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ABSTRACT

Objective: The purpose of present study was to find out the relationship between helicobacter pylori infection and
acute myocardial infarction

Study Design: Experimental / Case control study

Place and Duration of Study: This study was carried out the Biochemistry Department, Dow University of Health
Sciences, Karachi from 11.02.2013 to 15.12.2013.

Materials and Methods: Serum samples of age and gender matched 80 each of Cardiac and non-cardiac patients
with H. Pylori were investigated for the levels of 1gG and IgA by kit methods.

RESULTS: Patients who were H.pyloric AMI compared to non-h.pyloric nomal had relationship with increased
IgG in Acute myocardial infarction patient with H.pyloric infection as compare to control.

Conclusion: The results of present study suggest that H. pylori is a new risk factor for the development of
atherosclerosis and enhance the risk factor. Therefore proper treatment and diagnosis can be helpful for cardiac
patients.
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INTRODUCTION

Coronary artery disease is known to be the most leading
cause of death in industrialized societies®. A
cardiovascular risk factor is due to the inflammatory
response to irritation, lipid peroxidation and infection?.

H. pylori cause chronic gastritis, a persistent low grade
inflammatory  response increase  fibrinogen, a

clinical examination. Gastrointestinal
excluded in both groups.

Five ml blood sample was drawn from every MI patient
and controls which were involved in the study by
venupuncture using a 05 ml sterilized disposable
syringe. After clotting, serum was separated by
centrifugation and stored at -20 °C until analyzed.

Levels of parameters were measured by ELIZA

drugs users

coagulation factor which is a predictor of ischemic

heart disease®. Cardiac risk factors can cause Chi-square (X2) and T- test in SPSS version 16
impairment of endothelial vasodilator function of  software.

coronary resistance arteries*®.

Most of the patient infected by H.pylori never experience ~RESULTS

symptoms and complications’. 10 — 20% patients with
symptoms are risk of developing peptic ulcer while 1-2%
is at risk of acquiring gastric carcinoma®. H. pylori is

methods using monobind kit..Data were analyzed using

Table No.1l: Comparison of relative frequency of
Positive 1gG and IgA in both groups.

present in mucus on the inner lining of epithelium and Neg%tlve P05|0t|ve To;cal P

inside cells®. For the first time Mendel et al suggested the N (%) N(%) N(%)

relationship between coronary heart disease with I9G 5 m

110

H.pylori®. Case | 38(43%) (s6.81%) | (100%) | o,

MATERIALS AND METHODS 0 38 88 '
Control | 60 (68%) (31.8%) | (100%)

In this study 88 persons with no history of cardiac IgA

disease and 87 myocardial infarction patients having 50 87

age between 35 to 70years old were compared in two Case (58.8%) 38 (43%) (100%)

separate groups. The case group admitted in CCU ward 45 43 83 0.45

was selected by convenient non probability sampling Control (51.1%) (48.8%) | (100%)

method.Patients were all diagnosed MI with confirmed
clinical symptoms, ECG changes high cardiac enzymes,
while the control had no history of any cardiovascular
disease, ECG changes or any positive physical or

There were all males cases and control, the mean ages
in the control and case groups 55.3 + 11.8 and 57.8 +
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13.7 years respectively (p = 0.1). there were also no
significant differences were found between case and
control groups in diabetes, hypertension and obesity.

50 patients (56.81%) from case group were IgG
positive against H. pylori and 38 (31.8%) persons in
control group were 1gG positive against H.pylori. The
statistically difference was significant (p = 0.002),
while there were no significant difference between IgA
levels of two groups (p = 0.44) (Table 1). 38 (43%)
cases and 43 (48%) controls had positive 1gA against
H.pylori.

Table No. 2: Relative frequency of positive 1gG and
IgA in case group.

e Negative | Positive Total
N (%) N (%) N(%)
IgA
Positive 10 28 38
(26.3%) | (73.6%) | (100%)
Negative 28 14 42
(66.6%) | (33.3%) | (100%)
Total 38 42
X?=16.125 df=1 p=0.010R = 3.5CI: 95%
1.3-95
DISCUSSION

There is a significant difference in our study, in which
there is 1gG levels of H.pylori was shown between
cases and control (0.002).

According to some researchers, H.Pylori infection is
seen in lower socioeconomic society peoples'® and their
frequency is higher in older age people!**2. In our study
there is a significant difference between control group
and cases with IgA and IgG. The antibodies against
H.pylori compared with the cardiovascular risk factors
were shown significantly diversity.

HDL levels are significantly lowers in H. pylori
seropositive cases according to En-zhi-jin'®. Chronic
infections which may be viral and bacterial may play a
role in aggravation of atherosclerosis®. Like infections,
hypertension, diabetes and smoking are also major risk
factors which cause cardiovascular events's,

Release of inflammatory cytokines during chronic
infections which causes endothelial dysfunction and
blockage of small vessels that leads to decrease blood
flow!e171819 H_pylori infection is considered as a new
risk factors in developing atherosclerosis due to
increased risk in chronic inflammation. This disease
may increase risk in the patients with low birth
weight?°.

CONCLUSION

From this study, it may be concluded that H. pylori
infection can a considered as a new risk factors in
developing chronic inflammation in developing

atherosclerosis. Therefore proper treatment and
diagnosis can decrease the hazards of atherosclerosis.
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