@ Universe
Scientific Publishing

B T LRk

HP JEge 55 bR 30 kSRR A A O LB RO o8 R B ST ot J

Progress in investigating the relationship between HP infection and coronary atherosclerotic cardiovascular disease
kR e
Zhang Chen 1, Yan Jinlong2

(LB SRR A5 IR BB
(1.Urumdqi, the Second Clinical Medical College of Xinjiang Medical University ;
Medical University, Urumqi 830063)

BEARFE 830054 2 FHRERIRFHLIRKES B S8 AST  830063)
2. The 7th Clinical School of Medicine, Xinjiang

T2 T TIRAT B (HelicobacterPylori, HP)RRYLIZF [ OLAGE MERUL B0 B 6 1Y B R T W o — e RVE FI M 2 0 B Ay B2 (0]
o SRS KRRERE A O T 2 TSR R SR A R AL (R Sk e e s P 2 S BOO LB L . BRAEIRFE TS | A ik, 458
FRATER SR M BTERBIRG , FRIFRTE o I TUARRAT R ORI O A PIR I A RS HP A K, ARG BTER
Bl HP 5501006 5, LK HP W AR RS IR R . SRR . A N BE A« MTE U B B SN S5 R 3, SRSl Bkt A Al
B A S AR

Abstract: Helicobacter pylori (HelicobacterPylori, HP) infection is a common chronic infectious disease in China. And its high infection rate has gradually
become a medical problem attracting worldwide attention. Coronary atherosclerotic heart disease refers to the heart disease caused by coronary artery
lumen stenosis or occlusion and myocardial ischemia, hypoxia or necrosis caused by coronary atherosclerosis, collectively referred to as coronary arterial
heart disease or coronary artery disease, or coronary heart disease. In recent years, there are a lot of studies show that the occurrence and development of
cardiovascular disease is related to HP infection, this review aims to illustrate the relationship between HP and coronary heart disease, and HP may affect
the lipid metabolism, inflammation, vascular endothelial injury, thrombosis, and other intestinal disease factors, promote the occurrence and development
of atherosclerosis.
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