS P43 22 R 0 Ge 2408 X, T RE R A
“h, TPVB 3 2 BH #ir 5 3 7 AP 285 ] Bt , AT A
2 BEL BT 95 D A 2 5 5 1A 55 SGB 1] LUK
SR A B 2 AT BELVG , 3 3k BE T 22 A A A
T AZ F G T CGE R . BRI AR A S
HINBAS T B AR G BB RUR . BRI &
5| RS AIUAAR 7 A 3R I T A A P R PR R
W 22 Tt 223 5 & AR AR Ak, AT TP 1E B A
e, FECAMBERG . AB-42 J&—FhE AR A B,
1 B-VE B3 R i A B 1 3 A = A T LAAE R R
BEAR 5 NI DI RE (A3 28 A5 s Tau B 1) 2 AFFE T
PR ZE R G0, FLTE Bl 25 200 i v e B R T A5
P FE A, 550 0 1 D) A DG, AH DG 5T R I
AB-42 % tau-181 & [ 0] FF 1A% AR J5 A 1 A%
KANEO . AR 5E & B, TPVB 41 MoCA 41
filiF SGB 41, H TPVB 41 AB-42 J tau-181 & /K
V55T SGB 4H , % W] SGB Lt TPVB 7E # # IAH13)
A Y ok O SR AE . R R AT BEAE T, SGB il i
A 390 B i A B 28 LAY SR R R A, ol R
I YR P i, 4 v I 47t DT o0 M 5 4L 4
FIE 77, WA o 40 i A A8 A o REAR S 5 TR A, SGB
TR RE A o 0 E PEP A T B IRA W Ui B 4
il R S5 7 A, DT AR AP 4 1 R 6% s 2 i i
B o SAE SN = T AR J5 0 H LA 2
N, AT RE SO RIEM AL . TL-6 2 —FEE MR
PERF , 2 5 RAEAT BT Y 7 A FHAERE S R 17
I SHUARPIR & VI C, B8 2 T ARG E L
HIPAL . AFFFEH, TPVB 41 IL-6 /K V-5 T SGB
4, F ] SGB B RB i 35 H H SE RN . H R ]
AE7E T SGB REME UG 7oy R VIHE , (i A H Pk
SR 28473 40 B S 928 200 J6 3% A 1 i, DA T 1) 5 R
PR, I TL-6 45 S AE R T (1) 235K 7,

Zi FJrk , TPVB K SGB W5t 22 BELU IR I8 7
ZEXT B ARG B RS R A BRIk A
SGB . TPVB 7E I B 4 i [ KN AT D) RE 1Y)
e T AR

5% STk
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o (], LERE WB %, 2022,48(7) :861-863.
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{5 th | A HT I S Sl Bh AL 7 16 97 B/ AR i g 1)
I BOM%E

R XAMR T BHRH

(& E] B WF5E R h i SR B A7 167 36 /N A0 A i g o) 108 i 98 s =5 4 A S ) i
Thl7/Treg BI54IA . FoiE  JEICR KT B B2 B i — 81 2020 4F 1 A 2 2023 4F 1 H WA 149 60 1511 3E /N4 il
Filiges B3, SR FH B AR 36 ok BB 432 BLAL T A ) B AT (30 1)) 15422 52 15 il 0] SRt A S v el B
ARIT IR IT R ER AL (30 1)) o Ll 5 A 2EL 97 285 L LTS Bk R A s 9 L AN JL I Th17 | Treg 40 it 7K S LA K 35 Il 52
N, ZER O EAEME S T RA, 22 58 Gt X (1=4.286, P<0.05) . 1397 )5 P4l I IR
(CEA) BEZEHLIR 125(CA125) KL AA TR 1 19 F B (CYFRA21-1) KX K TR 7 AT, HiRyT
JEWELZH CEA \CA125 J¢ CYFRA21-1 /K V34 b AR TXF BRA , 25 5 Ge it 27 38 L (1=6.042 ,25.734. . 7.842,
P<0.05). {RY7JaWiZH Th17 Treg /K X THRYTHT, HIGYT /5 W44 Th17  Treg /K7 W I8 T X 4,
2B G X (1=7.216 .4.426,, P<0.05) o WAL 45T & A= R 38 5 X0 IRAL (B B i & 44 T
NS LA T IR TE 22 R e 881124 5 X (1=0.659.0.884..1.832.0.480,, P>0.05) , MEL4H 2 35 k1 3R 0 25 1o
FRFRRLL, 22 A Go 40 L (1=4.800,P<0.05) . 518 SRR A Sp e S Bh Ak 7 67 =l /N i i i
FERCRAAY) , AT R IR bR S LA T ik T 4 B h E , (B LT B SR 1 b f i — 2B 5% .

[EiA]  JE/NAnf il ; (5l A RS0 ; MRAREEY s Th17/Treg; B &l

Efficacy of sintilimab injection as adjuvant chemotherapy in the treatment of non - small
cell lung cancer

RUAN Pengfei*, WU Shengbao, DIAO Yi, FENG Tianming

(No. 2 Department of Oncology, Tianchang Hospital of Traditional Chinese Medicine, Tianchang, Anhui,
China, 239300)

[ABSTRACT] Objective To study the effect of sintilimab injection as adjuvant chemotherapy in the
treatment of non-small cell lung cancer on serum tumor markers and peripheral blood Th17/Treg. Methods
Sixty patients with non-small cell lung cancer were admitted to the No. 2 Department of Oncology at Tian-
chang Hospital of Traditional Chinese Medicine from January 2020 to January 2023. They were selected and di-
vided into two groups: the control group (30 patients undergoing conventional chemotherapy ) and the observa-
tion group (30 patients undergoing sintilimab injection as adjuvant chemotherapy ) using the random number ta-
ble method. The efficacy, serum tumor markers, peripheral blood Th17 and Treg cell levels, and toxicities in
the two groups were compared. Results The total effective rate in the observation group was higher than that
in the control group, showing a statistically significant difference (r=4.286, P<0.05). Following treatment,
the levels of carcinoembryonic antigen (CEA ), carbohydrate antigen 125 (CA125) , cytokeratin 19 fragment
(CYFRA21-1), Thl7 and Treg cells in both groups decreased significantly. The levels in the observation
group were notably lower than those in the control group, with statistically significant differences (#=6.042,
25.734, 7.842, 7.216, 4.426, P<0.05). The incidence rates of toxicities in the observation group were higher

than those in the control group. However, there was no statistically significant difference in the incidence rates

EAFRA 2P BEHRFIERAFR B ZHRA B (2016tc1c003)
Ve fAn . R KT P ERA B A, Z %, R K 239300
*iBAEAE & Bt Tk, E-mail : 14790060118@163.com
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of bone marrow suppression, fever, abnormal liver function and diarrhea (7=0.659, 0.884, 1.832, 0.480, P>

0.05). The incidence of skin rash in the observation group was significantly higher than that in the control

group, indicating a statistically significant difference (#=4.800, P<0.05). Conclusion Sintilimab injection as

adjuvant chemotherapy for non-small cell lung cancer is proven to be effective. It can regulate tumor markers

and T lymphocyte function, additional research on potential toxicities is necessary.
[KEY WORDS] Non-small cell lung cancer; Sintilimab; Tumor marker; Th17/Treg; Toxicity

AE /N4 B Jii 98 A s 55 22 il LR AR OC A 45 e
P ISR A L R W MR AT S EORR AE /N
I 98 S5 A0 B 55 DA ke B, o0 R B AR 2 B
T A T, 78 5 AF N AE AR 5% A4, ™
BB NS a i . H AT RIA YT 51 EE /N
Tt it g 2 DUARYT O (R B R TT 2
i 215 DU AN [R) 5 P AR ST 2590 J5 77 A A R B
WA [A], PRLIHG SE  TR) AR 797 R DA B 2 4 PR A7 7
S B BRI KV kR LA R TR AR & %
/N2 I 98 A S TR, B 25 i 9T O B
iz TR /N i e B B IR T . RS R,
{7 18 ) ST AL A e AR TR P ST L
(Programmed death-1,PD-1) , DL 455 HLARST I8 4
RETBE , JE T BRI A0 M . Sy it — 2D 5 (5 il
B HTAE AR /I 20 i i s 2838 v ) B SSOR At
FEETRT 30 BE /1N 20 e it s 28 2 SR AR 2 A S v
ST B AT FIRYT R IE AT .

1 ARSI

1.1 — R

TEHCR K T Th EEBE e — A 2020 4F 1 H % 2023
AR 1 AR Y 60 BIEIE /N0 i il 93 2B . R FH B AL
BE T I B (30 i) 5 B 2H (30 f4]) o %
WL, B¢ 18 48], 2o Pk 12 i) 5 P 3452 (63.8449.53)
& BRI RIS R 10 491, IR 20 51 5 TNM 43
LIRS || B B 17\ e 1 P Sy = R ) N |
(Eastern Cooperative Oncology Group, ECOG) ¥ 43
0~2741, F13(0.69+0.12) 53, WEELH , Ve 17 6], 2ot
13 6] ; S H4E S (64.19+9.84) % 3 fig BRI . 957 12
), Bt 18 451 TNM 359, T 1441, IV 34 16 191 ;
ECOG 1141 70~2 43, “F-#4(0.7320.14) 47,

Py AFRUE : DAFEWE>18 % 5 Q474 AR /N 41 i fii
FEZWibR e Q1 RIS AE /NN i B is AR 1237
HAbIEIT s @A =0 1~ H ; ©TNM I8 43
WALF M~V ] @538 5k CF1) 5@ 228 1 el &
P o HEBRbRE . OREAEMERF AR s & @K I HAlh

G IR A BB I I U AR I RE BE AR
@EIFEMENRE ; OGIF A B REwRE ;@5 IF
PEEBEREE OMMEEREFTFARE ;@7 .
IR L . AW EABEARBEZ I S d it

1.2 ik

WAL YT I 248 37 bk kb DL KR DR 2 3
RiIGIT o X RRAL 4232 % 0 TP 7 24097, 55 1 d
ki {3 55 A2 s S (Vg mi Vg 245 A AT BR A 7D,
25 7 H10980170) 135 mg/m?+ 58 Ak 41 7 5 & 500
mL; 55 1~3 d # s TR (2 rE A 25 M0 A FRA
A, [E 25 i H53021679) 30 mg/m*+Z AL 4M 1 51K
500 mL. WHELZH 7EXF HE 2 Ak S ml 55 1 d 5
K A R BT LR TR A= i 245 (O A R
AN, E 2 1ES $20180016 1200 mg+48 Ak 44 1 5
100 mL, 45 min Wil E5E 5. AL 21 d 2k
L7, HR97 3 T R
1.3 LS bR
1.3.1  JrakbRiE"

FIRIT IR IATIT R o SE 22 (CR) A/
gk 2, o H e 4 L E. 302 (PR),
A7 20 it i 9 5 b K AR B RNE/N>30% , I HE R 4
JAVA L T fa e (SD) , JE /N2 i it g k4 42
M AL/ F PR 5 PD 28], Bgw it E (PD), Ak
R WS s AR AR 2R S TN >30% 58 BB AL
S CR= R R-SD-PD ) /1 5% 100%

1.3.2  IiF MR EY)

FIRYT HI G R A WA %5 18 # ki 5 mL, B0
WMV , % H % G2 7] ROCHE E601 Hi 4k 2% &
43 B ASCRS: 00 79 2H 9 R Bt Ji (carcinoembryonic anti-
gen, CEA) | M 2& $t Jit 125 (Carbohydrate antigen
125, CA125) VL K 40 i #f #5110 19 | Bedit Jit (Cyto-
keratin 19 fragment, CYFRA21-1) 7K,

1.3.3  #ME L TH17 \ Treg 4 il

TIRTT T R AR B 25 JE R K M, >R Cyto-
FLEX It 220 LA [ D1 o & e R A [ B 57 55 (Lt )
AR ] KT 4L Th17 400 Treg 20 Le A1)
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1.3.4 BRI

SR FH 2 [ [ 37 9 5 AF 5 97 38 FH 75 0 b o
AL, G045 B #8001 L K22 &R IF TR SR
1.4 Gile#irik

K H SPSS 25.0 # ki A Eig ge it o b, 1
TERHE (2 £5) Fon , SR ¢ Ko 50 5 THEORORHE A

n (%) B LI MR 2 K%, P<0.05 310 2%
S G

2 #R

W4 — TR 3
W — e e R b i =2 5 oG ik 2208 L (P>
0.05), WFK1,

21

x1 WA-MABLEK (0(%), (x£5)]

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

21 51 n #e2) (61) AR (%) - i TNM 58 ECOG 143
5 7 = i3l JII B IV

U =S4 | 30 17(56.67)  13(43.33) 64.19+9.84 12(40.00)  18(60.00)  14(46.67) 16(53.33) 0.73+0.14

popicEEl 30 18(60.00)  12(40.00) 63.84+9.53 10(33.33)  20(66.67) 13(43.33)  17(56.67) 0.69+0.12

PRI 0.069 0.140 0.287 0.067 1.188

P 0.793 0.889 0.592 0.795 0.240

2.2 WAL EL
UL 20 34,4 25 8 TR BB, 2 S B
HX(P<0.05), &2,
x2 WMAFTVEER [n(%)]
Table 2 Comparison of therapeutic effects between the two

groups [n(%) |

BAR
8(26.67) 20(66.67)

45 n CR PR SD PD
WELLH 30 7(23.33) 13(43.33) 2(6.67)

XHR4L 30 2(6.67) 10(33.33) 5(16.67) 13(43.33) 12(40.00)
21 4.286
P1E 0.038

R FIRYT R, HIGTT 5 WAL 4] Th17  Treg /K F- g 3%
FXT IR, Z A SR L (P<0.05) . W3 4.

F A FHESNFM Th17. Treg BATLLEE (v +s)
Table 4 Comparison of peripheral blood Th17 and Treg

cells between the two groups (x+s)

TH17(%) Treg(%)

415 o e
TRYTHT BT A TRYTHT RITIE
WAL 30 3174041  2.3520.36" 3.0520.46  2.36+0.32°
YTHRZH 30 3.15+0.37  2.9220.24°  3.0820.39  2.72+0.31°
1l 0.198 7216 0.272 4.426
PAH 0.843 <0.001 0.786 <0.001

2.3 PHZHLINE R Ar i ) b
IRITHITM 41 CEA .CA125 }2 CYFRA21-1 /K
FLig 22 3 G2 8 L (P>0.05) . JRI7 G M4
CEA .CA125 4 & CYFRA21-1 /K -3 i B THEYT
i, HI497 )5 W54 CEA .CA125 & CYFRA21-1 7K
T EAC T AL, Z R A G EE L (P<
0.05), W33,
2.4 L HNE I Th17  Treg 400 4%
IBJT I 4L Th17  Treg /K - Ho 4 22 5 0481t
2B (P>0.05) . AT JE AL TH17 Treg K V- 3%

1 5 AR AT L, P<0.05,

2.5 WL EERI S AL

6T 5 2 35 R R B, W SR 4 45 Tk
Az R TR IR R L R R B )
AE S5 DL KRS 22 R LG 2E L (P>0.05) ,
WEEH Je 5 3 i 3 TR, 22 R A 4t
2 X (P<0.05), W5,

3 it

B F g 30T AR /D A A 93 LA A i R _E TP Ak

x3 WMAMBMERSWHEER (x£5)

Table 3 Comparison of serum tumor markers between the two groups (x+s)

i . CEA (ng/mL) CAI125(U/mL) CYFRA21-1(ng/mL)
BT HIT I bEEAgil] I bEL i) T
Uk zazEl 30 12.97+2.89 5.03+1.38" 148.82+8.66 29.34+3.15" 24.68+2.75 6.84+0.42°
X IR ] 30 13.11+3.27 7.23+1.44" 149.17+8.53 54.27+4.27" 25.09+3.08 10.54%2.55*
t{H 0.176 6.042 0.158 25.734 0.544 7.842
P4 0.861 <0.001 0.875 <0.001 0.589 <0.001

SR IAYT T AL, 4P<0.05,
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®5 MAFEIRMLEE [n(%)]
Table 5 Comparison of toxicities between the two groups

[(n(%)]

wal n [~0%% 1-~0% 1-~1% [~T% 1~1%
AT ekl kP KB HIRERE Ws
WELZH 30 12(40.00) 8(26.67) 14(46.67) 13(43.33) 6(20.00)

XFHRZH 30 9(30.00) 5(16.67) 6(20.00) 8(26.67) 4(13.33)
PALE 0.659 0.884 4.800 1.832 0.480
P1E 0.417 0.347 0.028 0.176 0.488

IWE S CTE N SRV N E AN RN
WG Bk AR 2 M2 T 6 R R B AR
57 7 IR AR/ N I R IT S R R 2 Bk A
BIT RO B E T ey, AR R WD,
H A, Ho G 25l ol P47 B E A SR ReiREs,
T T 555 ISR ek A AT 5% SR P A e R B 3 A
W AT IR YT AR W3

g5 R WAL R SR 3 i T R AL
AR PR R G R BRI AR YT S Ak
L b X B R A R T 9 SO s R
HI7E T, PD-1 76 G 4N A 2 1 4535 , 40 o
HET-3Z K- {& 1 (Programmed cell death-ligand 1,
PD-L1) WI7E i 4H iR 1 e 3k, BR324 T
T S A0 AT Sl i T e e AR B D R S, R 3K
I8 240 FELAS BT 394 B 5 115 R BB AR Ry PD-1 B 5
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& MM 3R IE YT 1 515 R R IY 208 % i i
UK E  HMGB1 KA

RET IR EF HTH

[ ZE] BM BT /MR I (PRP) VAT R JC 48 MG RIT 20 K0 235 1 B YU
FIE R R E A 1 (HMGB1) KRR, ik HHL 2021 4F 1 H = 2023 4F 1 H A 5T i — AR E B
WA 1A 5715 R B 106 191 R WF 58 %42 AR I VAT 7122434 PRP JRYT 4L RN3% B IR VA T 41, 45 53 il
HC R AR YT SR Sl v B YL R (HMGB1 /K-, 58 PRPALIAYTIE 1.3 A H BT 4 25 51y
R 7] 4 (KOOS ) #1-43  Lysholm #1735 T i BT AR 41, 25 5+ A1 S 12+ 8 X (1=3.235.,10.437
5.494.,3.863,4.183 . 10.268, P<0.05) ; PRP 3447 J5 1 .3 A B E KL m T BB R, 25 H
it 2 3 X (1=2.065.3.611, P<0.05) ; HMGB1 /K AL T B IR IR AL , 25 A Giih 2578 X (1=2.193 .6.146,
P<0.05) ; PRP 41348975 1.3 4 H L BT (VAS) PE /M T35 B R R 20, A 3% e P 1t 26 (SF-36)
W TEWIRIRA , 25 58 Gt 78 L (1=3.119..6.661 .2.713 . 3.550,, P<0.05) ; PRP 28 3% W] JFi B2 41 &1
AN BRI KA B0 9.43% (13.21% , WAL AR B & AR B 22 55 TR T 24 8 L (5°=0.376, P>
0.05), ZEit  PRP o] LR & I3 B YL R KF, BRI HMGBL K7, B8 B D6 REBH 1 TIRe, &%
SifE PR A e 2B 0 T

[SEIA]  w /MRS ; RE R BYURE,; SEBRKREN1

Clinical efficacy of platelet-rich plasma in the treatment of knee osteoarthritis and its effect
on serum ghrelin and HMGBI1 levels

CAI Liang*, LUO Dan, YUAN Qiong, XU Xuemei

(Department of Blood Transfusion, the First People’s Hospital of Zigong City, Zigong, Sichuan, China,
643000)

[ABSTRACT] Objective To investigate the effect of platelet-rich plasma (PRP) on the level of se-
rum ghrelin and high mobility group protein 1 (HMGB1) in the treatment of knee osteoarthritis. Methods A
total of 106 patients with knee osteoarthritis treated at Zigong First People’s Hospital from January 2021 to Jan-
uary 2023 were selected as the study subjects. They were divided into two groupos based on treatment meth-
ods: the PRP treatment group and the hyaluronic acid treatment group, each consisting of 53 cases. The study
compared the therapeutic effects and serum levels of ghrelin and HMGB1 between the two groups. Results
The Knee Injury and Osteoarthritis Questionnaire (KOOS) scores, Lysholm scores and bone mineral density
in the PRP group were higher than those in the hyaluronic acid group at 1 and 3 months after treatment, with
statistical significance (7=3.235, 10.437, 5.494, 3.863, 4.183, 10.268, P<0.05). The level of ghrelin in the
PRP group was higher than that in the hyaluronic acid group at 1 and 3 months after treatment, and the differ-
ence was statistically significant (#=2.065, 3.611, P<0.05). HMGBI level was lower than that in the hyaluron-
ic acid group, and the difference was statistically significant (r=2.193, 6.146, P<0.05). The Visual Analogue
Scale (VAS) score in the PRP group was lower than that in the hyaluronic acid group at 1 and 3 months after

treatment, and the SF-36 score in the PRP group was higher than that in the hyaluronic acid group, with statis-
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tical significance (7=3.119, 6.661, 2.713, 3.550, P<0.05). The incidence of adverse reactions in the PRP

group and hyaluronic acid group was 9.43% and 13.21% , respectively, and there was no statistical signifi-

cance in the incidence of adverse reactions between the two groups (x°=0.376, P>0.05). Conclusion PRP

can increase serum ghrelin levels, decrease HMGBI levels, improve joint function, relieve pain and enhance

the quality of life in patients with knee osteoarthritis.
[KEY WORDS]

TR DG R — R AR Rl T B RO AR G
THLURTTHEENR , 4F & T AR, W R 38Uk
AR ) 32 B RO IR e D) e b e O £ B
ST VAR K, ™ S B A A o
! I IR T R LA R B
Xof i e RR AR B DR S ML S BT A U R
HEAREEZ L™ & /MR 0K (platelet-rich
plasma, PRP) J& 4= Ifil Z8:4: 2500 Ji5 ML/ MR 75 B vk 4 22
A1l 3~5 f5 1ML, PRP &5 Kt A K R Ak A
T PR MBI -  BUR ORI, W] LA O AT
I BN G3 i A , 447 5CTT INARAS RO ]
P05 4 A %) 1 B RN R 20 M o A R A AR
JEEB T R B g HBUB S, W T RE
INE, 2 figp JB T DT L i DG TR . Stk —
A B W] PRP IR 815 57 RAEFBLHI S A R
Fe Ve A BESEIRIE T & /NI 3R 0T T O
TR IR TT SR BT 3 B YUK ER &R
%4 H 1 (high mobility group protein 1, HMGB1)7K
SR sZA , BARGE AR .

1 ABSHE

1.1 — gk

VEHL 2021 4F 1 H £ 20234E 1 H Hoiiss— A
B B2 BE SR Y 106 M5B DG 19 48 JR 8 M F X 42
MRIEIEI T I 43 PRP 4L A& W R R 4H , 4% 53 141
PRP 4 55 22 45, 2 31 4], 4F:1k% 50~68 % , V-1 (59.34+
6.24) % , Wt 2~13 4, 34 (7.12+2.85)4F ; i W it
MR 55 23 19, Zc 30 1], 4E 4% 51~70 &, -1 (59.63+
6.37) % JRE 3~144F  F1 (7.2622.44) 4 . W AR
e : OFF & OB T RINERIRTT & 53R (2018 4F
RO D ST RIS WibRE ; Q4RI 50~70 % ; Qi
I JE L e ke 3 JeIR e, AT 52 5C T SRR YT
@il 34 H WARHEZ A SRR I N EESHA
I7 s OBHE L FE M IS FZ A FE A HERRA
#E: OB IR R G 58y™ EEDY , & 998 R X0
PEOCHT R s Q A AR IS ZE , A0 B SR PR

Platelet-rich plasma; Knee osteoarthritis ; Ghrelin; High mobility group protein 1

A9E B Jirb 8 200 i B P e 5 1 8 PR IR 5 5 B I
JE O I T LB S 2R E T RE R
@ TR AR A B0 T BT e RS
AR FEARAGAS Be S FHZE 51 2L
12 ik

PRP il £ : PRP 41 /5 & R AR I v i ik I 30 mL
BT M ER SN PTEEE 1, 1 500 t/min 2.0 10 min,
kAR 8 em, 2o A 3 )2 M EERFIEZET
EERELAT 3 em I WCE T ) — Jo R B0 ot
AT W0, 3 000 t/min #5010 min, &.02F4% 8
em, 35 B T 34 B, O B 2K K 2
2 P% IR 2) B 45 PRP, B 1 mL PRP #E47 1M /) A it
B, F 4> PRP 1E 2 h N 52 L5t o

FE U MY R OG5 U, B 2 R A
FUHTE, TR N & B A 1 em M FEAL 556
RERE NP S YN S S TPV
R 43 55 e AR . PRP 417 A 4 mL PRP,
FEH IR TE A 25 mg 37 W B2 (bt 2 36 % A4E W)
BHEABRAFD)  BEJR 1R, #LERYT 5K,
1.3 WEIE R
1.3.1 CWHIRE LB ®E

TRITHTRORIT A 1.3 A H R B 515 453 K
B &7 R P8 4 7] 4 (knee injury and osteoarthritis
outcome score , KOOS ) | Lysholm [ 5¢ 77 I) 58 P 43
TEAL B L I RE , KOOS #1043 100 43, 314 8 &
7 561 D R MU 5 Lysholm £143 100 43, 343 8K =5
T D RS 5 SR B ( 2 ) BE X 4R = R
T B B, T (E>-1.0 SD #278 fR E B 3 E %,
—2.5 SD<T {<-1.0 SD /R B & B =/, T 5
<-2.5 SD &/ A B B AL
1.3.2 1M HYLHE HMGB1 K1

FIRITPHT MBI G 1.3 4 A R R = il i
ik Ifi 5 mL, 3 500 r/min B .0> 10 min, &0 2F 4 8
em, B2 M 285 H , >Re FH TR B 95 W2 62 A i
B YL ZE (HMGB1 KF (EH U E R & 36
[€] Sigma- Aldrich 2% 7] , 57 %5 RD-RX14224-48T;
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HMGBI1 74 : 25 [ Thermo Fisher Scientific 23],
5 EEL047) .
1.3.3 IR ST i

BITHT AR YT R 1.3 A H R AL LU 4
(visual analogue scale, VAS ) " 1Ak (5 IR RE
VAS G573 10 43, P4 8 v 4 0 12 ™ 85 SR
A 7% R & P 4 &= 32 (Short Form 36-item Health
Survey , SF-36) P14t f 5 A= 1 B &t , SF-36 &L 43 150
g3, VA3 e AR 0 BT R R AT
1.3.4 AR

SN W S N T Ve o DK i S =S TN
JryERIER YL LTI PR R R AGE
1.4 G5k

K SPSS 23.0 F1 A4 X B4 v A7 Bt 4 B o
THRPERER A (x£5) TR, WA MR ek 5, 3
BOGERLER I n (%) s AT 7 K 40 58 Fisher i VIR
Rk, DL P<0.05 NS A GITEE L

2 #R

2.1 KIIRE B R

IR YT AT 4H KOOS 1743 . Lysholm ¥4 | ‘B %
BE e 2= g4 B L (P>0.05) ,PRP 41797 5
1.34~H KOOS ¥4} Lysholm PF-43 i % 1 T 1%
WIIRA , 22 A ST # R L (P<0.05) . WK1,
2.2 i BYVHRE . HMGBI1 /K A

RIT TP AL E YL R  HMGB1 K 8 2=
SILG 2 F R X (P>0.05) ,PRP 4 A¥7 )5 1.3 4

Rl XTHRERBEELR (x+s)
Table 1 Comparison of joint function and bone mineral

density (x+s)

G PRP 41 1% W i R 4l
g (n=53) (n=53) tfit P
KOOS (43)
TRYTHT 40.42+6.25  41.08+6.79  0.376 0.707

WITIE 1N 52224778 47.16+£7.94°  3.235 0.002

WITIE 3 H  68.14+7.16"  57.54+7.05° 10437  <0.001
Lysholm (43)

VRITHT 68.67£6.37  68.25+6.14  0.346 0.730
BIFE 1] 782626870 71.05x6.64° 5494  <0.001
WITIR 3N H  84.2426.77°  79.2626.50"  3.863  <0.001
% % (SD)

VRIT I -1.87£0.32  -1.85x0.35  0.307 0.759
VWITIFE1AH  —1.542025°  -1.76£029° 4183  <0.001
BIFIE 3 —1.2240.22°  -1.43+0.19° 10268  <0.001

T SIFLIRY YT LR, *P<0.05; S RIZAITE 14 HeA, P<0.05.

H B UL K TiE B B R 4, HMGBI1 7K
RTEYRA , 22 7 A Z it 2% & L (P<0.05)
WL 2,
2.3 PIFREE KA T e A

BITHTPIZH VAS . SE-36 PE43 [L iR 2% 5 e 4 it
227 L (P>0.05) ,PRP 413397 )5 1.3 1~ H VAS iF
IR T % B B RR 2H , SE-36 Y43 i3 T35 W e 4
EZRAGIFE L (P<0.05), L33,
2.4 ARV RAERIE

PRP 2H %35 WA Ji R 4 B AN B & A2 3R 43 5]
4 9.43% 13.21% , B AN B & A2 R LR 25 57
TG4 L (P>0.05), W4,

®2 MIMEBUHE HMGB1 KFLLE [(x+5),pg/mL ]
Table 2 Comparison of serum ghrelin and HMGBI1 levels [ (x+s) , pg/mL ]

431 EIGIE HMGB1
Mo n o - 5 o : -
VAT WwITIE 1A H WITE 34 H VAT HI WwITE 1 H HITIE 34 H
PRP 41 53 105.34+25.23 123.38+24.51° 139.47+25.68" 8.25+2.03 4.88+0.86" 3.76+0.68"
75 W BT R 4 53 104.86+26.34  113.5624.44° 121.64+25.15" 8.16+2.17 5.45+0.94° 4.64+0.79"
HE 0.096 2.065 3.611 0.220 2.193 6.146
P1H 0.924 0.041 <0.001 0.826 0.030 <0.001
W HRANRY T L, 'P<0.05; 5 RIAHRYT IR 14 I, °P<0.05,
x3 BREEREFERELE [(xxs),5]
Table 3 Comparison of pain degree and quality of life [ (X+s),score ]
-~ VAS SF-36
M n R - - e - -
VAT BITE 1A H WwIYE 3 HA VAT WwITE 14 H WHITIE 31 H
PRP 4 53 7.22+1.18 4.46+1.07* 3.19+0.75° 04.34+13.69 108.45+12.40° 123.15+12.34%
EWRMRH 53 7.19+1.23 5.13+1.14° 4.20+0.81° 94.17+13.41 102.45+10.27° 114.54+12.63"
il 0.128 3.119 6.661 0.065 2.713 3.550
P{H 0.898 0.002 <0.001 0.949 0.008 <0.001

U - 5 R4 AT LA, P<0.05; STRIALG)ITY e 14 H HLAE, 'P<0.05.
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R4 TRERMEEZRLE [n(%)]

Table 4 Comparison of incidence of adverse reactions [1n(%) ]

2051 n PN R 21 Jih P JEIE KR BRAR
PRP 4 53 1(1.89) 0(0.00) 2(3.77) 0(0.00) 1(3.77) 1(1.89) 5(9.43)
% W TR 21 53 0(0.00) 1(0.00) 3(5.66) 1(1.89) 2(1.89) 0(0.00) 7(13.21)
71H 0.376
P{H 0.540
3 it Uitie . HMGB1 J2 i £T 2 20 A A T 5 44 i 88 i 1)
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WA T- RNA RASSFS-ASI {E B IEbminkEY S
5r L

Lardr AREX FARA RRFE wOAE”

[ E] HH HIEHRT RNA RASSFS-AST 76 B i (STAD ) H (14 3535 il & S D L PR 10, 4
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# UCSC Xena $0H8 4 i 2k 33 28 i 1 22 38 500 A= A7 500 A PR %%mwmwmifﬁﬁ
FIAH AL 20 B o € 56 eRNA K FLJ 32 B X O eRNA-FEJE R XF , {fi JH] R 18 7 ggboxplot fiy 2> 43 Hr
RASSF8-AS1 ik 5 B 1I ARG FL A AH e , B GO A KEGG 7 4E 70 HTi% R RASSF8-AS1 1E STAD %
EWES iR I 0 5 2R A il e =X g mT@aU%ﬁmmMAﬂrEaﬂ%%ﬁ%w§¢m
Fikim, R RASSF8-ASI BIFRIKAKF-5 B E BAEHS (I PR32 e PR 4390 1 3 40 26 ('=4.356 . 4.166
6.452, P¥#<0.05), RT-qPCR 45 H-3¢0, 5 1E % 4 Mo AH 1, 5 95 zm JItd ' RASSF8-ASI Fll RASSF8 1) 3 ik 7K
¥E%WR%Eﬁ%ﬁMﬁXUMﬂM4%W}O%%M%[wwwoM%Mﬂﬂ%%ﬁﬁ%%
B R R R EINTINR B ERE  EF A SIS E L (P<0.05), GO Hres &M, RASSF8-ASI
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Clinical significance and molecular mechanism of enhancer RNA RASSF8-ASI in gastric
adenocarcinoma

MA Tiantian, ZHU Cuiwen, LI Dongxu, ZHANG Xiaoyang, YU Mingxia*

(Department of Laboratory Medicine, Zhongnan Hospital of Wuhan University, Wuhan, Hubei, China,
430071)

[ABSTRACT] Objective To explore the expression and key target gene prediction of enhancer RNA
RASSF8-ASI in stomach adenocarcinoma (STAD), and to analyze the relationship between RASSF8-ASI and
clinicopathological features and prognosis, as well as explore the mechanism of RASSF8-ASI in the occurrence
and development of STAD. Methods Expression data, survival data, and clinical data for 33 tumor types
from the UCSC Xena database were download. Kaplan-Meier survival analysis and correlation analysis were
used to identify key eRNAs and their regulatory genes as eRNA-target gene pairs. The ggboxplot command of
the R language was used to analyze the correlation between RASSFS-ASI expression and patient clinicopatholo-
gy. Additionally, GO and KEGG enrichment analysis were used to explore the signaling pathways involved in
RASSFS-ASI in STAD. Reverse transcription polymerase chain reaction (RT-qPCR) was used to validate the

expression of RASSF8-ASI in normal and gastric adenocarcinoma cell lines. Results The expression level of
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RASSF8 was significantly correlated with the patient’s age, clinical grade, and clinical stage (y°=4.356,
4.166, 6.452, P<0.05). RT-qPCR results showed that compared with normal cells, the expression levels of
RASSF8-ASI and RASSFS8 in gastric cancer cells were significantly decreased, with a statistically significant
difference (HR=0.044, 95% CI: 0.032~0.056, P<0.05). The overall survival rate of patients in the high ex-
pression group of RASSF8-ASI was significantly lower than that of the patients in the low expression group,
with a statistically significant difference (P<0.05). GO analysis showed that RASSF8-ASI was involved in vari-
ous biological processes such as extracellular matrix organization, cell adhesion, regulation of chemical synap-
tic transmission, and collagen metabolism. In the KEGG pathway analysis, signaling pathways such as intersti-
tial development, extracellular matrix organization, and regulation of membrane potential were enriched.

Conclusion RASSF8-ASI is a crucial survival-related eRNA in gastric cancer and could serve a promising bio-

marker and therapeutic target for the early diagnosis of patients with gastric cancer.

[KEY WORDS]
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GAGTTCAG-3' , Jz [n] 5| ¥) 5'- ATGAGGTGCTA-
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Table 1  Survival-associated eRNAs and their predicted target

eRNA KM AN MFZEC corPval
EMX20S 0.002 EMX2 0.762 0.000
AL021937.3 0.002 SLC5A4 0.454 0.000
HAGLR 0.002 HOXDI 0.759 0.000
RASSF8-AS1  0.003 RASSF8 0.882 0.000
CASC16 0.005 TOX3 0.490 0.000
NR2F1-AS1 0.005 NR2F1 0.855 0.000
ILDR2 0.010 ILDR2 1.000 0.000
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HSD11B1-AS1  0.029 G0S2 0.430 0.000
AC002451.1 0.036 PDK4 0.663 0.000
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Figure 1 Correlation analysis between RASSF8-ASI
expression and clinicopathological characteristics of lung

adenocarcinoma patients
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Figure 2 RASSF8-ASI and RASSF8levels were determined
by RT-qPCR

A = B

100
075 \
050
0251 p=g.003
0
T I

i 5 6
i) (4 )

Sk
RASSF

) RASSFOAST
1 A, ASSF8-ASI 3K STAD [BH B CHR s B,RASSF8-ASI
55 RASSFS (#1561
3 RASSF8-AS] EBEHMTMEMER L RIES
Figure 3 Prognostic value and co-expression analysis of

RASSF8-ASI in stomach adenocarcinoma
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Figure 4 Functional enrichment analysis
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Effects of low-dose aspirin combined with calcium and vitamin E treatment on UPR, MAP

and coagulation indexes of pregnancy-induced hypertension

QIAO Wenting*, LI Qingin, YUN Junling

(Department of Obstetrics and Gynecology , Henan Second Provincial People’s Hospital, Zhengzhou, Henan,
China, 451191)

[ABSTRACT] Objective To analyze the therapeutic effects of low-dose aspirin combined with calci-
um and vitamin E in gestational hypertension and its effects on urine protein (UPR), mean arterial pressure
(MAP) and coagulation indexes. Methods A total of 122 patients with gestational hypertension who were
treated at the Second People’s Hospital of Henan Province from July 2017 to July 2022, were selected and di-
vided into two groups: the control group (n=60, treated with magnesium sulfate treatment) and the study
group (n=62, treated with low-dose aspirin combined with calcium and vitamin E ). The treatment effects, im-
pact on UPR, MAP and coagulation indexes were compared between the two groups, and the occurrence of ad-
verse reactions was observed. Results The total effective rate in the study group (95.16% ) was significantly
higher than that in the control group (81.67% ), and the difference was statistically significant (P<0.05). Aaf-
ter treatment, the levels of MAP, UPR, UA and CysC in the study group were lower than those in the control
group, and the difference was statistically significant (P<0.05). After treatment, PT, TT and APTT in the
study group were longer than those in the control group, while FIB was lower than that in the control group,
and the difference was statistically significant (P<0.05). There was no significant difference in the adverse re-
action rate between the study group (17.74% ) and the control group (8.33% ) (P>0.05). Conclusion Low-

dose aspirin, when combined with calcium and vitamin E, is effective in treating gestational hypertension.

EAFR B T dE B SCR R B A& T B (LHGJ20231027)
VeEBn . M B H ARERE =4, 7d, %M 451191
*BATAEF A LHF, E-mail : 763070706@qq.com
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This treatment can improve patients’ UPR levels and coagulation indicators, helping to control of blood pres-

sure. It is safe and has significant clinical value.

[KEY WORDS] Gestational hypertension ; Aspirin; Calcium supplements; Vitamin E; UPR; MAP
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1 ABESHE

1.1 — ek

VEHL 2017 4F 7 H & 2022 4E 7 H T FEA 4 —
N B BE B 5E12 1) 122 (91 4 G A & 1l 8 3, AR
57 7 XA 43 R %) B (n=60) FITIF 5T 41 (n=62) .
Xf BREHAENS 22~37 & 134 (27.73£3.87) & 5 771K 1~
4,44 (2.1820.62) 1K . BFFELLAFIE 21~38 %7, -
17(28.25+3.99) % 5 P2 IR 1~4 1K, F- 1 (2.22+1.21)
Wo WA — TR LTS 27 L (P>0.05) .

AR O B AT A i IR & i 2
WrbR e, H R £ RS 2112 QI R4 7 1
TR ek QB F LR =18 B s IR I IR, 27
Ji] 20~25 J& ; & A BRI A e 32 HoAh iR YT, B s
FERI AR IE o HEBR AR « OAFFE 05 P9 98 E 5 i
IR RGP B s QX A 58 Br 4 FH 25 4 5
@ E I B B ; @G I
o AR S O TE A B R #  ©FF
TEARAR D) BE RIS BN FI T e e fig okt 17 A 98
WACT A « AWEFE At B Be e P23 3 St

1.2 Ik

BE AR T D ENARR R, R BGE 2iz 3,
S #b AR B ) SRR TR TT

X B2 HR T DABR IR B (T b ol % 2451 A3 PR
N E 2GS H130229775 10 mL: 2.5g) 1897 , fd
AU « 5% %5 28 100 mL+25%767 2 , 20 mL
T #R KM 1, 1 UAE 30 min P 5E UM T, 2 05 LA
5% 71 % B 500 mL+25% i R B 60 mL 17 i 1 28 i
L1 g, 1 Rds FFEERIT 11 H .

TFF 52 207 LA /N7 Bl ) DG bR (7 24 42 AT IR
25 A RN W] [ 245 #E 7 H13023635, 25 mgx100s)
A e R %5 (Vv 24 M e A A R ], 1 245 4
F H31020221, 25 mgx60s) 44 Z ECILAR B 2
v B A BR A 7 B 245 MESE H20103380, 100 mgx15
BIARTT DA IR < Bl R] DEAK AR, 50 mg/ix
1R/ BRFRES TR, 1 /AR 1 IRIR ; 44K E 1
R, UREAR T IRIR . FREERIT 1A .

1.3 WEHER
1.3.1 IfEIRTTFRCT

TR R YT G B IR AR AR 2 IE W
UPR R FL BT, /K i R 34 AR 45 0 el 3t | L &
AR B MR UPR 7K BOK IRE IR A — e 7
AR E ] AL IR YT A I UPR K F- KK i
iE PR A5 3 B B S I 45 i) AE 140/90~150/
100 mmHg Z [4] s ZE 1 : Il & . UPR /KPR & 2 1E &
0 F, JCAK AR IR o [ (VA i+ I 280+ 80 L9188 ]
100%=1/7 A 5F
1.3.2 MAP KX 'B iketedn

ICVRIT TG o MAP K254k, SR4E &
FRTHT DA YT 5 A IR K 5~8 mL, 5k HIIRIR
it - 33 4 Ak 49 A1 20 325 900 2 1 3 PR R (Uric Acid,
UA) 7K, 2R FH G 28 375 5 L vk 000 7 i 37 e % C
(Cystatin C, CysC) 7K. W22 4 24 h HEH Y
BT A PRI, 58 PR, A4% < H 7 4 [ sh A A4 it
A, K FH AR L i 2 39647 24 h UPR SE i385 &0k
U8 1 BB A R A F]

1.3.3  BEILFEHR

FE B EIRIT I BORIT 25 S R F A AR 55 B

CA1500 L EE AR W 456 0L 5 Ao , 60 475 56 1000 g Dt B[]
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(Prothrombin time, PT) . #%& Ifil & A5 [A] (thrombin
time, TT) . % IfIL 7% A 8] (activated partial thrombo-
plastin time, APTT) . £F- 4 &5 [ Jiii (Fibrinogen , FIB ) ,
Rl N R 1 R T N T = I 2 3 T R

NHE]

ZF TG E X (P>0.05) 3497 G HF 58 41 MAP
UPR . UA J CysC /K F-BUR T X REA , 22 5% A Geit
2 L (P<0.05), W2,
2.3 A EEIM AR L

Wi 413697 1 PT.TT .APTT . FIB 055, 2% 5% 1

1.3.4 AR gt 2 2 L (P>0.05) ;R 97 )5 WF 5% 44 PT . TT.
WLEL I 10 S BRI A TEE DMKk APTT R T-X B4, FIB IR T-XF B4, 22 B A Si it
B AR IMLAE S5 AN R & A . 2= Y (P<0.05), W3,

1.4 GEile#irik

K H SPSS 22.0 B A AT G143, T BOR
FH e 2s) 53R AT e K 50 THECHOBHE 1 n (%) 3
TN AT KR 5 DA P<0.05 =S HA SRR L

2 #R

2.1 WIImIRIT R L
IR LG YT A 3% (95.16% ) 5. 35 15 T- X B

2.4 WA R A

WFFELAA B R (17.74% ) 5% TR A R
N % (8.33% ) Lb# , 25 A BA G2 8 L (P>
0.05), WLFE4,

x4 MAFRRMBERILE [2(%)]
Table 4 Comparison of adverse reactions between the two

groups [n(%) ]

o NN n n BN ) MREGMAE AR R
H(81.67%) , 2= A GLI# I L (P<0.05) . W& 1, P74l 62 6(9.68)  4(645) 1(161)  11(17.74)
) XML 60 2(3.33)  000.00)  3(5.00) 5(8.33)
Table 1 Comparison of clinical efficacy between the two PH 0.124
groups [1n(%) ]
HH n AW WAL AR TR BARICE 3 'LT]'-L/Q

WF54H 62 32(51.61) 21(33.87) 6(9.68) 3(4.84) 59(95.16)
XHAR4] 60 21(35.00) 18(30.00) 10(16.67) 11(18.33) 49(81.67)
Pl 5.466
P1E 0.019

2.2 M40 MAP . UPR.UA K CysC {H75 4k 45
1A JT BT 41 MAP . UPR \UA } CysC 1l %%,

I R I IR Y KR R AR TR E N 5.6% ~
11.11% , J &5 UL I RARAE 32 22 6046 ifn H 38 7t
B RFLE R K IR K b BB R S8 TR A 2 1
BEWE IS RETTIE . BREREEE I — RS RSB, v]
3 3 410 SR A AR UL PA) R e 2 B ik 2 T REL G, A T

x2 THMAP.UPR,UA K CysC /K ELLE (x+s)
Table 2 Comparison of the levels of MAP, UPR, UA and CysC between the two groups (X +s)

. . MAP(mmHg) UPR(g/24 h) UA (pmol/L) CysC(mg/L)

) Epgif] BT A YRIT BT A TRIT BIT)E TRIT BT )E
MR 62 130.23+7.54 105.66+5.18" 2.11+0.84  0.52+0.12° 313.75+26.75 236.88+23.46" 1.57+£0.19  0.64+0.08"
X4l 60 131.64+6.94 114.22+6.48" 2.18+0.71 1.14+0.44" 314.23+25.63 269.14+25.01° 1.53£0.20  0.93%0.15"

18 1.074 8.073 0.496 10.693 0.101 7.350 1.132 13.383

PiE 0.285 <0.001 0.621 <0.001 0.919 <0.001 0.259 <0.001

SRR AT, *P<0.05,

x3 WHRTARERMLERLR [(x£5),5)]

Table 3 Comparison of the coagulation indexes between the two groups before and after treatment [ (+s), points ]

a1 . APTT(s) PT(s) TT(s) FIB(g/L)
IRYT T BITIE IRYT T RITE IRYT T RITIE AT T AT R
WEFTdl 62 20.56+3.25 28.32+1.52"  9.12+1.54  12.98+1.13" 11.05+1.68 15.59+1.32°  5.88+1.13  3.10+0.84°
YR 60 2124326 23.74x1.66°  9.51=1.84  11.56x1.47° 10.95+1.69 13.75¢1.11°  557x1.28  4.05+0.51°
1l 1.154 15.902 1.271 5.994 0.328 8.320 1.419 7.520
Pl 0.251 <0.001 0.206 <0.001 0.744 <0.001 0.158 <0.001

H: SRIAYF A ., P<0.05,
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K2R A1 E I AE 38 B0 R R RCR . AR
TEINN FE L MR A R] I3 B i AR A
X — A AR A AE — e BB LT DA 7 I
RS EE RS L I () KA S0 A R AT UR 45 )R 1
DR, fe Be B B A i 4 o 55— ThT, S R 3 v I
B H P B A S A SR IR A B A 7E
I PRIGIT SRR rf, B T R A% il LR A , 308 75 R
EUH it A AR A8 3 1) I VRORY 2, DA OGO s ke
Y/ I BH T

B ] DEARAE S it R FH 259, aT ikl ARG
BTSN AR 22, ATV /0 45 A0 JE BHL 7 ) B A fig
AR 9 1A 2R RS AR 2R Y L AR, FEAILAAR il gt o
T A & B n s R . AR SO R B,
ST PR YT A A0 3 TR R, Ui B/ )
i [ ] DCARER S 855 4k E B iR YT T A s T
iR A R I FR R Y K, A R S R A SCHR AR A
B NGB AE A3 AT, /N 3R)  B) ] DG b o
Tk A A 4 A il A1 o) JFG A Ak A6 A= D 0 R e 1k
TXA2 (4 AL 72, 25w i /Ml TXA2 1A
B, 15 400 1 of AR T B /N SR AR RO s #h TS
BT S B A BRSO AR T, AT AR 0% 44t it g
I R AT A, XA B TR At A T o
JUL R BARC I 5 TR B, b e 4828 28 E AT DAk s w5 A
PR, D8/ it /A It A4 22 A R, 2E— 25 3o it /)
MR, —H WA WIRIT T R A% I8 T iR
o I R 00 P R B R 8 g KT LR K i B
PR S T ek I T R T A5 B A SRR A, BT )
DT A i 20 iy /)N W 5 4 0 IR T ok, 465 79 % it 1. A
SRR R R B w7 R S R] R AR I
JE A A 4 = R ARG R R . Rk
B, IRIT R WFGE 4l MAP \UA J% CysC /K- F-#1K T
XTHRZH , PT . TT APTT K F X R4, FIB AIX T X I/
4, U BN o B ] DT AR & 85 75 i A= R EIRYT
AT A 0 A A 0 S s i e R 3 1 D i %) v IR
A, 5 Feng % W HRIAN AL, st , 4k
B — R A B A AR, AT B AR R Y
Jg oS AL, TR Bk £ 2 9 B I A R A T T, AR 4
ORI 2 E R I 2 T I R B
T B A I R R R 2 A B X
O i O E I B SR AR /N R e B ] DT
PN a0l N A Eh ) O] BN | ANY TR NP SE S
IR F O B DI RE AT kAR, LM,
PR BN & A A I g 22 52, e e bE v,

258 5 LIRSS RAFAE—E A, BB
AU TN AFEA (i (A K

L5 b v i, SR /N 0] B ] DR HR 5 5
9 1R K B AT AR IR D R AR T AR
A A R B UPR AKCF BB i ds 4, A A
PE R MU, e A

S % 3Tk
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2 FUBE bR 9 B LTS GLP-1.AB1-42 . MCP-1 /K5
NI RERE RS AH S

3 TA HERR*

(5 E] BRY %72 BHRE (T2DM ) 5 2 I 75 B mop Z AR IK-1 (GLP-1) (B ICHRE R 13 1-42
(AB1-42) FRAZ AN S (LR (-1 (MCP-1) /K - S5V Th RE RS AH G . F7iE 430 2020 4F 2 J %2 2023
A2 F W R) S BTV T R BENGIA 1 102 1] T2DM £ I ACHER) , AR 52 R A R I HIPEA B3 (MoCA) 1T
I35y N AIENRETE 7 41 (n=53) FIN AN RERE RS (n=49) . HCASPIL U IIL3% GLP-1,AB1-42 MCP-1 /K-,
JE4 I ROC -4l bR HE bR B — KA K %t T2DM % BN A Sh RE R i T A, 2582
41 GLP-1 7K AN D BE IE & A >IA M D RE R A 2, 22 5 B 4127 8 X (1=6.738, P<0.05) . P41 ¥
AB1-42 MCP-1.FPG .HbA1 ¢ /K : NI D) HE B A 4L >IA I DRE IEH 41, 22 5 39 Ge i3 L (1=6.042
8.255.3.985.2.259, P<0.05) ., H 7 AHICHERE T, T2DM 2 IAFITHAE 5 GLP-1 /K5 1EAHE (4=0.486, P<
0.05), 5 AB1-42 MCP-1 7K F-E A 56 (r=-0.558..0.601 , P<0.05) , £ X% Logistic [0l 1343 @7~ , GLP-1 .
AB1-42 MCP-1 j& T2DM H % A0 fE R A Al gt 37 5208 [ R (P<0.05) . ROC #H4k /R, GLP-1 . AB1-42.,
MCP-1 = F A A i, 700 T2DM A 35 H B0 ) BE B 15 1) AUC 2K 0.990, fUR M e 51 43 50l
0.910.0.952, 15 F2A—Kai (P<0.05) . £518  T2DM AN AE RS A 178 MCP-1 /KW 8 W& T,
AB1-42 .GLP-1 /K- ZEFEAK , =F RS K60 7] > T2DM 5 Wi A0 D REHR F R L H B i B 24K 5

[SREIA] 2 RUBHIRIG 5 I B R AEAR-1; B IEM AR AR I 142 SRR AR T aE -1 5 AT RE Rty

Correlation between serum GLP-1, AB1-42, MCP-1 levels and cognitive dysfunction in
patients with type 2 diabetes mellitus

LI Qi, WANG Zhen, REN Tiancheng*

(Department of General Medicine, Nanjing Jiangning Hospital , Nanjing, Jiangsu, China, 211100)

[ABSTRACT] Objective To investigate the correlation between serum levels of glucagon-like peptide-1
(GLP-1), amyloid beta 1-42(AB1-42) , monocyte chemotactic protein-1 (MCP-1) and cognitive dysfunction
in patients with type 2 diabetes mellitus (T2DM ). Methods The clinical data of 102 patients with T2DM ad-
mitted to Nanjing Jiangning Hospital from February 2020 to February 2023 were retrospectively analyzed. The
patients were then divided into two groups: a normal group (n=53) and a disabled group (n=49) based on
their Montreal Cognitive Assessment Scale (MoCA) scores. Serum levels of GLP-1, AB1-42 and MCP-1
were compared between the two groups. The ROC curves were created to assess the predictive value of single
and combined detection of these indicators for cognitive dysfunction in T2DM patients. Results The level of
GLP-1 was higher in the normal group than in the disabled group, and the difference was statistically signifi-
cant (7=6.738, P<0.05). The levels of serum AB1-42, MCP-1, FPG and HbAlc in the two groups were high-
er in the cognitive dysfunction group than in the group with normal cognitive function, and the differences
were statistically significant (1=6.042, 8.255, 3.985, 2.259, P<0.05). A correlation model was established ,
showing that the cognitive function of T2DM patients was positively correlated with GLP-1 level (r=0.486, P<

KA d W E BT A A (2022081); & 7 EA K 5 A 5 AR A4 (KD2023KY]J260)
VB iR T BERAFESA, LR, &% 211100
*BAEAEH AL KR, E-mail : 1506594326@qq.com
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0.05) , and negatively correlated with AB1-42 and MCP-1 levels (r=—0.558, 0.601, P<0.05). Multivariate
logistic regression analysis revealed that GLP-1, AB1-42 and MCP-1 were independent influencing factors of
cognitive dysfunction in T2DM patients (P<0.05). The ROC curve demonstrated that when GLP-1, AB1-42
and MCP-1 were combined, the AUC for predicting cognitive dysfunction in T2DM patients was 0.990, with
a sensitivity of 0.910 and specificity of 0.952, which was better than that of single detection (P<0.05).

Conclusion Serum MCP-1 levels were significantly increased in T2DM patients with cognitive impairment,

while AB1-42 and GLP-1 levels were significantly decreased. The combined detection of these three indicators

can provide an important reference for preventing cognitive impairment in T2DM patients.

[KEY WORDS ]

chemotactic protein-1; Cognitive dysfunction

2 RUKE IR (Type 2 diabetes , T2DM ) J&—2H LA
i 53 22 43 WA RE XS AN J2 5 | A v MW A R ) A R
Pg o PEGETT, 2015 4E 54 4150 N B A BRI
F 2040 4, X —BF ] R A4k gk B JFF] 642
f¢M o WHFE W, 2 BURE R B8 R 2R 52 BN
% (535 60% ) FTHEIZR (50%~100% ) B AU 25 T 2
RUBE g B ACGE W B HE RS, BB Y
T A G A R A S R s IR AT S
£ T2DM & & I AR D) BE Rt 1y s e X & 0145
S, DT B 36 EE 2 300 5 DA ) B I A R
AR I 2058 i T T2DM HBCE A 2R I0L7 | 1L
H b AR bR 2RI BE S 12 W AT T A T A Y
KERIAI R o e e A 3 A IR -1 (glucagon-like pep-
tide-1, GLP-1) 52— Fh ok [ 178 i IR | i it
VR oI, B YR A A IE G ), fe e R R Je
AR ST EZ.OEN WA GLP-1 25 T £
Pl R M = S AR W& B . TER R B AR T 1-42
(B-amyloid 1-42, A B1-42) /K -5 B /K 24 6 BRAE 2%
PIAH G , X AR A T B8 J2 A A1 2 R B g 114 52 Wi
K, AN L8 H -1 (monocyte chemotactic
protein-1, MCP-1) 1 fig i 15 48 £k 0 8% il 4 322 Dy 285
FE I 5 ZHEPT L2 OB PR L I\ R A DG SR
AP o ABIEGE FEHRSE M GLP-1.AB1-42 MCP-1
=AMER S T2DM AR B RE AT A AH G

1 W&EEFE

1.1 RS

AT 2020 4F 2 A % 2023 4 2 A 1815 i VL
T EE B IE 1Y 102 14 T2DM H & I R R, 0
AARHE - OFF A b 2 8% bR Bl iR 46 /e (2017
AER) ) T2DM B2 Wb I T AR #12 ;@1
TUHTAS H P9 E R RRbE 2 slRk 5 22 i s oK 7 I8 AR
ks TN Sy I BERS, wT AT AT s (D% R

Type 2 diabetes mellitus; Glucagon-like peptide-1; Amyloid beta 1-42; Monocyte

3AELL I s Ok Iy B8 ) o8 B ok 2k o HEBR bR 1fE
OAHTIREA 4 O S5 v B vy SR
7™ G A L R E L IR R T RE T o DD R
AN A B T IR A T A 5 QM 2 sl
FLEA B E s OFEAE™ T WE R I K AE 5 @1 1l
T I %) 4 A8 i bR s A 52 i A R B e 1 >
WG] o AR SRR R IEAL 1 2% (Montreal
Cognitive Assessment, MoCA ) "' P43 4341 , =26 43
(1) 8 G A NN D BB IE # 4 (n=53) , <26 4111 B
AN DI RERR IR (n=49) . IANFITIRELE # 2l 5
29 5], 4 24 ] ; 4% 56~82 2, - AF Y (66.21+
10.60) % 5 i 7 3~8 4F, - 29 i (5.37£2.38) 4,
INHIDIRE R4 55 26 4], 2 23 4] 5 47 1 34 4 0%
(67.95+11.41) %/ ; F- ¥ 12 (5.72+2.26) 4 . P4
PER] AW TR AE — RBOR LR, 22 R ICG T
B (P>0.05), A BEBMIEIFEZEREZ .
ARSI 28 R B AR HE R O o ik
1.2 Bophlig

NG W DT B AE B AR RS R
o TRl— H PSR LUR 5256 3= 48 b - 25 18 10
(fasting plasma glucose , FPG) M AL Il 21 & H (gly-
cosylated hemoglobin Alc, HbAlc) iK% & JIg &
JH [ (low-density lipoprotein cholesterol, LDL-C) |
= % g 8 A I [E B (high - density lipopro - tein
cholesterol ,HDL-C ) 7K,
1.3 KAk

INFN D REAS A7 2 2R F MoCA X i 3 3#E 47
I, 7E K2 10 min 528, MoCA = ZEpEAl 32 i
A, AR T T AT IR il
TR AL A e ) R SR AR T
I o MoCA A543 A 0 3] 30 445, 3 Kb & 2 W]
NIy e AT, MOCA A il TA 61 D) B 152 A5 1) i %
{HH 26 43, <26 43 AN FI I RERR A
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I A I« TR 52 X 52 A Bt 24 /B PR AR 28
JE R IE A DKL 5 mL, 2 ACAS S H0EER 0 o
A PR A A T2 I E 30 min, 3 000 r/min .0
10 min (B0 242 10 em) , {847 T 4C KA #5
. SR HPGT]F Atellicasolution 4= H 3l 4 b 43 Hr
ASCHS M) 1fiL ¥ PCT . SChE, Becton-Dickinson i =\ 2
JHE ARG S SRS 100 1M1 37 CD64 K- o IR S 328 1 B3k
55 (ELISA) K& 1ML 3% AR1-42,
1.4 Gtk

¥ J] SPSS Statistics 23.0 4t i1 2% 5 A4 #1743
Bro TR, (x2s) T, Rtk . RAZ
2 Logistic [ 743 4ff T2DM £ 3% A %01 1) fiE [ b
[0 7 52 R 3R, ROC 1t k43 A7 GLP-1.,AB1-42 .
MCP-1 =AM 8 k5% T2DM H & A A1 T BE i 300 41
18, MR F i FUE (AUC) By HL 8 R HAE S 506 5
P<0.05 R ZERA G L.

2 H#HR

2.1 A —FRGOR B S R bR LR

PHALAE Y PR R LA, 22 R RS T2
X (P>0.05), M4 GLP-1 /K : AT RE IF 5 2H >
INFI Y RERERG A, 2 R B AR EE L (P<
0.05) . P41 AB1-42 . MCP-1.FPG HbAI ¢ 7K
TN D RERE R A >IN IR IE W 4, 2 7 A 4
P L (P<0.05), W1,

F1 MA-—MABRLBERRLR (x25)
Table 1 Comparison of two sets of general information and

laboratory indicators (¥ +s)

, NN RE R 2 I BETE W4l
(%) 67.95+11.41 66.21+10.60  0.798 0.427
BB ) 26/23 29/24 0.028 0.867
T2DM i i (4F) 5.72+2.26 5.37+2.38  0.760 0.449
GLP-1(pmol/L ) 19.79+3.42 25.64+5.11  6.738 <0.001
AB1-42(pg/mL)  105.37+19.31 82.94+18.18  6.042 <0.001

MCP-1(ng/mL)  322.67+41.54 264.75+28.59  8.255 <0.001

FPG (mmol/L ) 9.22+1.57 8.15+1.12  3.985 <0.001

HbA1 c¢(%) 8.68+1.36 8.05+1.45 2259 0.026
LDL-C (mmol/L) 3.27+0.64 3.1620.52  0.956 0.342
HDL-C(mmol/L)  1.11x0.25 1.16£0.29  0.929 0.355

2.2 T2DM & #HINHI T e FE T 1) 2 I & Logistic
[l )= 53 Hr

AT AHSEMERY  T2DM B EINAINAE S GLP-1
TKP-EIEAR K (r=0.486, P<0.05) , 5 AB1-42 MCP-1
IS5 7R 56 (r=—0.558 ,0.601 , P<0.05) .

Z A & Logistic [7] )4 73 # i 7~ , GLP-1, AB1-42
MCP-1 J& T2DM £ & A 1 5y fitg [ A5 9 2k 37 5% i)
R (P<0.05), WFE2,

%2 T2DM BEINHIhEERERRA S B E Logistic BT T

Table 2 Multivariate Logistic regression analysis of

cognitive dysfunction in T2DM patients

WINE  BIE SEH Waldfi OR{A
GLP-1 0.448 0.199 5.068 1.565
AB1-42 0236 0.117 4.069 1.266
MCP-1 1.049 0.463 5.133 2.855
FPG 0.785 0.419 3.510 2.192
HbAlc 1.170 0.743 2.480 3.222

95% CI PH
1.236~1.872  0.024
0.892~1.578  0.044
2.657~3.069 0.023
1.961~2.723  0.061
2.782~3.647 0.115

2.3 GLP-1.AB1-42 MCP-1 81— Kz BEA 6 I %
T2DM 25 DA D) e B Ak g T 417 1L

ROC H{ £k &7/~ GLP-1,AB1-42 MCP-1 = # Bk

BRI E, T T2DM A2 35 BOA R D) BE R A Y

AUC 24 0.990, fgktt: e 51433120 0.910.,0.952,
T 2A—H60 (P<0.05) . W3 81,

#3 GLP-1.AB1-42 MCP-1 8 — R EE &%t T2DM &
FIANEN T B FE A% A9 Tl (0 (B

Table 3  Prognostic value of GLP-1, ApB1-42, MCP-1

single and combined tests on cognitive dysfunction in T2DM

patients
iU AUC  95% CI RS s RIE PE
GLP-1 0.827 (0.747~0.908) 0.804 0.758 <0.001
AB1-42 0.799 (0.711~0.886) 0.742 0.764 <0.001
MCP-1 0.867 (0.797~0.937) 0.845 0.796 <0.001

GLP-1+AB1-42+MCP-1 0.990 (0.973~1.000) 0.910 0.952 <0.001

== GLP1

— AB142
--MCPI

— =L
— 5%

0 02 04 06 08 10
-5 5

B 1 ROC HiZE

Figure 1 ROC curve

3 it

T2DM 1 B /R 7% ¥ 2R 9% (Alzheimer disease,
AD) # 02 S54RI A OC B , s o et A EA
TN B R B R B AD 1 &
RIGINE] 14.2% , 5 80% 11 AD & A T2DM ¢
MK 5% o BEIR W 2 AD KEAT 4320 3 B
B <Ol PR 9 A DG ) TN s | A B DA R I A R
e o B2 B DN RN B R 1E R TA K 2 R R 2 ) Y
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TV B B, X T A CHE R T, H AT, AT
A B A (00 DA 0 3 DA A 2000 BR 24 1P o0 JE A 4
MoCA P4 | ) 25 A MR S A 2 S5 AH SC | 38 , 7E 1
iy 1 R L T v a2 B BRI, L2552 3 520K
HAEW M F R, R, 34k 77 8 H o
1 2 0L 19 2 9 s 2 40 38 32 W R T X 0 ) R e A
HAEENIHLE X,

B e AR AR IR 1 (GLP-1) 4 Ry —Fh =B 1 ik
W R RS B AR R G e Y 22 b A B
i, AR HIBTSE 2 W] GLP-1 Al RELE 4R 3)
AErF R . GLP-1 Z AR 335 AR BR T ik
5y WA T Fe il SR R BT SORR S 2
TR M v DI AR I B, 2 ) GEAC A G, S
AR B R SR R W, AD /N4 T GLP-1 T
TS, 1 5 PPARYy 85 1 70 WA DR /D , DT T4 3 3 4
AD /NN T BE . S A e ds T, T2DM i
H TS BTN K 2R R 2T 2R
38 GLP-1 A s />, i GLP-1 KRR S
TG TAEE ¥4 58 RN DI RE T [ 22 [B) A7 A S 3 B
R AN TIREIE H 41 GLP-1 K- Tk
HIYIREREAFAL , 5 LR AF 5 S0l i UL HE , GLP-1
A BB o AR (R 2 0 T ML, PR D T2DM R
PRI ZS 4 , FE 2N D B o 2 H Fhk,
TE AR B T R AR IZ A R 2 AD B R AL
3ERT . A B A& AD BE I N I FRIE TR | 2
HY LT 5T B UE M A A 1 AT AA 2 1 3 2K ff B
B, H T EAALTE ABL-40 A1 ABT-42 T FIIE X .
B AORFFE W, 1T AB1-40 5 AB1-42 /KF-5 AD
Z BT R R . FEE BT A 180
HZARFH DAR RN AB1-42 X T2DM 5 B A
Ty B A (0 Vs 7E VR T, 45 58 % B T2DM A A1 D) BB
R RS R O ML VE AR 1-42 /K F-H1 & & TN sh g
EH R R M AB1-42 /K F- 5 T2DM A\ %13
RERER 2 IEAH G . MCP-1 2301 A% 41 it/ 5 W 240
It 3 B RN 1) B AT RO AR T E AD S BEE
FRAE R MCP-1 3= 2 /)N i S5 20 RN o s 400 i 3%
ik, RS 5 B-TE AR B 103 bR BERE s 4 i
AR e B Y, 22355 P ST R, T2DM
52 DRI s A £ 19 I NI A Y P ) MCP-1 7K
TR A S I MCP-1 /K- 22 [ FE7E i 3%
KR HER M MCP-1 /K-35 5 5 o ™ 5 A TA %0
Fafig A . AR B T IS AR 1-42 MCP-1
K- 5 T2DM A H1 D) B B A 22 0] 14 5C & |, 31X 3% W

1M AB1-42 \MCP-1 ] B & T2DM A 1 Tj G P& At
A IME I A bR S0

WA, A BF 98 2 K 2 Logistic 819 43 Hr i 75
GLP-1.AB1-42 MCP-1 j& T2DM I\ F1 T g b
AT S 2, ROC #iZk i, GLP-1  AB1-42 .,
MCP-1 = F AR A, F T2DM &5 HBA
LIHERE RS A AUC SN 0.990, BURME 45 S0 20 51
91.0%.95.2% LT H—Faill . P =BG A
W, LASE S T2DM AR N AT B T A H 3

Zi L ik, T2DM A 1 ) g B 15 58 3 IS
MCP-1 /K- i 3 T+ , AB1-42 . GLP-1 /K - i % [
I, = F A K6 7T Sy T2DM HR 2 T8 B I\ 20 B g
0 BRI E A B A
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i CEA .CA19-9 . ITGR6 1L B i ig A g ity 3
ik B G VEA ) & S

KAEdy R A FEAT

[# =] BB HITIMEE CEA CA19-9 ITGR6 7 B i M iA A B 1 3k K IR DAl v 1) 7
o FiE4rHT 2020 4F 4 ] % 2021 4F 8 F RS 2% B I R B ISCIA 1Y) 20 41 B AR VA R B I I R BEORE,
I A TR ER ARG #5 40 24 R XT B, (W] B AR B IR AR VA AR R 38 TS 1 0 I 23 FE T4 11 4 5 77
TEL 18 5] . 30 S5 7 2H R A BRI R R B ABE 24 h 1L T CEA . CA19-9 . ITGB6 7K ¥ I HEAT He 85 .
ZR AR E LY CEA CA19-9 ITGR6 K344 3 W i & T X B4, 22 7 A Si 27 X (1=6.135,
4.209,3.943, P<0.05) . JET-#H B F IM13E CEA .CA19-9 ITGR6 /K V143 S0 i i THEm 4, 2 7oA 4t
2F Y (1=3.723, 3431, 3.867, P<0.05) ., CEA+CA19-9+ITGB6 Bk 4 6 1l i) AUC {H 0.901, U & Hy
0.909, FE5 0 0.944, W =F8 PRS2 W B A AR TUS AT E L (P<0.05) . 4518 CEA+ CA19-9+
ITGR6 WA Rl i A5 %012 W B i S B o % B IR AR A A J8 3 I TS PP A RIOR o

[%£%8i7] CEA; CA19-9; ITGR6; B

Expression of serum CEA, CA19-9, ITG 3 6 in patients undergoing radical gastrectomy
for gastric cancer and their significance in prognostic assessment

ZHU Yating, ZHOU Zhixiong, LEI Jinming*

(Department of Laboratory Medicine, the Affiliated Hospital of Xiangnan University, Chenzhou, Hunan,
China, 423000)

[ABSTRACT] Objective To explore the expression and prognostic significance of serum CEA,
CA19-9, and ITG6 in patients undergoing radical gastrectomy for gastric cancer. Methods A retrospective
analysis was conducted on the clinical data of 29 patients with gastric cancer who underwent radical surgery
and were admitted to our hospital from April 2020 to August 2021. Additionally, 49 healthy individuals who
underwent physical examinations during the same period were included as the control group. Furthermore,
based on the prognosis of gastric cancer patients who underwent radical surgery, they were divided into a death
group consisting of 11 cases and a survival group with 18 cases. Baseline data and 24-hour serum levels of
CEA, CA19-9, and ITG B 6 were recorded for both groups of patients upon admission and a comparison was
made. Results The serum CEA, CA19-9, and ITG[B6 levels of patients in the gastric cancer group were sig-
nificantly higher than those in the control group, and the differences were statistically significant (7=6.135,
4.209, 3.943, P<0.05). The serum CEA, CA19-9, and ITGB6 levels of patients in the death group were sig-
nificantly higher than those in the survival group, and the differences were statistically significant (#=3.723,
3.431, 3.867, P<0.05). The AUC value of the combined detection of CEA+CA19-9+ITGB6 was 0.901, the
sensitivity was 0.909, and the specificity was 0.944, indicating that the combined value of the three indicators
in diagnosing the prognosis of radical gastrectomy for gastric cancer is better (P<0.05). Conclusion The
combined detection of CEA+CA19-9+ITG[36 can effectively diagnose gastric cancer and improve the prognos-
tic assessment of patients undergoing radical gastrectomy.

[KEY WORDS] CEA; CA19-9; ITG B 6; Gastric cancer
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ERER 17 N R P G S = N S o=
[ I 2 R JE S8, o B 35 A i il R T SR A R )k
i, 4= B UIBR AR B ATIE KA YT B s H e
RO I 2K AR AR TR Ty S /5 i B T AL
Ditgle e, iz B AL BE 1 IR RIS &
PR R U RS I3 8 BT L CEA (carcinoembry -
onic antigen, CEA) . #2587 J5 19-9 (cancer antigen
19-9, CA19-9) . Il iff % 45 % B6 (Integrin B6,ITGR
6) /KF-45 2 5% T+ B H Hi % T CEA .CA19-9,
ITGR6 MBI 225 e B e 8 Ao fa A TRy Y
J WUk B A2 AR 5 T, T T CEA L CA19-9 . ITGB6
SRR ETE B A AR B T 3R KIS VA
TR, BT E A SCER A AR DCHRGE . R
WA B 5 2R T [0 JB 1 3 A 8 J7 =X, X il Ve CEAL
CA19-9 ITGBR6 k5 7 B AR A AR Ay &
Ik SRS PEAS B TR T R, DA Sy 5 9
PRAITIRMES AR . IR T .

1 BREFE

1.1 — R

AMIFFE R X T kR T B 53 A o G
2020 4F 4 H & 2021 47 8 H w2~ Be bt g = B dicif
() 29 i) ' Je KR TE A FBE B I IR Bk, -9 A [R] A
A FEAR KL & 49 24 Jxd R4, [A] B AR 4 B AR
AR B E UGG OUK FL 53 R FE T4 11 ) 5 AE 6 A
18 %, Horp B Al B A w4 Bk 17 ) k12
B, AE WS ] 21 % ~77 2 W RRZH 4G B 1 28 44 |
Lo 21 44 AR IRTE I 20 X/ ~75 %

PINBRUE OAR A B E L B FAY)
BRAR s @ AR AT 20t B G A | I A #T 1k 5% A 2
ARG EIZ N B HEBRAR e ™ OfE 40 i K
AN 5 ST AR IA YT B QI IR B A
FEWI<1 AR, B 2 88 B D ReRRfs & o
1.2 WEHRTs MOk

WA T 20 1 ) B A U A R RERL 1D SR
1L} CEA .CA19-9 . ITGB6 /KF-

ABEJG 24 h PR 5 23 8 A0 I ki 3~
5 mL T R4, LA 3 000 r/min B.0> 10 min Ji5 (5
L2428 12 em) FlH I W TR T -80C VKA PR A7 o
o AR AR R AR R £ R H XINT000
4 [ 3 M40 3 A (A ARG R EE L 7 B
R F] ) e e 4530 #4700 2 s CEA Fil CA19-9 3k
FH CL8000i 4= F i fk.2% & S8 43 A AUk 2% &

B, CORYIN I B A=y B 7 W 7 IR0 A BR S 7)) B i
EARFN HEAT I 5E 5 ITGR6 7K R FH He (0 A7l
SE B A5 7% 95 B BX-4000 4= [ 34 A6 7 BT &
fic 2 4700 2 R G A ) B A R A R 4R
Hb 5 DL A48 b 0 22 9 B 2 e B s B A
BFW 24 2250 5 10 2= A 52 Bl o
1.3 Siil2pabm

AT R H e 1 34 SPSS 21.0 #4740 #r o
TR DL () FER, FH e A58, B8R n (%)
AR, R K. ok A ROC il £ 3F fi i %
CEA .CA19-9 .ITGB6 £ B IR iG R B & h iRk
R UG VEA H 1 38 S, IR AUC B S 4k e
BWHE, DL P<0.05 A=A/ L.

2 HFR

2.1 THLHILLL OB LA
WO ZH ) b SR A SR R 2 ] e, 2 R
TGt L (¥ P>0.05), WFE1,

F1 MARLZABLR [(2+5),n(%)]
Table 1 Comparison of baseline data between two groups
[(x£s),n(%)]
Eigll FE (n=29) XIHRH(n=49) ynfH PH

M5 (B 17/12 28/21 1.068  >0.05
(%) 52.44+11.69 51.87+12.01 1392 >0.05
BMI(kg/m®)  24.29+3.04 24.42+3.11 0.714  >0.05
IR 13(44.83) 21(42.86) 1.533  >0.05

R I 10(34.48) 16(32.65) 1.661  >0.05

25 I ILAE 5(17.24) 8(16.33) 1124 >0.05

2.2 I CEA .CA19-9 ITGR6 /K- #5

B i 2 BE 1LY CEA LCA19-9 ITGR6 /K-
Sy B T A, 2R A G EE L (P<
0.05) . 5% B H AF LR I CEA .CA19-9,
ITGR6 MY ik L #, 22 7 A G it2rm L (3 P<
0.05), WLFE2,
23 LT 45177 4 E LT CEA L CA19-9,
ITGB6 /K Fb %5

MR 5 9 41 R0 3 TS 5 DO 4 FE T 4 11
B 5 4715 418 i, I A0 T 4 A A AR U B U )
M. CEA .CA19-9 ITGR6 /K2435 81 i i T47
TE4H (34 P<0.05) ., W3,
2.4 =IEBREUM SRR R B AR A R AR T
J5 B9 ROC H £k 5 #r

DL AR IR AR R S 45 R e bR AR
s T 225 1l 19 ROC i £, ffi H AUC A [b %% 1fiL ¥
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x2 MWAME CEA.CA19-9.ITGR6 KELLE (T+s)
Table 2 Two groups of serum CEA, CA19-9, and ITGB6 level comparison (¥ +s)

1 . CEA (ng/mL) CA19-9 (u/mL) ITGR6 (U/L)
AW VA AT P NE AHT VA
Bimal 29 10.51+2.12 1.75+0.92" 254.25+38.62 20.41+2.38" 667.22+92.18 505.29+65.44"
X HEZH 49 1.63+1.08 18.32+2.13 497.39+67.95
tH 6.135 4.209 3.943
PiE <0.05 <0.05 <0.05

S RAURET A, 4P<0.05,

#3 RTASHFEHEEMNE CEA.CAL-9.ITGR6
KELLE (R+s)
Table 3 Serum CEA, CA19-9, and ITG of patients in the

death and survival groups B6 level comparison (% +s)

A%  n  CEA(ng/mL) CA19-9(u/mL) ITGR6(U/L)
WETTH 11 12.29+2.53 293.62+43.75  789.21+111.23
Yl 18 9.43+1.87 230.19+35.48  592.67+80.54

tHH 3.723 3.431 3.867

P <0.05 <0.05 <0.05

CEA .CA19-9 . ITGR6 7K F- = Fh 45 br X il J5 1Y 45 1]
LW, 45 552 9] CEA 2 Wi A0 T CA19-9
HITGBR6; CA19-9 Fl ITGB6 T4 & % 7 J5 1 AE /1
X #2559 , CEA+ CA19-9 A 5 9 1l 5 (1 B ) o
1, CEA+ CA19-9+ ITGR6 =45l &2 W7 B AR
BTG IMET L. W3R 4,

3 it

B R Im R UL R . RiatE B D)
AR B R 2T X BAREIRE S kA
BB JEED AR EEEERELEHES
FIEROY S A B TR AR I A I I R R A R
BN AAREZEMEMN. BRcTa2BUIBRAR
FHAEREE XM HEESBRARN
N 7 0 o i 4l RouX-en-y W& K
149 07 FF R 98/ ik P W S B W HE s e e, AR
25 5 e AR 25 A E LS, 1 P 2 RouX-en-y W) &

ARJETE MRl | ol Ry — 0T 19 07 =0, H AR g
WA B I E A K T B HEA R, R
ST ARERAERCH BB/, dE M m T F AR AT
ARBFE SRR B T2 E FARUBRFARE
R R B A LT R TR ST A0 A 1) L
A BYMERE | (] 5 B A, AR IR 5 SR HH ] s e
I, A2 R B 228 FAUIR
AR R [A) IR [] I 30 A B ARG i e 2 (A
SR X} BRO) (A PR GERHEEA T [T B 3 A

WEoE R, B 9 A AR I 5 A 2 B6
(ITGB6) 7K -5 s A s BHLARR AE % s A O 22 %%
Yl ©A KNG R HGE B 958 85 A0 5 I
i CEA.CA19-9 K F¥aREFE. HTOAM
AR A5 R, A B A WS DU 1L I CEA L CA19-9,
ITGR6 /K-, IMAER I A PAN & i F 3 05 A A7
R A E . ABFIE45 5 o - B AR InE
CEA .CA19-9 . ITGB6 7K 443l B It 25 F- X B 4
(ARG AR RR A A R ), 31X — 235 SR IE 52 8 H8 3 1L
CEA .CA19-9 ITGR6 /K- i THE . AWfsed
JEA B R AET B A 1L CEA .CA19-9 . 1TGR6
T4 2 AT R, BB IS CEA (CA19-9,
ITGR6 AJ 7F— B - s e B i 1 P S AR i, T
REA B FIEAG BRI AR B B . ARAF5 il
1 AUC {8 He#2 1fiL 7 CEA .CA19-9 . ITGB6 7K =F
FEFRXT TS 4 52 Wi i, 45 5 & B CEA |

F4 ZEMBREEREARINBERIEREETEH ROC HL& 5

Table 4 ROC curve analysis of the prognosis of gastric cancer patients undergoing radical surgery using three indicators

individually and in combination

BTt AUC {4 95% CI T AW HURIE (%) FESRE (%) PiE

CEA 0.815 0.704~0.849 10.91 ng/mL 0.727 0.778 0.011
CA19-9 0.796 0.697~0.812 269.27 u/mL 0.636 0.667 0.165
ITGB6 0.701 0.655~0.789 701.33 U/L 0.546 0.722 0.259
CEA+ITGB6 0.872 0.811~0.943 0.727 0.833 0.035
CA19-9+ITGB6 0.835 0.732~0.891 0.727 0.778 0.327
CEA+CA19-9 0.881 0.822~0.958 0.818 0.889 0.026
CEA+CA19-9+ITGB6 0.901 0.846~0.964 0.909 0.944 0.002




TSR AR

202443 H 164 534 T Mol Diagn Ther, March 2024, Vol. 16 No. 3 © 449 -

CA19-9 . ITGB6 4 It 2T T ARAK YA 0.815.,0.796
0.701, Ut CEA HiZWrM EIL T CA19-9 FIITGR6;
24 CEA #% Wi {8 & 10.91 ng/L B, H 8
72.73% , ¥ SN 77.78% , 1] CA19-9 FI ITGB6 1T
Al 598 TS O RE AR S5 . IR HERER A CEA+
LPS .CA19-9+LPS .CEA+CA19-9 A B 4 T 5 114
AUC K N 0.872.0.835 ., 0.881 , U K R Hy
72.73% . 72.73% . 81.82% , F§ 53 FE KK M 83.33% .
77.78% .88.89% , 151 CEA+CA19-9 DAl B 98 5
M RE 71 B4, CEA+CA19-9+ITGR6 B4 46 I 1
AUC {8 0.901 , fUEEE N 90.91% , 5 53 i M 94.44%
Ui =38 AR BE 512 B B 98 AR A R FS B AN (E
o B2 AW EE R E I, CEA+CA19-9+
ITGB6 —Fabmik A R INAE Sz e 1 i F8 5 (R 17 )™ o
FREE PPAh B AR IA ARG B i BUS Jy A AT
PEHEA B ARG R B E

ANEF O A WBESE, A B ZE W0 T8 I R
WF7E FP A B DG 1Y IS B A & B6(ITGR6) 845, K
5 I R F B i W 48 #5178 CEA (CA19-9
A HEAT W 3 T BEARE FARC UM IRYT H
T BT AR RAANE | BIRIAAR )G &
BAEMEEN G, B2, FARWE ST T U AR A
BH /> WFIE 5L 2 (8]0 22 57 0T R8s T 2R Ak
PRk L) 22, X L 1L CEA L CA19-9 . ITGB6 7
B g AR A R R P B s B TS AR R A R A
B R T RAEAE H T R AT

25 FRTA, B I CEA .CA19-9 ITGR6 /K-
YRR, HAET 2 17E CEA .CA19-9.1TGR6
I35 BH 7 TA7IG 2, CEA+ CA19-9+1TGR6
E A5 S N T o R e S O R TS PP SR

&% ik
(1] B0, EWr REEES . R B 4 B VBRI R B A8 =
W W I RST R [ ). v e 8 ARk 2 SCHk (TR

[10]

[11]

[12]

[13]

[14]

2017,11(6) : 410-413.

JE T B A B U s v 4 B DI BR TIUS LR SO )
A 3 i A R X R A 3 T Y e [0 e A AR
2017,26(19) : 3491-3492.

JEIFUE R [T A A T U7 B A B DI R A P
BT HEES LT ], R 25461, 2017,15(32) :173-174.
RAERG 75 Bt AR . A UIBR A S T AL 3E B A T
BT et S (X LA AT [T ). KR ERFR =540, 2011, (2)
230-232.

2l . 42 TR ARG i E VTR AR AT H _E AR B
ST R AMEYY, 2017,36(31) :90-92.
iz FE A, BT I B B 4 UIBR AR X e R
A5 B W T Be & T i i CEA L CA50. CA19-9 7K - 1) 5
m L], PR A 44, 2017,37(4) :259-262.

BT R sk, SIS MR, 45 T T A B 4 B DI 5k v
PIBRAGE YT B b 9 4 BT AR T R 7 808t e w9 (0],
JEAMEE, 2017, 30(4) : 258-260+269.

. B Al Bl 4 W U BR AR X 15 9 B8 AR S R S vy
BB B2 [T ] g BE2AWFSE, 2017,26(12) :2276-2277.
TR AR ERK MR A A B YIRS R s AU
B AR ML [T ], h EEAE 2, 2011, (5) : 363-366.
Iwahashi M, Nakamori M, Nakamura M, et al. Evaluation
of double tract reconstruction after total gastrectomy in pa-
tients with gastric cancer: prospective randomized controlled
trial[ J]. World J Surg, 2009,33(9) : 1882-1888.

XN, B 5, . A TR ST s B IR AR 74
B AR TR [T ] IR R, 2016,27(22) :3742-3743.
At B A B YIRS A E T AR AT RO LT
WLT] I EEZRE, 2012, (1) :76+78.

A BB AF L AR BT Roux-en-Y W) 4 16 Il 3
A BT BR AR T A b g i LT D e A i AR R
B, 2013, (12) : 939-941+946.

Luiz Roberto Lopes, Danielle Menezes Cesconetto, Jodao de
Souza Coelho-Neto. Técnica de Rosanov modificada na recon-
strugdo do trato digestivo apds gastrectomia total/ The modi-
fied Rosanov technique in the reconstruction of digestive tract
after total gastrectomy[ J]. arq bras cir dig, 2011,24(2).
i, A8y, TR, 55 KRR ITGR6 /KF-Xt CEA IE
BTG IR R R SRS () TI0 AR L0 1. e R MR 2 2
i, 2022,27(10) : 896-902.

(L5 445 7)

(1] A 25005 NG, 55 . B UM 224 IK 1 (GLP-1) 3t i
IR VR R A BURE AL 11 DA ) g S AL 5 [T ], AR v
ERPEN , 2019,26(2) :193-197.

[12] 7 fh b, wile BT . 2 FROHH PR G £ 255 000775 Ml v I 3R i -1
KV 5NN T BE R 1 A DG HE R FE [T ] v A DR 12 2 4
i, 2023,25(1) :62-65.

[13] WS, LB, 2545 . 1135 AB1-42 & P-tau-181 5 4F 2 Y
Wi R 52 B A HI D BB R A 1 DG R [T ). SR BE 2, 2021, 50

[14]

[15]

(24) :4193-4199.

HOXUE , WA A, LS 45 L IR KR X AR25-35 i T
Ba] 7% 25 VSRS /N B 8 495 R i 28 5 AR I LT ). Bl v
2h7RE, 2023,48(15) :4015-4026.

g 2RI R, SF IS MCP-1 SAA 5 #%4F 2 BRI IR
5 BRI BE A AT S VERF ST [0 ], v E BRAC R R A
2020,30(4):119-123.



- 450 - BTEWSIEITAGE 20244E3 ] #5164 4533 J Mol Diagn Ther, March 2024, Vol. 16 No. 3

. a
.’I,/a 3 e

22 B1E R A LI ADAMI2-S . 3-HCG . Z s i
e SRz Wb g v H

It A kAS REE

(# ZE] BH SW&PLEEBEIKRG G 2GS R-2BE AR 12(ADAMI12) A48 BB AL IR
R (B-HCG) 2B AL+ 5 S A 4TIk (EP)IZWr b 9VE T . 3% WdE 20184F 1 H £ 2023 4E 1 A Y
J 482 BN R EE B A 9 9491 EP F & (EP 41) , 98 BUAS B [ 391 7 46: 1 3 ' 4 R 22 40 90 44 (IE
FAFYRAL) o A FC 4 BH 18 8 K. ADAMI2-S |\ B-HCG 22 Bl #6045 5, 70 Mr 4 B 1 % 8 . ADAMI12-S |
B-HCG . 22l 5 1Ifi R 12 Wi 235 S5 (1 — S5k, 2007 DU 35 196 A S B G I 5+ 5 S AT IR IS Wi sl g . 5 R
EP 415 RS R BE /N T IE 3 AR R4, BEL D 48 808 & T IE 3 aE R4, 22 A 4o it 7 L (P<0.05) ; EP 41
ADAMI2-S . B-HCG ., Z2 il 7K F- 3K F 1EH iR 41, 22 5 A G 2% 5 X (P<0.05) ; & [ B .
ADAMI2-S . B-HCG . 22 Fi I 512 Wi 5 i IR 12 Wi 285 2 — B0 55 (Kappa {6=0.869 ) 5 2 [ 16 % # K U X EP
W R RS 5008 85.12% ,84.44% ; ADAMI12-S i2 Wi EP 43514 77.65% .81.11% ; B-HCG 2 Wi 7
Wk 71.77% . 75.56% 5 T2 Wi BP 43 51N 74.46% . 78.89% ; T4 & Bk A 12 Wt EP R A 4 5 40 i A
95.74% \91.11% , & T VU FAiZ W . 4518 BHIE R | 75 ADAMI2-S . B-HCG . 22 i B 4 K6 i o] A5 2%
$Em X EP 2L RE X TR P2 W T8 S AL IR B AT 2

[E@R] ZPERH,; ADAMI2-S; B-HCG; 24 ; S0/ 4Tk

Application of transvaginal color ultrasound combined with serum ADAM12-S, B-HCG

and progesterone detection in the diagnosis of ectopic pregnancy
WANG Lingi*, MOU Qin, ZHANG Chunmei, WU Feifei
(Department of Ultrasound Imaging, Anyue County People’s Hospital, Ziyang, Sichuan, China, 642350)

[ABSTRACT] Objective To analyze the effects of transvaginal color Doppler ultrasound combined
with serum disintegrin-metalloproteinase 12 (ADAMI2) , human chorionic gonadotropin (-HCG) and pro-
gesterone detection in the diagnosis of ectopic pregnancy (EP). Methods 94 cases of EP patients admitted to
the People’s Hospital of Anyue County, in Sichuan Province from January 2018 to January 2023 were collect-
ed for the EP group. Additionally, 90 pregnant women with normal intrauterine pregnancies during the same
period were selected for the normal pregnancy group. The results of vaginal color Doppler ultrasound, AD-
AMI12-S, B-HCG, and progesterone were compared between the two groups. The consistency of transvaginal
color Doppler ultrasound, ADAMI12-S, B-HCG, and progesterone with clinical diagnosis results was ana-
lyzed, and the effectiveness of both the combination and single detection of these four factors in diagnosing
uterine ectopic pregnancy was analyzed. Results The endometrial thickness in the EP group was smaller than
that in the normal pregnancy group, and the resistance index value in the EP group was higher than that in the
normal pregnancy group , the difference was statistically significant ( P<0.05). The levels of ADAMI2-S,
B -HCG, and progesterone in the EP group were lower than those in the normal pregnancy group group, and
the difference was statistically significant (P<0.05). The combined diagnosis of transvaginal color Doppler ul-

trasound, ADAMI12-S, B-HCG, and progesterone showed a high consistency with clinical diagnosis (Kappa
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value=0.869). The diagnostic sensitivity and specificity of transvaginal color Doppler ultrasound for EP were

85.12% and 84.44%

, respectively. For ADAMI12-S diagnostics of EP, the sensitivity and specificity were

77.65% and 81.11% , respectively. 3-HCG diagnostics showed a sensitivity of 71.77% and a specificity of

75.56% , while progesterone diagnosis of EP had a sensitivity of 74.46% and a specificity of 78.89%. The sensi-

tivity and specificity of the combined diagnosis of EP using the four methods were 95.74% and 91.11% , which

were higher than those of the four methods used for diagnosis alone. Conclusion The combined detection of

vaginal color Doppler ultrasound, serum ADAMI2-S, B3-HCG, and progesterone can effectively enhance the

diagnostic efficiency of EP. This is highly significant for the early diagnosis of ectopic pregnancy.
[KEY WORDS] Transvaginal ultrasound ; ADAMI12-S; B-HCG ; Progesterone ; Ectopic pregnancy
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Figure 1 Transvaginal Ultrasound Imaging of Ectopic Pregnancy
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Correlation and clinical significance of miR- 145, Fascin-1 and OCT4 in infertile patients
with endometriosis

LU Yuting', CHEN Junping'*, SUN Yao®

(1. Department of Obstetrics and Gynecology, the First People’s Hospital of Chongqing High tech Zone,
Chongging, China, 401331; 2. Department of Obstetrics and Gynecology, Jintang County Maternal and Child
Health Hospital, Chengdu, Sichuan, China, 610400)

[ABSTRACT] Objective To investigate the correlation between miR-145 and Fascin-1, OCT4 of in-
fertile patients with endometriosis (EMs) and its clinical significance. Methods A total of 100 infertility pa-
tients with EMs who underwent laparoscopic surgery at the First People’s Hospital of Chongqing High-tech
Zone from January 2020 to January 2022 were selected for the EMs group, and ectopic endometrial tissues
were collected. Additionally, 55 patients who underwent hysteroscopic surgery for intrauterine adhesions were
chosen for the control group, and normal endometrial tissues were collected. The expression levels of miR-145,
Fascin-1, and OCT4 in the endometrial tissues of both groups as well as in patients with different AFS stages
in the EMs group were measured. The correlation between miR-145 and Fascin-1, OCT4 expression in the
EMs group was analyzed. The spontaneous pregnancy rates of infertility patients who underwent EMs surgery

were followed up for the first year post- surgery, and the rates were compared based on different miR- 145 ex-
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pression levels in the Ems group. Results The expression levels of miR-145 and the mRNA and protein ex-
pression levels of Fascin-1 and OCT4 in endometrial tissues were significantly higher in the Ems group com-
pared to the control group (P<0.05). Within the EMs group, the expression levels of miR-145 and the mRNA
and protein expression levels of Fascin-1 and OCT4 in endometrial tissues were higher in patients with AFS II[-IV
compared to those with AFS I - II , and these differences were statistically significant (P<0.05). The expression
level of miR-145 in endometrial tissues of the EMs group was positively correlated with the mRNA and protein
expression of Fascin-1 and OCT4 (P<0.05). Based on the median expression level of miR-145 in endometrial
tissues of patients in the EMs group, the patients were divided into two groups: the high expression and low
expression. The cumulative postoperative spontaneous pregnancy rate was significantly lower in patients with
high miR - 145 expression compared to those with low miR - 145 expression (P<0.05). Conclusion The in-

crease in miR-145 expression in endometrial tissue with endometriosis-related infertility is associated with in-

creased expression of Fascin-1 and Oct4, as well as a decrease in the natural pregnancy rate.

[KEY WORDS] Endometriosis; Infertility ; miR-145; Fascin-1; Oct4 ; Spontaneous pregnancy
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oIl

B EMs 41 J 35 1) S50 5 PN B ZH 21 R0t R4
() IE R B AL 2L, R RNA il %) & (b
oRAR A AR 28 /) P A 20 B RNA R H
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Fascin-1.0CT4 [ mRNA 3 ik 7K - F1 8 1 38 2 7K

T IR, 22 A Gt L (P<0.05) o
Ve S INCIR

%1 EMs 453 HE4A miR-145,Fascin-1,0CT4 K%K
EE (x+s)
Table 1 Comparison of expression levels of miR-145,

Fascin-1, OCT4 between EMs group and control group (x +s)

Fascin-1 OCT4 Fascin-1 OCT4
mRNA  mRNA &[] HH

EMs 24 100 1.73£0.32 1.59+0.29 1.66£0.27 0.94+0.14 0.81+0.17

AW n miR-145

XHREZL 55 1.00£0.12 1.00£0.16 1.00£0.15 0.39+0.06 0.22+0.04
A 16.281 13.952 16.747 27.736 16.892
PiH <0.001 <0.001 <0.001 <0.001 <0.001

Fascin-] sl st s 4D s @09 51 kD
Octt W S s S WS B8 5 kD
Bactin g WD D . — . 42 kD
| X} AR - EMs 4 I
1 EMs A 53 HRAFE K EELHLE A Fascin-1,0CT4 i
Rix

Figure 1 Expression of Fascin-1 and OCT4 in endometrial

tissue of EMs group and control group

2.2 EMs#HAfE AFS 731 miR-145 Fascin-1 |
OCT4 KK HLEL
EMs 20 1 AFS Il - IV 19 £ 25 55 PN i 4 41

miR-145 ({335 K-, Fascin-1.,OCT4 ) mRNA 3
IR R AR BRI T 1~ D, 22 5
AEIHER X (P<0.05), W#E2 K2,

&2 EMs ARG AFS 53 8% miR-145,Fascin-1,

OCT4 RIZWIELE (3+5)
Table 2 Comparison of expression levels of miR-145,
Fascin-1, OCT4 in patients with different AFS stages in
EMs group (x+s)

AFS . - Fascin-1 OCT4 Fascin-1 OCT4
sy o MRIES T RNA mRNA &P &R
[~ 42 1.31x0.20 1.24+0.19 1.29+0.21 0.62+0.11 0.54+0.10
M~V 58 2.03+0.28 1.84+0.27 1.93+0.29 1.17+0.19 1.01+0.18
18 14.233 12.349 12.170 16.816 15.287

P{H <0.001 <0.001 <0.001 <0.001 <0.001

Fascin-1 W S0 W SEDD S ;. D

N

Braciin | - - - 2 on
L ] L 1

AFS -1

B2 EMsAHAREAFS S EEFEHNEALR
Fascin-1,0CT4 By TR ix

Figure 2 Expression of Fascin-1 and OCT4 in endometrial

AFSII-IV

tissue of patients with different AFS stages in EMs group



NTEWiERITE 20244E3 A ¥ 104 4531 J Mol Diagn Ther, March 2024, Vol. 16 No. 3 - 457 -

2.3 EMs 41+ miR-145 5 Fascin-1,0CT4 F ik [
AHINE

EMs 21 3% 75 NI 20 20 h miR-145 #3634
7KF- 5 Fascin-1,0CT4 [ mRNA ik 7K - Fl A
FIRAKFB R IEA G (P<0.05) . W3 3,

%3 EMs A miR-145 5 Fascin-1,0CT4 Rk pHE x4
Table 3 Correlation between miR-145 and Fascin-1, OCT4

expression in EMs group

Eian miR-145
A PAH
Fascin-1 mRNA 0.412 0.004
OCT4 mRNA 0.348 0.011
Fascin-1 25 0.309 0.018
OCT4FHEH 0.435 0.002
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PRI L5

EMs 4 f 5 A5 1 4F 38 52 4] A AR 4T iR, A 2%
R 52% . M6 EMs 41 5 & 5 N i 4] 40
miR-145 FeIR K- Th AL L 1.45 734 miR-145 75 3%
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LA SR YRR T miR-145 (R FX B E , EZR AL
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100
----- miR-145 K ik B H&

i 80 o miR-145 B F K E
=60
§ 40
I
= 20
Bk | i ‘ i

0 3 6 9 12

ARJGkEVI(H )
B3 EMsAHBARE miR-145 RiZBERBERBRITR
) K-M %

Figure 3 K-M curve of postoperative cumulative natural
pregnancy rate in patients with different miR-145 expression

in EMs group
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Ik, R B A 1Y miR-145 AU 5 EMs 14 & i
FHIE, g EMs AN A2 S IR G B 4R ik, A
miR-145 7£ EMs [ 2R 4 Uik B i/ 1 S o+ A=
YA WL AN R ARSI 2 i SEah i oY it
TR MBI . oAb, AW 5T 4L 53 BT miR-145 £
KHEMs AR EREAHRERMER, K
B 0T At 1 PR PR R X [ AR AT R 1 R e e
miR-145 1) ¢ R R ER , 5 J5 & #b 78 40 Xt
5%, DL B IR A Hb A 3 miR-145 78 EMs & 4= &
e .



458

TSRS

202443 H 164 53] J Mol Diagn Ther, March 2024, Vol. 16 No. 3

ZE L TiR  BEMs R T E B4
miR-145 ik KGN . miR-145 F ik KFE 5
Fascin-1.Oct4 3 ik MR 5 H R 4 IR AH G, 27K
miR-145 W% Fascin-1 . Oct4 7] fig 5 EMs A 220,
R4 JE TR AR EMs ANZE2 19 73 HIL I B 95 76 I
PRAE T ARG TR B

S UK
[1]  Saunders PTK, Horne AW. Endometriosis: Etiology, patho-

(2]

[3]

[4]

[5]

[7]

biology, and therapeutic prospects[J]. Cell, 2021, 184(11) :
2807-2824.

Bety, B2, TiFE, % . Fascin-l MR HESS5TFHN
JIE 240 6 1) A ) 2 AT A O [T ] v R R 2 2 R (R 22 AR
2018, 43(9): 957-963.

Proestling K, Birner P, Balendran S, et al. Enhanced expres-
sion of the stemness - related factors OCT4, SOXI15 and
TWIST1 in ectopic endometrium of endometriosis patients
[J]. Reprod Biol Endocrinol, 2016, 14(1): 81.

Xu W, Chang J, Du X, et al. Long non-coding RNA PCAT-
1 contributes to tumorigenesis by regulating FSCN1 via miR-
145-5p in prostate cancer [J]. Biomed Pharmacother, 2017,
95: 1112-1118.

Hu J, Guo H, Li H, et al. MiR-145 regulates epithelial to
mesenchymal transition of breast cancer cells by targeting
Oct4[J]. PLoS One, 2017, 7(9): e45965.

P vtk , SR TR IR S O A OF R 4 AR L B
miR-145 33K L 551 R BEZE 2 B SR IR Ry G R [T ], h [
T4 E 2R, 2021, 29(6) : 1266-1269.

HARBR IR o T E N IERAE PMELE . 1B SR
RHERIZIRTE )], AR R, 2015, 9(3): 161-169.

(8]

[10]

[11]

[12]

[13]

[14]

[15]

Y, MEER, TR, A W/V IR B ALE A
IR HE R T ARG RN EFS R MR
Ik, 2022, 31(1): 29-37.

Vidal F, Guerby P, Simon C, et al. Spontaneous pregnancy
rate following surgery for deep infiltrating endometriosis in in-
fertile women: The impact of the learning curve [J]. Journal
of Gynecology Obstetrics and Human Reproduction, 2022,
50(1): 101942.

PuJ, Huang Y, Fang Q, et al. Hypoxia-induced Fascin-1 up-
regulation is regulated by Akt/Racl axis and enhances malig-
nant properties of liver cancer cells via mediating actin cyto-
skeleton rearrangement and Hippo/YAP activation [J]. Cell
Death Discov, 2021, 7(1): 385-385.

Bu X, Liu Y, Wang L, et al. Oct4d promoted proliferation,
migration, invasion, and epithelial - mesenchymal transition
(EMT) in colon cancer cells by activating the SCF/c-Kit sig-
naling pathway[ J ]. Cell Cycle, 2022, 22(3): 11-12.
SRFEAN, HFTE, (F, 55 miR-145 3 i AR AT Y
HE T A0 L OCT4 B 35 A 2 1~ 8 N I8 S A ) 42 Jre ML il
(V] BRI BERER A4, 2022, 43(2) : 23-33.

Kumari P, Sharma I, Saha S, et al. Diagnostic potential of
differentially regulated microRNAs among endometriosis, en-
dometrioid ovarian cancer, and endometrial cancer[J]. J Can-
cer Res Ther, 2021, 17(4): 1003-1011.

Cheng F, Lu L, Wang H, et al. Expression and Significance
of miR-126 and miR-145 in Infertility due to Endometriosis
[J1.J Coll Physicians Surg Pak, 2019, 29(6) : 585-587.
Shen S, Li K, Liu Y, et al. Silencing IncRNAs PVT1 Upreg-
ulates miR-145 and Confers Inhibitory Effects on Viability,
Invasion, and Migration in EC[J]. Mol Ther Nucleic Acids,
2020, 19(C) : 668-632.

(E#EF 453 1)

(8]

(9]

[10]

[12]

Woprde, WKL, B4 . I IE TS F A R UR R AR BR
& ML B-HCG , VEGF X 4 B 45 IR Uik i i2 Wr (i [0 ). P
BEsp gkl 2021, 49(4) :423-463.

BHRA, TR, XKW, 5% . ZYEE A, MRUEEE (0L
B-HCG K% ) & 7 A5 91 7 B TR A Ui 12 Wi 411
ST P EEF S, 2020, 15(3):129-131.

EEV, EF#E, B8 . P ER A 7 miRNA R 51
T B #5021 ROC i 443 #r (1], b [ 52 1032 Wy
%, 2019,23(8) : 1336-1339.

Kim SW, Kim YJ, Shin JH, et al. Correlation between
Ovarian Reserve and Incidence of Ectopic Pregnancy after In
Vitro Fertilization and Embryo Transfer [J]. Yonsei Med J,
2019, 60(3) :285-290.

A, B, TRJEE, 4 . 2 1 25 B (Gl IS
L35 N2 MR P AR 38 3R T TR A iR 132 e 4 {00

[13]

[14]

[15]

[16]

MrlT ] SRR 561k~ , 2020, 38(2) :280-285.
LU, At R 6 2 ) R PR IS LT B-HCG X AT
U B 6 4 R 00 T p DT ). vl R RS R A e Ak
2022, 38(9):1043-1047.

WO R R WRFEYE - 3000, ol o m e -
E . Z RIS USRS B AFP, F-8-HCG /K F- X
)L TR B 22 R G 2 W (B 5 B [T . o a4 i
RS, 2022, 33(8) :120-124.

W, RER, BUWIF, 5. R MG HCG, P, PAPP-A
IR SR 3 S 7 4 i 5 e IR R R B W i LT .
o E PRI R 2%k, 2023, 24(1) :66-68.

RS, RXRUER , UK M . A R U R 1 2 1A B T T
e A UE RS O SRS SR I R [T ], IGIR IR 2 1R
i, 2022(5) :95-98.



BT SIRYT 45 202443 1 ¥516% 4531 J Mol Diagn Ther, March 2024, Vol. 16 No. 3

© 459 -
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W IL-17 .CCL21 5 IP-10 K, SR AR Z B ERIT AR, ZR AT E L (£=9.450,
6.394, 1 P<0.05) ; AR Z [A] 19 AR AR R H R, 22 5 A i 27 B L (=6.625 .6.944, 3 P<0.05) ; AN
2H 2 [8) YR Y4 Y TL-17 . CCL21 . IP-10 7K - b 45, A1 41>B1 40 >C1 4 , A2 1 >B2 44 >C2 4{ (F=13.290,
14.842,9.470,12.537,21.416,6.211, 34 P<0.05) . 518 S LG58 i MR SR 1K 5 CGF XT AR 2 1E oF
1L iz T R SR ¥ TL-17 . CCL21 IP-10 /K EAE b A T =B A= & | Vitapex HI51

[kgiR] Aoz EEAR; P ; Wb KK ZWHF

Effects of different antibiotics combined with CGF on revascularization of young permanent
teeth and changes of IL-17, CCL21 and IP-10 levels

GUO Jie*, GAO Erdong, HU Shue, ZHAO Wenjun

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

[ABSTRACT] Objective To analyze the effects of different antibiotics combined with concentrated
growth factor (CGF) on revascularization in young permanent teeth and changes in levels of interleukin-17 (IL-
17), chemokine ligand 21 (CCL21) and interferon-gamma-induced protein 10 (IP-10). Methods A total of
270 young patients with pulp necrosis or periapical periodontitis of permanent teeth treated at Cangzhou People’s
Hospital from January 2021 to June 2022 were selected as the study subjects. All patients were treated with
pulp revascularization. Based on the use of different antibiotics, the patients were divided into three groups:
group A (n=90), group B (n=90) and group C (n=90). Group A received triple antibiotic paste, group B re-
ceived Vitapex paste, and group C received a combination of calcium hydroxide and tinidazole paste. Within
each group, patients were further divided into subgroups based on the type of stent used: Al (n=45), B1 (n=
45), C1 (n=45), A2 (n=45), B2 (n=45) and C2 (n=45). CGF stents were used in subgroups Al, Bl and
C1, while blood clot stents were used in subgroups A2, B2 and C2. Patients were followed up for 6 months
post-treatment, and the study compared the therapeutic outcomes, tooth discoloration, root canal wall thick-

ness, crown-to-root ratio, and levels of IL-17, CCL21 and IP-10 in gingival crevicular fluid among all groups.
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Results

There were significant differences in treatment effectiveness among different groups (°=9.450,

6.394, P<0.05). There was a significant difference in tooth discoloration rates among the different groups (y°=
6.625, 6.944,, P<0.05). The levels of IL-17, CCL21 and IP-10 in the crevicular fluid of the different groups
were compared as follows: Group A1>B1>Cl, group A2>B2>C2 (F=13.290, 14.842, 9.470, 12.537,
21.416, 6.211, P<0.05). Conclusion The combination of calcium hydroxide and tinidazole paste with CGF

has a more positive effect on the revascularization of young permanent teeth and the levels of IL-17, CCL21

and IP-10 in gingival crevicular fluid compared to triple antibiotics and Vitapex paste.

[KEY WORDS]
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(#1455 : Medifuge MF200) LA CGF ffill 75 58 = i 47 A48
B0 43 B (30 s Ik, B0 12 min, B0 48
10 cm) o BSOS M3 2, T2 a4z,
Wi R 20 s S A4 ) CGF 2, 128 E 1M/
M 3% )2 o I JC TR 240 23 59 5 v (] CGF )2 8847,
JiCE T A B K AT
1.2.2 2l

PRI - (HRS 0.2 @7 Fr/3 A b S5
1T H200572365 ) 52« PU I BHE 25k B 4 A7 BR
8D ERRRKEIRNER A (FUE 50 mg*12 Fr/6r; it
5 E 2 ET H10950316; ) 5« 1622 R 8 il 254
FRTATLAE]) ERRR ISV B R (A% : 0.25 g%9 J/
&S B 25 HET HA1024142; ] R E R T
25\l A A BR 2N ] ) | Vitapex #77) (BEHS 1 2 g/37 5
HEESCS  EA E 201736320653 ) %« HASZR H
PR St CEEAR R (GBI 5 o/ 32 s L HESCS
] 25 1 7 H42022320; ) %« iBUR R 25\ A FR 2
) R A% 0.5 g8 Fr i Hisc s . 25k
FH20064128; ] 5 VLI R R 25 8L M FR A w] )
123 FARFE

ARATR B RR AT T X LA, 58
R HR BRI, FEAR Bz B B R 28 e BR IRAE 2 i
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8 1.5% A TR M7 W Ve AR A 15 min, 17% &
TR VY 2R VS W VR AR S 15 min, Bl 5 4 FH G TR
AR TR Y . MR H B A ARE,
Forpr A 20 R = 6T A W00 CHly R R e K 28
ANV R 1121 EeBRR A HI A , B 4148 H
Vitapex i 51| , C 20 fiff F &0 480 A0 85 1565 25 il s j 541
B2, EE 7 dBEEREME T 2 KR
57, JRy BB BRI T AR B W I 2R A 7 o gk, b sk O 1
AT IR T, KT 7 25 W W B i il R I T 4R
TARE N AW, Horp A1 B1.C1 407 BB T
¥ CGF 1% ZARAF N, A2 B2, C2 41 1# ] T B AR 45
PR B AR, (3 VR R Rl - R AR AT 2~3
mm BRI EE B . 7E CGF (Il dEde ) b7 il =44
b SR AT 5 R S, e I P B 38 B T+ A
R WUZ AT TR A
1.3 AHXFE bR

FEIRIT A4 )5 AW 400 e R AE T A R 1R
SF A AR A VR, SR A T RR R 1T, A 2 B YR
PBE A, R 5 TR BEEA TG BR S L AR R T
HURE TS , DA T K TR DB AR 2% A Th A I
R 30 s J5 WU i A JC T BP 45 B . DARGEX
92 W 56 Jsz 7 25 A 000 R 90 A AR P % TL-17 .CCL21
IP-10 7K F-, 3¢ HE 0 5 (et 2R DUAMA: BBk A B
3] ) Uk BH A 58 RS AR A
1.4 JraEm

RIG 6 A H X441 B3 797 3O ik
A ACRE IR T 2R, AR AE K SRR A, X R H
7R TCARLR JE B 5 43 I RS R SE ARV 0%, 2F
HRAE K AN B B, X 26 R 7R To AR AR JA] [ 52 5k B 5%
A 71N 5 TR I R E R TG L BN, AR R
HER X 26 A R MRS B BA B e sk i . [ R
ATHIE5E ) 1 B X100%=1857 A 30K
1.5 Siil2eorik

L SPSS 22.0 Gt it 5 4 B AH DG E R L 745
EB AR (7 2s) Fon, 4L L8 AT
RS 2 HEE T EC AT ¢ G5 , Z2 40 A LA T FAS:
B9 s THECRORE DA n (%) 2R 47 0 K, DL P<0.05
ERAGIHFE X

2 &R

2.1 AP 25 IR T ROR Heds
AR Z B EIT A RBCR LR, 23 A 51T
2 eV (P<0.05), W#E1,

x1 AEMAXDYIRTHARERIATRRIEER
(n(%) ]
Table 1 Comparison of therapeutic effects of different

antibacterial drugs [n(%) ]

A5 n SER s Ui Joa BAR
Al4] 45 14(31.11)  21(46.67)  10(22.22)  35(77.78)
B14l 45 18(40.00) 23(51.11) 4(8.89) 41(91.11)
Cl4 45 20(44.44) 24(53.33) 1(2.22) 44(97.78)
P 9.450
P1a 0.009
A2 45 13(28.89) 20(44.44) 12(26.67)  33(73.33)
B2 45 17(37.77)  21(46.67) 7(15.56) 38(84.44)
C2 45 18(40.00)  24(53.33) 3(6.67) 42(93.33)
71E 6.625
P{E 0.036

2.2 ARBLHZY R ARG REEEE A wi AR L
TR R LR

ARV Z 18] 9 2 (R AR e R L, 22 A Se it
R L (P<0.05) o F AR A5 RE LB R OF e AR L L
Al 4H<B1 4H<C1 4H , A2 4H<B2 4H<C2 41 , £ 7+
BGiteEE L (P<0.05), L2,

x2 AEMEHZVHITREEZEE.FTERERTFE
TEELE (n(%), (x+s)]
Table 2 Comparison of root canal wall thickness, crown
root ratio and tooth discoloration rate among different

antibacterial agents [n(%), (X £s) ]

2H 51 n FRA A FREEERE (mm) A
Al4 45 12(26.67) 2.39+0.17 0.55+0.03
B14l 45 8(17.78) 2.48+0.21 0.58+0.04
Cl4 45 3(6.67) 2.59+0.22 0.61x0.04
Fly{H 6.394 11.157 29.634

P 0.041 <0.001 <0.001
A24] 45 14(31.11) 2.27+0.16" 0.53+0.03"
B241 45 9(20.00) 2.34+0.19° 0.56+0.03"
c24 45 4(8.89) 2.47+0.19° 0.57+0.03¢
Fly{H 6.944 14.218 26.667

P{E 0.031 <0.001 <0.001

05 AL 4 &, 'P<0.05; 5 Bl 41 %, 'P<0.05; 5 C1 41 1
B ,°P<0.05,

2.3 ANIE U 25 9 1) R YA W IL-17 . CCL21 5
IP-10 /K- e #8

AST) 4] 2 8] Y R 98 3 TL-17 ,CCL21 . IP-10 7K
YL, Al 4 >B1 4 >C1 4, A2 4 >B2 4 >C2 4
(¥1P<0.05), WFE3,

3 it

TE TR 2 0 2 R B SCR B R, o)
Fr AR RIS TE 25 96 & CGF 1RY7 AR FR 18 2F 1L 32 B 4
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R3 AEMEGWHERDRIL-17.CCL21 5 1P-10 K F
PEE (x+s)
Table 3 The levels of IL-17, CCL21 and IP-10 in gingival

crevicular fluid of different antibiotics were compared (¥ +s)

A5 n IL-17(pg/mL)  CCL21(pg/nL)  TP-10(pg/nL)
Al#H 45 8.54+1.78 26.49+4.26 141.48+17.57
Bl4l 45 7.61+1.63 24.37+4.11 131.37+16.23
Cl4 45 6.73+1.58 21.89+3.63 126.64+15.72
F {4 13.290 14.842 9.470
P{H <0.001 <0.001 <0.001
A241 45 0.32+1.82" 28.63+4.92° 163.21+18.83
B241 45 8.35+1.72" 26.41+4.23" 155.36+17.41°
c24 45 7.49+1.66° 24.37+3.89° 149.92+17.68°
FAE 12.537 21.416 6.211
P <0.001 <0.001 0.003

W5 AL A, P<0.05; 5 B1 411048, P<0.05; 5 C1 41 [b#, <P<
0.05,

PRI Bk 9 1 R F- /KO AR 4k, B U S

PN R T TN N i e I OR P S ©
HRASBE LR | S AR b S A R AR o R o s, 1 4l
TB14A AL4,BLAMLT AL ;C24HI T B2
H A4 B2 UM T A2 4 . HERTEFERRIE A A58
M2 AR T SRR S 156 AR i o R 24
SRR T Vitapex W77 5 = BRPL A ZMIA . 40 AT
Ji PRI AT R A« ST A A A e A 7 1) A e
R AL, GE% 00 s 41 2 A K DL R AR A P 4
FERPERAS | 78 PR RF 0 B IR S 09 [ B s > i A 4
VAR S R LS AR AL T O R SR AR
PEAE ORI . R S EIEER i
Y T 2 88 12 TR 2 R AEAR AR
AN 25 50 15 & 2 el A8 6 L AR A5 465 Ak 46 )
B 2 T, CGF (R4 4k W i, i HL7E s B
B 2R 27 Y AR LS AR AR A U AR P T Il
BEH, AP R B, A1 B C1 2 Y oF MR 45 B
JE B R R AR LA i T A2 B2 . C2 4, $R T
AR E I oF i is R i FH CGF S 2R 3k
R MY L HE oy . X AT REJE o CGF HA 4%
R B 2T 4 2 1 AR Z5 K, RS by AT A 40 i 5 i
2 ML 1) S B R B B AL B A P PR AR

IL-17 A5 B M T 400 17 43 W5 B9 — FhRRAE v
YA T e g R Y IL-17 K2 B E T
B, 10 H TL-17 BB AE R ANMA S0 1 40 M i iR 5 1k
SR AL, X W R B R, CCL21 2k
RGN Z— , B JE RS AR, g
A 40 1) 6 B DA R S 1 Al I B A,
FAE SN S B 7, IF HL AT LA S £ el e

2 M A R 3G 0 O R R W i, 5 B0 R
F, IP-10 2 —F TR yiIERMBLE T, A
I BERE A Sl B T 4000 1 B2 P40 i IR 7, i L
AT DURE S 25 A S A0 L 32 AR N CXC kA 324k
3, 0 T R A AT A NS AL, N AR P A R I J
N A 5 4 R R R TR 4L 22 1) B R 9 TR
IL-17 .CCL21 . 1P-10 7K F- b %, C1 44k T B1 41 .
Al 4, BT A1 4H ;C2HM T B24H A2 4,
B2 AL T A2 4 . $E/RTEARe 4 oF 2§ Il iz o
A S AR G G e R ) 2 o AR R f
N R R A T Vitapex W77 5 = BR T4 R I .
HE— Mg B WK, A1 BL ., C1 4 (1 Bl v T
IL-17,CCL21,1P-10 7K 43 5 £t T A2, B2, C2
A, XAl g F o E AL QM E R B, CGF
RE 8 A2 T2 1040 L ol 22 B 20 5 A i AT 2257 34, 9F
30 Ao 00 ) 440 R 1T O TR S B R AR RN, R R
PUARAE RN IPE A

gr T aR SR AR A K i e R R I
CGF X AR 48 7F Ifil iz 5 0 R00R S R VA TL-17
CCL21 .IP-10 /K VA2 AR T =K1 4E &K | Vitapex
LiiBle

&% 3Lk
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TP {T 855 PR BHRY 7 AR A TE R B A7 %
OBER AN AEE

FAH' FH OEE RHFLET HAEY

=
=

(8 E] BB HEREFEITE AW ISR T R IRAIE 2 5 857 2080 RS 1 0 2%
Ao FiE BEI20204F 7 7 E 2021 4 6 7 108 FifK L R EE BEISOE AR AR A 8 TS
X4, BEALECER 40 R PG T T iR 7 40 CRPG VTR YT, 54 1) S5 90 VT 6 A 2R W SUsia 7 4 (RUPETT B A
YIRUBIRIT 54 B, TRV IR 5E 108 44 fd e & o X L. HeB = 40 R A S (HRV ) 54805 22 5, L
BERPGVT IR A5 SO TS AR U R T AR YT RIS 10 BOR S AR B, I8 SRR T TR R
RSN, R OVAIT 8 JRE  IRYT M ZH SCL-90 . SSS .HAMA FF43 1 T [, LA PG VTIE & 4= W )2 1o
IR Y7 41 SCL-90., SSS \HAMA 1T 70 IR TR PG TR YT 4, 22 7 A G it 22 & L (1=2.361 .3.859,12.329, P<
0.05) o FRPGTTIEIT 4 B VG 1T e & A U697 41 HE \LF | LE/HF $4K F X HB 41, HE %  LF% 5 T X} 18
H, % F W EA S L (F=331.611.,757.501.80.773 . 33.151 . 410.655, P<0.05) . &Y% 8 J& )5 , Wi ZH
HF .LF \HF% .LF% /K V-3 7} & , LE/HF B&AI%, H 9 P6 7T & A= 9 ) 5tA J7 41 HF \LF . LF/HF 7K 5 F 96
FOITiRIT 4, HF% LF%AR TR PG TiRIT 4, 2 5 A 4 it 2% 2 L (1=6.417.6.075.3.917.5.738 . 2.206, P<
0.05). it SEHTTIRITAHLG, R IKIUTTE5 & ALY R ABHE T WA 05 R 4OF X B i 8 5 0
HFRRAS T A EMA RGN 78U & VT .

[Eim] T AR BUAYT s IMATE RS OB Rk

Efficacy and changes in psychological state of patients with somatoform disorders treated
with fluoxetine combined with biofeedback

ZHENG Yinyin', LI Qian®, WANG Lei', MENG Xiangsheng®, XU Congen®*

(1. Department of Psychiatry, the Seventh People’s Hospital of Hengshui, Hengshui, Hebei, China, 053800;
2. Department of Function, the Seventh People’s Hospital of Hengshui, Hengshui, Hebei, China, 053800)

[ABSTRACT] Objective To explore the efficacy of fluoxetine combined with biofeedback therapy in
patients with somatoform disorders and the improvement of psychological state. Methods A total of 108 pa-
tients with somatic form disorder were admitted to Hengshui Seventh People’s Hospital from July 2020 to June
2021 and were selected as the study subjects. They were divided into two groups: the fluoxetine treatment
group (fluoxetine treatment, 54 cases) and the fluoxetine combined with biofeedback treatment group (54 cas-
es) using a random number table method. Additionally, during the same period, 108 healthy volunteers were
recruited as the control group. The differences in heart rate variability (HRV ) among the three groups were
compared. The changes in mental state before and after treatment between the fluoxetine treatment group and
the fluoxetine combined with biofeedback treatment group were compared, any occurrences of adverse reac-
tions during treatment were recorded. Results After 8 weeks of treatment, the scores of SCL-90, SSS and

HAMA in both groups decreased. The scores of SCL-90, SSS and HAMA in the fluoxetine combined with bio-
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feedback treatment group were lower than those in the fluoxetine treatment group, with statistical significance
(t=2.361, 3.859, 12.329, P<0.05). HF, LF and LF/HF in both the fluoxetine treatment group and the fluox-

etine combined with biofeedback treatment group were lower than those in the control group. HF% and LF%

were higher than those in the control group, with statistical significance (F=331.611, 757.501, 80.773,
33.151, 410.655, P<0.05). After 8 weeks of treatment, the levels of HF, LF, HF% and LF% increased and
LF/HF decreased in both groups. The HF, LF and LF/HF levels in the fluoxetine combined with biofeedback

treatment group were higher than those in the fluoxetine treatment group, while the HF% and LF% were lower

than those in the fluoxetine treatment group. The difference was statistically significant (7=6.417, 6.075,

3.917, 5.738, 2.206, P<0.05). Conclusion Compared to fluoxetine alone, fluoxetine combined with bio-

feedback therapy can effectively improve the psychological state of patients with somatoform disorders. It can

also regulate the activity of the autonomic nervous system, leading to better efficacy and safety.

[KEY WORDS] Fluoxetine; Biofeedback therapy ; Somatoform disorders ; Heart rate variability
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NGB 25 AS RN 22 | PR DR 8 FH e %
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FAr B PGTTIGI A (54 0] 5/ TTEES 2 W)
FBIRIT AL (54 B1)) o 8 AARE : DFF A [ PRy i
S35 10 iR (ICD-10) K 44K JE =X B 15 14 12 W A
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BRI s O ALLRT 2 Ja P IR %00 38 7= A ™
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SPH Y 199, 2 35 1], -3 4F % (42.17+10.66) %,
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JE# 108 A AE XTI, AdibrifE: DF R 18 &
60 %, SCALRR BE /N DL b s Q2 A A A B il Bl ks
Ar, R T A5 008 B0 R e s B S 18 P R A4
PR QR ES 5ARME ., X RAB 194, %
59 % , AR IS (46.87+6.35) % . = VER] AR
G TR, 2R G FE L (P>0.05) , 1]
HEAT P38 o AN BIF 98 48 AR [ 1 2 40 3L 2 o 4t 3
(%5 :2020-1) , FIrA 5T X G 359 00155 R 7o

1.2 RIT Tk

FPTTIRIT AL SR O IR ER PR S PG 7T (P e 24
v B A7 BR 2 |, B 245 1E T H20065239 , B4 -
20 mg) I AIRIT , VIR ) & B K 45T 20 mg, LA
Ji ¥ B A8 AL AT 3B 1S I %2 5K 40 mg, 1R/,
HERYT 8 .

FVGTT A A= W) SR 7 20 - AR 1 IR R R
VYT A JEml b 2 2804 W BRI A (R ot
5 B E ST B A R SR A | 45 T AW UBR
J7 o IRITHTVE M AR SR SEAN AR Y IR A G
WA o 16T BOR B FEE NI BT AT BT
RGHE B HR A TR, I 4 BT 21 1 48 4 58
FH R BRAE , B RKIAIT—IK, 30 min/K , Hek52E 8 J& .
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1.3.1 PRLIAYTHTE O BLREX L

DLSE R A PE & 2 SCL-90 H i1y R R 1k X 1
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SSS) L% /R i £ J& 15 ¢ (Hamilton Anxiety Scale,
HAMA) Jg 34 T B, FI DL WL A8 3 P 2 8 3 0
PR AR BE 5 o SCL-90 H 1) X A 4k A 1R
FH 5 R4, 7™ H R B N Je i R 3™ S 1~
55 ARARA PR -4 B 53 1~5 43, r 8=2 4y S FH
PE B AR RO U R B D, SSS R
F T 3 A5 JF &, TS B B AR b iR S A ECRT
AR, FIWTIR T ROR . i RA 20 MIH , #%
Likert 4 247 43 507 43 (1= AWK, 2=%2 &, 3=
BE A= B ) o Ar BOEE R UR AT RO ™
SSS ) Cronbach’s o £ M 0.89, {580 B I,
HAMA # R A48 14 W H , I 5 2075 R 40
(0~4 43 ) >R VAR £E IR B, 43 508k o £ 3R A5 IOAE
AR F T BN G RGP AR O vk
Je s R WL F U7 1R 1 J7 200 P 41 B8 A i AT OF
i, PP ] 24 4 15~20 min,
1.3.2 =41 HRV #ihs LA

X REZH K SRV VT IR T 4 SR P VT ¥R A B I
BRIA YT A6 T 1T 58 L0 48 5% (heart rate vari-
ability, HRV ) F8An il . >R FH ZSY-1 B0y A5 S5
PEAS I A (P B A B A RS W) A7 e, 2
R AT D R 1B ) 5 min, BAA$E AR
5 « 195 D1 %% (High-frequency power, HF) {55 I
K (Low-frequency power, LF) | & 5 T 3% 1 43 [t
(High-frequency power percentage , HF% ) . i 4 I

Z'H 41 H (Low-frequency power percentage , LF% )
{IK 5 49 ) R 22 1 (ratio of low-frequency power to
high-frequency power, LF/HF ) .
1.3.3  PIiAI7HIA HRV $5454 H

FIGTTIRYTH X PUTT IS AR s sty r 4
IBITHT PR YT 8 JE 5 SR FH O 348 S MG I A 5 ok
R, A 7595 R 1.3.2.
1.3.4  PIZLIAYTIIIRIAS BRSO A 2R A7 0 HE AR

M DA 10 SR I LBV VT R T 41 SR
POITER G AW IR BRI A B 097 WA R
RN KRB, A E T ks RE %
IS
1.4 SEitsork

>k 1] SPSS Statistics 17 4t 31 2 % 4 #£ 17 43
Bro THETERILL (xxs) R, WAL ] HLBCR ¢
K5, 2 4 bR R 3R O 28 40 i 5 3 BT
B n (%) s, R R . P<0.05 M A St

2 #R

2.1 PHALIRYT RIS RO BRR S AR I I b

VRIY 8 il )5 , Wi4l SCL-90,SSS . HAMA 43
BTN BE, BT ECS A ) B i6R 9T 41 SCL-90
SSS HAMA 4K FRPETTIRIT 4L, Z 5 A 5t
N (P<0.05), W1,

x1 FEBFHIER SCL-90.SSS.HAMA 4 ELEE (R +s)

Table 1  Comparison of SCL-90, SSS and HAMA scores before and after treatment between the two groups (¥ +s)
-~ . SCL-90(43) SSS(4y) HAMA (43)
TRITHT RIT IR JRIT T RIT IR YRIT T BRI IR
FIGTHRA AR R IR T4l 54 2.23+0.57 0.83+0.26° 2027+6.78  13.27+3.45° 26.54+3.47 8.67+1.61°
FETTIRIT A 54 2.14+0.46 0.96x0.31° 28.54+6.63  16.12+4.19° 27.31+3.54  13.03£2.04°
il 0.903 2.361 0.566 3.859 1.142 12.329
P 0.369 0.020 0.573 <0.001 0.256 <0.001

5 EAIRYT TR, P<0.05,

2.2 =#{ HRVI5trHLH

FRVGITIRIT 4 B VG VT B & A W IR iR 7
HIGITHTHEAT 3 50 AL HRV F8 45 19 LA, 45
RNIR, BWPGTTIRYTH S w0 T TG A R IT
2] HF \LF .LF/HF YK T X} B4, HF % \LF %= T %t
M, 22 I BA Gt L(P<0.05) . W3k 2,
2.3 W4T HTS I HRV $845 L

1T 8 JEl 5 , 4l HF \LF \HF% . LF% /K ¥
Fh 5, LE/HF IS, HRPETTBA 2B W iRy 4

HF .LF .LF/HF 7K TP {69741, HF % .LF%
RFHEITIRITA, ZRAS %8 X (P<
0.05), W33,
2.4 PHALIRYT IR KRV & A1 Ol LR
FPETTIRIT AL O 2 4, kg 1 B, R
W 1. WPITHA A R BRI N T
1B, kg 2 ), IRE 1, %0 26, PIZLRIR R
JIE R A, 25 R RS L (5°=0.101,
P=0.750) ,
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%2 ZZAHRVIEFRLLE (x+s)
Table 2 Comparison of three groups of HRV indicators (¥ +s)

209 n HF (ms®) LF(ms*) HF% LE% LE/HF
FVGITEA W R T4l 54 593.24+67.52* 537.33+53.41° 1.39+0.16° 0.37£0.18" 2.76+0.45°
FETTIRIT 4 54 587.71264.39" 543.87+65.62" 1.41£0.18* 0.38+0.16" 2.7420.41°
popilcEN 108 907.68+109.54 1105.62+138.23 1.03+0.25 0.24+0.03 1.32+0.29
FA4 331.611 757.501 80.773 33.151 410.655
P <0.001 <0.001 <0.001 <0.001 <0.001
53R L, *P<0.05,
*3 WHEBTEIER HRV IEHRELER (x+s)
Table 3 Comparison of HRV indexes before and after treatment between the two groups (x+s)
- FETTERA AW R ATR YT 4 i P FIEITIRITA i P
HVN N S N N S N
TRYT BT A TRYTH RIT IR
HF 593.24267.52 960.82+98.54° 22,613  <0.001 587.71+64.39 851.28+77.61 19.206  <0.001
LF 537.33+53.41 930.27+84.59" 28.863  <0.001 543.87+65.62 825.12+94.98 17.903  <0.001
HF% 1.39+0.16 1.11+0.15* 0.382 <0.001 1.41+0.18 1.20+£0.26 4880  <0.001
LF% 0.37+0.18 0.200.05* 4.055 <0.001 0.38+0.16 0.25+0.04 5.792 <0.001
LF/HF 2.76+0.45 1.45+0.42° 15.639  <0.001 2.7420.41 1.62+0.38 14.723  <0.001

T HRPUTTIR T AR )T m 8, *P<0.05,

3 itig

K AR I 2 B i 1 s SR 0 FR A AV 2 A
A1 I W N YE2 S | N E B ot LTS P ES N v
o E A B AR T R B iE Bh e ) 0T
HNLRIEAMRE & A B IARGTA RO AR X
FERHATT J7 5202 MR PRI S

ARG PG T 456 A R a7 IR TE
T 45 R WOR UL SRPU VT 45 & AW I ia I T A
AR AR AT S R i S O LIRS e A R A R
JREBE . XORH TR X A R I
AR 5-FR e (5-HT) Be B B B REAIG, I E i
5-HT BE A% 3 D) e fe A5 , 117 960 P4 77 ] 3% 43 1 40+
5-HT P&, B o fimm Pt 5-HT WREE, JfaE L ifi-
il B B E A A R 22 R 50, BEMERS/N, R T A2
PEGE, AR R 0, DT IR BT AR AR VE R o
ABORHE R AR RS T AR — R L At R
LA, 5% figp as A M DL Bl 2B 5 27 2T 1E A () 45
VEVE %A ST, 20T 3 308 ARG 1 - P R R AR R
XTHURASTE SRR e A B a4 IR BN BRI AR
FEAR AR o X AHGAE R FHAE W) S e 7k R R
GEff 1 AR SR FRE R AR S AR TR R

HRV B0 st & o i 4 3 3
P25 D RE R — R bR, HAE & R Y0 8 A
FPTDIRER , HRV /020 A4S H EM D he R
1314845 , LE/HF JOBAS B 22 D) REAKE . T

POVTIRYT 4 B SR PO T R G AE W R IR 97 IR YT i
PEAT T 5 X B4 HRV TR ARIY HL 8, 45 5 BR 1
B R AR TE o B i FB 3 2L P DI BT ) T B
g T 0 3 IR AR 2395 B IR A 24 &
5 HRGEFEZAN R, R BEIRN A B
REZS ALY B IRERIN, S ks & R i L B
B LR ER L 5-HT 45 b 225 A% 3 B UIAH G, Bk
[ 422 A T S S 22 RN sl 28, H B T g
TGS SR o R i A 5 R K AR
AR BAE IS RO SRR A L, IR, W
2l HF \LF \HF% . LF%/KF-¥4 F+ & , LF/HF F#AI%, H
FPUTTBCA AR W AT 41 HE \LF \LF/HF /K5
TFRIGTTIRIT 4, HF% \LE% AR T8 6 TG 7 40 .
FPTVT 455 AW BRI T AERE R 6] 5-HT P
B SRl A B AR iR R AR s i H &
FRINVEEIRIE Sl 71, -0 28 A 48 Rl 38 o 22
(R BIMIE P | D0 2 XL ) SR AR AN ST R, DT A 2l
FEE IR ACRE R 7 T ARAF B DIRCR .

Zi Lk, 5 R R PR VTR YT AR L, SR R R
1856 W RASHRTT 0T A Rk 38 AR AT U B A 7
HOOHAMRAE W A EMEREIENE TR A
PES T

5% Lk
(1] iR, JEk, JE L, 55 . R MARE IR B A 0 s DA BIR &
MR R AHT]. P E 2R EY:, 2020,23(32) :4039-4046.
(T#F 4711 7)
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128 il T gy 8 i HSP 70 K84k By HSP 70-1
JER 2 kB

EmWW b B4

(# ZE] BH /b stINE SRR 128 55 5 eIk i 75 B 8 % 1L HSP 70 357K K HSP 70-1
FEHEZ B AL IO G R MME . AiE $EI 2020 4F 1 7 £ 2020 4F 2 7 5104 FLBEBEI0E Y 128
B3 P SR R SR R G AL | [R) ) 128 24 ft AR 2 (O B2 ) o R FH R B 28 1 ff X568 (ELISA)
LU 19 26 1 375 H HSP 70 7K AR 5 2R P B R 22 45 2 (SNP) 3 [H 43 U5 I K HSP 70-1 (+190 7 45,)
RPN, R E2E5t. £8 FROAHAEME P HSP 70 EH & X RA, 25051 FE X
(Z=6.924,P<0.05) , 3 H.BE % 5 91 20 FB 5 s R2 (R N EE , I3 HSP 70 /K-t iz i FH i, 45 I IR 43 4 1% HSP
70 7K TX ML, 22 5 S5 X (P<0.05) s HSP 70-1(+190 3 ) B 35 B GG . GC . CC 7E 4
BRI YA AE , SR LA, 2 78 G228 L (=6.975, P<0.05) , IL4h, Rl 3% HSP 70-1 GC %%
PR A 43 A 2R (59.26% ) M 3 58 R B HSP 70-1 GC K A 4 73 A5 3 R (52.69% ) 34 755 T % B 41
(39.84% ) (P<0.05) , M2 KU FR 35 HSP 70-1 GG JE R Y (1) 43 A7 4515 (33.33% ) I 53 #U 6 % HSP 70-1 GG 3

PR AR (38.71% ) I T X IR (53.90% ) , Z R A Gt 5 L (P<0.05) . 45 HSP 70 £ik/KF I
HSP 70-1 3P4y 5 PR el RA s YL 1) &A= 2 ARG, T By R e R 2 JER SRR A I R A3 L 1) I
[REIA] ey MIFPIREE N 70; BEF 285

Changes in serum HSP 70 levels and analysis of HSP 70-1 gene polymorphisms in 128
patients with viral infection

MU Lili, HUANG Shan, XIA Jing*

(Guizhou Nursing Vocational College, Guiyang, Guizhou, China, 550025)

[ABSTRACT] Objective To investigate the changes in serum HSP 70 expression and its relationship
with HSP 70-1 gene polymorphism in 128 patients with novel coronavirus infection at a hospital in Guizhou
Province. Methods A total of 128 patients with novel coronavirus infection (case group) and 128 healthy
subjects (control group) who were admitted to a hospital in Guizhou Province from January 2020 to February
2020 were selected for the study. The changes in serum HSP 70 levels between the two groups were compared
using enzyme-linked immunosorbent assay (ELISA). The single nucleotide polymorphism (SNP) genotyping
method was used to detect the HSP70-1 gene sequence at the + 190 locus and analyze gene polymorphism.
Results The serum HSP 70 protein levels in the case group were higher than those in the control group, with
a statistically significant difference (Z=6.924, P<0.05). Additionally, the serum HSP 70 levels in the case
group increased gradually as the disease progressed. The HSP 70 levels in each clinical classification were high-
er than those in the control group, and the differences were statistically significant (P<0.05). In the patient
case group, HSP 70-1 (+190 locus) genotypes GG, GC and CC were identified, with a statistically signifi-
cant difference compared to the control group (¥°=6.975, P<0.05). In addition, the distribution frequency of
the HSP 70-1 GC genotype in mild patients (59.26% ) and common patients (52.69% ) was higher than that in
the control group (39.84% ) (P<0.05). Conversely, the distribution frequency of the HSP 70-1 GG genotype

AERA 5N E A EEFAFHALET A (g2wjkj2020-1-062)
Ve A5 T M PRI LB AKF R, 5T, 300 550025
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in mild patients (33.33% ) and common patients (38.71% ) was lower than that in the control group

(53.90% ) , with a statistically significant difference (P<0.05). Conclusion The expression levels of HSP 70

and the HSP 70-1 genotype are related to the occurrence and development of novel coronavirus infection. This

can help in determining the clinical classification of patients with novel coronavirus infection.
[KEY WORDS] Virus infection; HSP 70; Gene Polymorphism

W EETE H AR A I AR R — RIS R
AN BRI UE Y . IR TR IR ANLURS | R
TEfE FHAS B A A S, SRR A
YER Byt # b, TR IE 8 ) S e B 27, 44 sl el A%
15 £ AN 25 F RN T BE , 4k 0T 5 | S B A
K 78 2 1 70 (Heat Shock Protein 70, HSP 70) /&
HSPs ZZ G i R~F I F 2 Skt E BAZ
FhOIRE R AER: SRR R . KR &
B HSP 70 7E 480 K235 0 4 T 4 2
RS R EERY . HEEFRIRA, A
11 B HSP 70 55 i fig | il &5 427 | 12 Wiy 25 il 3508 92 95
M REHLE X RED) T, AN, KRR
HSP 70-1 JEPR A 5510 2350 5 5 Sl il M i 2 v
TR B KRRk o S (2 BUBE DRI i o BEEk
YLAEA G, BT M AN IS HSP 70 kK- LA
J HSP 70-1 &R 2351 0% 75 5 87 U st R 25 Bk e
4995 78 PR A AH G, 35 T DU AR A 5 % 3 B e bR s B
JE& YL FRA LY R HSP 70 ZKAEAE {5 HSP 70-1 &1
VAT TS, SR AR DGR 25 R S T R

1 ABESHE

1.1 — R

FEHL 2020 4F 1 H 2 2020 4F 2 H W8] 55 45 5
= BE WS i 1) U et AR 5 SR e AR 128 B S e
W, 20 A ) 41 %o G 34 Sk i ke i A0 i BR U
F DA RS T2 R E S8 b e 2545 3R B R A
()l 280 e R e 7 SR L 1297 T R GR AT ) )
A2 Wi bs HE 90 1 41 R e B0 27 431 K7 5 75U 93
i) R 3 feE A S 6], Sy R MR 128 4417
it R ARG & 1 R X B2 . 128 51385 50 5 1R o 2 JeK
YeF Wk 72 ), Lot 56 B, AR R (41.77+18.01)
4,128 L EHEX IRZH B 1 04 44, Lotk 64 44, AF IR
1 (44.36£12.06) %, W3 2 — B e L L3 22 R 050
2R L (P>0.05) o ANHFIT 4B PR 22 A0 B 51 4>
i, 2 R E T E G R
1.2 ik
1.21 AR

ZHEH 26 12~15 h, T H & =AM E

ki 5 mL, 43 & F & A 2% L R0 R 4P
(EDTA-K2) 100 pL By — Wi, $h2 4.
—HH4mL, HT#REEARN; —&&
1 mL, 1T DNA 211,
1.2.2  [fiL{# HSP 70 7K A5

SKe FE Tl M0 B 28 W2 B T v, TS e BRI e
F A 70 50 G RV AR TR BR A R 136 BH 45 %)
HSP 70 A i it A A8 il 45 s o 1 42 Chas o v 4K
PN 2 160,80 .40,20.10.,0 pg/mL) , F B Fr AL AE
450 nm AR T 45 FL DG 2 (OD ) o LA
FRUEY) B e B AR AL A, OD (B A AL b, 78 2 X
BOARBR AR 122 s o h 2, AR 4l A 5 i OD B
T o 1T 4 A 1 A N P R
1.2.3  FEPIALA I

FrA s Bild T AW TERARAR A
%, HSP 70-1 3£ A (+190 G/C) 7 15, 151043618 | jif
514 5'-CTTCCCAGAGCGAACCTGTG-3', Fii#5]
¥ 5' -CGTCAAACACGGTGTTCTGC -3' ' | % g
DNA 4 Hiat 1) & Ud DT $ HU DNA, DL H AR AR
fTPCRY MGILN . WA R K Bz 1 pl, 1R
519451 ul,dNTPIE &9 1 pl, Tag DNA R4
fifi 0.2 WL, 10xTaq Buffer 2.5 pL, I A ddH,O % &
AR 25 wlo 2 B R PR - 94C A8 P 5 min;
94C 30 s, 58°C 30 s, 72C 15 s, #4730 M E I ;
72CIEAP 10 min, HIKZEH G, PCR YIS pL
1% Byt N W B e FL UK, FEUK 22 480: 150 'V, 100 mA,
10~20 min HL Kk W28 H (1) 25717, ffi i SanPrep £
3 DNA 5 [ ek 77 & (1 2B T B518131) #F
H B9 PCR 2547 Y] it 81 Wi , I+ F sequence analysis
WAL 5 43 M1 HSP 70-1 F [H 190G/C {7 5 Jk
Z 5.
1.3 Gl FabH

K SPSS 22. 0 A A T4 R b 1, 115 R
PhGexs) TR, ZAINEEAS B 4 18] FU B3R FH ¢ K56, R
AR AL FL B Z A58, 2 4 10) Lh R D F K5
TIECHRILL n (% ) 37 | B DR U1 25 0 46 o7 5 PR i
TR H TR, dLmI N 2 K5 DL P<0.05
hERAGIFE N
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2 #HR

2.1 W4 IMIE HSP 70 /K F s

i 191 2L B 6T HE 2 A I8 B A i HSP 70 2R 1%
RE O LI 2 R B G5 L (P<0.05) . WK1,
LA, b5 SRR IR, 103 HSP 70 /K%
Wik, H A TR 43 8 Y HSP 70 /KSF-34 8 3w T
XTHRZL, 22 A g L (P<0.05) . WLER 2,

F1 PAMEHSP 70 KFELE (R+s)
Table 1 Comparison of serum HSP 70 levels between the

two groups (x+s)

215 n HSP 70 (p.g/mL)
R 128 0.27+0.17
X REZH 128 0.09+0.24
Z{a 6.924
P{H <0.05

®2 ROEAAREIGKRS B EEMERA HSP 70 B8
RiE (v+s)
Table 2 Expression of HSP 70 protein in serum samples of

patients with different clinical types in case groups (X +s)

I AR 43 78 n HSP 70(pug/mL)

L=yl 27 0.180.14°

-3 7Y 93 0.27+0.03°
Eigitl 3 0.32+0.01°

fe H 5 0.57+0.71°

X R4 128 0.09+0.24
F1H 35.65
P{H <0.05

S RRALAH EE , P<0.05,

2.2 Wit HSP 70-1(+190 {3 £ ) 3L A 454

HSP 70-1(+190 fii 1) 1y 3 H A GG . GC . CC
1R ER OISR, SX IR s, Z R A 50T
5 X (P<0.05) , Hrf, HSP 70-1 GC [ BIFE 95
T 2L B 43 A R (54.69% ) o T X IR 41 (39.84% )
I HSP 70-1 GG % R B £ 5 5] 41 1) 43 A Al
(37.50% )ik T X HRZH (53.90% ) 22 546 Bi ¢ 78 X
(=6.975 . P<0.05) . C .G %53 3 [H 4 A i 2R 7
g B AL AT XS Bl Z | b 2 R A S it L
(=4.608.P<0.05) . W#* 3.
2.3 &l R4 b HSP 70-1 (+190 i f5, ) JE PR Y
vaiil

SRR A e A A R f R 2
i) 2 PR 28 4 A7 1 2% Ll < e AU RS HSP 70-1 GC 3
DR 0 B 4 A7 A% (59.26% ) 1 538 8 f8 35 HSP 70-1
GC i K 78 1) 43 A7 401 % (52.69% ) 35 i85 F % 4

®3 FWAHSP 70-1 ER(+190 i) EEE 57 [(n(%) ]
Table 3  Genotype distribution of HSP 70-1 gene (+190

locus ) between the two groups [n( %) |

HE A S R R
GG GC cC G C
2 128 48(37.50) 70(54.69) 10(07.81) 166(64.84) 90(35.16)
XIRAL 128 69(53.90) 51(39.84) 8(6.25) 189(73.8) 67(26.2)
pa ! 6.975 4.608
PAi 0.050 0.050

Al n

(39.84% ) (P<0.05) , M 35 HSP 70-1 GG A
BB 43 A7 3 2R (33.33% ) S 30 1Y 8 35 HSP 70-1
GG & K #1443 A W% (38.71% ) P11 F % B 41
(53.90%) , ZF A Gt E X (P<0.05), R
iR A K G Y C LG AR A 3 R A A R Sy
A L HE ST R e, A 1) 2 Jh) b 22 7 o4
P L(P>0.05), W34,

x4 BIGEKSBG HSP 70-1 B (+190 75 EE B
2% [(n(%)]
Table 4 Distribution of genotypes of HSP 70-1 gene (+190

locus) in each clinical classification [1n( % ) |

He [N 7 S HE R
GG GC cC G C
BAL 27 9(33.33) 16(59.26) 2(7.41) 34(62.96) 20(37.04)
Xt HR4] 128 69(53.90) 51(39.84) 8(6.25) 189(73.8) 67(26.2)
P! 3.866 2.608
PAH <0.05 >0.05
WA 93 36(38.71) 49(52.69) 8(8.60) 121(65.05) 62(34.95)
YR 128 69(53.90) 51(39.84) 8(6.25) 189(73.8) 67(26.2)
Pal! 4.994 3.055
P1H <0.05 >0.05
HEA 3 1(33.33) 2(66.67) 0(00.00) 4(66.67) 2(33.33)
XFHRZ 128 69(53.90) 51(39.84) 8(6.25) 189(73.8) 67(26.2)
2 1H 0.941 0.155
P1H >0.05 >0.05
faER 5 2(40.00) 3(60.00) 0(00.00) 7(70.00) 3(30.00)
IR 128 69(53.90) 51(39.84) 8(6.25) 189(73.8) 67(26.2)

45 n

2 1H 0.968 0.073
P >0.05 >0.05
3 itig

T T — Pl IR A AE SR 1) A0 R A e
SERIE IR N EY) . IR TR AR,
HF A0 A P9 8 37 A I, R T R 7 0, B
ZCREREINT I o B, 0 2 23 IR B 20 1) J) i 440 i
L =i | RV e S R S VAR 9 W PN P S
7 L B B A 1 O PR AR T B T R R
o e T R n] UL T A B AR AL i PRCAE
ARG R Z RO T IEYL T R B JRAE AT o B s
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LA™ ARHFFEEE R & B, 37 R e
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RGO LR 25 558 Geih2F i X, Beah B oA e
FRAINEE, L7 HSP 70 /KRB @i 8, HLAS IR R
A3 T HSP 70 K P-4 4 25 3 TR IR A . 25 4R
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Analysis of the application effect of sacubitril-valsartan in the treatment of coronary heart
disease combined with chronic heart failure based on cardiac function and IGFBP7, sST2,
CGRP, and ET

ZHANG Juan'*, LI Ning', ZHANG Wenchao®

[ 1. Department of Geriatric Medicine, the Fourth Hospital of Handan City , Handan, Hebei, China, 056200
2. Department of Neurosurgery, the People’s Hospital of Hengshui (Hengshui Harrison International Peace
Hospital ) , Hengshui, Hebei, China, 053000 ]

[ABSTRACT] Objective To analyze the efficacy of treatment with sacubitril valsartan in patients
with coronary heart disease (CHD) combined with chronic heart failure (CHF). Methods From January
2020 to January 2023, 86 patients with CHD complicated by CHF were selected at our hospital. They were ran-
domly divided into two groups: the control group and the experimental group, each consisting of 43 patients.
Both groups received treatment for CHD with nitrates, statins and antiplatelet agents. The control group was
treated for CHF with candesartan ester tablets, aldosterone receptor antagonists and beta-blockers, while the

experimental group replaced candesartan ester tablets with sakubatrizol valdecoxib sodium tablets. The effica-
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cy, adverse effects, cardiac function indexes [including left ventricular short-axis shortening (LVFS) , left
ventricular ejection fraction (LVEF), and 6-minute walking distance (6 MWD) ], ventricular remodeling in-
dexes [such as pre-collagen lll peptide (PIIP), laminin (LN), and matrix metalloproteinase-9 (MMP-9) |,
as well as indexes related to myocardial injury and vascular endothelial function [such as insulin-like growth
factor-binding protein 7 (IGFBP7) , soluble growth-stimulated expression gene 2 (sST2) , calcitonin gene-re-
lated peptide (CGRP), and endothelin (ET) ], were compared between the two groups. Results The total ef-
fective rate was higher in the test group after 3 months of treatment compared with the control group (P<
0.05). LVFS, LVEF, 6 MWD, and IGFBP7, CGRP were elevated after 3 months of treatment in both groups
compared with pre-treatment and were higher in the experimental group compared with the control group. PII P,
LN, MMP-9, sST2, and ET were lowered, and were lower in the experimental group compared with the con-
trol group (P<0.05). There was no difference in the comparison of the total incidence of adverse reactions be-
tween the two groups (P>0.05). Conclusion Sacubitril valsartan is used to treat CHD in combination with
CHF. It effectively regulates patients’ IGFBP7, sST2, CGRP, and ET levels, improving vascular endothelial

function, myocardial injury, ventricular remodeling and cardiac function. This, in turn, enhances the efficacy

of the treatment and has a good safety profile.

[KEY WORDS] Chronic heart failure; Cardiac function; Insulin-like growth factor binding protein 7;

Soluble growth-stimulated expression gene 2; Calcitonin gene-related peptide ; Endothelin
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Table 1 Comparison of therapeutic effects between the two

2.1

groups [1n(%) ]

21 51 n AL B TesL JER R
XHR4] 43 19(44.19) 13(30.23) 11(25.58) 32(74.42)
I 43 23(53.49) 16(37.21)  4(9.30)  39(90.70)

P! 3.957

PiE 0.047

2.2 MA.OIREHK
W0 AT 34 H e O I RETR FR SR TT R EL

Then IR 5 AL L, 22 5 A G E &

(P<0.05). WLZ& 2,
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Table 2 Comparison of cardiac function between the two groups (¥ +s)

- LVFS (%) LVEDD (mm) LVEF(%) 6 MWD (m)
A n A . A o S
JRYT WIT3 AR IRITH WIT3AHIE  IRITH WY 3AHIE JRIT WHIT 3G
XHEZH 43 13.12#1.54 19.76+2.06°  60.09+4.12  60.14+4.08°  20.98+2.19  35.27+3.09°  11543+12.46 161.56x16.75"
RIGZH 43 13.09£1.61  25.67+3.42°  59.97+4.16  60.11+4.10°  30.01%2.24  48.75x3.35°  115.51+12.39  276.43+25.28"
A 0.088 9.707 0.134 0.034 0.063 19.395 0.030 24.839
PiE 0.930 0.000 0.893 0.973 0.950 0.000 0.976 0.000
T SARMIRI AT AL, P<0.05,
F3 FWALEEMMALIEFLE (1+5)
Table 3 Comparison of indices related to ventricular remodeling between the two groups (¥ =s)
. PIIP(pg/L) LN(pg/L) MMP-9(ng/L)
Hon n SR o A T T —
67 B3 Ak Tl B3 A 67 B3I AR
X 2 43 103.96+9.82 81.39+5.52° 84.12+6.72 62.46+4.48" 249.87+15.67 145.23+10.47°
e 43 104.02+9.76 52.61+3.37" 84.09+6.65 41.09+3.35° 250.01%15.58 02.14+6.72°
tH 0.028 29.181 0.021 25.050 0.042 27.983
P1H 0.977 0.000 0.983 0.000 0.967 0.000

SRR YT AT AL, 4P<0.05,
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Table 4 Comparison of indicators related to myocardial injury and vascular endothelial function between the two groups (X +s)
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Correlation between miR-141-3p and IL-18 and the severity of disease and prognosis in
elderly patients with cerebral hemorrhage

YUAN Lei'*, WANG Kemiao®, SUN Ningtao®

(1. Department of Neurology, Qingdao Chengyang District People’s Hospital, Qingdao, Shandong, China,
266109 ; 2. Department of Cardiology, Qingdao Chengyang District People’s Hospital, Qingdao, Shandong,
China, 266109; 3. Department of Gerontology, Qingdao Chengyang District People’s Hospital, Qingdao,
Shandong, China, 266109)

[ABSTRACT] Objective To investigate the correlation between miR-141-3p and interleukin-18 (IL-18)
and the severity and prognosis of senile patients with cerebral hemorrhage. Methods Clinical data from 116
elderly patients with cerebral hemorrhage treated at Chengyang District People’s Hospital in Qingdao City from
January 2021 to December 2022 were analyzed. The patients were divided into three groups based on disease

severity : mild group (n=51), moderate group (n=38) and severe group (n=27). They were followed up for
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6 months and categorized into either a good prognosis group (n=79) or a poor prognosis group (n=37). Thirty
healthy volunteers were selected as a control group. The levels of miR-141-3p and IL-18 were compared
between the control group and the mild, moderate and severe groups. The correlation between the levels of
miR-141-3p and IL-18 and the severity of the disease was analyzed. The prognostic value of miR-141-3p and
IL-18 levels in patients was assessed through single and multi-factor analysis. Furthermore, an ROC curve was
generated to evaluate the prognostic value of the patients. Results Comparison of miR-141-3p levels: control
group >mild group >moderate group >severe group; comparison of IL - 18 levels: severe group >moderate
group >mild group >control group (F=116.151, 77.832, P<0.05). Spearman analysis showed that disease severi-
ty was significantly negatively correlated with miR-141-3p (r=—0.668, P<0.05), and positively correlated with
IL-18 (r=0.583, P<0.05). Compared with the poor prognosis group and the good prognosis group, there were
significant differences in age, whether patients were combined with hypertension, diabetes, coronary heart dis-
ease, severity of disease, whether patients had ventricular rupture, blood loss, and miR-141-3p and 1L-18 levels
(t/y=2.106, 5.945, 5.988, 4.353, 19.669, 6.707, 4.130, 7.659, 7. 405, P<0.05). The results of multi-factor
analysis showed that hypertension, more severe disease, decreased miR-141-3p level and increased IL-18 level
were independent risk factors for poor prognosis in elderly patients with cerebral hemorrhage (P<0.05). The
ROC curve results showed that the AUC of miR-141-3p, 1L-18 and the two combined evaluations were 0.900,
0.825 and 0.960, respectively (P<0.05). Conclusion MiR-141-3p and IL-18 are closely related to the severity
and prognosis of elderly patients with cerebral hemorrhage. The combined detection of miR-141-3p and IL-18

shows good efficacy in evaluating the prognosis of elderly patients with cerebral hemorrhage.
[KEY WORDS] MiR-141 -3p; Interleukin-18; Cerebral hemorrhage
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Effects of valve replacement combined with coronary artery bypass grafting on serum
IL-17, IL-6 and BNP levels in patients with coronary artery disease and valvular disease
LIU Yixue*, WANG Haiyan, LI Shaoke

(Department of Cardiac Surgery, Zhengzhou Seventh People * s Hospital, Zhengzhou, Henan, China,
450000)

[ABSTRACT] Objective To investigate the effect of valve replacement combined with coronary ar-
tery bypass grafting on serum interleukin-17 (IL-17) , interleukin-8 (IL-6) and brain natriuretic peptide
(BNP) levels in patients with coronary artery disease and valve disease. Methods A total of 78 patients with
coronary heart disease and valvular disease were admitted to Zhengzhou Seventh People’s Hospital from Febru-
ary 2021 to January 2022. They were divided into two groups: 38 cases in the control group (treated with coro-
nary artery bypass grafting) and 40 cases in the experimental group (treated with coronary artery bypass graft-
ing + valve replacement ) , based on the difference in surgical methods. The clinical efficacy, postoperative re-
covery, cardiac function [ left ventricular ejection fraction (LVEF) , left ventricular end - diastolic diameter
(LVEDD), cardiothoracic ratio | , inflammatory factors [TIL-17, IL-6], heart failure factors [ atrial natriuretic
peptide (ANP) , BNP ], and cardiofibrillation factors ( CFF) were compared between the two groups.
Results The total clinical effectiveness rate of the test group (95.00% ) was higher than that of the control
group (78.95% ), and the difference was statistically significant (P<0.05). There were no significant differenc-
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es in hospitalization time, ventilator application time and ICU monitoring time between the two groups (P>
0.05). Three months postoperatively, the test group had lower LVEDD and cardiothoracic ratio compared tothe
control group, while LVEF was higher in the test group, with statistically significant differences (P<0.05). Addi-
tionally, levels of IL-6 and IL-17 decreased in both groups after 3 months, with lower levels in the test group than
the control group, showing statistical significance (P<0.05). Furthermore, ANP and BNP levels decreased in both
groups at 3 months postoperatively, with lower levels in the test group compared to the control group, which was
statistically significant (P<0.05). There was no significant difference in the total incidence of adverse events be-
tween the two groups (P>0.05). Conclusion Coronary artery bypass grafting+with valve replacement for pa-

tients with coronary artery disease and valves issues has shown good clinical efficacy. It can effectively reduce pa-

tients’ serum levels of IL-6, IL-17, and BNP, improve their cardiac function, and has a certain degree of safety.

[KEY WORDS]
pass grafting; IL-17; IL-6; BNP
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Table 1 Comparison of clinical efficacy between the two
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PaL! 4.493

P 0.341
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Table 2 Comparison of postoperative recovery between the
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t{H 0.221 1.043 0.420
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Table 3 Comparison of cardiac function between the two groups (x +s)
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T SRR E L, *P<0.05,
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Analysis of the diagnostic value of three gastric function tests, and combined testing of
NLR and CEA for benign and malignant gastric ulcers

ZHANG Lei'*, WU Jun®, LI Hongwei', CHENG Lei', CHEN Jun'

(1. Department of Geriatrics, Chaoyang Hospital, Huainan City, Huainan, Anhui, China, 232000; 2. De-
partment of Gerontology, Chaoyang Hospital, Huainan, Anhui, China, 232000)

[ABSTRACT] Objective To analyze the diagnostic value of three gastric function tests [ pepsinogen |
(PG 1), pepsinogen Il (PGII ), pepsinogen ratio (PGR) , neutrophil/lymphocyte ratio (NLR) and carcino-
embryonic antigen (CEA) in benign and malignant gastric ulcers. Methods Patients with gastric ulcers admit-
ted to Huainan Chaoyang Hospital from January 2020 to November 2022 were selected as the study subjects
and referred to as the gastric ulcer group (n=100). Healthy individuals who underwent physical examinations
at our hospital during the same period were chosen as the control group (n=60). The levels of PG I , PG Il PGR,
NLR and CEA in the peripheral blood were compared between the two groups. Based on the results of endosco-
py and pathological examinations, patients with gastric ulcers were divided into a benign group (n=76) and a
malignant group (n=24). The influencing factors of malignant lesions in gastric ulcers were analyzed using
multi-factor logistics regression. An ROC curve was drawn to assess the predictive value of peripheral blood PG I ,
PG Il , PGR, NLR and CEA for malignant lesions in gastric ulcers. Results The levels of PG I and PGR in

KA A 2B A E LA L XA (1804h08020267)

Ve 45 1. G v T IR E IR E A, R, v d 232000
2. ZH A e T I E R AL AR, Sk, i 232000

*BAZVEH K &, E-mail : 15395412265@163.com

%
2t



- 486 - BTEWSIEITAGE 20244E3 ] #5164 4533 J Mol Diagn Ther, March 2024, Vol. 16 No. 3

the gastric ulcer group were lower than those in the control group, and the differences were statistically signifi-
cant (7=22.044, 35.045, P<0.05). The levels of PG Il , NLR and CEA in the gastric ulcer group were higher
than those in the control group, and the differences were statistically significant (+=17.810, 9.481, 29.557, P<
0.05). Multi-factor logistics regression analysis shows that positive Hp infection (OR=1.865), excessive alcohol
consumption (OR=2.046) , decreased PG I (OR=2.006), increased PG Il (OR=2.028), decreased PGR (OR=
2.098) , increased NLR (OR=1.958), and increased CEA level (OR=2.071) were independent risk factors for
malignant lesions of gastric ulcers (P<0.05). The ROC curve analysis showed that the area under the curve
(AUC) of PG I, PG Il , PGR, NLR, CEA, and combined detection in predicting benign and malignant lesions
in gastric ulcers were 0.822, 0.815, 0.863, 0.786, 0.828, 0.951, respectively. The combined detection was bet-
ter than single detection (P<0.05). Conclusion The combined detection of PG | , PG Il , PGR, NLR and

CEA has a certain diagnostic value for distinguishing between benign and malignant gastric ulcers.

[KEY WORDS]

phocyte ratio; Carcinoembryonic antigen
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Table 1 Comparison of peripheral blood PG I , PGII , PGR, NLR and CEA levels between patients with gastric ulcer and

healthy people (x+s)

2H 51 n PG I (pg/L) PGIl (pg/L) PGR NLR CEA (ng/mL)
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P{H <0.001 <0.001 <0.001 <0.001 <0.001
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Hh PR 20 26 RE R A 57 B A0 i e 92 R 4 1 A
S R PEA A N JE RN B B I RIOCR T A
5T, AR 4L NLR KSF &3 T RAkEdl . A s A
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®2 BRBERERTBMFREMEERRSN (1(%),(x£s)]
Table 2 Univariate analysis of benign and malignant lesions

in patients with gastric ulcer [n(%), (+s) ]

S R4l (n=76) EtE4l(n=24) yrfli P&

(%) 2,722 0.099
<60 40(52.63) 8(33.33)
=60 36(47.37) 16(66.67)
P51 2.047 0.153
5 56(73.68) 14(58.33)
@ 20(26.32) 10(41.67)
BMI (kg/m?) 1.951 0.163
<24 31(40.79) 6(25.00)
=24 45(59.21) 18(75.00)
1R I 1.356  0.244
T 22(28.95) 10(41.67)
1 54(71.05) 14(58.33)
M PR S 1.765 0.184
g 11(11.47) 7(29.17)
H 65(85.53) 17(70.83)
Hp & 5.123  0.024
BRI 24(31.58) 2(8.33)
FH A 52(68.42) 22(91.67)
M2 i 5 2265 0.132
Ja 32(42.11) 6(25.00)
i 44(57.89) 18(75.00)
R S 17.815 <0.001
7o 27(35.53) 3(12.50)
I 39(51.31) 8(33.33)
fun:s 10(13.16) 13(54.17)
PG 1 (pg/L) 103.84+7.48 04.79+7.11 5227 <0.001
PG Il (pg/L) 13.58+2.37 16.83+2.72  5.650 <0.001
PGR 7.64+1.46 5.63+1.31 6.019 <0.001
NLR 1.93+0.43 2.47+0.52 5.094 <0.001
CEA (ng/mL) 7.27+1.39 0.23+1.67 5.731 <0.001

AIREA : B Bt N R AR I R A 1 i e A
A DA 1Y 3 B3 23 R R AL A AR E
7, 513 NLR 7K E 7t

GRS AL IR | L% CEA KV 5 H 5590
5456, Lehleh 2225 58 6B, CEA /K5 B ik
I (14 I 7 T AR S TE AR O, X T Bl M ) RO
P B Bz BA B ROR . AFRER BoR %
PEZH ) CEA K3 T R4, 5 Bk iF5E—2.

%4 PGI .PGIl \PGR.NLR.CEA Xt & &7 &M F TR
&
Table 4 The predictive value of PG I , PGIl , PGR, NLR

and CEA in malignant lesions of gastric ulcer

Krillfebr S BT AUC BURE RE PE

95% CI

PG | 97.72  0.822 0.716~0.928 0.820 0.792 <0.001
PG Il 1538 0.815 0.712~0.917 0.776 0.708 <0.001
PGR 6.53  0.863 0.789~0.938 0.780 0.750 <0.001
NLR 217  0.786 0.685~0.886 0.711 0.625 <0.001
CEA 843  0.828 0.722~0.933 0.737 0.708 <0.001
A R 0.951 0.904~0.999 0.805 0.833 <0.001

— PGI
- PGII

- PGR

- CEA

= Wi
- 5%

0 02 04 06 08 1.0
A5k

1 ROC HiZk 531
Figure 1 ROC curve analysis

ARG B 1t 97 B R 8 A A S e TR 2R
AT T 4381, 2 H &K Logistic [81 943 #7 75 , Hp /8%
YR m iR R G R PG T AR PG 1T T
15 PGR [E{K \NLR F} 755 DL & CEA 7K F-Ft- 5 #4) 02
W7 A AR A ST FE R 2R, IR R T S
JUHE HH, Hp A& 5 YL 11 3= BEB0 A, Hp B &
Free P % B A AR 00 B Bt ) & AR R T E
MTNEESERSIENA FTEEEL L, T
ARSI ST R O S RS E A, 38
TE K RS o AHFSE 45 R WoR , Hp JE B
1o i PR 1 2 3 0 R AR I KR .
I PR 1 122 i A G 3 3 2 N, SR BUAH G 45 it 9 />
Btz A kA . A —20 ROC & st 4h
RN, A —Fe bR ] FEAT N, ELIEA A I i
BRI

®3 BoamRBERBMRENNSERE Logistc @A 4T

Table 3 Multivariate Logistic regression analysis of benign and malignant lesions in patients with gastric ulcer

# A5 BlE S.EfH Wald OR Y 95% CI Pl

Hp &7 FEE=0, FItE=1 0.623 0.211 8.718 1.865 1.233~2.820 0.003
PRI B iE=0, G =1, =2 0.716 0.247 8.403 2.046 1.261~3.321 0.004
PG I (pg/L) AR 0.696 0.213 10.677 2.006 1.321~3.045 0.001
PG II (pg/L) LA 0.707 0.236 8.975 2.028 1.277~3.221 0.003
PGR USRS 0.741 0.262 7.999 2.098 1.255~3.506 0.005
NLR LA 0.672 0.209 10.338 1.958 1.300~2.950 0.001
CEA (ng/mL) LA i 0.728 0.251 8.412 2.071 1.266~3.387 0.004
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1

PP KA A ORKER

(# ZE] BB 2P0 M4 (CTC) 32 1 B Z MR (RON ) K¢ ] Jii 2% Kz #7% AL - (c-Met)
e = B 2L (TNBC) #Us B0l i E A . ik 43871 2018 4F 1 7 2 2021 48 1 A FHIN K256
—WHJE B BESEATI2 IR 10 1 225 B 7L T R kL, AR 6 A0 A bR o R 28 R 168 1) TNBC 8% & H iFF 5T
41, IR F I 3 om AL R %t BRAL, 5 36 B[ i 7R AR B A T A R ARG 3 168 24 il 2 . ARG R
FIRIT SR WG T BB F 5 4 A BUE BRI (n=142) DL BUR A R 4H (n=26) . HCEWFIT 4 S84
CTC YRR, FEBHFSE2H 5 % R ZH c-Met 55 RON Y #3150 , 2R F £ 7€ Logistic [71 343 Hr #0i TNBC
TG B0 37 G 6 PR 265 1l i 32 4R TAESRME #h £k (ROC) 43 #HF c-Met .RON ,CTC Xf TNBC 3 Tl i 15
M. &R BFR4 CTC KT TR, 22 2 A G it L (P<0.05) ; i 5T 4 c-Met 5 RON FHPESR
IR TXHRAL, 22 A iR L (P<0.05) ; TG RAF4L WG A R ALAR IS iR A%t 22 5 B 2%
HEX(P>0.05), TlJ5 RAF4 T05 AN R AU 63 ikt 25 R F 48 £ PR %S \RON (c-Met .CTC [L4¢, 5 A
Gt L (P<0.05) , ZAE 55 2 1 & logistic AR 4B W7 |, IRESS ik T 25 %% B . CTC PH% .RON FH
P c-Met FHE > TNBC 2% 5 BIFE R K £ (P<0.05) . CTC . RON K c-Met BRG] L Kz = 5 B 2 46 1
AUC 4331124 0.764.,0.778,0.776 ,0.857 , e =3 B G #ll AUC e K. 458 WA RON . c-MET .
CTC /KF-Xf TNBC f 35 15 A — 2 i TUM AN EL

[X8H#] CTC; RON; c-Met; —FHFLARIE

The role of CTC, RON and c-Met in predicting the prognosis of early triple negative
breast cancer

YE Lu*, ZHANG Mingfang, SUN Ping, ZHANG Yuanyuan

(Department of Breast Surgery, the First Affiliated Hospital of Zhengzhou University, Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To analyze the effects of circulating tumor cells (CTC), receptor tyrosine
kinase (RON) and cellular mesenchymal-epithelial transition factor (c-Met) in predicting the prognosis of early
triple negative breast cancer (TNBC). Methods The data from 1 225 cases of breast cancer diagnosed and
treated at the First Affiliated Hospital of Zhengzhou University from January 2018 to January 2021 were ana-
lyzed. The study group was divided into a good prognosis group (n=142) and a poor prognosis group (n=26)
based on patient outcomes after treatment. The study aims to compare the expression of CTC between the study
group and a healthy group, as well as compare the expression of c-Met and RON between the study group and
a control group. Multiple logistic regression analysis will be used to identify independent risk factors affecting
the prognosis of TNBC. Additionally, the study will analyze the predictive value of c-Met, RON, and CTC on
the prognosis of TNBC patients through the receiver operating characteristic curve (ROC) analysis. Results
The CTC level in the research group was higher than that in the healthy group, and the difference was statisti-
cally significant (P<0.05). The positive expression of c-Met and RON in the research group was higher than

E AR A T ERA S R R A 2R B (LHGJ20230127)
Ve A% AN K 5 — B B R SUIR S, AT, %5 M 450000
*iEAEAE % vt &, E-mail : 13653861602@163.com
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that in the control group, and the difference was statistically significant (P<0.05). There were 142 cases in the

good prognosis group and 26 cases in the poor prognosis group, with no difference in age and tumor diameter

between patients with different prognoses (P>0.05). However, there were statistically significant differences

in axillary lymph nodes, body mass index, diabetes, RON, c-Met, and CTC between the good prognosis

group and the poor prognosis group (P<0.05), An unconditional multivariate logistic regression model analy-

sis revealed that axillary lymph node metastasis, CTC positivity, RON positivity, and c-Met positivity were
risk factors for the prognosis of TNBC patients (P<0.05). The AUCs of CTC, RON and c-Met alone and the
combined detection of all three were 0.764, 0.778, 0.776, and 0.857, respectively, with the highest AUC ob-
served for the combined detection of the three. Conclusion The combined detection of RON, c¢-MET and

CTC levels has a certain predictive value for the prognosis of TNBC patients.

[KEY WORDS] CTC; RON; c-Met; TNBC

= B FL AR5 (Triple negative breast cancer, TN-
BC) A MR 2K PR S R e AR e A K F
ZAR 2 B IR A LI . AEOCTE R R
TNBC 2 i I AT FLIRIEE 1 0 20% 2c 47, DR GV E R L
I e 1Y 3L A, B R Im R R T R LU T
F o BN IR A RE R IR 1 & A TR JEBLE
Tk = A R G T, 6 T R0 TNBC /936G
I7 R Z £ XV, 530 TNBC B8 1A ol 550 222
A RHFFEFR , 32 1A & 2 R I 8 (Recepteur d origi-
ne nantais , RON) & FR3k 5 5 f8 5 k- 5 % S
Ja AN RIIFERC R . RON 8 H /2 2 R & R 3
i (5] J5i 2% iz %% ALK ¥~ ( Cellular mesenchymal-epithe-
lial transition factor, c-Met) F & H 1Y — 0t , i i
5 B g 20 B ) 3% &5 H (Macrophage stimulating pro-
tein, MSP) B AR 25 & 16 1L , 5 S040 L B8 3l Fi 3k o
1278, c-Mer BLKIFI LTS T liel Sl i, 2 5 g
YA S RS AR A Y S AR
Jir 988 411 Jift ( Circulating tumor cells, CTC) 2 H k& 1%
127 BRAE I 2H 20 5 2E B S LT B v g i
TA AN, AT SR AR DR RRE DL ST RS A5 T OB
IR, OB W K T R R kL ) S AR e Ak
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R 25~72 % AR (42.7424.85) % s AL
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G E AL &5 B HI U c-Met 15 RON 4 fif it
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() s A5 AE | FHPE AN >T70% R (+4++) i (—)
HA B, (+) () J (+++) GE 5 Ry BHAE
LI CTC=5 /~/7.5 mL AME Il 5 A T
1.4 EHEIR

O A FE 2 5 4 CTC i 815 00, BF
FE2H 5 %) BB 2H c-Met 5 RON [ ik 15 ; @ L
AN TR TG FR B A DG BERE, 3BT 5% i TNBC 835 13
JFZ R E ., @FRHZRHEH TAERHE Tk (ROC)
Sy Hr A c-Met \RON . CTC X TNBC % 1= 1Y
T
1.5 Suit2#irik

K H SPSS 22.0 et A4 #EAT 43 Br , T Bk
K (), WR4LIR] LSRR 56 5 1807kt
KM n(%) o, H R ¢ K5 ; R £ 9T Logistic
5] 5 43 #7 52 ) TNBC 5 19 30 57 fa B PR 2 5 4
ROC 43 #f c-Met .RON . CTC %f TNBC £ 3% i J5 11
M A 18 , 15 ROC; A P<0.05 N 22 5% B A 43t

2 #R

21 WFFE4H SRE4 CTC 1Y 23k M F 58 4 5 %
HE2H c-Met 5 RON BYF2 3150 4%

W54 CTC /K- TAg R 4L, 58 4 c-Met 5
RON [HPE L A& T R4, 2R A5 #E X
(P<0.05), WLFE1~2,

®1 HRASEREACTCHRIEERILE (x+s)
Table 1 Comparison of CTC expression between the

research group and the healthy group (x +s)

20 n CTC
WF5T 4L 168 11.84+3.37
fRERREZH 168 4.25+1.33

18 27.154

P1E <0.001

2.2 TNBC A TG 5 A DTk A

)G B4 TG A B A4 b 52 i
EZR TG 2E X (P>0.05) , Hi)5 K4 HE A
R ZH M3 bk L 4 AR EE 45 4 B PR \RON  c-Met
CTC A, ZRA G L (P<0.05), W33,

®2 HRASITRA c-Met 5 RON RIZFERLE [n(%) ]
Table 2 Comparison of c-Met and RON expression between

the research group and the control group [n(%) ]

g5 R c-Met RON

AP B FHAE: B
XTHEZH 168 53(31.55) 115(68.45) 49(29.17) 119(70.83)
W4l 168 107(63.69) 61(36.31) 109(64.88) 59(35.12)
AL 34.793 43.010
PAi <0.001 <0.001

&3 TNBC AETF/EEEEXARILER
Table 3 Comparison of relevant data on TNBC patients with

different prognoses

TijE RAfd] B AR

i RTERY (n=142)  (n=26) X/ P
A
<43 % 90  79(55.63) 11(42.31) 1.569 0.210
>43 % 78 63(44.37)  15(57.69)
i geE B A
<2 cm 54 45(31.69)  9(34.62) 1.129 0.569
2~5 cm 82  68(47.89) 14(53.84)
>5¢m 32 29(2042)  3(11.54)
T kL
L2 66  49(34.51)  17(65.38) 8.784 0.003
T 102 93(6549)  9(34.62)
TR
<18.5 kg/m’ 12 4(2.82) 8(30.77)  33.941 <0.001
18.5~28.0 kg/m® 134 123(86.62) 11(42.31)
>28.0 kg/m® 22 15(10.56)  7(26.92)
&l 59  45(31.69) 14(53.85) 4.735 0.030
o 109 97(68.31)  12(46.15)
RON
[{ERa 109 101(71.13)  8(30.77) 15.709 <0.001
A 50  41(28.87) 18(69.23)
c-Met
FH A 107 98(69.01)  9(34.62) 11.245 0.001
Bk 61  44(30.99) 17(65.38)
CTC 10.34+3.17  20.03+4.46 13.377 <0.001

2.3 CTC.RON J c-Met TNBC )5 192 [H 243 #r
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FI TNBC & T W faks I 2 (P<0.05) . W3 4.
2.4 CTC.RON } c-Met B4 %f TNBC i J5 1) T
D8 53 A

CTC .RON J% c-Met HUBAS I D Fe = 35 Bk A A
M AUC 43514 0.764.,0.778 ,0.776 ,0.857, Hoh =
HBARKM AUC i K., WS,
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%4 CTC.RON K c-Met TNBC Fi /G & EAZE S
Table 4 Multivariate analysis of the prognosis of CTC, RON and c-Met TNBC
FSES BIE SE fi Wald 718 OR(95% CD{# Py
Wps ik g (0=TCHE RS, 1= §%%%) 0.654 0.132 6.241 1.923(1.485~2.491) <0.001
CTC (0=F14:, 1=BH ) 0.698 0.352 8.115 2.010(1.008~4.007) <0.001
RON(0=F14:, 1=FA4E) 0.656 0.285 7.339 1.927(1.102~3.369) <0.001
c-Met (0=[114:, 1=FH ) 0.567 0.213 7.357 1.763(1.161~2.676) <0.001

&5 CTC.RON K c-Met Bx & %f TNBC F /5 (9 il &
ST
Table 5 Analysis of the predictive value of CTC, RON,
and c-Met combination for the prognosis of TNBC

Rl ~ 95% 215
?b%‘ Cutoff it it 4t ave o SR

A =]
CTC 0.261 0.815 0.874 0.764 0.625~0.874 0.784
RON 0.546 0.826 0.883 0.778 0.651~0.894 0.803
c-Met 0.418 0.806 0.894 0.776 0.643~0.852 0.674
?%}ﬁé% 0.338 0.896 0.931 0.857 0.794~0.954 0.846
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Y7 T, TNBC AR Ry W R B e e i 2L B i
AU, TR N sE T B SR A5 2 W e TS
T, DA - X6 1 7, e 2R U o

CTC g Ji 2 B I ¥ v A 356 1 1 s 4
M4 FLER IR B BRI B L oK e o ke B XU
CTC g 38 3= 1 8 5 38 73 10T B AR 45 A3 A, I 7E
BT BB AL TR BRI A Jieb 96 s k- I e P IR A R
JESEATREBOIETG . RON 7EIE % FLIR b Kz 240 it
P FU AR 405 v 2 AR R IR A T A SR & M FL
i g v B B S R 20K, RON [ 53 TH s 45 il e
MR FTRER HH VIR . c-Met 32 (42 JFU 5k
c-Met 4t (1) HLAT 1 220 I £ 11 I 075 M %) 15 i A7
&, il 5 HGF 45 & 51 & — RANME 5 5%, A
AN BT A AE TSR R B3 B RN I
AN BEAEAHSERFIT R, c-Met 2B (1 15 50
BE IR E AR AA I R O, A
SCHIFSE & R, BF9E 4 CTC /K- i3 FHa R4, WF o5 4
c-Met 5 RON PHM: R 5 & T X415 5 — 5 i,
c-Met 7 1 .RON K& CTC BHM: g & Hi 5 A K L )
o, H c-Met 2 11 P . RON BH: & CTC BHTE: R
M TNBC A TE A RGN ZE . Uil RON,
¢-MET .CTC AJ g A1 TNBC HiZ2 6 br

WFFEUESE, CTC Y RENE FH T B v LR &
HRTT RN RS O, BEAE sh S AL
RS REAS B B 7R , RON M 1M 55 Sl i 23R
7 FLIRIRE AT HE A RON 38 REAE 45 Fh bR AR 158 4%

i S RS SRR 3 Ao B IR 4 i ke i — 25
D S B R R NS AL A DG SR A
N, c-Met 7F 2 Ffi i 20 it v 2 2 i 63k, HL-S5 o
(4228 R HAT — o QIR . AR5 7R , RON
FHYE . c-MET BHP%: . CTC BH 5 55 bk B 45 4 7% I
W b S o 50 24 2 52 TNBC B8 25 5 R BL A ST
fa b &, B RON FH%: .c-MET FHYE: (CTC FHYE
X} TNBC & WG i A EE S BN, i —
I L5 417K, CTC . RON } c-Met = % +5 bk
AR AUC A 5 K, 387 I R o 6 A kil 1= ik
=IRG8 AR T TNBC (I R 6 T7 HAT 38 -1 45
S E, T L ek R PSR RS

25 ik, BES # RON L c-MET . CTC 7k *F
X} TNBC £ W5 HAT — 2 (1 S0 A i

Sk
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of Triple-Negative Breast Cancer with TORC1/2 Inhibitors Sus-
tains a Drug-Resistant and Notch-Dependent Cancer Stem Cell
Population[J]. Cancer Res, 2019,79(4) :875-878.

(2] #uide, Uramil, sk, 55 . = BIMEFLR e Tl BT - 1
20 L A% Al DKL i 7 AR 5 B 174 3R 5 17 1 B X U 114 5%
Wi L], SRR EZG IR, 2021, 25(8) 1 16-20.

(3] Sz, BT, B3k Z KBRS TR I RON S 44 4 .
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2017, 33(10) :985-992.

(4] BEAERY, BRRE, S, % . 45 W o-MET, CXCR4 R
PRI I A % B 5 I B B OC R LT ). MR F 5 S5 1 A
2021, 33(11):830-833.

(5] MM, SOk, i, 45 S I00 2L R i 28 2 00 A0 e ot 400 i
TP53 , Wi Ik ILAE-3 980l DX 9738 43 BT M G5 B8 28 I PR
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(6] ki, EMFEM, ZEL, % 2019 i 7L HER-2 £
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PI3K-AKT/mTOR 5 "5 18 5 It K VEB w2 A AR L
Treg/Th17 G P (1 FHE P

FRm* FEF RH

(5 E] B WU BEISmENLEE 3-8/ (PI3K ) - 55 1130 B (AKT) /T 3L 3h ¥ & 0 5 28 & 1
(mTOR) {5 5 8 1% 5 I & Mk B 9 255 5 fiF (PNS) JB LA 5% T 40 (Treg) /4§ Bt T 40 i (Th17) f2 %
AR SEME . AR HEHL 2020 4F 6 H & 2022 4F 7 A Sl i R & BEYIIE BY 30 5] PNS BULAE A
B 97 2, g WL IR] B AR B 0 AT R RS 1 30 44 £t B L B A S £ BRE 4, Lb A5 4 A0 JE I CDA'T 4 il PISK
mTOR | Akt {5 8 % Wi A% 12 (mRNA ) & 15 7K F- B &8 & 1fil Treg . Th17 . Treg/Th17 /K°F-, 43+ #7 PNS & JL4M4E
Ifi. CDA*T 4 Jiid PISK . mTOR . Akt mRNA & ik 7K °F- 5 4 J&] Il Treg . Th17 | Treg/Th17 7K - B9 #H 3¢ 14 .
LEE S ALANE I CDA'T 4l PI3K .mTOR . Akt mRNA 3k 7K - K2 b 4 1l Th17 7K - 25 T R4,
% 5 Gt 3 X (1=10.694 . 3.038 .8.915 . 7.148 , P<0.05) . ' 95 41 &b & 1fil Treg 7K “F X Treg/Th17 ik
TR, 22 A BT X (1=8.269 ,15.780, P<0.05) , PNS i JLA & 1fi. CD4'T 41l iy PI3K . mTOR .
Akt mRNA RiA7K V540 A L Treg \ Treg/Th17 K -5 1 2 HAHIE K R (r=-0.637.-0.573 ,—0.492 . —0.559
-0.511.,-0.612, P<0.05),%5 Th17 & & 3% 1F € % & (r=0.479,0.495 ,0.603, P<0.05) . £5it PNS 1Y
&l 515 L IE AP L CDAT 41 PISK-AKTImTOR {5 538 [ 15 A5 26 35 AKSF 5734 TH &, [l ] 51 &
HUAK Treg/Th17 492 25 7 , H PNS B LA i CDA'T 20l PI3K-AKT/mTOR {553 #% 5 Treg/Th17 % 3%
- 2 1] AE AE WY 5 04 A DG 1

[REIR] Mk T wgs GAF; BRIGIE LR 3- I ; & s B; miFlsh iinG = mEn; {5
P PP T A GBI YE T M ey VA

Correlation between PI3K-AKT/mTOR signaling pathway and Treg/Th17 immune balance
in children with primary nephrotic syndrome

ZHENG Fengli*, TAN Zhijun, LIANG Zhou

[ Department of Pediatrics, Guigang People’s Hospital ( the Eighth Affiliated Hospital of Guangxi Medical Uni-
versity ) , Guigang, Guangxi, China, 537100 ]

[ABSTRACT] Objective To study the correlation between phosphatidylinositol 3- kinase (PI3K) -
protein kinase B (AKT)/ mammalian target protein of rapamycin (mTOR) and the immune balance of regulato-
ry T cells (Treg)/ helper T cells (Th17) in children with primary nephrotic syndrome (PNS). Methods 30
children with PNS were admitted to Guigang People’s Hospital from June 2020 to July 2022 and were selected
as the nephropathy group. Additionally, 30 healthy children who underwent physical examinations at the same
hospital during the same period were chosen as the healthy group. The expression levels of PI3SK, mTOR and
Akt messenger ribonucleic acid (mRNA ) in CD4'T cells and the levels of Treg, Th17 and Treg/Th17 in periph-
eral blood were compared between the two groups, and the correlation between the expression levels of PISK,
mTOR and Akt mRNA in CD4'T cells in children with PNS and the levels of Treg, Th17 and Treg/Th17 in pe-
ripheral blood was analyzed. Results The expression levels of PI3K, mTOR, and Akt mRNA in CD4'T cells

EEFR ) Bk BRI A RER 4 8 &2 %574 (220200776)
VeE B r . FHRTARER(S BEAKRFSAMEER)ILF, %, % 537100
*EAEMEE FRR T, E-mail : z12013abc@163.com
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of the nephropathy group and Th17 in the peripheral blood were higher than those in the healthy group. These
differences were statistically significant (1=10.694, 3.038, 8.915, 7.148, P<0.05). The levels of Treg and
Treg/Th17 in the peripheral blood of the nephropathy group were lower than those in the healthy group, with a
statistically significant difference (1=8.269, 15.780, P<0.05). The expression levels of PI3K, mTOR, and
Akt mRNA in peripheral blood CD4"T cells of children with PNS were significantly negatively correlated with
the levels of Treg and Treg/Th17 in the peripheral blood (r=—0.637,-0.573, —0.492, —0.559,-0.511,-0.612,
P<0.05) , and significantly positively correlated with Th17 (r=0.479, 0.495, 0.603, P<0.05). Conclusion
The occurrence of PNS could lead to abnormal expression levels of the PISK-AKT/mTOR signaling pathway in
children’s peripheral blood CD4'T cells. Simultaneously, it could also cause an imbalance between Treg and

Th17 immune cells the body. There was a clear correlation between the PI3K-AKT/mTOR signaling pathway in

children’s peripheral blood CD4'T cells and the Treg/Th17 immune balance.

[KEY WORDS] Primary nephrotic syndrome ; Phosphatidylinositol 3- kinase ; Protein kinase b; Mam-

malian rapamycin target protein; Signal pathway ; Regulatory T cells; Helper T cells; Immune balance

Jit & P B 8 25 & 1E (Primary nephrotic syn-
drome , PNS) £ & T JLE R, JL G PR £ A6 1K
FEE L ILAE 2 PR A 2 — B /N sk B AR DG 1Y
I RAE B> H AT R B, S D) fig 25 L
5 PNS 19 & HE G R B Y, BE N e AL EE 3 -
(Phosphatidylinositol 3- kinase, PI3K) - & H ¥ i B
(Protein kinase b, AKT) /Wi F. 27 & 1A & 2= LR M
(mammalian target protein of rapamyci, mTOR) {55
R 5% DU) 55 240 i S S %) SR 4R S DA DG, LA ARG A
RO, 5T CDA'T 4l i /Y 434k BT 7% 5
T, P AE CDA'T 40 i rp 1% 22 35 1% DL AR AT BE X%t
DIRENC RN B = S I8 I e (=3 E AT el o N )
(Regulatory T Cells, Treg)/4f B £ T i ffd (Helper T
Cells, Th17) 7 - v L -5 HLAA 0 122 D i A9 A5
VIR G, Wi O A T S BUR LR AR 224t R HLHI
ZEAL T 52 M AL A4S 982 10 25 3ok A% [ BEBILAAR R S
T T v R e AR L I A% MR IR T 2 i AR
JLHR I HE R . ABIE5EiE i 43 7 JL E PNSPI3K-
AKT/mTOR {55538 JE 46 bR ik 15 10 55 Treg/Th17 o
93 - 15 R A OGP, S PNS LR S e 8 iR 7 1
S AR . 45 R REN T,

1 ABESHE

11—k

YEHL 2020 4F 6 H % 2022 4F 7 A st AR E
Be Wi 19 30 51 PNS BB LAE A B0 41, e B ) 39 e
TR TN B BE B AT KR 1 30 44 ft B JL 3 AE Ay fekt
R ARAFTEARAS B Be 22 A0 B 2 01 25 W A
Yy AFRE . DFF A PNS Wit 4 ; Q4% 0~14
LR IOV EA RPN N AL AT R

@12 HARSIRITH % HEERbs e O'F 75
WL Ak R M B e 2 E R A 1 5 T K
LR AL ; @B I e DI Re iR g & @& I
SRV E A H U Re R A
12 Hik
1.2.1  AME Il CD4+T 4l il PI3K-AKT/mTOR 155
1 A A Ao

fiff T 25 20 A Uic B P 4L A1 B i 6 mL, R
Invitrogen "1 [E 2\ Fl 4L ) CDAT 4 il G 93 53 e
R85 CDA'T 4 ML, J5 A 41 B 224 A, TR 2T, B
A 1.5 mL EP &t A 600 pL 7 A 245,
BT A 450 pL 96%~100% £ 5 , 1827 ; 700 wL
SRR WM AN A WS R R s b A b, B
O 5 IR EE R, B 2l A AT TR AR &
BB, MBI A 2R o 2 s ik A
HAWE L, 80 nY 2 mL 84S ; RNA 4l fb ik
B 700 WL (9 e s 1, 850 ; SRR AR, # 2l
AR CEE S 5 A 600 WL 9 kIR 2,
B0, SR AR B Al A R AR
BIA 250 WL B PP3RIE 2, 850 5 0 50 wL JCA% IR i
1 7K 3] GeneET ™ #% W8 A% 2 4 Ak A1 i B vpots , B
O FEIEai AL ke 5 3 7 wL WA RV W L4 pL
dH.0.1 pL OLigo dT I HIE S, T 65CT
B F 5 min, B4 A LLUF W AR & : 5Xreaction
buffer 4 wL 300 5% S 1 L A% W K% R 6 410 7h10 5]
1 pL,dNTP Mix 1 pL, &%), #% 65CHEF 60 min .,
65CHFH 10 min HATHH 5% )5, A I 2 f5 1A
FURY TE 0 .3 5 R LY ddHLO, HE IR TR 20 5 e 4
GAPDH 1} 2 3 R 47 K, 2 B GeneBank
B Y S [ AL IR P 81, Bt 5 1 0Tk 58
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WO ) A R TR RO AR RS R AT 0 8
PCR i, 51 W el A4 T AR TR () A R
Ei. FERILF 1, 22583 ANE i CD4'T
Y }I PI3K .mTOR Akt mRNA 21k 7K,

*® 1 PI3K-AKT/mTOR {5 S B B IEFR 5| ¥ F 51
Table 1  Primer sequence of PI3K-Akt/mtor signaling

pathway indicators

eI 515" —3") K JE (bp)
H-GAPDH-F  GAGTCAACGGATTTGGTCGT
H-GAPDH-R  GACAAGCTTCCCGTTCTCAG 18>
H-PI3KCB-F  GACTTTGCGACAAGACTGCC
H-PI3KCB-R  ATCACTCATCTGTCGCAGGC 220
H-AKT-F3 GGCAAGGTGATCCTGGTGAA _
H-AKT-R3 CTTCAGGGCTGTGAGGAAGG 159
H-mTOR-F CACCCATCCAACCTGATGCT 199
H-mTOR-R ~ CCTCCATCACTGTGTGGCAT

1.2.2  Treg/Th17 & V- 45hp

{ifi A 2& [E Becton Dickinson 2w #E {119 FACS-
Canto [T 7 =40 AR I £8 L AM & Il Treg . Th17 7K
L, H . Treg/Thl7,
1.2.3  PNS [ JLA}A 1L CDA™T 40 i PI3K-AKT/
mTOR {5538 % 5 Treg/Th17 Gy Y- (4 A0 Pk

K Pearson #1553t PNS & LA 1l CD4*
T 4l il PISK-AKT/mTOR {55 "5 i 4 5 Treg/Th17 £
925 A A G
1.3 Gtk

fdi FH SPSS 26.0 4t i+ F i 17 854l o3 b o 1t
BRI n (%) 2R AT A5 T TR ( £5)
FoR S AEA T e 45 55 5 NS 8 LSMAE I CDA'T 24
My PI3K - AKT/mTOR 15 5 il if§ 55 Treg. Th17 K&
Treg/Th17Pearson #1534 ; LA P<0.05 KR 22 5% H
GiitrE

2 #R

2.1 WL — PR LA
' o A1 FIEE R AL 1 ) AR S R LA, 22
TG4 X (P>0.05), W2,
T2 WAHA—BERLEE (n(%),(x+s)]

Table 2 Comparison of two groups of general data

[n(%),(x£s)]

3 A hE .
o e (%) (kg) (%)
fEEREZH 30 18(60.00) 12(40.00) 7.52+2.34 24.73+2.04
Bl 30 16(53.33) 14(46.67) 7.12+2.18 24.40+1.96 1.46+0.63
PRI 0.271 0.685 0.639
PiE 0.602 0.496 0.525

4y n

2.2 THYHMNE I CDA'T 4 il PISK-AKT/mTOR 15
5 IE T PR AR E O LA

B 5 4H A0 & Il CDAT 48 Y PI3K . mTOR . Akt
mRNA F kKT 3 TR, 2R A 5= 2L
(P<0.05), WL#3,

x3 WHESNE M CDA'T 418 PI3K-AKT/mTOR 15 518 %
FERRIEBRILE (x£5)
Table 3 Comparison of PI3K-AKT/mTOR signaling pathway

indexes in CD4'T cells of two groups (x +s)

2H 51 n PI3K AKT mTOR
A 30 16.41+0.18 31.27+3.20 26.87+0.52
B 2 30 16.95+0.21 34.12+4.02 28.15+0.59

tE 10.694 3.038 8.915

P{H 0.000 0.004 0.000

2.3 W4 Treg/Th17 e -6 4p HL 4%

B 95 2H 40 J] 1 Treg 7K M Treg/Th17 K Tk
B, AP I Th17 K-F s TR AL, 22 5% A e it
0 X (P<0.05), W4,

R4 P Treg/Th17 B FEI/IRLLE (x=5)
Table 4 Comparison of Treg/Th17 immune balance indexes

between two groups (¥ +s)

215 n Treg(%) Th17(%) Treg/Th17
R 30 4.11+0.83 1.20+0.24 3.43+0.62
BEH 30 2.67+0.47 1.82+0.41 1.47+0.28

tE 8.269 7.148 15.780

P1A 0.000 0.000 0.000

2.4 PNS @ JLAMNE Il CDAT 41 il PI3K . mTOR .
Akt mRNA FKik/KV- 550 L Treg . Th17 . Treg/Th17
TP R AR DG

PNS LA Il CDA'T 41 il PISK .mTOR Akt
mRNA k7K 5508 Il Treg  Treg/Th17 7K - 2
i E AL R (P<0.05) , 5 Th17 & i 3 I AH G
X Z(P<0.05). WH5.

%5 PNSZJLSMEM CDA'T 48 PI3SK .mTOR Akt
mRNA FiA7K T 55MME M Treg, Th17, Treg/Th17 7k F#y
P
Table 5 The correlation between the expression levels of
PI3K, mTOR and Akt mRNA in CD4'T cells in children with
PNs and the levels of Treg, Th17 and Treg/Th17 in

peripheral blood
- Treg Th17 Treg/Th17
Eiton
& PE - PIH s PMH
PI3K -0.637 0.000 0479 0.012 -0.573 0.000
AKT -0.492 0.003 0495 0.002 -0.559 0.000
mTOR -0.511  0.000  0.603  0.000 -0.612 0.000
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PNS & S AL 5 A 5 10 B Nk, PNS
B L A AEALAA o2 IO 25 i 0 | R ) B /N BR A
FVE DIRERREAT ;s T ZE PNS (Il RIATT b, Sesze i
FIAHE K2 BT 2R R fe A IR YT 258, I o FBULAE
BAIIRTT P RERAT R AFIIRCE , (0 PNS 3697 4
1t i A, LA TR B TR A B, 8 B LT H 3R
PR, AR R R AR NEBIUVER R E R
AE AT E R, IR Z R ST PNS &4
SHUA R DIREM C R A B T L tE s
CDA'T 4l e 43 AL 5 & PNS & A4 ) 3 225 Bl
Bl =z — , HAT 43046k Treg i BhPE T 400 1 %6 Bh
P T 40 0 2. Th17, Ho o Treg . Th17 fE TN fE 04k 7
T EA TEPUE ], B B s il e vk, ol
A BRI U A 2 -10 10 4ERFHLAR S22 7 32 |
il e HE R RN T BB R MR 1 R A
J& F A A 217 A 2R -22 ZER R IR
ALK S RE SN, R I = 2 3 254 % T 4E 5L
R RIS A B E L ARSI
N, B AME IL Treg 7K - & Treg/Th17 1% (g
4, AR I Th17 7K P T fd e 2, Ui W] PNS A& L
WL AEAE B 5 ) Treg/Th17 1 58 I A o Treg/Th17
(1) FLARL B AR 158 BH Treg 7K SF-FEAI AT Th17 ZKF- T3
Treg 1) G2 9 i A I BEARG, 17 Th17 A] 8 5 8
A 217 R I I A e PR 20 A G 4 4k
T AR BB , 175 5 I R AL A - I A1
-8 A5 M RO i e 8L /N ER R AE
0 , AR PNS 1 & A= Fl ik
PI3K-AKTImTOR {5538 % )12 A7 46 T 45 Fh 4
JLrF 20 L R O AR K TR B 238 T O PISK, £
i Akt TR AL TG, TS T U 9 mTOR (#% A
F-KB 25 A5 5 %, o 40 i A= i 34 sh itk 478
2 AW R, PISK-AKT/mTOR {551 g% %)
G P2 240 L T e R LR 2 B 1 ¥ HAT A VR o
AWFFELE R B, B ALAME 1 CDA'T 41 PI3K
mTOR Akt mRNA %35 K- 15 T 4L, 1B PNS
)L CDA'T 4l il v PISK-AKT/mTOR {5 538 % 1Y 3
KFHEIE . BEIEFEE T, PNS LK 5
J NS5 TH s 51 PISK-AKT/mTOR {5 53 % 4%
TG, M O AR 2 38 T = X CDA'T 40 it A= i 1% sl =
S AR T4k T 5 Th 7 4}, f o Treg/
Th17 %o 5 2k 7 i 42 9F PNS H L s 1 oF 2 ),

AWEFEEE R WoR, B LR AR R LA A I CD4'T
Y il PI3SK .mTOR . Akt mRNA 55 ik /K 3 5 41 J& 1L
Treg . Treg/Th17 /K~F- 5 i 2 M AH K E R , 5 Thl7
BEEEFEMXRR, S —LUESE T BE L& 1E R
JUANE I CDA'T 40 il PI3K-AKT/mTOR {5538 i 35
KK 5 LA Treg/Th17 3 - i Z 18] 77 12 W 2
ORI, AE T 25 [ 1) OC 2 B BRI 43 T HIL I 8 5 22
i — 2B SRR S

Zi b ik, PNS 19 & 4= ] 518 L 3 A 4 i
CD4'T 40l PI3K-AKT/mTOR 1553 J# 48 b 3¢ 3k 7K
5 E T A B AT 5] A ALK Treg/Th17 G 2k
5, H PNS & JLAM & 1. CDA™T 40 s PI3SK-AKT/
mTOR {5538 % 5 Treg/Th17 S5 -4 22 6] 47-7E W
S AR OCE

&% ik
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BT BRI VIER Y & ARG Y 1T EE I & 9% 11
5-HT.PGE2 J IL-6 K 4k K 75K

WA HRE REa™

(# ZE] By irikfEdrs ERREDIBRY) G AR (TST) a7 MR G RR A 28588 i M 5- 3% 6
e (5-HT) T4 B % E.(PGE.) & 4 R -6 (IL-6) /K P AR MG IRITAL . ik ASWFSER B b e
ST 3  WEE 2020 4F 5 H &8 2023 4F 1 H K7 A0 EE B ISR 1Y 108 4 I EEVR & R i & IR IR 7 =00
X B [n=53, T W& 45 R L B YR (PPH) VA YT | FIWRER AL (n=55, T TSTIRYT ) o X Lb 2L Il R
R BRI AR (FARBHE AR i A BE it E] RS 1 OCHERE B ] AR S5 BMNARHE ) (5-HT .PGE. . &
PEPF[IL-6..C /2 i & I (CRP) IR I HE I F-a (TNF-0) 7K ] AT 3 1 244565 [ T B A (RSTV) .
NI4T 8 (RASP) e K2 BI{E (RMTV) | O A RER AR R USRI A S 50 (94.55%)
FEXT HEZH (81.13% )15, 22 A G812 L (P<0.05) s MESEH AR5 B W HEE I A]  FARBHS A S BMNARET A KA
BgHRHIE] He Xt BR ZH S, AR v Il bk FE X IR 2 /0, 22 AT G 124 L (P<0.05) 51697 )R , B4 5-HT \PGE, /K3 R
[, LR e FRAIAIG, 22 A ST 8 L (P<0.05) 1697 )5 , 4 TL-6 .CRP  TNF-o /K -2 R R, H L
2 Hext BRZAAIG , 22 A SEi 257 X (P<0.05) ;3897 ) , WIZE41 RSTV . RMTV AT IEZH =, RASP HE X IRZA A%,
ZFA AT FE X (P<0.05) s WA I K AE Bk A 3R (7.28% ) LT IRZH (20.75% )8, ZF A G52 X
(P<0.05)., £51® SRAITSTiAY7 IR A RF R 7800 W 3, B W olesss 1 R R AR b, BRI T /R
5-HT .PGE. }¢ IL-6 \TNF-a ,CRP #M: A F-7/K -, FRARA 5 I B & AR5 FIF ARG

[EER] SR DRI A AR IRE R AN - O SRR E2; AN E-6

Changes of 5-HT, PGE2 and IL -6 levels in patients with grade Il mixed hemorrhoids
treated with selective hemorrhoidal superior mucosa resection and anastomosis

ZHANG Zhihang', CHEN Hao®, ZHAO Deyu'*

(1. Department of Proctology, Dalian Central Hospital, Dalian, Liaoning, China, 116000; 2. Clinical Medi-
cal Surgery, Dalian Medical University, Dalian, Liaoning, China, 116000)

[ABSTRACT] Objective To analyze the changes in neurotransmitter levels, specifically 5-hydroxy-
tryptamine (5-HT), prostaglandin E2 (PGE2) and interleukin-6 (IL-6) , in grade Il mixed hemorrhoids treat-
ed with selective superior hemorrhoidal mucosal resection and anastomosis (TST). Methods In this study,
108 patients with grade III mixed hemorrhoids were retrospectively collected from Dalian Central Hospital be-
tween May 2020 and January 2023. They were divided into a control group (n=53, treated with procedure for
prolapse and hemorrhoids ) and an observation group (n=>55, treated with tissue-selecting therapy staple ). Clin-
ical efficacy, perioperative indicators (operation time, intraoperative blood loss, hospitalization time, postop-
erative first defecation time , postoperative bed time ), 5-HT, PGE2, inflammatory factors (interleukin-6,
C-reactive protein, tumor necrosis factor-a levels) , anorectal dynamic indicators (rectal sensing threshold,
anal resting pressure, rectal maximum volume threshold) and complications were compared between the two

groups to assess the incidence of symptoms. Results The total effective rate of the observation group

KA B LT EAFI R R (22211025)
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(94.55% ) was higher than that of the control group (81.13% ), and the difference was statistically significant
(P<0.05). The first postoperative defecation time, operation time, postoperative bedtime, and hospitalization
time in the observation group were shorter than those in the control group, and the intraoperative blood loss
was less than that in the control group, the difference was statistically significant (P<0.05). After treatment,
the levels of 5-HT and PGE2 in both groups decreased, with levels in the observation group lower than those
in the control group, the difference was statistically significant (P<0.05). Similarly, the levels of IL-6, CRP,
and TNF-a in both groups decreased, after treatment, with levels in the observation group lower than those in
the control group, the difference was statistically significant (P<0.05). Additionally, RSTV and RMTV in the
observation group were higher than those in the control group, while RASP was lower, the difference was sta-
tistically significant (P<0.05). The total incidence of complications in the observation group (7.28% ) was low-
er than that in the control group (20.75% ) , the difference was statistically significant (P<0.05). Conclusion
TST is more effective in treating grade Il mixed hemorrhoids. It can significantly improve perioperative index-
es in patients with this condition. Levels of inflammatory factors such as 5-HT, PGE2, IL-6, CRP, and TNF-

aare reduced, and postoperative complications are decreased. This is beneficial for postoperative recovery.

[KEY WORDS] Tissue-selecting therapy staple ; Mixed hemorrhoids ; Neurotransmitters ; 5-hydroxy-

tryptamine ; Prostaglandin E2; Interleukin-6

RA R ImIRE WAL EERN Z —, FELIAT
TR H B i) IR e AR R Sy i PR 3R
B m R R e E AR S T T I IV Y
FE, MRS Fr B W R RAZ L, TeiE A AT
AL W Taa ™ m AR R IR &R A
FHTFARIRIT . WG a R BRI PIAR (procedure
for prolapse and hemorrhoids, PPH) iz HV) & #§1G 77
WOR iR , B — BT R BIZAR ARG &) i B
L JCEESE I RE , HG YT 9% AL . EHRIERS I
75 D) B W A K (tissue - selecting therapy stapler,
TST) &R 48 B # R A B 00, e ny 4
RS FRAL , O B 1E e RRIBEZH 2 ) — A MR IR YT
FEAP AT, BAQIMEN ARG Hk 3%
FHARX ARSI A BRAEA BT IR A R
HRACTEIIRIN, H TP ARG ST — e BN E S
BV IAERINBL Y o Pl 223 5T 5- 32 4 i (5-hy-
droxytryptamine , 5-HT) . fij 5] it & E,(Prostaglandin
E.,PGE.) J& N MRE Z A S0 PE Y i, 5-HT . PGE. 7K
-5 B AR B s I -6 (Interleukin-6,
IL-6) & H B2 5 P, HILAR H RS sz i HoK
FEE RIS, AW BT TSTIRYT IR
A RFIY 5-HT PGE, & IL-6 7K P25k K I R 748

1 ABSHE
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AR AF 5T SR B H s [l JB R A 5 O ik IR AR
2020 4 5 H 2 2023 4 1 H K% o0 BE B GR 19
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TR 4~9 4 | F-H 15 (6.4620.19 ) 4F ; WIELZH 55 34441,
2 21 ] AF Y 35~59 %, F-HI A S (48.08+£1.38) %/ ;
JEFE 5~10 4F , SFHIH 2 (6.51£0.28) 4, P4 E
Il R TR} 22 S e ge i 248 L (P>0.05) , 1] L,
1.2 FiE
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1.3.1 PRI RS 7300 Ee
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AR A W IRE R T 2, R IR AT T/
B i B K AT 5 TOAK BB I PROE IR TG I 3 %
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1.3.2 PRI FARIFERXT L
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mL, # & 30 min, #.0> (3 000 r/min, 10 min, &0
R 12,5 cm) , B E B T -20 CIRFERERL . RN
TRt K S 5 W B2 AU 1L 5-HT \PGE JIL-6 I
%E A - o (tumor necrosis factor-o, TNF-a) . C JZ Jif
#H 1 (C-Reactive protein, CRP) 7K, 5-HT , PGE, &,
Al i L R R AR A R A Al 44t IL-6,
TNF-o .CRP & &5 p KR A w4t
1.3.4 WAL I8 br T L

TEARTG 1 d ARJE 1 d kM ZGI-D3 BULIG KT
Ao I ASC (T T B T g A PR 2 R ) A R
B 2 50 8 . (rectal sensory threshold volume,
RSTV) | JIL % it B J& (resting anal sphinc-ter pres-
sure, RASP) | H 1% fx K% it [/ {H (rectal maximum
threshold volume, RMTV ) . RASP IF % it [l : 50~
70 mmHg, RSTV 1E % 5 [ : 50~150 mL, RMTV IE
HYE R : 170 mL~440 mL"™
1.3.5 WA RAE R AERX I

FRREE AT WA D2 ALK
Jir LT PRI RR A
1.4 SeiteEonk

K SPSS 18.0 Ge it 8 i Ar 4 it 434, 1 i
GORME ] (e £5) 27, 1 7 (0] B34 £ ) « A 805 114K
TRER I n (%) 3R 2R ] 7 K5 5 D P<0.05 %oR
ZRAAGIFE L

2 H#R

2.1 PRAImIRSF R L35
W2 2] i IR LA 3% (94.55% ) He X R 4
(81.13%) &, ZERA G245 L (P<0.05), W1,
x1 WAIRKTXFER (n(%) ]

Table 1 ~Comparison of clinical efficacy between the two

groups [n(%) |

2H 51 n BAL B ToRL BABR
XTREZHL 53 19(35.85) 24(45.28) 10(18.87) 43(81.13)
M4 55 30(54.55) 22(40.00)  3(5.45)  52(94.55)

71E 4.586

P1E 0.032

2.2 WAHRBT AR L

W 2H A e st 8] AR BT K AR JE 1 U HEAE B
] A S BN PAC 18] B X BE 4, A o s i /0 T X
MR, Z R A SR L (P<0.05), WLFE2,

x2 WHBEFAREIERLER (xxs)
Table 2 Comparison of perioperative indicators between the
two groups (x+s)
gl n fEREF I FARMAK Al REHR AFENR
B (d) (min) (mL)  HEEI A (d) 17 (d)
XFIRZH 53 7.7440.45 34.32+4.64 9.27x1.67  2.68+0.51 1.76+0.44
WZELH 554.42+0.28 20.84+5.35 4.52+0.48  1.47+0.32 1.2420.32

tH 46.217 13.966 20.247 14.827 7.043
P{H <0.001 <0.001 <0.001 <0.001 <0.001

2.3 W4 5-HT .PGE2 /K- Hr 45
VEIT I, 4L 5-HT .PGE. /K3 TR, Higgad
FEXT BREIAIR , 22 55 Feit2Am X (P<0.05) . WLF 3,

%3 WASHT.PGE2KFELLE (7+s)
Table 3 Comparison of 5-HT and PGE2 levels between the

two groups (X +s)

a1l 5-HT (ng/L) PGE.(pg/ mL)
£ n — ~r \ —
! AR R R R

WFHEZH 53 217.23+22.46 159.33+19.18" 243.27+15.79 162.45+12.38"

WEZLH 55 218.68+23.33 102.89£15.45" 243.58+16.34 110.56210.62"
tH 0.328 16.871 0.100 23.407
P8 0.743 <0.001 0.920 <0.001

SRR, *P<0.05,

2.4 W RVENF LA

WBIT G, WiZH IL-6 . CRP , TNF-a /K V-3 R,
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RASP [t xf ALK, 22 %A Gi 22 5 L (P<0.05)
W25,
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WL EE 4 I & E B R A %R (7.28% ) L X IR 4
(20.75% )%, Z R A GT2EE L (P<0.05), W6,
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Table 4 Comparison of inflammatory factors between the two groups (¥ +s)

- IL-6(ng/ mL) CRP(mg/L) TNF-a(ng/ mL)
=HI n - 5 - - - 5
AT A AR A AT VN
XT R4 53 32.28+6.44 18.33+4.78" 38.72+5.20 26.38+4.13" 8.28+1.13 5.52+1.07"
WEELH 55 32.79+6.18 10.62+3.49" 38.69+5.05 18.34+3.95 8.51+1.64 3.94+0.77"
i 0.419 9.599 0.304 10.340 0.845 8.833
Py 0.675 <0.001 0.976 <0.001 0.399 <0.001
1 5 RAIARTTALE ,*P<0.05,
x5 WAL NFIERITLL (x£5)
Table 5 Comparison of anorectal dynamics indicators between the two groups (x+s)
.- RASP(mmHg) RSTV( mL) RMTV( mL)
=H7 n - 5 N 5 - 5
A A5 AR AJE A Hi A5
X HR2H 53 78.51%21.43 73.94x13.13" 42.19+25.12 49.73+18.81" 158.63+35.91 167.35+£30.42°
WL 55 78.39+21.41 61.06£10.15" 42.34+25.17 63.18x17.70° 159.01£35.93 193.23+£36.51°
t1H 0.028 5.715 0.030 3.828 0.054 3.994
P{H 0.977 <0.001 0.976 <0.001 0.957 <0.001

I SR AT, *P<0.05,

Fo MARBREHLEBRILE [n(%)]
Table 6 Comparison of postoperative complications between

the two groups [n(%) |

—
agl o Bo) AL IR WL e pes

SR 53 3(5.66) 1(1.89) 1(1.89) 1(1.89) 5(9.43) 11(20.75)
WL 55 1(1.82) 0(0.00) 0(0.00) 1(0.00) 2(3.64) 4(7.28)
7 1E 4.102
P1E 0.043
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Effects of Yiqi-Poxue-Huatan Decoction on CRP, Hcy and Vascular Endothelial Function
in Patients with Angina Pectoris after Coronary Heart Disease Revascularization

GENG Zhenping*, ZHANG Fuhan, CHENG Huanhuan

(Department of Cardiovascular Disease, Henan Integrated Traditional Chinese and Western Medicine Hospi-
tal, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To analyze the effects of Yiqi-Poxue-Huatan Decoction on CRP, Hcy, and
vascular endothelial function in patients with angina pectoris after coronary heart disease revascularization.
Methods 82 patients with angina pectoris after coronary heart disease aevascularization were admitted to
Henan Integrative Medicine Hospital from October 2019 to January 2023. They were selected as the research
subjects. Using a random number table method, the patients were divided into a control group (treated with
conventional Western medicine ) of 41 cases and an observation group ( treated with conventional Western med-
icine+Yiqi-Poxue-Huatan Decoction) of 41 cases. The therapeutic effects, CRP, Hcy, and endothelial func-
tion of blood vessels (evaluated using flow-mediated dilation-FMD ) were compared between the two groups.
Thesafety of treatment in both groups was also statistically compared. Results The total clinical efficacy
rate (87.80% ) in the observation group was significantly higher than that in the control group (60.98% ), with
a statistically significant difference (P<0.05). After treatment, levels of CRP and Hcy decreased significantly
in both groups with the observation group showing significantly lower levels compared to the control group
(P<0.05). TCM syndrome scores decreased and FMD values increased after treatment in both groups. The ob-

servation group had lower TCM syndrome scores and higher FMD value compared to the control groupt, with
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a statistically significant difference (P<0.05). The safety of treatment in the observation group was significantly

higher than in the control group, with a statistically significant difference (P<0.05). Conclusion The Yigi-

Poxue-Huatan Decoction can significantly reduce the levels of CRP and Hcy in patients with angina after coro-

nary artery revascularization. It also improves the endothelial function of patients and their TCM syndrome. Ad-

ditionally, it has shown better clinical efficacy and a certain level of safety.

[KEY WORDS ]

Yiqi-Poxue-Huatan Decoction for breaking blood and reducing phlegm; Coronary

heart disease; Revascularization; Angina pectoris; C-reactive protein; Homocysteine; Vascular endothelial

function
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Study on PAH and PTS gene mutations in families with hyperphenylalaninemia

LI Le', DAI Xiang**, ZHOU Xin’, CAO Cui’

[ 1. Department of Prevention and Cure of Schistosomiasis and Endemic Disease of Center for Disease Control
and Prevention of Hanyang District, Wuhan, Hubei, China, 430051 ; 2. Birth Health & Heredity Laboratory
of Wuhan Children’s Hospital (Wuhan Maternal and Child Healthcare Hospital ) , Tongji Medical College,
Huazhong University of Science & Technology, Wuhan, Hubei, China, 430016; 3. Mental Health Unit of
Center for Disease Control and Prevention of Hanyang District, Wuhan, Hubei, China, 430051 ]

[ABSTRACT] Objective To detect gene mutations in 26 Chinese families with hyperphenylalanin-
emia in Hubei Province and to study their genotype, phenotype and genetic characteristics. Methods Blood
samples and clinical data of the proband and their parents at Wuhan Children’s Hospital were collected from
March 2018 to December 2020. DNA was extracted from the blood samples. The mutations in the PAH gene
and PTS gene were analyzed using PCR and direct sequencing. Meanwhile, 100 healthy individuals who visit-
ed our hospital for a physical examination during the same period, without any obvious abnormalities were se-
lected as the normal control group. They underwent the same treatment as the patients. Results Mutatuibs in
the 24 PAH gene were detected in the patients, including the most common mutation ¢.728G>A (R243Q) ,
with a mutation rate of 15.2% (7/46). A new PTS gene mutation, IVS3+9A>G was found, for the first time in
this study. PTS mutations P87S, D96N and A111T were identified in the 3 patients with BH4 deficiency. No
mutations were detected in the normal control group. Only three mutations were found Q232Q (¢.696A>G) ,
V245V (¢.735G>A) and L385L (c.1155G>C) , all of which are synonymous mutations, that do not change
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coding amino acids and are likely polymorphisms. Conclusion Mutations in the PAH are responsible for PAH

deficiency type HPA, while mutations in the PTS gene cause severe BH4 deficiency. Gene testing can be bene-

ficial for clinical diagnosis, selecting a therapeutic regimen, and providing guidance for future procreation.
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HPA ) & —Fli W s L AR . B TR N
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x1 PISEFESIEFEMEFTIYES M
Table 1  Primers for amplification of PTS gene exons and

flanking sequences

LR il

PTS E1F TGCTCTCCGAAGAGATTCAG

PTS EIR AGTCGGCTCCGTTAACCATC

PTS E2F GGAAACTTTTCAAAGATCAGTA
PTS E2R GTTTTCCCATTCTTTATGTCTA
PTS E3F ATTTAAGTATAGCTTTTGGGGACA
PTS E3R AACAATGAAGCAATACTGACTGG
PTS EAF TGGTGCTTCCATGCTGAG

PTS E4AR CCATGCGAGCAGTTCTTC

PTS E5F TTCCTAATCATTACCGACAGCT
PTS E5R TTACAATCCACATAAGGCAAGA
PTS E6F TTGCCTTATGTGGATTGTAAAA
PTS E6R ACAGAAAGAAACTGGGCTTTGT
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2.1 PAHFEHRA

26 151 5 )L 23 45k PAH B = UL, 5
JLER 88.5% (23/26) o F: PRI 5 R AVLE L 0L 5K 2,
23 {5 PAH #ift = B & )L LA i PAH JE [ % 4% 23
Fifr, Horbr ¢.728G>A (R243Q) 55 4 UL, S50y 5 PRI 58
AR 3R Oh 15.2% (7/46) 5 73 A, IVS4-1G>A %8 748 R
8.7% (4/46) 1 ¢.722delG 275 % 8.7% (4/46 ) I1-51 Ky
B I ARSE . 23 R AR JE T LR
A 14 F11(60.9% ,14/23 ) , FoJG R IR & T0 L5875 4 Fp
(17.4% ,4/23) , B 42400 Ji =78 2 70 (8.7%,2/23) , F
I ADAE RS A B e 278 2 R (8.7% , 2/23 ) FIARHERS
B RAE PP (4.3%,1/23) .
2.2 PTSREHZAR

AWFFE D 3 414 BHA Sl = B L, & SR LA
11.5% (3/26) , ¥ PTS FE R 2748, Hidr, P1201
A PTS %K P87S (¢.259C>T)/DI6N (¢.286G>A) &£
E A R4 P1202 S PTS 3 A P87S (¢.259C>T)/
Al111T(c.331G>A) B & 425 548 ; P1203 2y PTS &
P87S (¢.259C>T) 4li & € 4% ; P87S il D96N 4 {if
T PTS B 5 54N G 7, A1NT A T4 6 54

x2 PAHERRZTEBILEFE RBER
Table 2 Genotype and phenotype of patients with PAH gene

mutation
97 DNA 7% 5 FHML R AARAER KA
P220101 ¢.906delT S303Pfs*38 Frameshift — PKU
P220102 c.728G>A p-R243Q Missense PKU
c.728G>A p-R243Q Missense
P220103 1VS4-1G>A IVS4-1G>A Splice PKU
¢.1068C>A p-Y356X Nonsense
P220104  IVS4-1G>A Splice %)% HPA
c.1197A>T p-V399V Splice
P220105 ¢.205C>T p.P69S Missense 4% PKU
c.728G>A p-R243Q Missense
P220106 ¢.722delG R241Pfs*100 Frameshift %% HPA
P220107 c.728G>A p-R243Q Missense 4% PKU
¢.889C>T p-R297C Missense
P220108 ¢.331C>T p.R111X  Nonsense #:J¥ PKU
C.852C>A p.C284X Nonsense
P220109 ¢.194T>C p.I165T Missense PKU
1VS4-1G>A IVS4-1G>A Splice
P220110 c.722delG R241Pfs*100 Frameshift %% PKU
¢.889C>T p-R297C Missense
P220111 ¢.498C>G p-Y166X Nonsense PKU
c.611A>C p-Y204C Missense
P220112 c.158G>A p-R53H Missense $%J¥ HPA
c.827T>G p-M276R Missense
P220113 ¢.208_210delTCT p-S70del Deletion PKU
c.611A>C p-Y204C Missense
P220114 c.728G>A p.R243Q  Missense 4%/ PKU
c.611A>C p-Y204C Missense
P220115 c.728G>A pR243Q  Missense %)% PKU
c.1301C>A p-A434D Missense
P220116  ¢.1223G>A pR408Q  Missense fZJi PKU
P220117 ¢.158G>A p-R53H Missense % /% HPA
c.1197A>T p-V399V Splice
P220118 c.631C>T p.P211S Missense %% PKU
c.728G>A p-R243Q Missense
P220119 ¢.722delG R241Pfs*100 Frameshift %% HPA
¢.1330C>T p.L444F Missense
P220120 c.721C>T p.R241C  Missense %/ HPA
P220121 c.722delG R241Pfs*100 Frameshift %% PKU
¢.875C>T p.P292L Missense
P220122 ¢.605C>T p.A202V  Missense %) HPA
P220123 1VS4-1G>A IVS4-1G>A Splice ¥ PKU
¢.1068C>A p-Y356X Nonsense

+, Y@ X 57 Horh P8TS 2875 % 66.7% (416 ) Fx
FE Lo SBOLRAC B 43 51 R A N 58 AR A 45 A
S A0, FE 119 PAH St = AU L P220112 & 38— H
PTS J:H 278 IVS3+9A>G, WLl 1,

FE 100 ] 1E 5 X BRZH AR K LA PAH S5
1 PTS FEPH 28 AF o T 76 1E 7 X B4l v, AU ) =
Fh PAH £ H [R] X & 7F Q232Q (¢.696A>G) , V245V
(¢.735G>A) 1 L385L(¢.1155G>C) , ¥ Jy iF # DNA
238, AU G i IR T



- 510 - BTEWSIEITAGE 20244E3 ] #5164 4533 J Mol Diagn Ther, March 2024, Vol. 16 No. 3

mutant

wild-type

4 : Mutant : TVS3+9A>G 25545 ; wild-type : TP /E 1,
1 PTS ERMF
Figure 1 Sequencing analysis of PTS gene

3 itig

PAH 5& 5 78 3 UK N PAH T 1 [ 1K 5 3%
&, 51 HPA I E 25 H . 53 4h, Phe 48 PAH
VE e A A B Tyr B30 72, BHA J2& 5 22149 i By
K7, Ak BHA 9 it 2 o33 P 3t 2% W) iR & 5 3K
HPA. J H. , BH4 it = #5515 0 8, bR s HPA
G, 34 520 21 Fik 4 6 S AR R A, a R
Ze A U 0 D BHA Bl = I HPA R 5
L. HETE MBS BH4 Bk = A 5C A9 B 1 L PTPS
b= 5% £ W, 1 44 % PTPS H PTS &K & 78 & &
BRI . AHFIE o PTS K 578 40 i b 4
R .

AWF 5T, PAH Bt = A& L 5 HPA L
88.5% , HYJH: th PAH JER 2875 | & HPA L i
FH UL Y o PAH 587847 W I () R 22 S0,
KRN A PAH 5875 i & IX 5k o0 12 540 7 T H
M F5, L RA0SW FI IVS12+1G>A it} 3 W, , 1fij
VP b X H AR RAT3P A1 [ R243Q e % WL, 78
TR E I DL R243Q i W7

AWEFE Hh PAH Bt = 8 HPA )LL) ¢.728G>A
(R243Q) e A H WL, HiKJ& TVS4-1G>A Fil ¢.722delG
AR 1% 5 [ P Al b X () 38 A ALt A AT
MR AEHE , o A AR DL R243Q 1Y 528 M4 i
15, ME R 7 MR i T TR AT S8 Bl DX U] A8 DL R243Q
R EeE L RAR 0 ARG A SR R A AR ]
AEHH LA R243Q My #h s, 5 Hh AR 48 1 B PG Il R
AT PERRIE —3 ", TVS4-1G>A S WriT AR
M WA AT A 5N EF5 5 5N T
P, HZe A8 s T mRNA 157 9] 75 20, B
KRR ARAY, , e BE T 5% 437 PE (predicted residu-

al activity, PRA)JHZEJ& T ICRLZ A",

PAH [iff 1) 4 £k 756 M & T g 5 H 45 44 2% Y A
K ARHWFSE RS Y PAH 78 h DL LSRR B Ry
B X B 58 B AE PAH PR T S5 F4 80
PEALZERE IR |, g2 (il PAH Ay B fi s 4 2 S aiui
P ) R R IR . LU T R AR HERS 58 28 F Y 42
PR RAR XA A2 S5 PAH JF 9 1254
KICH A AL, TR0 PAH B 1E % Dhfg . L
P220101.P220106 . P220116.P220120 1 P220122 ]
A3 R — A RAE R IR B E e
AR B 25 A% 55 X8t 1% 00 19 A OGBS, AN RE 58
SRR LR R 15T i — 20 A6 I PAH FE ]
HoAl mT BEAFAE A 2728 , I P 9 R 28 K A BERY
A BCA R T X 5 A, HO PR B nT e
HA P Z A . P220112 8 LN PAH 3£ ¢.158
G>A/c.82TT>G & A 7% & 5748 , 5 1% T 3% 1k K )
Phe %] ¥K 45 B 119.85 wmol/L, & £ 4% F 123.18
pmol/L, JRF2 HPA , 50 CHGHE I R AR,
HE—HAIE S €158 G>A 552 % HPA M6, J34h,
P220112 & JLERAS H PAH LR 2875, [R] 38 46 1
A PTS J: [ 28 728 IVS3+9A>G, i A WF 58 1 Ik i)k
o ISR PTS N 3 5B T 53 5 NE T
() B 42 DX 35, HLa AR AR AT T BE N Bo 2848, SR
LA IVS3+9A>G 45 HU7R S [l i A LR A
$2FE HPA 5 PTS BER 978 S 3 B AN — 2L, BRIk
PTS 3R 1VS3+9>G 58728 Bl g el AT A R 9t

PTPS it = J& BH4 it = JiE W f5e 7 DL A {HH
W 5O, FE A BRI R AR A, i B L X
HH G B 95 ) i B AR 2 o b ELRROL R LA PTS R
P87S Fl N52S & AZ R & 8 WL, 5 70% " o A5
HPA L 3 {6y BH4 & = #0 5 2f JL %K
11.5% , H:Hr P87S 548 5 i UL , 55 [ N ) 41 3 1Y
Bl —5. 34 BHA = A8 L, gt =i, HE
PR 5 AR 1 25 3 5 11 PR R BUAHAF , v B PTS LA
RAF BRI IA

L5 LTI, A B ST B 45 9 E — B IE S A 6
PTS 28 7% 2 /™ & % BH4 Bt = 5F 19 500 J5i A .
BH4 $ilt Z JiE (IR TT BR IR B IR W4, 8 T B R Al
MW, PR SE RS I X L 2 2 W 2L
BRI, A0, BOILRACREY Ry 28 A8 JL R )
IE A A, JE PRI A 25 SR ] Ry RO LACRE AR
BRI S,

(FTH#%S5157)
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fEBE AD Fi 22 i e 44 S TLRA . NF-«B 14638 2
H B TEAS A

IR OAuB KEE AWK

(¥ ZE] BH 0 Toll HEZ K 4(TLR4) P #il#% B F « B (NF-B ) #£ 1 B BT /K 8 2R3 (AD) 3
MY F A AN I P i Rk RS . AiE PR 2020 4F 10 A 2 2022 4 9 F IR T —
B B AR BETRYT 1Y 324 6] AD S AEVE R WF S0 G, MR I 2 75 O 28 Il s s e 4 Sy AR B 20 (214 1)) 5 ik e 4
(110 1)) , F A W20 £ 3 1 JE 1L TLR4 \NF-kB /K F . XF AD I & Wi g g Bt 12 A IR e HU5 1%
By R TG KP4 (81 1)) FNTRLIS AN R 21 (20) 6], WSCHE J8 8 A DG BERE , X 5% ) AD Jf & il i e s 3 WS
BEAT R Z N M7, 2 ROC il 4 36 4IE TLR4 \NF-«B X HFil 5 (. S8 U4 B 4 1M
TLR4 NF-kB /K V-3 5 F AR BG4, 25 5 B G it 240 X (1=15.318.10.233, P 34<0.05) ; W5 A R 41 5
TG RAFA AR IS  AD SR & A A WO L R A KW ENAR (PSTIT 43 (PCT . Mk 20 ifd . WBC 114k .
TLR4  NF-kB 22 2 ¥ B A G i1 5 L (4/1=9.628.8.670.4.116 ,4.252,8.951 . 5.921 ., 2.455 . 4.108 , 4.907 ,
5.884., P $4<0.05) ; Logistic M 43 BT 45 5 5w « AR 0% W0R s i 48 ™ 22 46 4 (PS)TIF 43 L A1 Jil Il TLR4
NF-kB 7K - 5 M AD % fiti 5 8k e £ 35 1015 A9 4 37 5% 1 ] 22 (P<0.05) 5 ROC [T £ 45 5% 7w - A0 i
TLR4 . NF-kB K % 35 1 4 i 7Y AUC 43 %114 0.828 (0.742~0.914) . 0.819 (0.728~0.911) }% 0.900 (0.841~
0.959) (P #<0.05) ., Z5i& AD #F 4N Il TLR4 \NF-kB 7K -5 I % il 5B I e &8 VA 56 , 40 1
TLR4 NF-«kB 7KV K W5 B A5 X AD Jf: & fili s sk e £ 3 1 AT R 300 35 o

[EEIA]  Toll BESZAK 45 MHIAZL A T B 5 PR BIGERANG 5 Jili e

Expression and prognostic value of TLR4 and NF - kB in hospitalized patients with AD

complicated with pulmonary infection

WANG Min'*, YAN Hongjing®, ZHANG Xiumei®, QIN Lihui'

(1. Department of Public Health, the First Hospital of Handan, Handan, Hebei, China, 056002; 2. Second
Department of Neurology, the First Hospital of Handan, Handan, Hebei, China, 056002; 3. Department of
Head and Neck Surgery, the First Hospital of Handan, Handan, Hebei, China, 056002; 4. Department of
Public Health, the First Hospital of Handan, Handan, Hebei, China, 056002 )

[ABSTRACT] Objective To investigate the expression and prognostic value of toll-like receptor 4
(TLR4) and inhibitory nuclear factor kB (NF-«kB) in peripheral blood of hospitalized patients with pulmonary
infection in Alzheimer’s disease (AD). Methods To investigate the expression and prognostic value of Toll-
like receptor 4 (TLR4) and inhibition of nuclear factor kB (NF-kB) in the peripheral blood of hospitalized pa-
tients with pulmonary infections in Alzheimer’s disease (AD), a total of 324 patients with AD hospitalized at
Handan First Hospital from October 2020 to September 2022 were selected for the study. They were catego-
rized into an uninfected group (214 cases) and an infected group (110 cases) based on the presence of pulmo-

nary infection. The levels of TLR4 and NF-kB in the peripheral blood of both groups were compared. Patients
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with AD who were complicated by pulmonary infections were followed up for 12 months and further divided into
a good prognosis group (81 cases) and a poor prognosis group (29 cases) based on their prognosis. Relevant pa-
tient data was collected, and the prognostic value of TLR4 and NF-«kB in patients with AD complicated by pul-
monary infections was verified using ROC curves. Results The levels of TLR4 and NF-«B in the peripheral
blood of the infected group were higher than those of the uninfected group, and the differences were statistically
significant (#=15.318, 10.233, P<0.05). There were significant differences between the poor prognosis group
and the good prognosis group in age, duration of AD, smoking history, long-term bed rest, PSI score, PCT,
neutrophil, WBC count, TLR4, and NF-kB (x/r=9.628, 8.670, 4.116, 4.252, 8.951, 5.921, 2.455, 4.108,
4.907, 5.884,, P<0.05); Logistic regression analysis showed that age, smoking history, pneumonia severity in-
dex (PSI) score, peripheral blood TLR4, and NF-kB levels were independent factors influencing the prognosis
of patients with AD complicated by pulmonary infection (P<0.05). ROC curve results showed that the AUC of
TLR4, NF-«B and the combined AUC were 0.828 (0.742~0.914) , 0.819 (0.728~ 0.911) and 0.900 (0.841~
0.959) in peripheral blood, respectively (P<0.05). Conclusion The levels of TLR4 and NF-kB in the peripher-
al blood of AD patients are closely associated with pulmonary infections. The levels of TLR4 and NF-«B in the

peripheral blood and their combination can predict the prognosis of AD patients with pulmonary infections.

[KEY WORDS]

fection

Bifi 2 R Ak 2 N A 08 AL B G2 R, BT /R 2%
12895 (Alzheimer disease, AD) R & & Wi £, H il
B AEBIR Y 60~80% , EE R RINFI 51127
TR A0 S A A BRAS , 00) R  A IE  fR
HAE W fEsgm Y, biE AD BE WA TIRE
iR, BFERN A E DR T R, R EURE WL S )
BV , [FIERE 0 53 DA ) it 22 365 M ) 2 340 T i
18, AR 2 5 | R AR g & A et e 2tk A
AR . AL, TR AD A TR S ThRERE
53 S SN IR G, A I it 3 e G i RS JLRY 1 25
Syt B AEVRIT AL, 3 U™ AN B E AR
I, 3R AT P R FiLA AD A I il R iR YL 1S f5
bR L HEE . Toll £ 321K 4 (toll like receptors 4.,
TLR4) 2 58 P S i 4 i) 5 28 W OCHEAR 5 2 — , il
K ¥ kB (NF-kB) 75 2 i 5 1 B -5 48 e 1 v
RAFE EEMERY . AU TLR4 NF-«B
FEAE BE B IR ¢ U R s I 4 it 0 e e R 3 A1 JA o v
P ZFRIREHIT T H S B B R IREWT .

1 W&REFE

11 WFFEx 4

BEH 2020 4F 10 H 2 2022 4E 9 7 FHR#E 7 45
— B2 B A1 BE 1A 9T 1 324 1) AD SR 5 AE R BF 5T X
o INABRHE : DYIFF G 5 B [ S A2 5 58
Ui B FAS R BT BT - AR SR SRR 7 2
(NINCDS - ADRDA) H1 AD 2 Wi #5 #E°', #1112
AD; QIR G AT A (i R B e 3 Ao 1 il 22 5

Toll-like receptor 4; Inhibition of nuclear factor kB; Alzheimer’s disease; Lung in-

IFF 18 LA S i 9 12 W7 A3 7 48 RS (2018 4F i) )1
Hh il A2 W AR HE 2 M Il IR e s DI IR 7k
Fra; @A BE AR AR G AE R HERR
Pt : I 3 4~ H AT FH ik AR S Bl Ho g2 100 1 57
GWIRTT s QMR i SIS & 1 AD i
H s OFFTEMIIE A G240 ™ 5 1 ik 065 0 55 FR
o MRIEIE A IR IR ek 3 3 AR B 4
SRR, RIRYL A 214 11, 5 99 i, 2 115 1],
AR T4 (76.87+3.64) % i FE (6.1621.64) 4, 14T
45 %4 (body mass index , BMI) (23.12+3.06 ) kg/m’;
Y2 110491, 55 51 1], 22 59 B, AR T34 (75.27+
4.12) % R (7.51+2.61 ) 4, BMI(23.47+3.48 ) kg/
m'; W2 — R LR, 22 R RS2 B L (P<
0.05) . AR ERCIRZ TS,

BT 121 H ,2023 429 A 30 H R FETTZ kB
], LABE DT LR P AD A& Il g A APtk
DAY A7 R o S AP, SET R N T
JEAN R, A S R4 81 41, s AN K40 29 4.,
12 Hik
1.21 BERplcE

MBS B 9 7 7 B 2R G AL 4 R 3 R ARG
BMI . W 00 52 85 PRI e I A< B M IR L 7 A [
MESFE TR
1.2.2  SCEEFEprka il

S AL HSCE 25 i AN # KL 5 mL, >R
TG16- 1T 53X 8 B DAL GHI RS FLRHE A BR A FDD
4CF 3 000 t/min ( .02FE42 4 10 cm) £5.0 20 min,
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B EJZ M55 . TLRA NF-«B % FH 2 1 505 BN kG
I, B-actin AN S R H s obk H g 28 10 &
(i fEneA: YRk s by ) #E 1 T SR e i, S IR
A5 A8 550M B TLR4 HT4K (santacruz) 2 2 NF-«B
(abcam) , M 22 557 K BEAE o B85 2 i (procalcito-
nin, PCT) R k22 & G e 3 A A (ORI T 8 7l
R B e TR A RS ], B S . MAGLUMI
800) o H kLA L 14X . F1 41 B2 (white blood cell,
WBC) TR 4 B 3l 3 53 A (RN B = 4
BT IR A BR A A, S . BC-10) A
1.2.3 A RE

i 2 K IR A5 A5 A 5 % (mini mental stata ex-
amination, MMSE ) ¥4 7: R 6 i F I\ T e ik
TrvPAl , A AE RN Z1E12 ER 812 T RE
Wy A Ry S RS R R ) ) B AR T
A5, 3 30 8, BEAP N BN A A TR A R,
B A TERRAS 14, 45 R 041, B0 30 43, 15
a3 R D) R BB NI D RE LAY . A D RE
Y« T HEE 0~9 43, EE 10~20 43, 52 21~26 43, 1E
H27~30 47

ili % ™ ¥ 45 %X (pneumonia severity index , PSI)
WA A NHHER JERAE SRR A 25 0L 52
95 = 5 AR R g KA, P AR A
g7 JFRAE 80 43 MK EE IR 85 47 L E SR F
SEIL 110 43, o350 2 WA Jiti 0 Jk bk ™ o
1.3 Stk

K H SPSS 21.0 G it2# 8k 4 i A7 5 ds 43 4, it
BOFRH n(%) Fs, LB 2 K5 oF & 958 H
(x£s) N, ALIA] LR FHBRST FEA e 45 55 Z R
5347 R Logistic 81154341 ; ROC £ 56 UE PFA A%
fiE , AUC %K ] DeLong K %6 ; P<0.05 K 22 57 B
AgiiteeE L,

2 #HR
2.1 R Rk o /B AN A I TLR4 \NF-«B
K- He A

JE e 2H 5 % 40 JE Il TLR4 . NF-kB 7K F- 34 5 T
RG], 2R AR L (P<0.05), W#E 1,
2.2 52N AD I & i ik e o T LR 2R A

Ta AN R4S WG R4 L, 4% AD %
R A W L R R ENAR ( PSTIT4) (PCT.
Pk 40 i . WBC 3141 TLR4 NF-kB 2% 53 FA
GuiteFE L (PH<0.05), W32,

R RBPASBRHBESISNEM TLRA NF-kB 7K F
PEE (2 +s)
Table 1 Comparison of TLR4 and NF-«B levels in
peripheral blood between AD group and infected group (x +s)

2151 n TLR4 NE-«B
RIERG 214 1.51+0.54 1.37+0.44
JRYL ] 110 2.63+0.76 1.98+0.62

i 15.318 10.233

P1H 0.000 0.000

F2 FMADHRAAHBLBEMRERRSN
[n(%),(x£s)]
Table 2  Analysis of single factor influencing prognosis of

AD patients with pulmonary infection [n(%), (x+s) ]
BUGAR BSR4

A (n=20)  (n=g1) X/ P

51 Lz 13(44.83) 38(46.91) 0.037 0.847
@ 16(55.17)  43(53.09)

FRE (%) <66 3(10.34) 20(24.69) 6.485 0.039
66~84 17(58.62) 51(62.96)
=85  9(31.03) 10(12.35)

BMI (kg/m?) 23.22+3.31 23.56+2.74 0.582 0.562

AD Ji 2 (4F) <5 4(13.79)  36(44.44) 8.670 0.003
=5 25(86.21)  45(55.560)

f=AlINES 5 12(41.38)  43(53.09) 1.171 0.279
P 17(58.62) 38(46.91)

B R & 11(37.93)  45(55.56) 2.654 0.103
B 18(62.07)  36(44.44)

T A PR X 1 14(48.28) 42(51.85) 0.109 0.741
= 15(51.72)  39(48.15)

W2 S o S 9(31.03)  43(53.09) 4.116 0.041
P 20(68.97) 38(46.91)

S THNZS £ 10(34.48) 46(56.79) 4.252 0.039
b 19(65.52) 35(43.21)

MMSE #¥-43 (43) 19.33£3.67 22.46+3.69 3.925 0.000

PSI#F43 (43) 137.56+32.45 89.62+21.41 8.951 0.000

PCT(g/L) 5.26+1.97  3.47+1.13 5.921 0.000

rh MR A i (x10°771) 12.43£3.62 10.84£2.74 2.455 0.016

WBC 14 (x10°/L) 20.13+4.69 15.58+5.26 4.108 0.000

TLR4 3.14+0.76  2.4420.62 4.907 0.000

NF-«B 2.55+0.66  1.78+0.57 5.984 0.000

2.3 5 AD Ik iR B s 2 1 2R 3
B3 2 P HA G LR YA Logistic [H1H
3BT, AR BN AR G R s PST IS
A1 JE 1. TLR4 \NF-kB 7K 55 A AD Jf & fili 35 Jak e
BE TG A R AT R % (P<0.05) . L& 3,
2.4 AD Jf & il gL f s 1 fs Tl ROC i £k
ROC £k 453 Wor , 1 il TLR4 \NF-xB
WK & PEAL 24 B R A PE Al 2 RE (P<0.05)
BXA PN ALREL T3R5 (P<0.05) . W4 F 1,

3 Wig
AT A N i W2 W 5 i, AD S5 |



- 514 - TR SIEIT Ak

202443 H 164 53] J Mol Diagn Ther, March 2024, Vol. 16 No. 3

F®3 M AD H & MEBRELEETG LS EZE Logistic Bl IAH#
Table 3 Logistic regression analysis of multiple factors affecting prognosis of patients with AD combined with pulmonary infection
ES BIH S.Eff Wals {8 OR1H 95% CI P{H
A% (<66 B =1,66 % ~=2,73 % ~=3,84 % ~=4 ,=85 % =5) 0.776 0.366 4.495 2.173 1.060~4.452  0.034
AD Y FE (<5 4F=1,=5 4£=2) 0.597 0.601 0.987 1.817 0.559~5.900  0.321
WA s (=1, J&=2) -1.471 0.676 4.735 0.230 0.061~0.864  0.030
KIRMR (F=1, J&=2) 0.701 0.661 1.125 2.016 0.552~7.364  0.289
PSI 114y (445 h) 1.678 0.435 14.880 5.355 2.283~12.561  0.000
PCT (L7 i) 1.233 0.645 3.654 3.432 0.969~12.148  0.056
rhPE R A A (3 AR ) 0.476 0.366 1.691 1.610 0.786~3.298  0.193
WBC 1 (22 4F ) 1.138 0.708 2.584 3.121 0.779~12.499  0.108
TLRA(GELZEAE &) 2.252 0.761 8.757 9.507 2.139~42.248  0.003
NF-kB (#4745 i) 2.782 0.584 22.693 16.151 5.142~50.736  0.000
o 4.525 0.776 34.003 92.296 0.000

x4 ADHEMEEFBEMETM ROC HELER
Table 5 ROC curve results of prognosis prediction for AD

patients with pulmonary infection

A AUC fRifEiR BURE FeRtE 95wl P

TLR4  0.828 0.044 0.828 0.765 0.742~0.914 0.000
NF-kB  0.819 0.047 0.793  0.654 0.728~0.911 0.000
BEATEAE 0900 0030 0862 0778 0.841~0.959 0.000
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Figure 1 The ROC curve
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Analysis of the relationship between serum Hcy, NLR, and C-peptide levels in the third
trimester and postpartum blood glucose outcomes in patients with gestational diabetes
mellitus

ZHAO Yanping'*, XU Hongyan', SONG Meina’

(1. Endocrinology Department, Beijing Fengtai Hospital , Beijing, China, 100071 ; 2. Gynaecology and Ob-
stetrics Department, Beijing Fengtai Hospital , Beijing, China, 100071)

[ABSTRACT] Objective To investigate the relationship between serum homocysteine (Hcy) , neu-
trophil to lymphocyte ratio (NLR) , and C-peptide levels in the third trimester of pregnancy and postpartum
blood glucose outcomes among patients with gestational diabetes mellitus (GDM ). Methods From May 2020
to May 2022, a study was conducted at Beijing Fengtai Hospital on obstetric prenatal care, hospital childbirth,
and prenatal diagnosis of late pregnancy (gestational age 28 weeks or more ). The study included 109 patients
with GDM as the research subjects. These patients were monitored to determine if their blood sugar metabolism
returned to normal within 6 weeks postpartum. The patients were dividied into two groups based on their post-
partum blood sugarlevels : abnormal group (n=35) and normal group (n=74). Clinical data and laboratory in-
dicators were collected and compared between the two groups. Multivariate logistic analysis was used to ana-

lyze the correlation between serum Hcy, NLR and C-peptide levels in the third trimester of pregnancy and post-
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partum blood glucose outcomes in GDM patients. A receiver operating characteristic curve (ROC) was plotted
to assess the predictive value of combined detection of serum Hey, NLR and C-peptide in the third trimester of
pregnancy on postpartum blood glucose outcomes in GDM patients. Results The results of the univariate anal-
ysis showed statistically significant differences in late pregnancy BMI, TG, serum Hcy levels, NLR, and
C-peptide levels between the two groups of patients (y7/r=19.141, 2.545, 6.673, 3.822, 5.862, P<0.05). The
multivariable logistic regression analysis revealed that an elevated BMI (greater than or equal to 28 kg/m®) in
late pregnancy, increased levels of serum Hcy and NLR as well as C peptide, were all identified as independent
risk factors influencing postpartum glucose outcomes in GDM patients (P<0.05). The ROC curve demonstrated
that the area under the curve for serum Hcy level was 0.829, for NLR it was 0.709, for C-peptide it was 0.828,
and for their combined detection it was 0.886. Conclusion Serum Hcy, NLR and C-peptide levels in the third

trimester are closely related to postpartum blood glucose outcomes in patients with GDM. The combined detec-

tion of these factors has a high predictive value for postpartum blood glucose outcomes in GDM patients.

[KEY WORDS] Gestational diabetes mellitus; Homocysteine; C-peptide; Ratio of neutrophil to lym-

phocyte count
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1.2.3  srdibriE

T = Ja 6 J8, R H e e I 2 R o i b X
( HemoCueGlucose B-201+, Angelholm, Sweden )
YT 2B E 1T 75 g 5 4B T i i 58 (Oral
Glucose Tolerance Test, OGTT) , PEAl f 35 1 B /K
S VAL bR E 2 2 (b [ 2 BYOE R 9 BT YA R R
(2020 R Do B R E AR 3 A A I
B 25 N IOWE 37 45 BRI A7 45 DL M 2 AU R
AR AC I I AR IE A (n=74) , 28
100 52 4 W i 52 40 DA K 2 OB DR BB A
A 5 4 (n=35) .
1.3 Gite#irik

IO I SPSS 23.0 GE it 27 B F AT 70 B, 4L
TR L [n (%) 1368 47 2 R 5 £5 6 IE A4 i
M T SRR DL (x £5) $ 34, 41 18] B3 AT 57 A
A g . DA 2 K Logistic [1 1543 #7 GDM
BE R MRS H A E R R 2l 3210 TAE
th £k (receiver operating characteristic curve , ROC)
S M 2 15 399 1M 5% Hey \NLR K C kXt GDM & %
7 MR 5 ) B B . 24 P<0.05 I 22 5 A
giiterE L,

2 H#HR

2.1 GDM [ &7 o MR 1T A4 B0 K 2 5 #r
PR AT A R R, R 221600 BMI L TG |
IML3 Hey JNLR A} C kK- L85, 2 7 B A 5
P L (P<0.05), W1,
2.2 GDM #E ™5 B IA 1) 2 K % Logistic 7]
IH 5317
L GDM 3 7= 5 I bE 5% VA /Ry RS &,
112 I & Logistic 17114 73 #1 , £ A R Logistic 7]
95 ooR, 2 1 BMI=28 keg/m® . 4 G 3 1M 0
Hey \NLR P Kz C k7K P Tt 34 2 5% il GDM i
HE e MO U5 ST fE B TR (P<0.05) o I
*2,

&1 GDMBEFEMEREIFHEEERSH (n(%), (x2s) ]
Table 1  Univariate analysis of postpartum blood glucose

outcomes in gestational diabetes mellitus [7(% ), (x+s) ]

Sl

ey " IEH 4

(n=74) (n=35) X PH
(%) 33.14+6.31 32.08+5.56 0.850 0.397
T PRI 2T 3.394  0.065
s 14 6(8.11) 8(22.86)
= 95 68(91.89) 27(77.14)
211 39 BMI (kg/m?) 48.86  0.027
<28 51 40(54.05) 11(31.43)
=28 58  34(45.95)  24(68.57)
S35 5 0.895 0.344
Jigi = 52 33(44.59)  19(54.29)
HE 57 41(5541)  16(45.71)
ZEWR () 0.263  0.877
1 56 28(37.84) 15(42.86)
2 53  26(35.14) 11(31.43)
3 56 20(27.02)  9(28.71)
HbAlc(%) 5.45£1.08  5.33x1.14 0.532 0.596
FPG (mmol/L) 5.25+0.55  5.44+0.62 1.626 0.109
TG (mmol/L) 5.86£1.04  6.44x1.25 2.545 0.012
Hey (mmol/L) 8.12+0.98  9.53x1.13 6.673 <0.001
NLR 4.10+1.43 5.26£1.58 3.822 <0.001
C ik (ng/mL) 2.24+0.84 3.35£1.08  5.862 <0.001

2.3 ZEW I Hey \NLR DA C k2 ik 7K S %if
T GDM & 72 i MR 051 A T 411 {2

ROC i £k 73 B &5 5 R | 22 B 0 103 Hey #h
28 F T FH K 0.829 .NLR & 0.709 . C Jik & 0.828, =
HICA R Ih 4 T Ay 0.886, W3 Fl 1,

*®3 ZRBEHME Hey NLR BLK C BAR XK F3FF GDM
BE T IR M AERE VAR MHE
Table 3  The predictive value of serum Hcy, NLR and C-
peptide expression levels in the third trimester of pregnancy

for postpartum blood glucose outcome in gestational diabetes

mellitus
A 2% Rt I%ﬁ: =] =)
10 5 I AUC  95% CI  HURE ¥ F PME
Hey(mmol/L) 8.640 0.829 0.745~0.912 0.743 0.771 <0.001
NLR 4.755  0.709 0.604~0.814 0.703 0.629 <0.001
Clk(ng/mL) 2.850 0.828 0.744~0.911 0.770 0.743 <0.001
5= il 0.886 0.824~0.948 0.838 0.800 <0.001

%2 GDM EEHEFFEMBEREAMN S EZE Logistic BT 47

Table 2 Multivariate Logistic regression analysis of postpartum blood glucose outcome in gestational diabetes mellitus

1975 i [iN(ED B1H S.Eff Wald (& OR{H 95% CI PiE

Zf 16 1) BMI (kg/m®) <28=0,=28=1 1.266 0.654 3.547 3.547 0.984~12.779 0.053
TG (mmol/L ) TS AR 1.411 0.781 3.264 4.100 0.887~18.949 0.071
Hey (mmol/L) L 0.354 0.039 82.391 1.425 1.320~1.538 <0.001
NLR U 0.467 0.143 10.665 1.595 1.205~2.111 0.001

C Jik (ng/mL) AN Ty 1.120 0.346 10.478 3.065 1.556~6.039 0.001
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Figure 1 ROC curve analysis
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Differential diagnosis of colorectal cancer and intestinal polyps by combined detection of
TT, Alb, CEA and CA19-9

YUAN Ning', ZHAGN Qun’, SHA Dehou’, WU Xiaoting', ZHAOshuping', ZHANG Zhijun"*

(1. Department of Clinical Laboratory, Binhai New Area Traditional Chinese Medicine Hospital, Tianjin,
China, 300450; 2. Department of Clinical Blood Transfusion Laboratory, the Affiliated Taian City Central
Hospital of Qingdao University, Taian, Shandong, China, 271000; 3. Department of Clinical Laboratory,
Zaozhuang Maternal and Child Health hospital, Zaozhuang, Shandong, China, 277100; 4. Department of
Clinical Laboratory, the Affiliated Taian City Central Hospital of Qingdao University, Taian, Shandong, Chi-
na, 271000)

[ABSTACTS] Objective To explore the value of combined detection of thrombin time (TT) and al-
bumin (Alb), carcinoembryonic antigen (CEA ), carbohydrate antigen 199 (CA19-9) in the differential diag-
nosis of colorectal cancer and intestinal polyps. Methods 500 patients with colorectal cancer and 500 patients
with intestinal polyps diagnosed by pathology at the Affiliated Taian City Central Hospital of Qingdao Universi-
ty were retrospectively analyzed from March 2019 to July 2020. Additionally, 500 healthy volunteers were in-
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cluded as the control group during the same period. The expression levels of TT and Alb, CEA, CA19-9 in the
three groups were compared, and a receiver operating characteristic (ROC) curve was drawn to evaluate the ef-
fectiveness of single and combined detection in diagnosing and differentiating diagnosis of colorectal cancer and
intestinal polyps. Results Compared to the healthy group, the levels of TT and Alb in the colorectal cancer
group were significantly decreased, while the levels of CEA and CA19-9 were significantly increased; the dif-
ference was statistically significant (Z=-11.69, —27.38, —18.32, —10.28, P<0.05). Similarly, compared to the
healthy group, the levels of TT and Alb in the intestinal polyposis group were significantly decreased, while the
levels of CEA and CA19-9 were significantly increased ; the difference was statistically significant (Z=-3.94,
-15.95, —=6.17, —=3.70, P<0.05). Furthermore, when comparing the intestinal polyposis group to the colorectal
cancer group, the levels of TT and Alb were significantly decreased in the later, while the levels of CEA and
CA19-9 were significantly increased ; this difference was statistically significant (Z=-7.82, -13.69, —13.89,
—-7.07, P<0.05). ROC curve analysis showed that the AUC of TT and Alb, CEA, CA19-9 combined detection
for colorectal cancer screening was 0.96, with a sensitivity of 0.870, and a specificity of 0.956. For screening
intestinal polyps, the AUC of combined detection was 0.825, with a sensitivity of 0.684, and a specificity of
0.836. The AUC of distinguishing colorectal cancer from intestinal polyps was 0.851, with a sensitivity of 0.772
and a specificity of 0.820. Conclusion The combined detection of TT and Alb, CEA, and CA19-9 has high
clinical value in colorectal cancer screening. It better distinguishes colorectal cancer from intestinal polyps,
providing a reference for the screening and differential diagnosis of colorectal cancer and intestinal polyps.
[KEY WORDS] TT; Alb; CEA; CA19-9; Colorectal cancer; Intestinal polyps
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Table 1 Relative expression levels of TT, Alb, CEA, CA19-9 in each group
4151 n TT(sec) Alb (g/L) CEA (ng/mL) CA19~9(u/mL)
S E M 500 15.80(15.20~16.40) 40.60(36.90~43.30) 4.55(2.35~11.30) 14.60(8.59~29.07)
fradoi] 500 16.50(16.00~17.00) 47.70(45.90~49.40) 1.64(1.10~2.42) 0.73(7.27~12.33)
P{H <0.01 <0.01 <0.01 <0.01
VAL -11.69 -27.38 -18.32 -10.28
7B=NAE 500 16.20(15.60~16.90) 44.35(42.03~46.30) 2.15(1.35~3.26) 10.51(7.05~15.93)
fradoi] 500 16.50(16.00~17.00) 47.70(45.90~49.40) 1.64(1.10~2.42) 9.73(7.27~12.33)
P{H <0.01 <0.01 <0.01 <0.01
VAL -3.94 -15.95 —-6.17 -3.70
NN 500 15.80(15.20~16.40) 40.60(36.90~43.30) 4.55(2.35~11.30) 14.60(8.59~29.07)
77BN A 500 16.20(15.60~16.90) 44.35(42.03~46.30) 2.15(1.35~3.26) 10.51(7.05~15.93)
P{H <0.01 <0.01 <0.01 <0.01
718 -7.82 -13.69 -13.89 -7.07
2'.
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Figure 1 The relative expression levels of TT and Alb in colorectal cancer and intestinal polyps
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Figure 2 The relative expression levels of CEA and CA19-9 in colorectal cancer and intestinal polyps
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Table 2 Correlation between the expression levels of TT, Alb, CEA, CA19-9 and the clinical pathology features of patients

with colorectal cancer

A Ll AT
RIS <62 >62 5 A s ML
(n=199) (n=301) (n=313) (n=187) (n=65) (n=354)
N 15.60 15.80 15.60 16.10 15.60 15.80
s
T P (15.00~16.40) (15.30~16.40) (15.00~16.20)  (15.40~16.60) (15.20~16.60) (15.10~16.40)
P{H >0.05 <0.01 >0.05
VAL -1.70 -4.64 -0.30
N 41.90 39.90 40.80 40.50 39.80 40.70
s
Alb P (38.30~44.80) (35.80~42.60) (37.05~43.30)  (36.40~43.40) (34.50~43.30) (37.20~43.30)
P{H <0.01 >0.05 >0.05
VAL -4.88 -0.61 -1.67
N 4.49 4.55 4.53 4.53 6.28 3.93
INAST T H
CEA  PHSHALIFIEL (1.99~10.63) (2.54~11.35) (2.45~11.36) (2.45~11.36) (3.09~12.34) (2.16~9.05)
P{H >0.05 >0.05 <0.05
VAL -1.08 -0.49 -2.46
N 14.80 14.57 14.06 16.06 23.60 13.75
. INAT ]
CA19-9 PUSHAL I EL (7.89~27.81) (8.96~29.53) (8.23~27.44) (8.99~32.07) (9.39~54.96) (7.94~24.29)
P{H >0.05 >0.05 <0.01
VAL -0.51 -1.04 -3.14
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Table 3 Correlation between the expression levels of TT, Alb, CEA, CA19-9 and the clinical pathology features of patients

with intestinal polyps

FEIE B0 A P50
<62(n=297) >62(n=203) H (n=309) 4 (n=191)
TT DY 43 1) 5 16.10(15.60~16.80) 16.30(15.70~17.00) 16.00(15.50~16.80) 16.40(15.90~17.00)
P >0.05 <0.01
VA -1.70 -3.92
Alb DY 43 ) 5 44.90(43.00~46.80) 43.50(41.00~45.50) 44.70(42.80~46.90) 43.60(41.60~45.50)
P{H <0.01 <0.01
Z{a -4.73 -3.74
CEA VY 4340 1) £ 1.89(1.27~2.98) 2.36(1.43~3.62) 2.24(1.49~3.58) 1.84(1.20~2.99)
P{H <0.01 <0.01
Z 18 -3.29 -3.43
CA19-9 VY 43457 ) %5 6.57(0.60~9.89) 7.34(1.01~11.07) 10.72(7.18~15.62) 9.88(6.99~16.16)
PH <0.05 >0.05
VAL -2.38 -0.20
*4 TT.Alb.CEA.CA19-9 R BB &M & HFE. 10 = 2
1 B B 15 U 3 A 031 ~ b
Table 4 TT, Alb, CEA, CA19-9 and their combination in I —?ﬁf\;}\l;ﬁ
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I AUC  95%CI  HURPE H55edk ' Avc-oms
251 i TT 0713 0.682~0.745 053  0.79 0 02 04 06 03 10
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CEA 0.832 0.807~0.857 059 092 B4 TT.Alb.CEA.CA19-9 RIUEESILHIZERRN
CAI9-9  0.683 0.648~0.717 053  0.89 ROC %
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55 E N Alb 0.75 0.720~0.780  0.74  0.65
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Figure 3 ROC curves of TT, Alb, CEA, CA19-9 and their

combined diagnosis of colorectal cancer
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Figure 4 ROC curves of TT, Alb, CEA, CA19-9 and their

combined diagnosis of intestinal polyps
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P38MAPK \JNK KI5 B3, 2 534 G5 X (1=7.143 ,4.999 ,9.528 . 6.805 . 6.890 . 6.226 , 8.132 , 7.807 .
7.162.7.588, P<0.05) ; STEMI £H 1 Jo & Vit 2. % PBMCs 1 p38MAPK \JNK B35 157K 18 T 1L 1TF 7 5 3,
ZRA G X (1=5.208 ,4.240, P<0.05) ; 42 ROC £k 50#T , PBMCs H p38MAPK \JNK 11 4% 35 /K X
STEMI & # PCLJG LA i A A WM ME (P<0.05), 4518 STEMI £ #% MAPK ifll i ' p38MAPK \JNK [V
o IR 5 T SV IS JPCLE EE A .
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Relationship between MAPK pathway in peripheral blood mononuclear cells and

inflammatory response, no reflow after PCI in patients with STEMI
MA Longfei*, HAN Xinyu, CHEN Chang, WANG Juntao, WANG Di
(Department of Cardiology, Zhengzhou Seventh People’s Hospital, Zhengzhou, Henan, China, 450000)

[ABSTRACT] Objective To investigate the relationship between mitogen -activated protein kinase
(MAPK) pathway in peripheral blood mononuclear cells (PBMCs) and inflammatory response, no reflow af-
ter percutaneous coronary intervention (PCI) in patients with STEMI. Methods STEMI patients who under-
went PCI from February 2021 to October 2022 and healthy volunteers who underwent physical examinations
during the same period were divided into the STEMI group (n=92) and the control group (n=100) , respec-
tively. The expression levels of p38MAPK and JNK in PBMCs were detected using fluorescence quantitative
PCR. Based on the median, the patients in the STEMI group were divided into high expression and low expres-
sion groups for p38MAPK and JNK. The levels of ICAM-1, TNF - a and IL-6 in serum were tested, and the
degree of myocardial injury and no reflow in STEMI patients were evaluated. Result The expression levels of
p38MAPK and JNK in PBMCs of the STEMI group were higher than those of the control group, and the differ-
ence was statistically significant (#=5.386, 5.126, P<0.05). The peak values of CK-MB, ¢TnT and the con-
tents of ICAM-1, TNF - o and IL-6 in the serum of patients with high expression of p38MAPK and JNK in the
STEMI group were higher than those of patients with low expression of p38MAPK and JNK. The difference
was statistically significant (r=7.143, 4.999, 9.528, 6.805, 6.890, 6.226, 8.132, 7.807, 7.162, 7.588, P<
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0.05). The expression levels of p38MAPK and JNK in PBMCs of patients with no reflow in the STEMI group
were higher than those of patients with normal blood flow. The difference was statistically significant (=
5.208, 4.240, P<0.05). The ROC curve analysis showed that the expression levels of p38MAPK and JNK in
PBMCs can predict no reflow in STEMI patients after PCI. Conclusion The overexpression of p38MAPK and

JNK in the MAPK pathway of STEMI patients is associated with the activation of inflammatory response and

the occurrence of no reflow after PCI.
[KEY WORDS]

togen activated protein kinase ; Inflammatory response ; No reflow
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F 1 STEMI 538840 PBMCs H p3SMAPK .JNK ik
HILLEE (x+s)
Table 1 Comparison of p38MAPK and JNK expression in
PBMCs between STEMI group and control group (x+s)

215 n P38MAPK JNK
STEMI 44 92 1.20+0.30 1.18+0.29
X FRZH 100 1.00+0.21 1.00£0.19

18 5.386 5.126

P{H 0.000 0.000

1, p3SMAPK \JNK 15 33k F 5 L3 CK-MB IE1H |
cTInT WEE B BN, ZR A S ¥ E L (P<
0.05), W2,

%2 STEMIZH p38MAPK JNK BRIZ5RRIEEE
DR RERLER (xs)
Table 2 Comparison of myocardial injury degree between
patients with high and low expression of p38MAPK and JNK
in STEMI group (x+s)

fabr RIBKF

n CK-MB & (U/L) cTnT (i (ng/dL)

P3BMAPK 1533k 46 154.94223.81 4.51+0.93
REE 46 121.24+21.38 3.62+0.77

tE 7.143 4.999

PiH 0.000 0.000
JNK F#RBE 46 160.22+24.12 4.66+0.95
K2k 46 115.96+20.27 3.47+0.71

tE 9.528 6.805

PH 0.000 0.000
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Table 3 Comparison of serum ICAM-1, TNF-« and IL-6 in
patients with high and low expression of p38MAPK and JNK
in STEMI group (x+s)

Eistan ik ICAM-1 TNF-« IL-6

AKoE " (ng/mL) (ng/mL) (pg/mL)
P3BMAPK 351k 46 2164444258 12.77+3.52  56.51+9.25
Rk 46 162.56+31.62  8.94+2.24  41.44%8.51
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Table 4 Relationship between p38MAPK and JNK
expression in PBMCs and no reflow of STEMI group (X +s)

ZilEo n P38MAPK JNK
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TR B 14 1.54+0.23 1.4620.26
18 5.208 4.240
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Figure 1 ROC curve of p38MAPK and JNK

expression in PBMCs to predict no reflow
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i 2% 5 AT
Table 5 ROC curve analysis of p38MAPK and JNK
expression in PBMC:s to predict no reflow
fBhr AUC  95% CI  #WifE REJE RRE PHE

p38MAPK 0.878 0.773~0.982 1.315 75.64% 92.86% 0.000
JNK 0.807 0.667~0.946 1.325 73.08% 85.71% 0.001
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Expression and clinical significance of serum IGF-1, MCP-1 and ET-1 in acute respiratory
distress syndrome after esophageal cancer surgery

KANG Cuiwei', LI Ying', LIU Ning', JIA Xiangbo®*

(1. Department of Anesthesiology and Perioperative Medicine , Henan Provincial Key Medicine Laboratory of
Nursing, Henan Provincial People’s Hospital, Zhengzhou University People’s Hospital, Zhengzhou, Henan,
China, 450000; 2. Department of Thoracic Surgery, Henan Provincial People’s Hospital, Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To analyze the expression and clinical significance of insulin-like growth
factor 1 (IGF-1), monocyte chemoattractant protein-1 (MCP-1) and endothelin-1 (ET-1) in patients with
acute respiratory distress syndrome (ARDS) after esophageal cancer surgery. Methods From December 2020
to May 2022, 256 patients with esophageal cancer were selected and divided into two groups: the non-ARDS
group (194 cases) and the ARDS group (62 cases) based on the occurrence of ARDS after the operation. The
levels of serum IGF-1, MCP-1 and ET-1 were compared between the non-ARDS and ARDS groups. The lev-
els of serum IGF-1, MCP-1 and ET-1 were compared at different time points after the operation within the AR-
DS group. Furthermore, the levels of serum IGF-1, MCP-1, ET-1 and APACHE I score were compared with
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the ARDS group. Pearson correlation analysis was used to examine the relationship between serum IGF-1,
MCP-1, ET-1 levels and APACHE Il score. Moreover, the ROC curves were drawn to analyze the predictive
value of IGF-1, MCP-1 and ET-1 detection alone or in combination after ARDS for esophageal cancer.
Results Serum levels of IGF-1, MCP-1 and ET-1 in the ARDS group were significantly higher than those in
the non-ARDS group, and the difference was statistically significant (P<0.05). The comparison of serum IGF-1,
MCP-1 and ET-1 levels showed that 7 days after surgery >4 days >1 day after surgery, with a statistically sig-
nificant difference (P<0.05). The comparison of serum IGF-1, MCP-1, ET-1 levels, and APACHE I scores
indicated that the severe group >moderate group >mild group, with a statistically significant difference (P<
0.05). Serum levels of IGF-1, MCP-1 and ET-1 were positively correlated with APACHE Il scores (P<0.05).
The sensitivity, specificity, and AUC (95% CI) of the combined detection of IGF-1, MCP-1 and ET-1 for
ARDS after esophageal cancer surgery were 93.27% , 90.05% and 0.811 (0.774~0.932) respectively. All these
values were higher than the above indicators (P<0.05). Conclusion The levels of serum IGF-1, MCP-1 and
ET-1 are elevated in patients with ARDS following esophageal cancer surgery. This increase is associated with
the development of ARDS and could serve as a marker for evaluating both the occurrence and severity of AR-
DS post-surgery. Additionally, the combined measurement of all three markers may be more valuable in pre-

dicting the likelihood of ARDS after esophageal cancer surgery.

[KEY WORDS] Insulin-like growth factor; Monocyte chemotactic protein; Endothelin-1; Esophageal

cancer; Acute respiratory distress syndrome
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Relationship between serum HIF - 1, VEGF and myocardial injury in patients with
explosive myocarditis

HUO Lina'*, LIU Jing', LIU Yali®

(1. Department of Cardiovascular Medicine, the First Affiliated Hospital of Zhengzhou University, Zheng-
zhou, Henan, China, 450000; 2. Digestive Endoscopy Center, the First Affiliated Hospital of Zhengzhou
University , Zhengzhou, Henan, China, 450000 )

[ABSTRACT] Objective To explore the relationship between serum hypoxia-inducible factor- 1«
(HIF-1a) , vascular endothelial growth factor (VEGF) and myocardial injury in patients with fulminant myo-
carditis. Methods A total of 62 patients with fulminant myocarditis were admitted to the First Affiliated Hos-
pital of Zhengzhou University and 40 healthy individuals were enrolled as the study group and the control
group between June 2017 and October 2022. The levels of serum HIF-1a and VEGF were detected. Based on
prognosis, patients in the study group were divided into a death group and a survival group. The levels of se-
rum HIF-1la and VEGF, myocardial injury markers, cardiac ultrasound parameters, and length of hospital
stay in the two groups were compared. The correlation between serum HIF-1la, VEGF and myocardial injury
markers, cardiac ultrasound parameters, and length of hospital stay, as well as the prognostic value of serum

HIF-1a, VEGF and myocardial injury markers were analyzed. Results The levels of serum HIF-1la and
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VEGEF in the study group were higher than those in the control group, with statistically significant differences
(P<0.05). The levels of serum HIF-1a, VEGF, brain natriuretic peptide (BNP) , creatine kinase isoenzyme
(CK-MB) and cardiac troponin I (c¢Tnl) in the death group were higher than those in the survival group. Left
ventricular ejection fractions (LVEF) and left ventricular end diastolic diameter (LVEDD) were lower than
those in the survival group. The length of hospital stay was longer than that in the survival group. The differenc-
es were statistically significant (P<0.05). Pearson correlation analysis showed that serum HIF-1a and VEGF
were positively correlated with BNP, CK-MB and ¢Tnl (P<0.05). There was no correlation between serum
HIF-1a, VEGF levels and LVEF, LVEDD, or length of hospital stay (P>0.05). The receiver operating char-
acteristic curves showed that the area under the curve values of serum HIF-1la, VEGF, BNP, CK-MB and
cTnl for predicting prognosis were 0.708, 0.766, 0.847, 0.852 and 0.864, respectively. Conclusions Serum

levels of HIF-1a and VEGF are closely associated with myocardial injury in patients with fulminant myocardi-

tis, and can be used to assess prognosis.

[KEY WORDS] Hypoxia-inducible factor-1a; Vascular endothelial growth factor; Fulminant myocar-

ditis ; Myocardial injury
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Gt B (P>0.05), W#1,

2.2 WA 5%} B4 13 HIF-1o . VEGF 7K F b8
5% 28 1137 HIF-1o . VEGF 7K &5 T X% BE 41,
ERAGIFE L (P<0.05), W2,

®2 WMRASITEAME HIF-1a VEGF K FLLE (T+s)
Table 2 Comparison of the levels of serum HIF-1a and

VEGF between the study group and the control group (x+s)

215 n HIF-1a(ng/mL) VEGF (pg/mL)
ol 62 65.53+12.86 153.84+30.51
X 2 40 38.44+10.26 72.63+18.84

18 11.212 15.068

P1E <0.001 0.001

2.3 A[FFE 85 L HIF-1o, VEGF 7K F 5.0
WL 348 b5 7K LA

W ABF T % ] 17.74% , RIFET -4 517154
BENN 11615 51 4, FET- 41 L HIF-1a.,
VEGF }2.U 14545 BNP .CK-MB .cTnl #8471 7K F- 24
TAAEH, ZRAGHEE L (P<0.05), W3,
2.4 N[AIFUG RO IR 7 R s B A B e 1) Eh A

S5 e, SET- 41 R 55 LVEF \LVEDD #
i, A BE B o] B A |, 22 S A it 2 B L (P<
0.05), W34,
2.5 [filif HIF-1o . VEGF 7K F 5.0 L G 4845 O
Uk S 7 4 o R e Sk ] 8 A S 2 A

Pearson AH ¢ 48 7, L7 HIF-1a 7K 5
BNP ,CK-MB . cTnl £ [F 556 & (r=0.313, 0.408,
0.379; P<0.05) , IfiL. i VEGF /K V- 5 BNP,CK-MB .
cTnl & IE #H & X & (r=0.357, 0.326, 0.475; P<
0.05) ; IfiL & HIF-1a . VEGF 7K°F- 5 LVEF ,LVEDD ,
A B B[] Z (B BIASAEAEAR D E 2R (P>0.05) 6

x1 MRASHRAELZHFBLLER (x+s5)

Table 1 Comparison of baseline data between the study group and the control group (x+s)

2151 n TR (B () REEE(kgm?) U4 )E (mmHg ) FF9KE (mmHg)  0R (K /min) - PR (YK /min )
T IE 4l 62 38/24 41.86x10.53 22.13x1.05 112.61+17.39 69.65+12.31 89.50+7.68 20.10+2.14
X RLH 40 22/18 42.84+11.54 22.54+1.21 125.46+14.36 81.36x11.05 85.00+8.65 20.05x2.20

1l 0.397 0.442 1.813 3.893 4.879 2.749 0.114

P1E 0.529 0.660 0.073 <0.001 <0.001 0.007 0.910

*®3 AEHEEEMDE HIF-1a, VEGF /K FE 5O ARGIEIRAKFLLE (x+s)
Table 3 Comparison of the levels of serum HIF-1ae, VEGF and myocardial injury markers between patients with different

prognoses (X +s)

21 n HIF-1a(ng/mL) VEGF (pg/mL) BNP(pg/mL) CK-MB (U/L) ¢Tnl(U/L)
JET4H 11 73.64+11.51 171.29+38.51 743.862252.64 56.23+12.52 0.63+0.19
eyl 51 63.78+12.56 150.08+27.52 576.77+184.51 44.67+12.36 0.51+0.16

i 2.394 2.153 2.545 2.645 2.728

P{H 0.020 0.035 0.014 0.010 0.008
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x4 AEBBRECHEBFIERRERMEILLE (x+5)

Table 4 Comparison of cardiac ultrasound parameters and length of hospital stay between patients with different prognoses (x +s)

2H 5 n LVEF(%) LAD (mm) LVEDD (mm) LVESD(mm) AEBERsTE] (d)
T4 11 41.28+12.35 33.56+4.75 46.31+3.20 39.21+6.13 12.50+3.55
TR 51 55.75+7.68 36.03+4.16 49.50+4.00 40.14+5.37 10.25%3.08

A 5.040 1.742 2.474 0.508 2.140

PAE <0.001 0.087 0.016 0.613 0.037

2.6 Il HIF-1a . VEGE 7KV 5.0 JULIR 5 48 F5 /K
ST 5 T T AR E 53 B

ROC i1 £ & 7, Ifil % HIF-1a, VEGF . BNP,
CK-MB ., cTnl i il 5 35 7 J5 17 il 2 5 10 FH (Area
under curve, AUC) 43 5l & 0.708. 0.766 . 0.847 ,
0.852.0.864, HIF-1o . VEGFE Uil 41 {1 5 .0 LA 455
FEAR T AN (A 24 (Zie-ras me= . 1.505 , Zite- 10 cxvs=
1.598, Zur - 1ave en=1.853, P>0.05 Zinr - 100 5¢=0.883,
Zitr-tasckmz=0.985, Ziiprasera=0.575, P>0.05), W5,
K1,

5 0% HIF-1a, VEGF K 50 ARG 4Rk F3F &
S TN A B 5 A
Table 5 Value of the levels of serum HIF-1ae, VEGF and

myocardial injury markers in predicting the prognosis

Febi M AUC BURTE AR5
(%) (%)

HIF-lae 65.58 ng/mL 0.708 0.555~0.86 100.00 41.18 0.032
VEGF 166.91 pg/mL 0.766 0.622~0.911 72.73  74.51  0.006

BNP 676.95 pg/mL 0.847 0.729~0.964 72.73  88.24 <0.001

CK-MB 53.84 U/L 0.852 0.734~0.97 72.73  86.27 <0.001

cTnl 0.59 U/L  0.864 0.772~0.955 100.00 66.67 <0.001

95% CI P

100 F

0 -~ HIF_la
80 ~ VEGF
~- BNP
70 b
A 60 | - CK_MB
=] - CK_MB

& 50
10
30
20
10 M
e e |
01020 30 40 50 60 70 80 90 100
100 554

B 1 ROC iz
Figure 1 The ROC curves
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SETURIN, U T RV R AR A AE KR AR Bl ko
FERBALBESR | I 28 th 41 4 S o7 fin = FB 350 17 T v
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VEGF 7K~V il 34 0 vy, 5 X0 I 55 i i 9 45
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L UL 545 4% BNP .CK-MB .cTnl |7}, #7503
REFRARPEAR, AR B, SAEAM T, st 4
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T2 BB AR AE AR RN ™ 2 1O LA 40 473 A B
RAE DR, RN K& REHTFE K5
Wh , T 3K 6 5% 1 PR - 2 R fe Jin FEATLAAR ARE
% AL LA 47 , 8 BNP .CK-MB .cTnl 7} , LVEF
LVEDD 7K ¥R A%, 9 K 8 35 4 B i) 1], i 33K
ARG o Sh¥) S5 UuESE , R i BB i nT LA
389k A I BRLC IUL R PR R 4 X — AR R T
AE 5 HL T LAY oK BUAR Y HIF-1a0 7K A K, 1T I
DG 5 HIF-1a KRB Y] . A O EE A
A S 7, o PR O JULARE 6 K BRUNE P 3% 3R Ab
PEAT Bl Tk A R RO LA 3 , 402 a2 30 A I 4 TR
X —1E 5 % R Y VEGE KL R %), ]
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P, i3 HIF-1oa. VEGF 5 8 F .0 L1 % 2 %
), #E I HIF-1a . VEGF 1] B8 5 28 & O LR 0
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B DR B IR 593 4 #% SDF-1.HO-1 J MDA K °F-
A AL K2 55 IL-6 . TNF-a . CRP [ AHE

RER EH MNER XNFH 4uih FE*

[ ZE]1 B v oL B A8 (DR ) B 35 R 40 A7 A 7 (SDF-1) | IfiL 21 25 i 48 -1
(HO-1) K1 % (MDA ) 7K E28 4k K 5 A2 -6 (IL-6) i R FE PR~ (TNF-o0) . C J 3 25 11 (CRP) B AH
Kk, Ak BEEC2020 4 5 1 & 2023 45 1 R4 S EBEISCE 19 131 4 DR 558 DR 41, 75 BE R
TEAR e A BE 1) 2 B PR3 S5 8 100 6 JE DR 4. HL3 M4l SDF-1 .HO-1 MDA /K- ; tLE 41 IL-6
TNF-a ,CRP 7K F- 5 [ AN [R] 43 DR 2% SDF-1.,.HO-1 . MDA 7K ; 5% FH Logistic [543 #7521l DR & 4=
RYFHOEH 2, 2047 DR 20 #255 SDF-1,HO-1 MDA 7K 5 IL-6 . TNF-o. .CRP fAH 1. £58R DR 41 SDF-1,
HO-1 7KF L4k DR 284K, MDA 7K-F- LAl DR 41 55, 22 5 A g it & X (P<0.05) ; DR 41 IL-6 ,TNF-a. ,CRP
JKF- AR DR 4H 5, 2% 5B Si it 7 X (P<0.05) ; SDE-1 . HO-1 7KF-: T ~ 1 #>11~IV #3>V ~ VI i, MDA
K T~ T HI<M~IV <V~ VI, 22 5345 G812 3 L (P<0.05) 5 28 Logistic 2 K Z 40 #r ow , PG A %
BMI=24 km/m* & I A 5 L% 75 0LJE . IL-6>1.17 mg/mL  TNF-«>30 ng/L . CRP>10 ng/mL . SDF-1>2
ng/mL HO-1<125 ng/mL .MDA>4.06 wmol/mL ¥J &5 17 DR & 2 i il 37 f& 16 IR 2 (P<0.05) ; 1ML 3i5 4 1 [
F IL-6 . TNF-a.CRP 5 SDF-1,HO-1 £ i #{15¢ , 5 MDA £ 1E M ¢, HL¥ 8 fh A 56 (P<0.05) . 4518
SDF-1.HO-1 MDA .IL-6 .CRP \TNF-a 7KV~ 5 DR (& & JBA —E KR, il K[R8 bRk 0T
HE— LRI DR 4 A& HL I FTE ST T e B o i) S8

[£giR] BRI %S ; SDE-1; HO-1; MDA ; IL-6; CRP; TNF-a

Changes of SDF-1, HO-1 and MDA levels in patients with diabetic retinopathy and their
correlation with IL-6, TNF-a and CRP

ZHAO Yujie, WANG Min, LIU Yufeng, LIU Xuejing, ZHONG Shengnan, LI Ying*

(Department of Ophthalmology, the First Medical Center of the General Hospital of the People’s Liberation
Army, Beijing, China, 100853)

[ABSTRACT] Objective To analyze the changes of stromal cell derived factor (SDF-1), heme oxy-
genase-1 (HO-1) and malondialdehyde (MDA ) levels in patients with diabetic retinopathy (DR ) and their cor-
relation with interleukin-6 (IL-6) , tumor necrosis factor (TNF-a ) and C-reactive protein (CRP). Methods
A total of 131 patients with DR were admitted to our hospital from May 2020 to January 2023 and were select-
ed as the DR Group. Another 100 patients with type 2 diabetes admitted to our hospital during the same period
were selected as the non-DR group. The levels of SDF-1, HO-1 and MDA were compared between the two
groups, as well as the levels of IL-6, TNF-aand CRP. Furthermore, the levels of SDF-1, HO-1 and MDA in
patients with different stages of DR were compared. Logistic regression was used to analyze the related factors
affecting the occurrence of DR, and the correlation of SDF-1, HO-1 and MDA levels with IL-6, TNF-a and
CRP in the DR Group was analyzed. Results The levels of SDF-1 and HO-1 in the DR group were lower
than those in the non-DR group, and MDA levels in the DR group were higher than those in the non-DR group
(P<0.05). The levels of IL-6, TNF-a and CRP in the DR group were higher than those in the non-DR group
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(P<0.05). SDF-1 and HO-1 levels were observed to be highest in the I-1I period, followed by the Il -IV peri-
od, and lowest in the V—VI period. Conversely, MDA levels were highest in the V—VI period, followed by

the -1V period, and lowest in the 1 —II period. These difference was statistically significant (P<0.05). Lo-

gistic multivariate analysis showed that female gender, BMI = 24 km/m*, combined hypertension, hyperlipid-
emia, IL-6 >1.17 mg/mL, TNF-a >30 ng/L, CRP >10 ng/mL, SDF-1 >2 ng/mL, HO-1 <125 ng/mL, and
MDA >4.06 pmol/mL were all independent risk factors affecting the occurrence of DR (P<0.05). Further-

more, serum inflammatory factors IL-6, TNF-a and CRP showed a negative correlation with SDF-1 and HO-1,
but a positive correlation with MDA (P<0.05). Conclusion The levels of SDF-1, HO-1, MDA, IL-6,

CRP, and TNF-a have a certain relationship with the occurrence and development of DR. The detection of

these indicators can provide a new way to further explore the pathogenesis and treatment of DR.

[KEY WORDS]
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TRABIEGE , BF9E N 51 e A A P A A i 48 728 2
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S5 3K 5 TH ¥ (Malondialdehyde , MDA ) 7K *F- 1] Jz
WL 2R AN A7 ) [t BEcE a s e EmRE A
fIEFE N Y HUA HIE R P S, 2375 H R
SRR, FEGRALE IR E R A
5 7E47 47T DR £ SDF-1.HO-1 J2 MDA /K V-5 4k,
B 5 R45E R F HA Y % -6 (interleukin 6,1L-6) | IR
BER - (tumor necrosis factor-a, TNF-a) . C JZ W &
H (C-reactive protein, CRP) A HGE AN o

1 #RE5HZ®

1.1 — R

PEHL 2020 4F 5 H % 2023 4F 1 A il 245 A0 B e
IR A 131 41 DR J % b DR 41, Hop 3B 75 9, £
56 f1] ; SF- P4 (57.19+8.62) % Hil Jik s - 441
(14.82+5.27) 4F 5 - #] BMI (24.65+1.32) km/m?*; &5
JEPEE < e 1 Hs 43 191, w5 I RE 28 1] 5 i PR 43 1
T 3318 i, 1A 31 41, WA 25 4], IVIH 27 %], VI
184, VI 12 4], 53 e B[R] 70 AR e A3 B 1 2 R
PRI B 2 100 ] A JE DR 41, Hip 5B 56 4], £ 44
3] 5 2 4 14 (56.83+8.93) % 5 B IR 9% - 24 9 72

Diabetic retinopathy ; SDF-1; HO-1; MDA ) ; IL-6; CRP; TNF-«

(15.15£5.33) 4F 5 SF- ¥ BMI (23.17+1.17 ) km/m®;
G I < U 32 ], e I AR 24 151 PZE PR
RS OBEPRE R R L E S R R E (P>
0.05), BA ] etk . AR5 LE B it St
HERE . B RREEEMERE .

AR UE : QWA IBIFF G 2 BUE PR I FHC bR
#E"; @DR 4454 DR AH 2 Widr i s I R
TRl REE . HEBRbRAE : OAEEBERT 2 IR &R
b MR FR IRy s @A IR FB 0 s sl AR AR s s I
fth S RUME PRI R s OEVER R B OB IR
W DRI 1 B2 Wk 1597 5 © BB A B BEAK i
12 ik
1.2.1 SDF-1 &l

IO 2 5 s I R KL 3 mL, SR TR
TTHesE B FLE A ACUKFE WA TR AE  JFE 4 h N
I} FACSCalibur 3t X 20 {6 SDF-1,
1.2.2 HO-1 MDA . 14 %-6(Interleukin-6,1L-6) |
Jip 983 IR AE X 7~ ( Tumor necrosis factors , TNF-a) .
C J i £ [ (C-reactive protein , CRP ) ¥l

R P 2 £ 3 R S IR R Dk i 8 mL, i & 20
min, B A OHLF, R EE O N 125 em
B0 S 3000 t/min | &0 B E] A 10 min 7F
7B, BR WU T A DU o SR P Rl BBC 6 328 1k K
W IL-6 (K7 i i m A A W B 2% TR IRA
A4 ) TNF-o [ 20500 B W] W7 A= 5 4 oK (dE 52)
A B Al R4 ] HO-1 G i i — B A= P B
FoA BR A /AL ) 5 R FH S e 358 S Lb v I
CRP (351 F 190 B 7k A BH O A Rk 5 003 A5 R 2>
AR L) 5 2R Eb 23246 MDA G i e 5t A
A=) TRERF T TR ) o
1.3 WELHE R

FLA W 2H SDF-1 . HO-1 .MDA 7K ; Fb s i 2H



NTEWiERITE 20244E3 A ¥ 104 4531 J Mol Diagn Ther, March 2024, Vol. 16 No. 3 - 541 -
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TNF-« .CRP A AH G
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K H SPSS 21.0 Ge i 817 Se it 404, 1
TR (3 +5) 2 , AR FLBCR F ¢ K256, 240 ]
Fb 45 2R FH F ¥ 56 5 5% FH Logistic 2 K £ 43 #r 5 Wi
DR BAH IR 2 2K Pearson AH &4 53 #r DR 2
# SDF-1 ,HO-1 MDA /K5 IL-6 ,\ TNF-a. ,CRP [}
KFR,LLP<0.05 WS BEAG R L.

2 &R
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[bIE DR 4, 22 A G X (P<0.05), WK1,
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Table 1 Comparison of SDF-1, HO-1 and MDA levels

between the two groups (x+s)

M5 n SDF-1(ng/mL) HO-1(ng/mL) MDA (pmol/mL)

JEDR4AH 100  5.79+0.87 91.45+9.39 15.25+1.88

DR 131  5.2620.56 70.67+8.23 22.1622.13
i 5.615 17.883 25.687
P <0.001 <0.001 <0.001

2.2 HZHAY IL-6 . TNF-o .CRP /KK L 5%

DR 4] IL-6, TNF-« . CRP 7K *F-#J It F: DR 41
L, ZER AR L(P<0.05) . W2,
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SDF-1 . HO-1 /K I ~TT > ~IVI#>V~VI

K2 TWHHBIIL-6,TNF-a,CRP /K FLLEE (2 +s)
Table 2 The levels of IL-6, TNF-a and CRP were

compared between the two groups (x +s)

21 51 n IL-6(mg/mL) TNF-a(ng/L) CRP(ng/L)

JEDR4L 100 4.32+0.73 8246826  36.25+4.19

DR 41 131 6.07+0.81 128.74+11.17  56.7426.07
2N 16.973 34.795 28.900
PAE <0.001 <0.001 <0.001

B, MDA K¥-: T ~T < ~IVI<V~ VI, 2257
B3 L (P<0.05), W33,

*3 AFE4%H DR EFHK SDF-1,HO-1 MDA 7K F LL 5
(x+s)
Table 3 Comparison of SDF-1, HO-1 and MDA levels in
DR patients of different stages (x+s)

205  n  SDF-1(ng/mL) HO-1(ng/mL) MDA (wmol/mL)
[~ 49 5.63+0.84 80.69+8.83 17.41+3.88
m~vi 52 5.17+0.53 69.33+7.74° 23.64+2.07"
V-~V 30  4.81x0.62" 56.63+6.42" 27.35+1.56"
F1H 14.24 17.883 25.687
P <0.001 <0.001 <0.001

W5 T~ T4, P<0.05, 5 M~IVIIAH L%, °P<0.05,

2.4 320 DR &AW SCR B

2t Logistic Z N2 40 wos , Y8 % . BMI=
24 km/m® A5 I A & L L& LS \IL-6>1.17 mg/
mL ., TNF-a>30 ng/L.CRP>10 ng/mL . SDF-1>2 ng/
mL HO-1<125 ng/mL MDA>4.06 wmol/mL 7K -]
JEFSIE DR A AE AT fER R R (P<0.05) . WL 4,
2.5 SDF-1,HO-1 MDA /K*F-5 IL-6 ,TNF-a ,CRP
(AR S 43 Bt

1.3 % PE K 7 IL-6 . TNF-a . CRP 5 SDF-1,
HO-1 £ 7126, 5 MDA 2 1EAH5E, H A4 0 5 Al
K(P<0.05)., W5,

*F4 MM DREZEMBEXEZLH

Table 4 Analysis of related factors affecting the occurrence of DR

e NSl EAES v
OR Y 95% CI P{H NIz OR Y 95% CI P1H
2 RIBERPRFE 1156 0.572~2.022  0.137
5] 2.624 1.333~7.523 0.015 0= 1=4 1% 2.016  1.152~3.487 0.049
BMI 1.685 0.794~3.577  0.029 0=18.5~23.9 km/m?; 1==>24 km/m* 1.697  1.005~2.864 0.007
=5 10T 6.252 1.820~2.473 0.004 0=TC;1=A 1.104  1.036~1.177  0.002
= ILAE 3.539 1.656~7.560  0.001 0=TC;1=A1 0.002  7.761~36.103 <0.001
IL-6 1.596 1.223~2.084  0.015 0=<1.17 mg/mL; 1=>1.17 mg/mL 1.736  1.026~2.437 0.001
TNF-a 1459  0.595~3.588  0.036 0=<30 ng/L ; 1=>30 ng/L 1.370  0.617 ~3.042 0.017
CRP 4414 1.192~14.376  0.009 0=<10 ng/mL; 1=>10 ng/mL 1.699 1.258~2.516 0.001
SDF-1 1.443 1.185~1.832  <0.001 0=<2 ng/mL; 1=>2 ng/mL 1.585 1.221~2.057 0.001
HO-1 1.474 1.185~1.832  <0.001 0=<125~165 ng/mL; 1=<125 ng/mL #>165 ng/mL.  1.540 1.236~1.918 0.001
MDA 1.697 1.005~2.864  0.007 0=<4.06 pmol/mL ; 1=>4.06 wmol/mL 12.815 9.608~17.165 0.012
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%5 SDF-1,HO-1.MDA 7k 5 IL-6, TNF-a.CRP
B XS
Table 5 Correlation analysis of SDF-1, HO-1 and MDA
levels with IL-6, TNF-a and CRP

w51 IL-6 TNF-a CRP
r {8 P{H r{8 P r i P
SDF-1  -0.632 <0.001 -0.626 <0.001 -0.578 <0.001
HO-1 -0.538 <0.001 -0.779 <0.001 -0.617 <0.001
MDA 0.581 <0.001 0.634 <0.001 0.548 <0.001
3 itig

2 AURE PRI 2 35 10 I8 K S 01 A0 T ik
AN 33 2 {00 ) 15 6 200 1AL A5 P %) P 400 G o R
SEH A G, BRI B = 1 TR AT I s HR S
THAEER RS, e B DR, DR AJ K i B [ A
BB, E S REBURY, JRI R B ™ I EL
BB . Bl AR TG KO $ = B PR 1 kAR
B 2 35 % DR 580k B (9 MR Bl > 45, TR OE
DR B8R 1 ARAR R 7T b i B R —

TNF-o J& —Ff i UL A 42 & I, 7] {f Rho 3
g & 5, #0445 Ik il 45, DA 7 B DR 19 & A L i
&, TIL-6 AL g — i B TR ) S R, M R
A RORE S VI TL-6 ZKF- S8 FH s . CRP &2
PRI AR 520 8 A — A, R & A SR SN
LK B T 5 5 A RGP il 98 M NS, CRP Y
TR D) 23 315 B ARG, 7] UL CRP X 48 E 2 7 ) R A8
e E . TEAWFFE T, DR 419 IL-6 . TNF-o . CRP
K- HAE DR 415, 6B 78— RUBE IR B
A 38 455 A W7 IL-6 . TNF- o . CRP 7K - 6] 42 1T it 52
O A EL A IR O A S A, it Ah R W] IL-6
TNF-a . CRP 7K~V 1) 5 % & 35 A] {ig #F DR 19 JE i
ik,

Ji Y HIEE F ST 4 1, DR HE HLAR Y Y )R T
o S A5, DT S B AR A N SO Y . MDA
kL)Y PO R =L T T A YN N R
TRV UL K Big 2 b Sk s vy Ay %) R B[] s T i)
2 B W 1ML A5 P B A L Az 3R R HO-1 & —
UL B, FENUAR P R FEE AR, AT T
AN . A HRERR, HO-1 BA HE Ak 3l
YHH A T DA BT R AEE T LA R AR R
B SR I, W8 PR R G AL I B 8 0 AN B 2 Hh B
MBS, BN A B E T, DT DR 4 H
MK, AWFFEH, DR 411 HO-1 /K °F- I3k DR
20K, MDA 7K b 3F DR 415 , #2785 5l 2 7Rp

PRI B AR HL#, DR B3 10 i S AL R P o v

SDF-1 A 5 CXCR4 #%5 & , PG 15 5 % .
2 HR 4 MRS ZH 4 i P, SDE-1 1] 845 JR 0 48 i LA
KA Mg . P Wdg i, SDF-1 &2 %
500 I A ML (% %, HL SDF-1 7K - 5 14 4l
TR0 X B0 725 g HIR 0 A R B 2 1 bh o AR AR YR AT
7291, DR 4111 SDF-1 /K F- Lt IE DR 411K . A, A<
WF5E I8 & B8 BMI . I He | 1§ #4725 i DR & 2B 1Y
M7 fE R PR 2 o 2 I T e B, 2 0 HR S
NBI KR T, oA D I 4 o A5 R A 475 A
A JE 5 & DR I AR 58 ) 2% 5 S08 IR
R B 38 5, 55 W AR, 5 e 40 P T2, AT
S P DR ; AL, BMI i 155 23 5 Wi 0 I AR
AT 552 M 90 D) i A5

Z¢ i, SDF-1.HO-1,MDA .IL-6.CRP,
TNF-a 7KF-5 DR W & A R B —EXRFR, it
Kl - iR $8 bR K F- AT A iE— 25 R 5T DR 9 & L
il RYA T 7 R SRR 1 S B

5% 3k

(1] 2RI B, 26 . 55T KAP IS IO 404k I 3 e b
DRIP4 5595 28 55 A vh A R [0 ], PR s 22 i 5 50
2022,19(6) : 51-54.

(2] &M, FH L, mFILZR, S5 M L B AT A -1 KR S
T8 PR 95 & Bl o 28 05 A8 B AH DG PE [T ). e 2, 2021, 42
(4):370-373.

(3] B, kWS, BREY, 4% F5 B VR 10 M2 4 Ak BT
T8 B 975 400 19X B 708 A AR /N BT S AR B 05 [T ). A4 T
FWF5T, 2022,26(17) : 2685-2689.

(4] BURLEE, M5, ARntim, 45 % ER 75 /N BRUILAE 41 1
ORI 9 RE 2 N ) VR LT ). v B R R, 2021, 48
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FI5 5 R A N B 0% R KO S B N AR L]
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(6] Z=m A% W DRIV AL 100 S5 42 SO s 1 355 BRE /K P 357 [
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PLA2R1 HVHLA J£ R 25 A5k S5 050V o vb I R4 1)
GBS Ui

Frerk! AR £ %0 RETa HEEFY

(# ZE] BHH SHUTEEISES A2 2K (PLA2RT) FIAZS U A ML IR (HLA) BE R 225 1 55 5t B 9
(MN) HF R TER A et . A3k 3R 2020 4F 1 H 2 2022 4F 5 H A FE T B BEIA 19 148 i) MN
FEE AR FE R G2 , AR AN ) R0 s R AR T 50 BF TP I G 55 S R 55 B R I ) R AS [) S i (9%
TP BEAIE RGeS TIE KR AR IE R 3R Z0E ) HEAT 40 4, e T A R E R R IE R 43 A6 L e PLA2R1
(rs35771982 ,1s3749117) Fll HLA-DQAI (152187668 ) 3 [N 2 25 , I 434 PLA2R1 Fl HLA JE R 2 5% 5 h
U A e . G5 ACBH I IE AL R B R 4 PLA2RI rs35771982 {37 15 G 45 v 3£ [H | PLA2RI
13749117 37 s, T 2537 35 R 7K - i T i e A R UF 2L R BH R TR 4, 25 57 B2 3 L (P<0.05) i IfiL Y
PELIIFEZH F1 7K 0 N 55 E 4 PLA2R] rs35771982 37 5, G 454 K2 K . PLA2R1 rs3749117 4 5 T 2543 J PR K - &5
T KR I UL IR AR N U2, 22 3 BT 2478 L (P<0.05) s Al IE MN (B3 HLA-DQAI 152187668
A7 s B R oA Ho B, 22 I TESE 75 L (P>0.05) s AR SEHIE MN 3 HLA-DQAI 152187668 {7 s %= A
RO A Hog, 2 R RG22 L (P>0.05) . 4518 PLA2RI (1535771982 .rs3749117) 3 [ 238 ME 5 MN
AR EUER A G, HLHEE (OB PO R R 8L BH R IR ) SR G I PN BELTIE ALK S8 P9 A5 ) S8 3 2 377
PLA2RI i 5 35 R 25 5 T HLA-DQAT 152187668 JE K £ 231t 5 MN & th EfF R %

[EIA] bR BEIRTE A2 Z 44k AP H B kY

Correlation between polymorphisms of PLA2RI and HLA genes and TCM syndromes of
membranous nephropathy

GUO Hongying', JI Weichao®, LI Manman®’, CHENG Xuehong®, REN Meifang"*

(1. Department of Nephrology of Shijiazhuang Second Hospital, Shijiazhuang, Hebei, China, 050000; 2. De-
partment of Nephrology, Yiling Hospital of Hebei Province, Shijiazhuang, Hebei, China, 050000; 3. Depart-
ment of Nephrology, Gaocheng People’s Hospital, Shijiazhuang City,, Gaocheng, Hebei, China, 052160;
4. Nephropathy Department 1 of Hebei Provincial Hospital of Traditional Chinese Medicine, Shijiazhuang,
Hebei, China, 050000)

[ABSTRACT] Objective To explore the correlation between polymorphisms of phospholipase A2 re-
ceptor (PLA2R1) and human leukocyte antigen (HLA) genes and Traditional Chinese Medicine (TCM) syn-
dromes of membranous nephropathy (MN ). Methods A total of 148 patients with MN were admitted to Shiji-
azhuang Second Hospital from January 2020 to May 2022 and were enrolled as the research subjects. The distri-
bution of TCM syndromes and polymorphisms of PLA2RI and HLA genes in all patients was statistically ana-
lyzed, and the correlation between polymorphisms of PLA2RI (rs35771982, rs3749117) and HLA - DQAI
152187668 genes and TCM syndromes was also analyzed. Results The levels of the G allele at the PLA2RI
1$35771982 locus and the T allele at the PLA2RI rs3749117 locus in the qi-yin deficiency group and the spleen-
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kidney yang deficiency group were higher than those in the lung-spleen qi deficiency group and the liver-kid-

ney yin deficiency group. These levels were higher in the blood stasis stagnation group and the fluid-dampness

internal stagnation group compared to the wind-dampness toxicity accumulation group and the dampness-heat

interior retention group. These differences were statistically significant (P<0.05). There was no significant dif-

ference in the distribution of genotypes at the HLA-DQAI rs2187668 locus among MN patients with different

deficiency syndromes (P>0.05). However, there was also no significant difference among MN patients with

different actual symptoms (P>0.05). Conclusion The polymorphisms of the PLA2RI gene are correlated

with TCM syndromes in patients with MN. Most patients with deficiency symptoms (gi-yin deficiency, spleen-

kidney yang deficiency) and actual syndromes (blood stasis stagnation, fluid-dampness internal stagnation)
have variations in the PLA2RI gene (rs35771982 . rs3749117). However, the polymorphisms of the HLA -
DQAI gene, specifically rs2187668 are not correlated with TCM syndromes in MN patients.

[KEY WORDS]
TCM syndrome

& "5 % (membranous nephropathy , MN ) /2 i,
NG B /N Bk i i s LR A, R4S MIN
) B RGN 31.7% (R L) =53 2 — I [ 5 23t
JEMAARWIE . BRI N R MN A R R
RPN, 280 N H F 25 G pL W
AR BE R P Y A A A R R R
AT 50 2 TR e, V7 22 DR B L A% 1 R 2 A8
SO PR 5 MN B 5 & B U AR O . B AR
fiff A2 5Z {4 1 (phospholipase A2 receptor 1, PLA2RI)
P T NGt fhk 2q23~q24 X3, & H 24 AT
Iz 2 25 PE (single nucleotide polymorphism, SNP) fi/
W SRS A e i P SN Y &
40 9 $t J5L (human leukocyte antigen, HLA ) % [A &
BT AL AR 6p21.31, J& AR 28
LN RS . HLA-DQAI J& T £ B UM%
2 4 & (major histocompatibility complex , MHC) II
FE, FEA TR A MM/ E P bR AR T
AMLPUN . EAAHTTIAR H, PLA2RI R HLA f£
MN 32 W g 15 7 SR DA DL AT B9 0 H
Wy AR EE MM . MNJE Tk
i PR B R A S, HORR HIL 322 U
W WOK HZ5 e RIS UESE , v S 25 75 42 = ik
6 G AR AR B R R AR WE
o AR IO i 4 B PLA2R1 R HLA-DQAI
JUASH WAL PR L 5 22 25, WL%¢ PLA2R1 FI HLA ik
NS P EIEMN R, BIE T .

1 ABSHE

1.1 — vt
FEH 2020 4F 1 H & 2022 4E 5 A A F T4 —

Membranous nephropathy; Phospholipase A2 receptor; Human leukocyte antigen;

B2 eI 1Y 148 1) MN H 33 15 R BF 5T X &, 4 i
23~69 %, F-1(44.26+5.65) % ; B 87 4l , Lz 61 1]
I R4 T 047 ), 11390 82 ), 39 19 %, 44
ABRUE : £5 5 P8 E MN 2 Wibr i, 9 2 5 28l
KA 012 5 45 G B (e & 1 B B s v = 11 R 52
e FE (2021) )7 BUE NG HASE R B4 IR TE
BRI >18 & o HERRBRE R EEEIF R R
e 2 A TR B Ak T B R 5 R N R
B BE R IT 5 A IF W MR s A IR B
P 5 SO B A T R R R A
WG LS BE B AR TS 5L 23w it
1.2 BERbsE

K F AR BE 9 10 B R e W AR BT A BB I I
PR R, AL 35 AR i PR A 5T & 45 22 (body mass
index , BMI) | IIfii /R /3 A 4 .
1.3 ik

A AT LG 1 d Y EE 25 18 7 ki 3
mL, & T F e A I £ U 2 TR BB
H, —80C VKA 47 . f#i F DNAzol BD i 5] ($% 2k
KRB ) B R 2 DNA . 2R 3R A il X
R - BRI BEK BE 2 25 VE A M ik 4G PLA2RI
I HLA JER 2 2857 . PCR EHA 55 14 - 96°C 11 25 1
5 min; 96CAEME 20 s,52°CIE & 30 s, 72CTHE(H 30 s,
R 35 MEH ; LA 72 CHE 10 min, JH 1%3%
JE R I F DK A I 3 5 | 10, B T 4 CCUKAR TR
FEREIN . LR 514 7 51 25 i AR RS R AR A BR A
A S AILER 1,
1.4 WEFEHR

OF =25 %S g D NS ]
(2021) "2 MN AR 35 AR 4 AN (7] 2 i i JEL < i
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%R 1 PCR¥ &S|

Table 1 PCR amplification primer sequence

HeH ¥ 51
PLA2RI 135771982 i 5'-GCT TAC ATC CAA ATC CTC CT-3'
Fi#% 5'-ACA CCT CTT CTT CCA CCC TA-3'
PLA2R]I 1s3749117 ¥ 5'-GCA TGG GAA ATG CTG CTG TGT A-3'
T 5-GAG CAC ATG AGC AGT AAA ACA GTG G-3'
HLA-DQAI rs2187668 -3 5'-CAA CAA TCA TTT TAA CCA CAT GGT CCT C-3'

TUiF 5'-GTT GAA GAA CAG GTA ATT TGG GTT GAT A-3’

A BA T REE M FH K TIE AT B BA R AIE ) A [ 812
WE CRR I P BEE L XGRS iE KR A5 IE IR N
ZOUE) AT/ 4L, BT o Bt MIN H IR RS 3 A J—
TR, @G AT A B IE MN 8% PLA2RI
(rs35771982 | rs3749117) K [N 1 7 #i . @ 483t
53 A A Al S HIE MN i % PLA2RI (rs35771982
rs3749117) B R L o3 A o @ S8 3T 40 A1 K 8] i E
MN f# HLA-DQAI rs2187668 3L HE /3 A . B4
FHHTAS R SEHE MN 3% HLA-DQAI rs2187668 %
[FSEiE i
1.5 Gilsaba

K H1 SPSS 20.0 43 B &l L i+ AR n (%)
Fom R 2 K5, A 0B R RN 58 5 3
TR (x +5) 3R, ZAIREA USRS IR R Oy 22
K56 , 28 18] P 5 HL 352K FH LSD-¢ K 56, LA P<0.05 4
ZRHAFGH#E L,

2 HFHR

2.1 MN HEGER oA S — R} 3R

AN [A) R UE AT SZIE MIN P4 51 A i 4 — 00k} L
B, 2R Ig R L (P>0.05), WK 2~3,
2.2 A[AHEIE MN B PLA2RT K4 R Aii

U1 W E 2 R I8 BH O IE 40 PLA2RI
rs35771982 i 5, G G 3L [H | PLA2R1 rs3749117 41
ST S PR KT 2 T il AL <R Tk 4 0 55 B
R, 22 5% A et e L(P<0.05) . W34,
2.3 A[ASZHEMN B PLA2RT KK A3 A

8 I P BE IR 25 A K W8 P 5 IR 41 PLA2RI
rs35771982 v i G 55 5f 3& K | PLA2RI rs3749117
A7 T S AL 5 R 7K Y e 1 KU S e ik 41 7 it 4
WZ IR, 2 5 A % it 8 X (P<0.05) . W
%5,

F2 RIEMN—RHEBEE [n(%), (x£s)]
Table 2 Comparison of general data of MN in deficiency syndrome [n(%), (x+s) ]

51 I PR 5319

45 A BMI (kg/m®

H 531 n 7 X (%) (kg/m?) T e i
Jite JL A R 2 21 15(71.43) 6(28.57) 45.11+5.21 23.77+2.03 6(28.57) 10(47.62) 5(26.32)
SBHPI I 44 26(59.09) 18(40.91) 44.27+6.09 24.41+2.11 14(31.82) 26(59.09) 4(9.09)
JIGL ' PH EEIE 2 67 37(55.22) 30(44.78) 43.81+5.53 24.05+2.17 21(31.34) 39(59.21) 7(10.45)
S I R T 24 16 9(56.25) 7(43.75) 44.965.22 23.18+1.94 6(37.50) 7(43.75) 3(18.75)

2IFAE 1.780 0.385 1.449 4.246

P 0.619 0.764 0.231 0.643

T 5 A AW IR 3L, *P<0.05 5 5 100 B HEIE A LA, P<0.05 5 5 15 B B R4 HL 346, <P<0.05.6
R3 TIEMN—EEREEE (n(%), (xxs) ]
Table 3 Comparison of general data of empirical MN [1n(%), (X +s) ]
51 I PR 43 1A

21931 5 (%) BMI(kg/m’

ZH 5 n r % AR S (% g/m®) 1 130 i
SRS L P BELTIF 20 75 43(57.33) 32(42.67) 44.13+5.77 23.72+2.20 23(30.67) 43(57.33) 9(12.00)
K Hede it 21 33 20(60.61) 13(39.39) 45.09+5.02 24.67+2.03 10(30.30) 18(54.55) 5(15.15)
TR A UEZH 26 15(57.69) 11(42.31) 44.05£5.78 23.88+1.85 10(38.46) 13(50.00) 3(11.54)
AN 2L 14 9(64.29) 5(35.71) 43.34%5.91 24.36+2.19 4(28.57) 8(57.14) 2(14.29)

2IFAE 0.298 0.389 1.717 0.898
P 0.960 0.761 0.166 0.989

T 5 IEIE L 8 , P<0.05 5 5 7K I UL FE A, P<0.05 5 5 3 PN ZE R L L4, °P<0.05,
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£4 AREEIEMNEE PLA2RI HEEES% [n(%)]
Table 4 Distribution of PLA2R1 genotype in MN patients with different deficiency syndrome [n(%) ]

. Jii B AR TR 2H AP IEAL JI6LEF B 2 TIE 4 T B R IE 2 . -
K] {37 5 ESBil
ERALA ERE (n=21) (n=44) (n=67) (n=16) A Pl
GG 14(66.67)" 38(86.36)° 58(86.57)° 9(56.25) 11.047 0.011
GC 6(28.57) 6(13.64)¢ 9(13.43)° 7(43.75) 9.822 0.020
PLA2RI 1535771982  CC 1(4.76) 0(0.00) 0(0.00) 0(0.00) 6.089 0.107
G 34(80.95)® 82(93.18)° 125(93.28)¢ 25(78.13) 11.288 0.010
C 8(19.05) 6(6.82) 9(6.72) 7(21.88)
TT 13(61.90)® 37(84.09) 59(88.06)¢ 10(62.50) 10.689 0.014
TC 7(33.33)° 7(15.91) 8(11.94)¢ 6(37.50) 8.833 0.032
PLA2RI rs3749117 cC 1(4.76) 0(0.00) 0(0.00) 0(0.00) 6.089 0.107
T 33(78.57)* 81(92.05) 126(94.03 )¢ 26(81.25) 11.501 0.009
c 9(21.43) 7(7.95) 8(5.97) 6(18.75)
T A AW IR HE 8, P<0.05 5 5 L BH B IIE L L4, PP<0.05 5 5 17 B BA B TIE4H L 42, <P<0.05.,
x5 AFESLIEMN EE PLA2R]I EEE S (n(%) ]
Table 5 Distribution of PLA2RI genotypes in different positive MN patients [n(%) ]
, SRS L P BELTIF 20 KBS iE 0 IR N ASIEZH R PN ZEIE 2 .
FEPR K] 4
BB ERH (n=75) (n=33) (n=26) (n=14) A PE
GG 68(90.67)* 20(18.35)" 23(88.46)° 8(57.14) 19.103 0.000
GC 7(9.33)* 12(36.36)" 3(11.54) 6(42.86)¢ 17.192 0.001
PLA2RI rs35771982 cC 0(0.00) 1(3.03) 0(0.00) 0(0.00) 3.509 0.320
G 143(95.33)* 52(78.79)° 49(94.23) 22(78.57)° 18.826 0.000
C 7(4.67) 14(21.21) 3(5.77) 6(21.43)
TT 67(90.67)* 21(63.64) 22(84.62) 9(64.29) 12.286 0.006
TC 8(10.67)* 11(33.33) 4(15.38) 5(35.71) 10.586 0.014
PLA2RI 133749117 CcC 0(0.00) 1(3.03) 0(0.00) 0(0.00) 3.509 0.320
T 142(94.67) 53(80.30) 48(92.31) 23(82.14) 12.597 0.006
C 8(5.33)" 13(19.70) 4(7.69) 5(17.86)

- SRR UL L, *P<0.05 5 5 /K I SR HL 3, P<0.05 5 53 N 25 UE A L 5%, <P<0.05,

2.4 K[ EIFE MN B3 HLA JLH B A

AR EIE MN B % HLA-DQAI rs2187668 i 0.05), W6,

*®6 AEEIEMNEEHLAERBNT [n(%) ]
Table 6 Distribution of HLA genotypes in MN patients with different deficiency syndrome [1(%) ]

WA, 2R LRI 7 E

X (p>

. o RS L AP RETELL ALY BH R IR S B R 2 ;
HE P 450 S A (n=21) (n=44) (n=67) (n=16) = Pl
CcC 8(38.10) 26(59.09) 42(62.69) 7(43.75) 5.095 0.165
CT 11(52.38) 14(31.82) 21(31.34) 8(50.00) 4.729 0.193
HLA-DQAI rs2187668 TT 2(9.52) 4(9.09) 4(5.97) 1(6.25) 0.550 0.908
C 27(64.29) 66(75.00) 105(78.36) 22(68.75) 3.903 0.272
T 15(35.71) 22(25.00) 29(21.64) 10(31.25)

T 5 AW IR L8, P<0.05 5 5 AL BH R IIEL FL A, "P<0.05 5 5 1T B B B IE4H L 482, <P<0.05.,

2.5 ANJFEISZEMN 35 HLA B KB AR

ATE] 52 9F MN B % HLA-DQA1 152187668 fif
IR, ER B s E (P>
0.05), W7,
3 Tt

MN {52 —Fhas B RS 1E A B B v ,

Je g L e IR /INER b R A S R S B BAR
BE iAo, MN 25 e DI RE R i FE T I 2 5
PAR s A MRS =A™ B A AT IR, T EE 2y
ATHER I 22 fif MIN B 2l PRAECIR | A3 W D) RE Y
BINkZ—

MN J& T H R TR PRIk A , I P AL
Z Bl SRV PR, BT R, S B0 VR
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®7 AEZIEMNEBE HLABERBSH [n(%) ]
Table 7 Distribution of HLA genotypes in different positive MN patients [7(%) ]

S 1L A BELIE KGR He I

KA IR TR N 2R

. , .
AR FEPE (n=15) (n=33) (n=26) (n=14) a P

cC 45(60.00) 17(51.52) 15(57.69) 6(42.86) 1.768 0.622

CT 25(33.33) 12(36.36) 9(34.62) 8(57.14) 2.939 0.401

HLA-DQAI 12187668 TT 5(6.67) 4(12.12) 2(7.69) 0(0.00) 2.245 0.523
C 115(76.67) 46(69.70) 39(75.00) 20(71.43) 1.307 0.727

T 35(23.33) 20(30.30) 13(25.00) 8(28.57) 1.307 0.727

T 5 IR L8, P<0.05 5 5 7K I PUEEIEL FL A, P<0.05 5 5 3 PN ZEEZH L4, °P<0.05,

fiit o 7E MIN HHBEUERL 537 v, g ik DA BH i R
B o 3, SEuE LU I N BEA . BH 258
it BT R RN ASHLEE AL IR AR R
s A RE B R R T I e B B AR, i
TR T M 55 Je 2= s B R i o AR ST 48
MN 25 B B, AN ] 2 im R SR I s T R 93 5 2
AR, W R F 2 0 SO BEIE | Hh 8 455 1Y 7 3R
I ARTFFEEET MN HE 4 R IR 4 FpS2E,
AT PLA2R1 T HLA $&[H 2751 5 o BEE R A 56
PE, U A I R P BEYRYT MN R SRR
PLA2R1 J& T H &M 2 R 505, & —Fh 1 i
JEME R M. JERi M BF9E R U], PLA2RI 78 H 3K 35
() 240 B b B A= BRAE FH 5 43 0 Y R B A2 A2 1K
(secretory phospholipase A2 receptor, sPLA2) #H
e AR GE A BH A R TE £H RD B R R TE 4
PLA2RI rs35771982 i /5 G %5 i # A | PLA2RI
rs3749117 57 55, T 85437 3 PR /K - g i AL A< s UE 441
FUF B BA R4, $2 75 OB PR M TE R IEL ' BH R iE
TFAE PLA2RI1 rs35771982 Fl rs3749117 4 f5 F R AR
S MUE OSSR RZA W A AR, A B %
By MCE AR IS 2R S LLRb 78, B BRI R
MBS Adtizs o B M D) 32 28 5 2 0 AN B 2
B PH 2 A5G o BFRUESE , Jd /D B /R I B 40 i
i PLA2R1 /Y 38 3% I 3 ] PIBK/AKT/mTOR {55 %5
P A BT BB /R b A Tt
DIAERIBIFFEIA R, MIN B /INBR 35 6 6 1) 9 25 A
T B IR A A B T I RE 2 MIN Y
o &R, R T BUR E #F— 2D A R
o HRGeTt, iy Ak T 5 e T 35i # F e ZE 1) &
55 MN 1 25~40% ", AHFZE s, I P BE
UE2H FK 15 S E2H PLA2RI rs35771982 7 55 G
SE( HE R PLA2RI rs3749117 v 15 T 250 LR K
e T XU e e iE 21 RN A P ZE DE 4, £ 78 MIN 5K
UE 5 PLA2RY JE PR 7E AR G . AHOCHESE 48 1,

PLA2R $LAAR K- ] 5 Ay 00 i A4 A4 2 I & 114 7k
ST TN R ZE Y, PLA2R AT ik v il A 3 S R A
sPLA2, #1 T4 N B2 85 11 C A2 (R0 &R 1 C i3k
AR T, DT ) i A4 T g

HLA J& THEE 1, 52—l B 2 28 P 0 [8)
SRR . HLA-DQAI J& i T HLA 125 F 58 i
ZWFENZ —, WF5E 2R, HLA-DQAT SR A BE
T E G IR PT PLA2R] HiiAk B 25 A0 560,

5% PLA2R1 (rs35771982 .rs3749117 ) Fl HLA-
DQAI (rs2187668) FE [ 22 25 Pk 55 rp B IE Y 1) AH 5¢
PE, % T MN 85 RIS W i R 21 245 DL S
FEMRAIRTT T R EA —EnE R L.

S % 3Lk

(1] 952, whtibhg, TRy, 55 Rp PRI E B i b W 40K
B o 114 O B PR 3 2 ) 2R A L A 23 S I
(3. 2 g, 2023, 48(3) : 797-810.

(2] B& ¥, i, 5Kk, 5. PLA2R1 3% R {7 % rs3749117 Al
153749119 FARZ IR 22 A5 1k 55 0 26 P TSV B 9 114 2 SR P 1
Meta 77 [T . I PR BERG 2R L, 2021, 21(8) : 636-642.

(3]  EZE, L7, XU, 5 . L& ST PLA2R HUARAKCF-XHE & P
JIE R B 132 i e TS PP AN (D). T R ST AR 2R Ak
2020, 40(2): 153-157.

(4] 5K XS ARIEH 55 JE N 2 B MEAEBEAR A A2 52 1A
P T o v A LT ) R BR A, 2020, 43(9) ¢ 551-
556.

[5] &K, EFE, BIK, 5 B Gy IR IE R R R
AT FI Meta 73871 ] RHEMEEZY, 2022, 39(1): 63-70.

[6] Rovin BH, Adler SG, Barratt J, et al. KDIGO 2021 clinical
practice guideline for the management of glomerular diseases
[J]. Kidney Int, 2021, 100(4): S1-S276.

(7] e BEZ TR, R TR Rl E
GLgx, AT, AR R TR R O B I R 92 BR AR R
(2021) [T]. hEAFHE, 2023, 26(6) : 647-659.

[8] XuZ, Chen L, Xiang H, et al. Advances in pathogenesis of
idiopathic membranous nephropathy [ J |. Kidney Dis, 2020, 6

(5): 330-345. (F4:% 552 W)
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Mfn2 i $2 VEGFR2/PI3K 1 1k B 595 Rl b 5% 52 1 HL
ST

HRFE TR R

[ ZE] B HFirRiRal &5 A 2 (M2 ) X 57 S5 R % R 0078 A L CEE T RE A9 2 4L
il AiE  EH2019 4 6 H & 2021 4F 6 J1 T 5g 5 R R 2K E 95 M B B st i236 97 19 86 141 Bl S i 8 %
YERWFFE X4, %) i 20 ORI 98 55 20 21 Mifn2 | I35 74 B A K PR 752 44 2 (VEGFR2) | B 192 196 LI 3 384 i
(PI3K) #& 13514 , /0T Mfn2 . VEGFR2 , PI3K ZE 1 #6355 H DGR B E I &R o A Mfn2 IR/ T8 5P
HLE SKOV-3 2 il bf - 35 1F Mfn2 . VEGFR2 \PI3K £k, £53R M2 VEGFR2 \PI3K 7E/MUE 41 21 iy
FHE I8 R 5 T s 2L, 252 A et 22 38 X (=4.597 .6.456 .3.930,, P=0.032 ,0.011,0.047) ; /~ [F]
FIGO /33 kL 2556 % A AbFE RS I 00 B A A Bl , B E4H 21 rf Mifn2 . VEGFR2 | PI3K 25 |1 %3k [ 5%,
XSG L (P<0.05) . 5 NC 4%, Mfn2 _F I 2H B 195 SKOV-3 4 it Mfn2 mRNA A% %
ik g Fll Mfn2 , VEGFR2 ,PI3K %5 1 . 8. % [ (P<0.05) ; 55 shNC 41 % kb , shMfn2 T I8 41 B # 4% SKOV-3
A0 Mfn2mRNA FXF 235 5l Mfn2 , VEGFR2 \PI3K £ [ .3 T (P<0.05) . £t T M2 %k
£j VEGFR2 | PI3K ik 7K F- 1] LT iy 51 59 Rl Al 6 5

[REIm] IR, hRRl G 8T 25 AN AR E 520k 25 BERREEILES 3 il ; 40 HiT %

Study on the mechanism of Mfn2 regulating VEGFR2/PI3K to promote ovarian cancer
implantation and metastasis

ZHENG Cui', JIA Yingna®’, HE Hui*, XU Jinghua'*

(1. Department of Gynecology and Obstetrics, Nanjing Medical University Affiliated Suzhou Hospital, Su-
zhou, Jiangsu, China, 215001 ; 2. Department of Gynecology, Nanjing Medical University Affiliated Suzhou
Hospital, Suzhou, Jiangsu, China, 215001)

[ABSTRACT] Objective To investigate the role of the mitochondrial fusion protein 2 (Mfn2) in
ovarian cancer implantation and metastasis and to explore its potential molecular mechanism. Methods The
study selected 86 patients with ovarian cancer who were treated at Suzhou Hospital Affiliated with Nanjing
Medical University from June 2019 to June 2021 as the study subjects. The protein expressions of Mfn2, vascu-
lar endothelial growth factor receptor 2 (VEGFR2) and phosphoinositide 3-kinase (PI3K) in cancer tissue and
adjacent tissue were compared to analyze the relationship between Mfn2, VEGFR2 and PI3K protein expres-
sion and related pathological features. An up-regulated/down-regulated SKOV -3 cell line was constructed to
verify the expression of Mfn2, VEGFR2 and PI3K. Results The positive expression rates of Mfn2, VEGFR2
and PI3K in tumor tissues were higher than those in para-cancer tissues (y° values were 4.597, 6.456 and
3.930, with P values of 0.032, 0.011 and 0.047, respectively ). There were statistically significant differences
in the expression of Mfn2, VEGFR2 and PI3K in ovarian tissues at different FIGO stages, lymph node metas-

tasis, distant metastasis and survival conditions (P<0.05). Compared with the NC group, the relative expres-

E A A T R g R A AT R B (F202207)
VB fIn. . R EAKRFEWREFNEREZH, ik, M 215001
2. EAR B 5 E R4t ik, 500 215001

*BAEAEH A4, E-mail : wawamoscow@163.com
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sion of Mfn2 mRNA and Mfn2, VEGFR2 and PI3K proteins in SKOV-3 cells of ovarian cancer in the Mfn2 up-
regulated group were significantly up-regulated (P<0.05). Compared with the shNC group, the relative expres-
sion of Mfn2 mRNA and Mfn2, VEGFR2, and PI3K proteins in SKOV-3 cells of ovarian cancer in the down-
regulated shMfn2 group were significantly down-regulated (P<0.05). Conclusion Down-regulating Mfn2 ex-

pression and VEGFR2 and PI3K expression levels can prevent ovarian cancer implantation and metastasis.

[KEY WORDS]

receptor 2; Phosphoinositide 3-kinase; Cell migration

B985 s FR AN T TR e R 2 = AT
FBAFHE " PR R, IS SUA 5 AR AR
KT 50% >, PRI, 1 i OF S8 Y A AL O -4k
B IR T R A, 0 g B S R B I R ACR A
U N M N B AE K 32 44 2 (vascularen-
dothelial growth factor receptor2, VEGFR-2) J& T %%
VA % 2R ATt , A R TS P B A R A R
A AR TR R ¥R BRI Wi AR R LR 3- U
(phosphatidylinosi-tol 3-kinase, PI3K) J& —2& H.f
22 /73 2 IR U 1% A ) 200 T PN 1 B T UL R L L
JIF IR P A5 o B T LA o 24 b PR T 2R
LK @l 4 & H 2 (Mitochondrial fusion protein 2,
Mfn2) J&—Fh R R B Y, B T AR
HMEEE L A BFSEARGE | 3 M2 3 R IBRE IS
il L RS A L AR RS L AR 43 B Min2 X B
SR TP R B9 VE T, 9 Mfn2 | VEGFR2 | PI3K
500 S B R BRRIE I SC R . BUHGE T

1 W&EEFE

1.1 B4

L2019 4F 6 A & 2021 4F 6 H 1 5t B RF K2 i
J& T3 = B BE236 9T 1 86 1911 B S0 8 VR A ST
X% MAGRE: OFF G KT8/ h B0 S 1012
Wrbm o, 28R I o B2 2Lk A ff 12 QFf12 BN B9
R AR ST ARAT A DGR YT 5 @9 9l 75k 58 5% ; @nT L)
P 5 FH SRR 2 VR 97 S BT s B BB 3 B T8 R TR
BT . HEBRAR I : OH AR Mg s @4 ™
/8 PR IR RS ; BB I ™ e e M
86 il UP HLJ B 3 - 14 37~69 &, - 4 (53.89+
4.16) %, [E By 10 7= 1 B % (Federation International
of Gynecology and Obstetrics , FIGO ) 43 3] ¥ £ 43
L ~IVI], Hod T~ 10899 35 f91], T~V 19 51 461 5 4
WREL S5 5672 37 4], Joibk 25 5% 4% 49 5 A i ib i
% 45 ], LI AbFE R 41 B ASIFSE C 3l i e s 2
RFRZE D o HtbifE

Ovarian cancer; Mitochondrial fusion protein 2; Vascular endothelial growth factor

1.2 ik
121 418Ul

86 171 ) 8 9 B AR R AT O BB VIR TR
B, BU AL o5 41 20, B T80 CM A 8 R
A7 o BN SR U Ao g A UE 5K
1.2.2 R eses

AR v AR B B0 S0 2H 2 R 5 1F  ZH 4
FH 10% By b PR R [, A s U0 A
BT o5THEAR T fb e 2 h, B Kk Ak ik, B
3% 11 H,0, B 2 N i 48 A = , 5505 T 3% H.O,
HEATAE I . B 5% 1E K 11 2FE ML B 2 h, inA R
Mfn2 \VEGFR2 .PI3K ¥, ACW & 13K . K H i
INBAR i AL P B AR e 19 L E P 1eG L T E IR
58 2 h, DAB (0 R KRG Y FRIREAT K
VEVIR WA BB BEPRE BK L W ORI
B OB FIRA ., LA PBS fUE—PifE AT IR,
$ E A1) Mfn2 . VEGFR2 . PI3K 75 [ BH 1 1) B9 195
H Y] HIVEBR % BE
1.2.3 HEHEIRHH

WA BER} = 0 %) Ao Mfn2 . VEGFR2 , PI3K
FE RS | M M A T o AR B SRR . et
JE B TT 2 AR B8 FHAE 40 i 9 B e RE B, TG R
FEH O UREE @40 i 0~2 43 o FEALZEHL 5 4>
200 F5 ALY, B8 1125 0T P A PH A 20 M %k, gt
BT A7 B e . BHAE A L 9] 2 TE R 0 43, <25%
12 141, 25%~50%1c 2 41, >50%1c 3 41 o 3 %) FH
P 200 ) e (25 E L BE R 2 D L R 2k
PHE: - Yo o5 B2 DT 53 BH P 200 B LU 7 50=2 6
1.2.4 [y

XA SRR T AR RN 112 5 A A Bl
i, BETER -] Ry 2022 4E 6 H 30 H . BTN 2
Sy A AE IO, BT 2 0k B U B () 25 ARl R
HIT .
1.2.5  HifflE % S g

F 0 BRI AE R A R E] Y R LR

£
I
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SKOV-3 A itk & T A 10% 154 M35 1 1% 7
AR Z WP HY RPMI 1640 35 35 3P | FECE &
8 5% CO,, 3TCHE Fe 56 535 . % SKOV-3 41
153 A NC 41 . Mfn2 b4  sh-NC 4l sh-Mfn2 T
W4, K537 24 h )5, f#i ] Lipofectamine TM3000
¥4 2 () NC . Mfn2 . shNC FI sh-Mfn2 i ki 55 Y 5
SKOV-3 4l 1, ¥%4% 48 h )5 , AN 47 )5 &2
AH SRS o 3 i RT-qPCR $ AR LU J&& western blot
P45 2H 400 Mfn2 mRNA F1 Mfn2 . VEGFR2
PIBK £, LRHEL 3K,
1.2.6  SCH 2 i PCR SE 40

N Trizol % $2& HUAS 21 41 fifd RNA , 5% JH 3 %
IR EF A 4H 40 i RNA ¥ 55 5% ¢DNA, 1
PCR #" 44T PCR ¥ 34 . LA B-actin h NS 3k
, Bl W 8 R, Mfa2 F 11 . ACATAGAG-
GAAGGACTGGGT, X 1] : TAGTTGAGGGAGA-
AGCACTG: ; B-actin iF- [i] )} GCAT CCTGCACCAC-
CAACT, JZ [i] 2} : TCTCCTTCTGCATCCTGTCG
K H 242 CtiETHA Mfn2mRNA FiA7KF-
1.2.7 I SC 5K (Western blot) SE 55

i ik SDS-PAGE I HL UK 43 B3 8E M , I 7E 5%
BSA Il E 2 h, ACUKFABEH —$t (M2, VEG-
FR2 \PIBK HLARM BE L 1:2 000,1:1 500, 1¢:
1 500, B-actin NS )it o I HPER S hE TE
3P L —Pi. WU H IR E P2 h; N H
VR " VeI 3 WK o feJ fieJe 1 BECL 40
S BRI , i F Imaged 20450 T JK FE(E
1.3 Sil2eork

K H SPSS 21.0 et 24 54 o3 Br Bl , i it %

BHA (X +5) Fom AT e K5 T ECE B A [n (%) 156
R, RHFFTE ., DL P<0.05 8 2ZE S AH %%

2 HFR

2.1 A[E414 Mfn2 . VEGFR2 . PI3K & [ %3k
Mfn2 . VEGFR2 . PI3K 7 & £ 21 vp i) BH 1 2

IRRE TS HS, Z 5051 % 8 L (P<

0.05), W1,

£1 AFEHL M2, VEGFR2.PI3K EH %% [n(%) ]

Table 1 Expression of Mfn2, VEGFR2 and PI3K in
different tissues [1n(%) |

0 n  VEGFR2 [HE  PI3K BHPE  Mfn2 BHE

filJga 4 21 86 54(62.79) 63(73.26) 49(56.98)

FEGIEWA4IZ 86 40(46.52) 47(54.65)  36(41.86)
Pl 4.597 6.456 3.930
P1H 0.032 0.011 0.047

2.2 ASTA] I PR s PR RRE1E R 5 Mfn2 , VEGFR2
PI3K 4 [ Rk KX [
AN FIGO 4331 bk B0 45 55 8% g b 55 R 1 I
Ko A= A7 0 b, B 35 9 240 0 b Mfn2 . VEGFR2 .
PI3K H I £ iKWK, 25 WA G %32 XL (P<
0.05), W2,
2.3  SERPER PCR Western Blot 461F Mfn2 3234
5 NC4Ix} b, Mfn2 bR 41 50 5988 SKOV-3 41
Jidrf Mfn2 mRNA X 33k 5 Mfn2 25 4 1 3
P (P<0.05) ; 5 shNC 2H %t H. , shMfn2 F & 20 5P 5
S SKOV-3 40 il th Mfm2mRNA F) A % 3¢ 35 1 il
Mfn2 % 19 & F i (P<0.05), W3 A1,

£2 AEIGKRFEHE EE M2, VEGFR2 . PI3K B B FiAKEXTLL [n(%) ]
Table 2 Comparison of Mfn2, VEGFR2 and PI3K protein expression levels in patients with different clinicopathological

characteristics [1(%) ]

‘ VEGFR2 PI3K Mfn2
B GE Eﬁ BitE e M P P T PIE ik My 2 P
(n=32) (n=54) (n=23) (n=63) (n=37) (n=49)
A <60 % 14(43.75) 20(37.03) 0.3780.538 9(39.13) 25(39.68) 0.0020.963 16(43.24) 18(36.75) 0.373 0.541
=604 18(56.25) 34(62.97) 14(60.89)  38(60.32) 21(56.76) 31(63.25)

PSR T~ 17(53.13) 15(27.78) 5.5280.018 10(43.48) 19(30.16) 5.0120.025 17(45.95) 12(24.49) 4.342 0.037

M~V 15(46.87) 39(72.22)

e f 8(25.00)
T 24(75.00) 25(46.30)

TN R B
G 20(62.50) 21(38.89)

AL HAF

BT 4(12.50)  18(33.33)

13(56.52) 44.(69.84)
29(53.70) 5.3230.021 5(21.74)
16(69.56) 31(49.21)
12(37.50) 33(61.11) 4.4900.034 6(26.09)
17(73.91) 24(38.09)
28(87.50) 36(66.67) 4.5810.032 22(95.65) 42(66.67) 7.4350.006 33(89.19) 31(63.27) 7.442 0.006
1(4.35)

20(64.05) 37(75.51)
32(50.79) 5.8020.016 8(21.62) 29(59.18) 12.133 <0.001
29(78.38) 20(40.82)
39(61.91) 8.6650.003 7(18.92) 38(77.55) 29.051 <0.001
30(81.08) 11(22.45)
18(36.73)

21(33.33) 4(10.81)
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%3 AEAS Mfn2,VEGFR2,PI3K HHRIAITLL (x+s)
Table 3 Comparison of Mfn2, VEGFR2 and PI3K protein

expression in different groups (x +s)

215 n Mfn2 % [ VEGFR2 %1 PBK#&EH
NC4l 86  100.52+17.81 11.12£1.15 0.15+0.05
4 86 125.75+20.67 20.23+1.78 0.370.10
M 8.270 38.450 17.600
P{E <0.001 <0.001 <0.001
shNC4l 86  103.25+16.16 11.33+1.26 0.14:0.06
THE 86 78.69+10.45 7.36x1.10 0.09+0.02
M 11.411 21.229 7.071
P <0.001 <0.001 <0.001

A *E]‘%E PCR *%an2 FRI2H ; B. SEA € & PCR 5540

shMf2 T#41; C. Western Blot 525 Mfn2 [ 41, shMfn2 T 541 .
E1 M2 kSERE = PCR 32365 Western Blot 218
Figure 1 Real-time quantitative PCR and Western Blot

experiments of Mfn2 were performed

2.4 gt Mfn2 [ /T 5 5P 59 40 i RR , Western
Blot %ilF VEGFR2 \PI3K %K [ )51k

5 NC 4%}t , Mfn2 - 40 5§98 SKOV-3 41
Jfd H VEGFR2 | PI3K Z [ 1Y AH X 2 3k f i 2 [ i
(P<0.05) ; 5 shNC H %%, shMfn2 T #5241 SKOV-3
4fi g ' VEGFR2 | PI3K £ [ i) 32 35 7K F- B I T 9
(P<0.05), W3 K2,

SKOV-3
A B C D

PI3K S G — o118 DK

VEGFR2 ‘. - 42 DK
actin T | ——
[E:A.NCH; B. EiH4L; C. shNC41; D. R4,
B2 VEGFR2.PI3K 9 QENiL
Figure 2 Western blot assay of VEGFR2 and PI3K

3 iFig
AWFFT S5 R B, I 20 219 19 Mfn2 . VEG-

FR2 . PI3K # [ % 5 K F & T i i 57 41 4
Mfn2 i TN 15 QB AR R 1p36.22 (i &, 4 A
A RO E B, S AN BB A 1 e R T B S R R
BAi, LIERRSE K B, M2 70 BB 0 R 55 0 L Fh
2 K LA B bk T ELA s AR o Abn SRS
IR B, Mnf2 2 [ 7E 5 S0 20 20 R I8 K1

1, 5 A I PR 43 10 Bk CL 25 56 RS 2 DA O
20 M S K B, R R M2 I, B S0 A0 M R A A
FBRGERERE S B TR, IR 0 kA R R B R T
A LR B A A A R IR R A KR8
FEERS I A BLAAEN S A8 AR KRB S A2
IR B A A R B, BRI 0 LA P R R K
DR 7 114 2% 35 T AT S 98 A0 A A A i R R RS
VEGFR2 J&—F s R A B2 1A, X4 & A= I Rg it ofi
BB A TR RS, R ITRI I VEGFR2 3635 I
P PI3K & — R RS Tz A TR EOIR
BRI . BFFE R, PISK 78 09 S P s &
I, BB | e 200 B 1 S B, AR PI3K VT LR
R ON S A0 M A RE 1 o AR SCHE— ST A AT
I, AS[F FIGO 43 ] bkt 2554 85 G AbFE RS 15 1l
K AAFG O, B SR 4140 h Mfn2 . VEGFR2 \PI3K
EAFRR 2R R E . RS "R L, B
g 2 2 rh M2 i 8 R A | TS 48, BHS
SRR AR R . R AL S HE H VEGFR2 15
AN B it v v S e ek, LS RS A TR AbFg
B AEAFIANOG, LaR 2 AR /R I PR TAE % vl i i
K6 0 i e 2H 21 Fp Mifn2 . VEGFR2 | PI3K # 1 % ik
55 LA Bl 5 18 A8 s PR SELRRAIE 1) 4 T

75 BF 5% PCR . Western Blot fiff 57 45 S £ B |
Mfn2 , VEGFR2 . PI3K 7% by S i SKOV-3 4l g 2
F Ik, PR LR TR bR T BE S 5 B SR 1 Y Kk
HE VR . Peng 256 Y, Mfn2 A 1 245 2
%P5 A W, 40 PIBK/AKT . Hi %% 5 4515 5 3@
BRI AR ST N 2R W, Minf2 7§ 8 AR i
AU AR R e Min2 3o 25K TR RE I
0 AT 30 98 AH G A0 R Y B A LR 1R 2R
L IRESE HF B, Min2 B BE 3 i 2L A 4 5 i A
JiL 9 W, S R A0 A s ) [ S AR A
s 2 i 1 A 1R 28
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S ZYEENGE ) L ok BAL A S P e b
XS AR FBEK RHER FEW BEF FERE KAEM
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T2 W A B R A, PR NT 3R AE =R i A P A . A& 2018 4F 1 H % 2020 4F 12 H &
11~13% JEIFET P T AE R X I D454 e 0 A NT 3455 (NT=2.5 mm) 5 )L 137 0], G 3890 T o ), A7 “ A% Al
S ATHCMA” KL, 422 NT (B AIG RTGIE 4041, 430534 2.5~2.9 mm . 3.0~3.9 mm ,4.0~4.9 mm . NT=5.0 mm
NP7 ME NT BEJR A AR M NT 8R40, Wi & RS W F CMA 8551 . R Bk i &
10.95% (15/137) , CMA % %l 16.79% (23/137) , CMA B4 1% 03 5 8 /6 1R 18.25% (25/
137), 2.5~2.9 mm.3.0~3.9 mm.4.0~4.9 mm .NT=5.0 mm 2H [ K5 1 2843 51k 7.89% (3/38) .8.20% (5/61) .
33.33%(7/21) .52.94% (9/17) , £ 417 22 52 A G 1124 B X (/=22.54, P<0.05) . PRA7 M NT 34 54 AR AR
S7PE NT 38 2 41 09 K 36000 A 12.24% (12/98) Fll 26.67% (12/45) | 2% 74 G i1 2% & L (1*=4.59, P<
0.05). it ORI BT IS CMA HR BEF &5 NT 84N L5 04 R, e @ (R 50 2 AL R bl
NT (B3 5 S A I HARE P 5 0 S 30 g

[SEs@iA] WG R BT iR 5; 7= iz

Analysis of villous chromosomes and microarray results of fetuses with thickened nuchal

translucency

LIU Jianzhen, LIN Keng, XU Biqiu, MENG Xiangrong, LI Xichong, JU Aiping, QIN Yangling, CHEN
Hongzhen™*

(Clinical Laboratory, Huadu Maternity and Child Healthcare Hospital, Guangzhou, Guangdong, China,
510800)

[ABSTRACT] Objective To explore the application value of karyotype analysis and chromosome mi-
croarray analysis (CMA ) technology in fetal prenatal diagnosis of increased nuchal translucency (NT), and to
evaluate the role of increased NT in fetal chromosome abnormality screening. Methods A total of 137 fetuses
with thickened NT (NT = 2.5 mm) were screened at Guangzhou Huadu District Maternal and Child Health Hos-
pital between January 2018 and December 2020 at 11 to 13 + 6 weeks of gestation, and transplacental chorionic
puncture was performed to perform “karyotyping.” by placental villus aspiration and were divided into 2.5~2.9
mm, 3.0~3.9 mm, 4.0~4.9 mm, NT=5.0 mm group, isolated NT thickening group and non-isolated NT thicken-
ing group, respectively. The karyotyping and CMA results were analyzed. Results The detection rate of chro-
mosome karyotype analysis was 10.95 % (15/137), while CMA was 16.79 % (23/137). The abnormal detection
rate of CMA combined with karyotype analysis was 18.25 % (25/137). Detection rates for NT measurements of
2.5~2.9 mm, 3.0~3.9 mm and 4.0~4.9 mm, NT = 5.0 mm were 7.89% (3/38) , 8.20% (5/61), 33.33% (7/21),
and 52.94 % (9/17) , respectively (’=22.54, P<0.05). The detection rates of pure increased NT and increased
NT combined with other abnormalities were 12.24% (12/98) and 26.67% (12/45) , respectively, with a statisti-
cally significant difference (y’=4.59, P<0.05). Conclusion Combining chromosomal karyotyping with CMA
can enhance the detection rate of fetal abnormalities associated with NT thickening. The incidence of chromosom-
al abnormalities rises significantly with higher NT values and other ultrasound abnormalities.

[KEY WORDS] Nuchal translucency ; Karyotype analysis; Chromosome microarray analysis; Prenatal

diagnosis
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#0191 375 B )22 (nuchal translucency, NT) &8 11~
13* Jl G LU 0 B S BUARRER e s RUR R
RE B R e R 5 RS ZH 2 s R 75 T 2 ] )
Tl X, NT R T RIFE CRLBJLNTH 95 th%H
HEJEN R AT IR A R TR A A AT
WA X g ks DR 5 (copy num-
ber variations, CNVs) , ¥§ YL ({4 - Be () d &2 ml ek
P8 DB AR 22 5 HJE 4 H >1 kb, 1l5E S CMA 2
Wro AFFEE i G 0 A% 5 CMA AR 45 51 %
L, 3 BT B R AE NT 345 /9 R AN {8, IF 7347 NT
B JELAE R AR PRST M NT 38 JE 5 € S5 & A R 6
F s s RS . HGETC RN .

1 RIS

1.1 — R

PEFE 2018 4F 1 H & 2020 412 A T M4
HBIX AL AR B k12, W IR 11~13" A & 7 12 Wi
L NT=2.5 mm ¥ 137 il 6], H i PRast A% = Uik
ZIAIAT AR S, 7S AR T ITe W AR 1
TG KUK AZ RS0 B CMA F AR 3 R BR 4
20 B IR BT S B RS, JF SR TR
. HEBRARE : QRFXT A G A I P kR
WP ;@ A IS B E I D) R R A0 5
@I = s @G EE R B AL L ®F KA A
AMFFE 0 2 A3 B | 35 (R 2R 4 T e A A A 4y
BT S CMA , AHIF 58 22 Bt R A 2 B3 25 fitad ol .
1.2 ik
1.2.1  JRJLNT /0 i

i F§ GE Voluson E8 ¥ {2, 22 & & 8 7 A6 A 3,
Xof 15 B R S A 5y 3.5~5.0 MHz, I L3038 A 21
215 J k1] 2 37 B 21 20 04 e K TR B2 I 0 v )
WZ TS5 NT AN AHE &, 2 & 3 %, B &
FIFR R E o NT R,
1.2.2 HEFH|

I PR B A 7B 7 1 5 | 5 T 0 27 0 St 28 1 %
BRI P IAWOEEM 318 BE s 2 5 e, e S0
WS T KIS R S T ENUZ AR,
WCE T YA E S 20 mL SRS, Bk
HH4~8 g, EELKE
1.2.3 A% A Hr

Y s AL LI = B R AR IR, YRk S
FHF AR T3 8 9B A3 58 43 D) 0E ORI A 10 mL
REFRIEIRA) T 37°C 5% COL 15 F548 AT MLk b5

FRIGFE, A KAk 2L A L AT, kKAl 28 4k 2k
B 9% 2 h, 4R bR e SRR AR EAT WK - -G
o B T ITHE30 B, Al B i A A N 100
I R IIRGR T F R NS A0 352 4% 2 1 [ B
i 44 1A (ISCN 2016))* HEATHEA

1.2.4 CMA il

WBIRA K 18 2 )R A A2 R B i )L st
B AT CMA R 3L (8 36 [ Aff-
fymetrix /A F] A== 1Y Cytoscan750k it %) 4= 5L R 4]
L A DSl AR A T 414, 6T ARG Y CNVs Y 45 SR
T2 225 R S0 28 N PR AR P B DA I s 4l e
Database of GenomicVariants , DECIPHER database,
Online Mendelian Inheritance inMan, UCSC, the In-
ternational Standards for Cytogenomic Arrays, HR i
FH I B4 B 4 A e CNV 8 P BT - DU 7 CN Vs
@ 1l BEFOR PE CNVs; BIlfi R B AW 4 CNVs
(VOUS); @Al K1 CNVs; @ R CNVs,

1.3 FlD;

XF A NT 356 )L 2647 B 35 Bl D5 , T ok
WEWRES Ry, o o AR LRE DT =1 % Il sk AE KR H
(IR
1.4 Giiteorik

K F PRISM GE iR E b A7 Bl o i o 1 8ise
B n(%) 27 HIA SR ] P RS . DL P<0.05
hEFAGI R,

2 FHR

2.1 CMA WA G R B gl 2R

137 ] NT 3R R L, Ye R 8 o081 &
15 B G R S8, K RO 10.95% (15/137) 5
CMA % 91 23 {9 e oA S, A 1 3250 16.79% (23/
137) ; CMA B A5 A% B9 43 #7 & 30 25 151 9% 8K S
K %R 18.24%(25/137) . WL 1,

Rl REEZBESNECMALERILE (%))
Table 1 Comparison of karyotype analysis and CMA results

[n(%) ]
71
Formigh BEAH CMA CM;;}?
YR EE 20- SRS 7(501) 7(511)  7(5.11)
18- =RLEABE 5(3.65) 5(3.65)  5(3.65)
Turner ZEGHE 1(0.73) 1(0.73) 1(0.73)
AR 1(0.73)  2(146)  3(2.19)
-1 i 1(0.73) 0(0.00) 1(0.73)
CNVs 0(0.00) 8(5.84) 8(5.84)
PSRN 122(89.05) 114(83.21) 112(81.75)
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2.2 AN[E NTAE M AG ILYe R 55 25 0t

2.5~2.9 mm . 3.0~3.9 mm .4.0~4.9 mm .=5.0 mm
2H 5 SR R R 7.89% (3/38) L 8.20% (5/61) .
33.33% (7/21) 1 52.94% (9/17) , 4 £H ] S H HAUK IR
B, ZRAgEE L (P<0.05), T3 2,

R2 FARNTEEAZBESHTECMALER [(n(%)]
Table 2 Karyotyping analysis and CMA results of different
NT thickness groups [n(%) ]

205 n AN CMA  CMA+ZEUMT /218 P

2.5~2.9mm 38 2(526) 1(2.63) 3(7.89)
3.0~3.9mm 61 0(0.00) 5(8.20) 5(8.20)
22.54 0.000
4.0~4.9 mm 21 5(23.81) 2(9.52) 7(33.33)
=50mm 17 8(47.06) 1(5.88) 9(52.94.)

2.3 RS2 R AR RS % NT 585G JLAZ B4 43 # Al
CMA 4%

PRS7 M NT 38 4 08 fi , & 50 K H R o
12.24% (12/98) , AEIRSTAE NT 48 4 45 ], S50
K %R 26.67% (12/45) , AL W] 22 3 A Gt # i
X (P<0.05) . W33, EIRSL NT 4 JE 4 v, NT
B RS I AR 75 S 5 B R RS 75%(9/12)
WAL TR, WL 4,

3 it

NT %] £ /& fi Benacerraf 45 "' fiz ¢ N 1 T
21- =AREEAAERLI , J5 2k 22 WAF 58 3 ] NT 3% &
SRS XRED) T AR R BINT
R RR LT AL 222 W, B I e ik B 5k
R A 18.24% , 1] WL NT 1452 i LY (iR S
UM H8 5 , b 21- = AR 2 A 1F F 18- = 1K 45
GAERE R A, A TR AT, 21- =k
ZEATEM 18- AR ZEA IE & ANt # 0L YL o i
ol EH A LR KT EBERENZ —,
BILE B EEE G ERK LB RS 2 & W
T AERE IR, 4 B BE RN AL 2 3 AR K RS Al N 22 3%
T %R 2 B B P TS W T
B HAE — 2 AR KBS, L2035 5% A 4% e
R ) AR BE R, BRIk [ T R g% g AR
T LA B/, G L NT 345242 10 HRE S5 5]
Za T A AT DAAT 30K 2R RS A f i T R 2
(AR BIL o WECHE T 4% B A I B R X NT 14 JE iy
L2 W, it A R0/ G LAY AR A 2
(7 S

F3 RIS NT BERILZBSHFICMA SR [n(%) ]
Table 3 Fetal karyotyping and CMA results of isolated and non-isolated NT thickening examples [1n(%) ]

215 n AL 5B CMA CMA+H BRI 43 My AL PAE
IS7PE NT 3452 40 98 7(7.14) 5(5.10) 12(12.24) 150 0,032
EPNAT M NT 3541 45 9(20.00) 3(6.67) 12(26.67) ' '
NT R4 I = i 8 1(12.50) 0(0.00) 1(12.50)
NT #4545 R 2= 6 0(0.00) 0(0.00) 0(0.00)
NT 345 5 51 5 1G KBS 19 1(5.26) 1(5.26) 2(10.52)
NT 3845 I Ho AR 75 5 12 7(58.33) 2(16.67) 9(75.00)

x4 IPINTHESHEMBESENRAZH RNERRFIRES

Table 4 Clinical data, test results and pregnancy outcomes of 9 cases of NT thickening combined with other ultrasound

abnormalities

giig Tl NTH ol S BRI CMA 25 RS
(%) (mm)

1 35 5.3 JEEI AR L B8 R 47,XN,+18 [i) A% 29 43 A 2k TR
2 36 6.2 X8 STVN 47,XN,+18 [ A% T S LR AT R
3 25 6.2 i UG s A A e 47, XN, +21 R 4% 78 43y 24T R
4 34 5.5 BR LM A K 488G L AE FIE A0 47,XN,+18 R4 5 43 By 2k TR
. .. . . arr[ hg19]17q11.2(29,083, " .
5 18 5.3 B LT K 4 R 46, XN 586.30,409, 336 )23 24T
" R arr[ hg19]4q12q13.1(58,193, w .
6 38 3.8 B L4 5 R kK S 46 , XN 501-62, 730, 657)%3 2T R
7 29 5.6 LA By R TR JRE K AR bk L AS R/ e s R 45,X R 4% 8 53 B 24T R
8 39 4.7 EPNI) 47,XN,+18 R4 78 53y 21N
9 25 3.7 Je LB K 98 / B R AN 47,XN,+21 R4 8 43 By 2k TR
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ALK e (R B R K R BES R M S A
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CMA” 155 3 5 s fff i A% AL 73 BT 3 CMA, HAG:
TR T 7.30% 1 1.46% , 5 [ N 22 30 4 18 5L
AFAFF S B, % NT 38 514 JLAT e 6 4 42 4
TR CMA Fi A, AT DL 8 4 i Yo (o R S 4G
R il Sl 4 SRS B GG AIE , by A i B AR
fili it LTS S AR AT 5 A4

ARG LY R 7 5 R B A NT (8 S B K
W, 5 SRR 58 Y NT=3 mm
BF, B LG ik 5 0 & A Ik 22.22% , iR
NT=3 mm i JLAT = T2 W7, B i st 44 7 PR AR
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PS5 R R GE 7.89% , SOV ER o NI LI 2%
YIS A A AT 20

AT FE AR PRSP NT 842 op  NT 39 )8 4 9 H
bR 7 S 3 (IR LR A K 8 | B R R
JiE LR i 0 A e I L iR L IR R 55 ) S
Kt R B i, 1K 75%. 7E O B 57 H R & SR v, B
T 7 e R R AR AR S5 A A Y 2 461 B0 P
CNVs, Bk NT 34 J8E 45 I oAl 75 578 i )Lk fr
FERTIZ W, B 2B CMA JEAT P2 Hii2 W, ml kG
TR e A I S BT JE IR A 1 CNVsT) HEBR e
o S Rk E R LA,

ZE B TR, NT K2 46 10 7= w0 4 19 4 3 F
B Ye I S0 e A 2B NT (B3 = 1A I oAl
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vl U % e A IS HE4 . TK1 . DCLK1 7K 484k
)V EERSTIL R VB IS

R B Ak HmE

(7 ZE] B e mom 83T g A S2 8 0 4(HE4) W #EE 1 (TKL) S TR
ARG 1 (DCLK1) Ak RO S50y F R R, Ak EE 2020 4F 1 7 2 2023 4 1 7 F AR 2258 — it
a8 I e 422 32 A0 119 215 15 v e ) Y 000 AR A e D R, AR A A R AR SRS I A Sl R A R
AR, I R RO 45 58 T8 2 A (CR) 543 22/ (PR) , 2 173 9], R R 41Y7 8P Al 45 5
FasE (SD) 5k (PD), Fh 42 ], LA Wi4H If 3 HE4 \ TK1 . DCLK1 /K281 FRGERE, 20 By Hh g 309 55 50088
B IM7E HE4  TK1 .DCLK1 /K- S57 SR R SR RAFAIG IR0 T LB = Ak Ee ]
TR ELLEFE R LU 2 i T AN BRLAHL, I B oK B AR LA R ML 335 HE4  TK1 . DCLK1 K FEIE T AN R4, 22 578
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Changes of serum levels of human epididymal protein 4, thymidine kinase 1 and
bifocorticoid kinase 1 in patients with advanced cervical cancer and their relationship with
chemotherapy

ZHANG Yanyan*, SU Ke, QIAO Long, GUO Ruixia

(Department of Gynecology, the First Affiliated Hospital of Zhengzhou University , Zhengzhou, Henan,
China, 450000)

[ABSTRACT] Objective To analyze the changes in serum human epididymis protein 4 (HE4), thy-
midine kinase 1 (TK1) and doublecortin-like kinase protein 1 (DCLK1) in patients with advanced cervical
cancer and their relationship with the effect of chemotherapy. Methods The medical records of 215 patients
with advanced cervical cancer who received chemotherapy in the hospital from January 2020 to January 2023
were collected retrospectively. The enrolled patients were divided into two groupd based on the effect of chemo-
therapy : a good group consisting of 173 patients with complete remission (CR) and partial remission (PR)
and a poor group with 42 patients showing stable disease (SD) and progressive disease (PD). Serum levels of
HE4, TKI1 and DCLKI in the two groups were compared. The study aimed to analyze the relationship between
serum levels of HE4, TKI1 and DCLKI1 and the effectiveness of chemotherapy in patients with advanced cervi-
cal cancer. Results The proportions of clinical stage Il , high differentiation, and no lymph node metastasis
in the good group were higher than those in the poor group. The maximum tumor diameter, serum levels of

HE4, TK1 and DCLK1 were lower in the good group compasred to the poor group (P<0.05). Logistic multi-
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variate analysis revealed that the tumor reaching stage IV, moderate to low differentiation, lymph node metas-

tasis, and elevated levels of serum HE4, TK1, and DCLKI1 were independent factors affecting chemotherapy

efficacy in patients with advanced cervical cancer (P<0.05). Spearman correlation analysis showed that clini-

cal staging, lymph node metastasis, and serum levels of HE4, TK1 and DCLKI1 were negatively correlated

with chemotherapy effectiveness in patients with advanced cervical cancer, while differentiation degree was

positively correlated with chemotherapy effectiveness (P<0.05). Conclusion The later the clinical stage, the

worse the differentiation, the higher the clinical metastasis, and the higher the levels of HE4, TKI1, and

DCLKI1 in patients with advanced cervical cancer, the more unfavorable chemotherapy is for the patient. These

indicators have a certain predictive value for their prognosis
[KEY WORDS ]
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Table 2 Multivariate analysis of factors influencing the effect of chemotherapy on patients with advanced cervical cancer
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Correlation between serum levels of vitamin D, IL-6 and IL-8 and bronchopulmonary
dysplasia in premature infants

ZHANG Jia*, SONG Yanhong, SUN Qian, MA Xia

(Neonatal Department 2, Tangshan Maternal and Child Health Hospital , Tangshan, Hebei, China, 063000 )

[ABSTRACT] Objective To analyze the correlation between serum levels of vitamin D, interleukin-6
(IL-6) , interleukin-8 (IL-8) and bronchopulmonary dysplasia (BPD) in preterm infants in order to find more
effective treatment. Methods A total of 216 premature infants ( gestational age < 35 weeks, length of stay =
28 days) born in the tertiary neonatal intensive care unit at Tangshan Maternal and Child Health Hospital from
January 2020 to January 2023 were selected and divided into a BPD group (n=120) and a non-BPD group (n=
96) according to the diagnostic criteria for BPD. The study aimed to compare the changes in serum 1, 25-dihy-
droxyvitamin D3, 1,25-(OH)2D3, IL-6, and IL-8 levels on the 1st, 7 th, 14 th, 21st, and 28 th days be-
tween the two groups. Additionally, the research examined the changes in serum 1, 25-(OH).D;, IL-6, and IL-8
levels in the BPD group at the time of discharge from the hospital with different degrees of the disease. Further-
more, the study analyzed the correlation between serum 1, 25-(OH).D;, IL-6, and IL-8 levels and changes in
FiO; levels. Results Over time, serum 1, 25-(OH) 2D3 levels in both groups decreased to their lowest value

at the 21st day, with levels in the BPD group consistently lower than those in the non-BPD group at all-time
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points. This difference was statistically significant (P<0.05). Similarly, serum IL-6 and IL-8 levels peaked at

the 14th and 21st day in both groups, with levels in the BPD group consistently higher than those in the non-

BPD group at all times. This difference was statistically significant (P<0.05). The order of severit