80 TREF 2025 F 1 AFMEF 1 H

/‘— ==
* Ilm Fﬁﬁﬁ e doi:10. 3969/j. issn. 1671-8348. 2025. 01. 015
MK E % https://link. cnki. net/urlid/50. 1097. R. 20241119. 1032. 006(2024-11-19)

SEOCINEEEBEHNEBEREAERER LHEE
H B HEXEEZSH

M AL AT BRAKT, TR
(1.EBEARER S S AF,BHE 710068;2. BEZE T KFERNA.,HZ 710068)

(HE] BH KT EcEoMmEastd 1 RaeHE (Hp) &5 Lk hegig kB E 54,
Tk ®I 2021 5 AZE 2023 F5 ARBEAARER S 8 RAAER G 180 4] &S PLie st & £ 4F AR
HH, REREF—MEL,RREFAX R ALIAF,RACC KA FAKEAAN Hp, KA ELISA %47 e &
AR AEXEBF(VEGFE) & g 5 F-1(VCAM-1) #= ¥ % 37 5t B F 48 % & & 9(CTRPY) & ik K F ¢4 7l
B, HIEE SA A AR ZRATR 7, K A6 £ 2R B S JEF 4 (MACE) fe L5 L1l 3k f 5F
M, BER 180 B AF R AT P L Hp P 78 4 (43.33%) , Hp M 102 41 (56.67%), Hp M & F Hb K F1%
T Hp M &EH, @@mii-F (AL)-6.1L-8 @A LE F-«(INF-0) .CRLEEZEEOHT Hp MEEH . ZF A%
it FL(P<0.05), Hp Mt &% VEGF,.VCAM-1 & F Hp M & H,CTRPY K-F4&F Hp W& %,
2 F A% FENL(P<0.05), logistic ®)F 544 R 2+~ ,Hb,1L-6.1L-8 , TNF-o.C & & &2 Fnl %% Hp
BRI HaRE(P<0.05), HpMMEHBEZF LANE R aFHLAEZ T Hp MRESE 22X A4 E
SL(P<<0.05), Hp Mk Hb.C R EEGAFAM L A EHiE b gk T Heh B &£ (P<<0.05), &t LK
SRR EET Hp R 2 X ARG Hp MR TIRAE ZHHBERA T RKFEL LT, 3—FoET EKRPRIMG ; Hp
BAARG LML & XL L LW HE kb o) KA F,
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Analysis on related factors of Helicobacter pylori infection and upper

gastrointestinal bleeding in patients with acute myocardial infarction”
YOU Penghua' sHE Xiaomin® ,CHEN Haichao'”
(1. Department of Cardiology »Shaanxi Provincial People’s Hospital ,Xi’an ,Shaanxi 710068 ,China ;
2. Department of Internal Medicine , Hospital of Xi’an University
of Technology,Xi’an ,Shaanxi 710068 ,China)

[Abstract] Objective To explore the related factors between Helicobacter pylori (Hp) infection and
upper gastrointestinal bleeding in the patients with acute myocardial infarction. Methods A total of 180 pa-
tients with acute myocardial infarction hospitalized in the department of cardiovascular medicine of Shaanxi
Provincial People’s Hospital from May 2021 to May 2023 were selected as the study subjects. The general
condition of the patients was recorded,the relevant blood biochemical indexes of the patient were recorded, the
"C urea breath test was used to detect Hp,and the expression levels of VEGF,VCAM-1 and CTRP9 were de-
termined by ELISA. All study subjects were followed up in 3 months after discharge,and the major adverse
cardiac events (MACE) and upper gastrointestinal bleeding events during the follow-up period were recorded.
Results Among the 180 study subjects,78 cases (43.33%) were Hp-negative and 102 cases (56. 67%) were
Hp-positive. The Hb level in Hp-positive patients was lower than that in Hp-negative patients, the levels of
11.-6 ,IL.-8 , TNF-a,and C-reactive protein were higher than those in Hp-negative patients,and the differences
were statistically significant (P<C0. 05). The levels of VEGF and VCAM-1 in Hp-positive patients were high-
er than those in Hp-negative patients, the level of CTRP9 was lower than that in Hp-negative patients,and the

differences were statistically significant (P <C0. 05). The results of logistic regression analysis showed that
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Hb,11.-6,11.-8 , TNF-a and C-reactive proteins were the independent influencing factors in predicting Hp infec-
tion (P<C0. 05). The incidence rate of upper gastrointestinal bleeding events in Hp-positive patients was high-
er than that in Hp-negative patients,and the difference was statistically significant (P <C0. 05). Hp positivity,
Hb and C-reactive protein were the independent influencing factors in predicting the occurrence of upper gas-
trointestinal bleeding (P <C0. 05). Conclusion The incidence rate of Hp infection in the patients with acute
myocardial infarction is high,and the Hp positivity could promote the changes in the levels of various cyto-

kines and further aggravate coronary artery injury. Hp infection may increase the incidence rate of upper gas-

trointestinal bleeding in the patients with acute myocardial infarction.
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e ] B2 BE AT B (Helicobacter pylori, Hp) &2 % UL
M T B0 B B K 5 PR AR L & T T A
Bl 55 B ARG, Hp B 5.0 X R % Y], Hp
JEY ] HE R0 & Bk SE R R BF R R
L2 NESE R EFET- R T AT AE S Hp BIARIG
FRYLEAT R Hp By 5 3 kool BE R Ak | i 8 o 9
3 SE A TE A G O AT g 2 MEO LR BE /Y £ & A
#2Z—". Al & (interleukin, 1L)-6 Al 1L-8 J&
Z VIR 4 A K 75 RAE S & 48 TR 2 A AR
FH s I8 SR BB IR F-a(tumor necrosis factor-a, TNF-a)
B Z R A W5 2000 5 0048 N B B AR OG L fR i T
SEE SN 24 1 3R A RN AR RE A BT A BRI i — 2B i
T 30 ok o R BE e 1T R K SR

ML N 2 A= K AT (vascular endothelial growth
factor, VEGF) j& —FP £ ik , 175 3 045 LIk U045 A i, 74
5 B | A R R A AR W U, A T i ke A S A
BUF X VEGF 9 B HOK P 9 8 5. VEGF 758
(Lo 1Y A T O e vk B AR L AR SO LR AE S
A JE B A ARG 55V KO B R R i 2
I T 0 A B AR 0 28 RE R AR A I L o An
M &L M 4> -1 (vascular cell adhesion molecule-1,
VCAM-D) J& T % % 2K 25 1 88 58 % 1) — b 25 W 7R
F1 .38 5 25 98 RE 18] 71 200 B e a] 5T 0% 266 B AN i %
2 T AR B K ks R A Ak PR, 2 el R B K R e AR
VN B A5 s A R T A AR L R IR SR I
FAH & HE H 9 (tumor necrosis factor related protein
9, CTRPO) 2y — R 1B 2% e 22 [+ J5C A1) 5 284 1017 40
M F, FZE WO AMNERR I A 80 W, A RO L.
O N R T RE SR TR Y SR Bl Ik v 1 R R A
gt . CTRPY AT L3 i 3#09% 40 i P 40 A 15 5 8 %
SR AU O UL B 08 T 7K P 4 0N G0 JUL R 9 T S
I 55 &7 s g 30 e O I R A VR R L AR5
1bXF LA AT B Hp (9 2Pk O LA B A8 35 i IR 9% K
K VEGF,VCAM-1,CTRP9 7K 725 4k , ] B i £
FEBEIA ) S Bl 3 A LI Ak TE i i & AR 2 i —
ARV Hp Bt 5 2rto JUESE 8 % VEGEF . VCAM-
1.CTRPY K b IH AT H it i AH Gk

acute myocardial infarction; Helicobacter pylori infection; upper gastrointestinal bleeding; C

1 #ERERE
1.1 —#&3H

PEHL 2021 4E 5 H % 2023 4E 5 H PP AR EBE
O LA AT BE 1Y 180 3 2k 0 ILAE B A8 35 4 Sy i
EXF &, Hod, B 112 #], & 68 f, F ¥ 4F R
(60.45410.12) % ; ST B4 i B0 JLAEFE (ST seg-
ment elevation myocardial infarction, STEMI) 65 #i,
A ST Bdh i B0 WLAE BE (non-ST segment elevation
myocardial infarction, NSTEMI) 115 ], 44 A %5 i .
FF4A 2018 AFERR YRR 27 23 23 WU 55 4 WO LA 3B
RS — 8 UFRER 2k O U PE 8 . HEBR AR o .
(DAERE<T18 X H >80 %5 () IF & T REREf% 5 (3) Il
RGN s () HAR IR D) B8 5% 5 (5) BE 1 D) g e i
FOENEME s (6) DY &= (A AU R ~ IV
K5 (T ABEIE A T A TE M i e AR, G 38 4 s i, i
Ik 47 2 o e SR 0l B 5 (8) N Rl FE S A B 5 .
AHF 5T O B VY A N RS B A8 B 2 DS At o (R AL
5:2021100) , JIr A S A TS Rl .
1.2 F&
1.2.1 WEIIF

TSR R — B O, AL VI AR R LR
e I A PR 55 56 0 e I PR 3R 5 90 S S8 3 A DG Il
HeAB TR bR 40 45 B IH [F 85 (total cholesterol, TC) . H i
=g (triglyceride, TG) . /& % B i 8 F1-JIH [ B Chigh
density lipoprotein-cholesterol, HDL-C) . ik % B 5 45
H-JH [# B (low density lipoprotein-cholesterol, LDL-
C) .Hb.1L-6.1L-8 . TNF-a & C [ .
1.2.2 Hp #&n

RHYC R ZPFAGR AWM Hp., AF 50 27 A
Bt 72 h W, RSB #17°C RE TR, {5
R ™ s 4 B ) & (b st AR 1 25 A BR 2 WD 19 i W
Ftfr, KM =4. 0£0. 4 B, HEZiE N Hp
FHPE
1.2.3 VEGF.VCAM-1 #= CTRPY # |

WFE X G0 = 25 I8 Al O Bk il 5 mL, 3 000 r/
min &0 10 min J5 T —20 CYKFEIR-TE . K ELISA
#4F VEGF . VCAM-1 fil CTRPY ik /K F- 1l 5 , ik
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NG W T 1 W AR W R A B ) 454 20 R ™ A
Fie FRUER F AT
1.2.4 Liftbid by 2

i PR AT AL P it AR PIX e 4 e 3 ot A A
FHHE, Hb FREKF>10 g/L,
1.2.5 Fi7

MBE S 3 A A XA W58 Rk AT BT 10 sk B
Vi E] B BN B0 S (major adverse cardial e-
vents, MACE) I I 75 fb & i 1 44,
1.3 %itsam

KM SPSS22. 0 Bk AT B ab B . A5 5 RS>
A RT3 26 FF PR R 0 B T BB DL = £ 5 RoR L E T
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R K, AR A LA AR AT 22 5 i &
TR M(Q, Q) Fon AL ] LR B FAG 56 . 11
BB LB A o e R R AL ] LR X R
P P<<0.05 HESAGITERE X,
2 % e
2.1 Hp B F 0 H LR R FTA 27

180 B 5 xF 42 b, Hp BATE 78 $1(43.33%) . Hp
FHAE 102 1] (56. 67%), Hp FHEHE &+, STEMI A
54 i (52. 94%) . NSTEMI 4 48 4] (47. 06%). Hp
FHPE 85 Hb K K T Hp B3 M & %%, 106, 1L-8,
TNF-o.C 8 FH K- T Hp FIPERH . 25 A5
R X (P<<0.05), ILE 1,

*®1 Hp B0 18 0 B I R B B 5 47

T H Hp ¥ (n=178) Hp FAH:(n=102) X*/t P

B/ n/n) 54/24 73/29 0.116 0.744
ER (Tt 8 60.07410. 69 61.0949.59 —0.635 0.525
W MR [ (%) ] 43(55.12) 62(60.78) 0.582 0. 451
R (%) ] 32(41.03) 45(44.12) 2.144 0.176
m L2 (%) ] 36(46.15) 53(51.96) 0.074 0. 880
BRI [ (%) ] 39(50.00) 58(56. 86) 0. 838 0. 370
TC(z+s,mmol/L) 4.014+0.98 4.17+0.76 —1.547 0.122
TG(z+s,mmol/L) 1.5840. 49 1.6140.52 —0.709 0. 480
HDL-C(x %5 ,mmol/L) 1.06+0. 37 1.02+0. 39 0.596 0. 829
LDL-C(x %5, mmol/L) 3.0540.76 2.8940.79 1.151 0.510
Hb(z +5,g/L) 134.53+13. 20 116.55+19. 62 5.988 <0. 001
1L-6(x + 5, pg/mL) 7.4242.13 10.36+4, 44 —4.710 0.010
IL-8(x £5,pg/mL) 159. 62441, 55 201. 91462, 36 —4. 440 <<0. 001
TNF-a(z £ 5,pg/mL) 8.32+2.53 12.19+3. 84 —6. 640 <0. 001
CMEH(x+s,mg/L) 4.24+1.50 6.60+1.61 —8.590 <<0. 001

2.2 Hp ks Hp M # &% VEGF.VCAM-1 #»
CTRPY & F w45

Hp M 8 % VEGF.VCAM-1 /K F& T Hp B
PER A . CTRPY KPR T Hp BIME &, 22 %A 51t
HE X (P<<0.05), L% 2,
x2 Hp PE4EF0 Hp BB EE VEGF,VCAM-1 #1 CTRP9

IKFELLE (2 E5)
Hp B Hp BHME
miH P P t P
n=178) (n=102)
VEGF(ng/mlL.) 40. 0043, 23 47,.07+4. 14 —11. 163 <<0. 001

VCAM-1(ng/mL) 290.25415.16  322.04=£18.15 10.377  0.020

CTRPY(pg/L) 41. 8942. 56 36.9142.011 12.034 <<0.001

2.3 Hp & % logistic & )2 2 #7
VL Hp BRAg 0 A &, DL R i h 22 5%
AL FE X R R A& (S b i S i,

FAER A 4T logistic FIFHr, 45 R B, Hb IL-
6. 1L-8 . TNF-a.C J2 I 5 4 /& U 2R % Hp B4 i
SERSI R 2 (P <<0. 05), L3 3,

x3 Hp B logistic @ F 4 #7

TiH B SE Wald P OR 95%CI
i —4.916 3.238 2305  0.129

Hb —0.083 0.023 12,425 <C0.001  0.921  0.879~0. 964
16 0.328 0.152  4.680  0.031 1.389 1.031~1.869
IL-8 0.027 0.010  7.365  0.007 1.027 1.008~1.048
TNF-« 0.428 0.112  14.696 <<0.001  1.535 1.233~1.910
C R 0.614 0.226  7.393  0.007 1.848 1.187~2.876

2.4 Hpraks Hp MK & HF MACE 4= Li§ 1k
W LA LR

Bt 3 4~ Hp FHAYEFI Hp BB # MACE %
HRERILE, 2R 51 E X (P>0.05) ;Hp IH
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PEBH LIHAGIE R R AR S T Hp BB,

ERA G FE X (P<<0.05), LT 4,

2.5 LiA4eiE o 5 R B o BRI R R LA
T AR S AR R e Hp B L C

N B L KF & F L TE AR TE R Wi R, Hb KPR
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BAER A #EAT logistic HIIH 2 #r. 4538 B 7x. Hp FH
e Hb C J b & 2 F i & A IS A i i3 gk 37
RN & (P<0.05), L% 6,
#F4  HpBAMF Hp BBEEE MACE B4 LA KiE
R AR R e (%))

A R 2 RGN (P<0.05), gy Hp B MR
W5, _ (n=78) (n=102)
0 7 A B 9(11. 54) 15(14. 71) 0.384  0.536
2.6 bt logistic )2 5 A7 N
DL e 3 L RS B 1 2 4 K 0 B 13(16.67) 24(23.53) 1.275  0.259
EZE A 0 1€0.98) 0.769  0.381
B 22 S G T2 R R AR O A 2 U = 1, b 3H Al 18 1 6(7.69) 24(23.53) 5.187  0.023
Pl =03 Hp Btk =1, Hp BI#E =05 Hb, C S b 8 A
x5 L E I 5 5k H i E IR R SR AR
RgEl AR IE I (e =30) U ARE R L (r =150) X/t P
B /% (n/n) 18/12 105/45 1. 441 0. 230
(s, %) 61.82-+10.10 57.23+8.95 —0.598 0.551
WA (%) ] 18(60. 00) 87(58.00) 0.852 0. 356
WA [n (%) 20(66. 67) 54(36.00) 9.829 0.002
IR L2 (26 ] 21(70. 00) 68(45.33) 0.541 0.462
WEIRIR 2 (%) ] 18(60. 00) 67(44.67) 0.063 0.801
Hp FH#:n (%) ] 24(80. 00) 76(50. 66) 9.209 0. 002
TC(z+s,mmol/L) 3.8940. 84 4.1140. 94 —1.379 0.170
TG(x +5,mmol/L) 1.5340.53 1.6440. 45 —1.147 0.253
HDL-C(x s, mmol/L) 1.0740. 36 1.03+0.41 0.612 0.541
LDL-C(z +5,mmol/L) 3.1140.79 2.9640.76 1.054 0.293
Hb(z +5s,g/L) 115.73417. 60 129.28417.28 —4.317  <<0.001
IL-6(x +5,pg/mL) 8. 1442, 90 9.4044.03 —1.745 0.083
1L-8(x +s5,pg/mL) 171. 024 38. 44 187.16+63.13 —1. 447 0.150
TNF-a(x +s.pg/mL) 9.9844. 25 11.27+3.77 —1.764 0.079
CRMHEM(xEs,.mg/L) 6.80+1.65 5.394+1.95 3.944 0.003

x®6 4L B H I logistic Y3447

TiH B SE Wald P OR 95%CI
Wi —3.068 1.966  2.435  0.119

Hp FHM: 1.695 0.756  5.023  0.025 5.445 1.237~~23.970
Hb 0.058 0.014 17.141 <C0.001  1.060 1.031~1.090
C I —0.467 0.126 13.640 <C0.001  0.627 0.489~0. 803
3 i ®

UTAFR , Hp JE YL AE 60 IR I 45 5 A2 o A
K] B L ST R, Sk U BE AR
Hp R R 1 B HE , St D WUBESE AT i Hp
YR 152 T DR A R R, R
iE Sz B 2R I TR 5 5 0 R BRE R Y e A L R N AR E
FEYIAR O o AR L PRI VR 5 AL 9 o P L B
FURE BRIy R R E AR . Hp B E
LA T e R Bl ok o, A BE L 38 B IR A SR

R 0E JR) 5 AR i TN » B A A Y I R I 40 B R T K
o | L S T LA B B L 5 kS R R AL

AWFFEEE R BN 2D U E 8 5 1 Hp Jsge
(56, 67%) &, Hp, STEMI B # 5 NSTEMI
BN Hp P, 27 LG22 8 L (P>>0.05),
Hp FHE & #E Hb KT Hp M B #H 1L-6 . 11-8,
TNF-o.C W % & T Hp B8 % ; logistic [
Sy MR  Hb  1L-6 . 11L-8 , TNF-a., C 2 Ji 2K 14 2 75 Il
SOk UREBE R Hp B 0 1l 57 52 e PR R 1 B
Hop BEYen] 5] 4 i S K 41 PR 7 7K S 48 i ] B
Z 52O NS kA KR,

VEGF J& T 4 4 48 Ja B, 400 6.0 JUL 248 Je 0 1
R 103 A I A TR A 5 AR T 0 A 0 10 18 B R
HE I T AR B E AT 56T . VEGE ] LU if 45 i
B PERE I, A A KR R AR A N R DR B
JRE K S KR BE AL BE S VCAM-1 BHEE A2 T
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A G S IO 8 8 A 30 1) £ 11 4 AR T A L T T R R
i A1 BERZS Can 3 ik o BE A 4L L0 G5 B Bl GO JILAE BB
a2y R R FE T, VCAM-1 K OE T 3 T R 5 R e
2 Ak 2R DR VBRI DR S R A OGRS Ko A B B 2
HRGENEZ AR ED ™, CTRPY &k N &%
) 240 JH PR 0 JUL 40 B P 3 5k KO 458 v i R
A D8 A5 5 3 865 3 4 L S Vi UL 400 o 1% 346 B I R A1
il 0L 45 7 e RIL A0 M Y 14 B, B Sl Bk ok A A A 1Y E
AL, CTRPY 38 AT LIk /b 48k B AIG 4% 2 il 48 1 AY
i 4 90 1 T & ol 25 4% R S IO F — 2 W KK 3 Jok 545 A A
TR HEAE FH . AR WF ST 45 SR F W, Hp B M3
VEGF.VCAM-1 KF & F Hp BB+, CTRPY K
T Hp BIMEE . 22 R4 5028 L (P <<0.05) ,
PHA Hp J&Ye nl 8 8 1 4 FH T e IR 3h ik i 4 B ok 42
15 A AL R F K S ARG 7 400 i R 7K SF 4 i
58 RE S N 5 0 R e R B Bk i . 2 5 20O LR
FRA KB, 18 logistic [P 4387 W7~ o 1 3 40 it (A
FIEAJE SO WU E 8 3 Hp &Y 19 2l 57 52 i) A
R.PERXEH T A AT Hp BEYe k7 A1 ¢, 2k
D WUAESE Hp Y] fig 2 2 AW R H S 5 Hd,

SR O WLBE K DR Ay 2 07 38 B At B Bt i /)N
WOREZY) 555 & AL . Hp %4 T
R BRSO R
ettt A E B 055 T RS R R
A BTN ARGE WO A RS . ARBF AR R,
Hp BHPE B A IE 1 3 1 % 28 R F Hp Bk
HH s logistic [B1F 20 8 S8, Hp &3y . Hb. C [ 2K
2 T 2t O WIUASE B B8 3 & A b AR A i ) ik
SERCME N . Hb KE TS B E KRR A I8
B G 2 22 DR M O 3 S R T ) R ) 2 L
THALTE H I XURS e R o B i 36 R 3 AT IR S L ARA
Hp Bt #80] LA 8520 F 3 1k 38 i i )UK

ZE F TR SO WUREBE B Hp J&R Y & B R
5 » Hp BHAE AT A2 4 £ Fh 20 B R 7 K7 & A= A8 Ak, i3 —
A5 T e S tR 2 kA 47 s Hp JER e 2% B8 e ko0 LA 3B
BE A BWHALIE B kAR, R E T R
DG GRS R T REA B4 T 2 Mk R R R T U —
P RAEA R I IT L B oT LR IE AT 6 4518 .
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