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Analysis on the correlation between the onset of coronary heart disease and Helicobacter pylori infection
and the influencing factors of co-infection

ZENG Xianfeng, WEN Xian, GUO Yibo, SU Ruiya (The First affiliated Hospital of Nanyang Medical
College y Nanyang 473000, Hanan ,China) *

Objective The correlation between coronary heart disease and Helicobacter pylori (Hp) infection were
explored,and the influencing factors of co-infection with Hp were simultaneously analyzed,so as to provide a theoretical
basis for clinical prevention and treatment.  Methods A total of 127 patients with coronary heart disease who were
received and treated in our hospital were selected as the research subjects in this study. The Hp infection status of the
patients was detected. Venous blood was collected to measure the concentration levels of serum homocysteine (Hcy) and
heat shock protein 60 (HSP60). The differences in the levels of Hcy and HSP60 among patients in different groups were
compared. The clinical data of the patients were compared to explore the relevant influencing factors for the co-infection
of Hp in patients with coronary heart disease. Results Among the 127 patients with coronary heart disease, the positive
rate of Helicobacter pylori (Hp) was 36. 22%. In the Hp-positive group, the number of diseased branches was mainly
three-branch lesions (45.65%) ,and the proportion of patients with single-branch lesions was the lowest at 23. 91%. The
nature of plaques was mainly unstable plaques. The Gensini score was (19. 72+ 2. 56) points,and the plaque area was
(10.19+ 1. 58) mm®. In the Hp-negative group., the number of diseased branches was mainly single-branch lesions
(44.44%) yand the proportion of patients with three-branch lesions was the lowest at 20. 99 %. The nature of plaques was
mainly unstable plaques. The Gensini score was (15, 024 2. 83) points,and the plaque area was (9. 00+ 1. 70) mm .

There were significant differences between the two groups in the constituent ratios of single-branch lesions, three-branch
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lesions, stable plaques,unstable plaques,soft plaques,and mixed plaques,as well as in the Gensini score and plaque area
(P<C0.05). There were significant differences in the serum levels of Hcy and HSP60 among patients with different Hp
infection types and different degrees of Hp infection,suggesting that the types and degrees of Hp infection have a profound
impact on the lesions of coronary heart disease. There were statistically significant differences in age, alcohol
consumption,diabetes, hyperlipidemia, frequent dining out, and frequent consumption of spicy foods between coronary
heart disease patients with positive Hp and those with negative Hp (P <C0. 05). Further analysis showed that alcohol
consumption,diabetes, hyperlipidemia,and frequent dining out were independent risk factors for co-infection with Hp in
patients with coronary heart disease (P<C0.05). Conclusion The lesion characteristics and serum indexes of patients
with coronary heart disease complicated with Hp infection were significantly different from those of patients with negative
Hp.suggesting that Hp infection has an important impact on the progression of coronary heart disease. In clinical
practice,attention should be paid to the prevention and treatment of Hp infection. For patients with coronary heart disease

who have high-risk factors for co-infection with Hp,comprehensive intervention measures should be actively adopted.
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Table 2 Univariate analysis of coronary heart disease
complicated with Hp infection.
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Table 3 Multivariate analysis of coronary heart disease
complicated with Hp infection.
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