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ABSTRACT: Fifty-six patients of confirmed myocardial infarction were inducted into the study. Healthy attendants of patients
donating blood to their relatives were-taken as control. Weight, height, smoking habits and diabetic status were recorded. Base
line laboratory investigations, lipid profiles, creatine kinase total and MB, Troponin T and IgG antibodies against Helicobacter
pylori (HPAD) were done. Mean age +SD of the patients was 45.6 + 6.5 years. There were 47 males and 9 females. HPAb were
detected in 41 (73.21%) patients. No significant difference in age, BMI, Cholesterol and Triglyceride was observed patients test-
ed positive or negative to HPAb. HDL levels were significantly low in patients who tested positive toc HPAb. (95% Cl -6.3 to
-1.09, p=0.006). Control group comprised 23 subjects with mean age 37.9 +5.7 years. HPAb were positive in 11 (47.82%) of the
subjects in control group. Frequency of HPAb was significantly more in patients of myocardial infarction compared to control

(p=0.039).
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INTRODUCTION

Since its discovery in 1893 by Bizzero in dogs, Helicobacter
pylori (HP) remained a controversial organism’. In 1906
Krientz discovered these spiral organisms in humans but his
findings were viewed with incredulity as most of the spiral
organisms were obtained post mortem and thus contamina-
tion could not be ruled out'. It was not until the work of
Marshall in 1983 and Warren in 1984 that the connection
between the infection and gastric disease was taken
seriously’. Now the role of HP in chronic active gastritis (type
B) and peptic ulcer is well established™. Many methods are in
vogue to diagnose HP infection, these include both endoscop-
ic and nonendoscopic methods. The endoscopic methods
include Rapid Urease Test, Brush Cytology, Histopathology
and Culture. Histopathology is the only method that can
show both the extent of HP infection and the degree of
mucosal damage’. Polymerase Chain Reaction can also be
used to detect HP in gastric biopsy specimens. Three
non-endoscopic methods for diagnosis of Helicobacter pylori
include “C or *C-Urea Breath Test and Helicobacter pylori anti-
bodies (HPADb). Breath test are useful for determining
whether a treated patient has been cured®". Serological tests
have also been validated for diagnosis and monitoring eradi-
cation after antimicrobial treatment. Decrease in IgG titers to
less than 50% of the pretreatment sample six months after
then end of treatment, shows eradication'?. Helicobacter
pylori, apart from gastritis and peptic ulcer are also implicat-
ed in other diseases. The organism has been linked to gastric
malignancy”. Currently the role of HP is under debate for its
association with ischaemic heart disease. Many cross sectional
studies have reported a positive association of Helicobacter
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pylori with coronary heart disease™. Prevalence of HP
depends upon the population studied, and the results may be
confounded by other risk factors for cardiac disease and HP
infection”. The present case control, cross sectional study was
conducted to investigate the association of HP with myocar-
dial infarction (Ml) by comparing a group of with confirmed
myocardial infarction patients with a group of controls of a
similar age and gender distribution.

PATIENTS AND METHODS

Patients presenting with first attack of myocardial infarction
at Cardiology or Medicine Wards of Chandka Medical
College Larkana during the period of August 1996 and
December 1997 were selected for the study. The diagnosis of
myocardial infarction was made on the following basis:

- Typical chest pain

- ST-segment elevation

- Total creatine kinase activity within 24 hours after
admission more than twice the upper limit of normal
along with elevated creatine kinase MB.

- Positive Troponin T test.

A control group of matched age and gender was selected
from the healthy attendants of the patients donating blood to
their relatives. Informed consent was obtained from all the
selected patients. Clinical examination of the patients was car-
ried out and the findings were recorded. Height, weight and
body mass index (BMI) of the patients was calculated by
dividing the weight in kg by square of the height in meters®.
Smoking habits with duration and the number of cigarettes
per day was also noted. Inquiry was also made about the dia-
betic history. Patients with known history of acid peptic dis-
ease were excluded form the study. Selected patients under-
went the investigations such as Complete Blood Counts,
Urine DR, Blood Sugar Fasting and Random, Blood Urea,
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Lipid profile and IgG Antibodies against Helicobacter pylori.
The patients’ serums for HP antibodies were stored at -10°C
till the tests were done. Complete Blood Counts were done on
Sysmex K-4500 automated cell counter, IgG antibodies to HP
were done by ELISA (HEL- pTEST™ II, Amrad Biotech
Australia). For qualitative estimation of serum troponin T,
whole-blood rapid-essay device (Boehringer Mannheim,
Mannheim, Germany) was used". Positive test was indicated
by a colour line appearing within 20 minutes showing the
presence of troponin T in the sample above the discriminator
value of 0.18 ng/ml". The rest of the tests were done on stan-
dard photometer using Boehringer Mannheim reagents.
Statistical analysis was done using Student’s ‘t’ test, 95% con-
fidence interval (Cl) were estimated. P value of less than 0.05
was taken as significant. Statistical Analysis was done on
SPSS ver 7.0.

REesurrs

Fifty-six patients of confirmed myocardial infarction with
mean age+SD as 45.61+6.5 years were selected. This included
47 (83.92%) males and 9 (16.1%) females. The control group
(CON) group consisted of 23 subjects including 21 (91.3%)
males and 2 (8.7%) females with mean age+SD as
37.945.7years. The mean values +SD in Ml Group of Total
Cholesterol was 201.0+39.2 mg/dl, HDL-Cholesterol was
35.46+4.64 mg/dl and Triglyceride was 167.3+27.2 mg/dl
Out of 56 patients 32 (57.14%) were smokers and 19 (33.92%)
were diabetic. IgG antibodies against HP were detected in 41
(73.21%) patients. HDL was significantly lower in the patients
positive to HP antibodies (34.46+4.16 mg/dl) compared to
those in whom it was negative (38.2+4.9 mg/dl) [95% Cl -6.3
to -1.09, p=0.006]. MI group statististics for patients who test-
ed positive to HPAb and those who tested negative are tabu-
lated in Table I and independent sample test in Table II.
Breakup of diabetic status, sex and smoking habits of MI

TABLE | MI group statistics for HPAb status
HPAb Mean Std. Std.
Deviation Error mean
Age Positive 46.317 6.908 1.079
Negative 43.800 5.158 1.332
BMI Positive 26.817 6.165 0.963
Negative 24.993 4.504 1.163
CHO Positive 205.634 39.678 6.197
Negative 188.200 36.186 9.343
HDL Positive 34.463 4.159 0.649
Negative 388.200 4.901 1.265
TG Positive 1711.098 26.437 4.129
Negative 156.800 27.224 7.029
TABLE I Independént sample test in Ml group for

HPAD status on different variables

95% confidence

interval of the mean
Sig. =~ Mean Std. Error

t df (2-tailed) Difference Difference Lower - Upper

T-test for equality of means

Age 1.283 54 0.205 2.517 1.961 -1.415  6.449
BMI 1.046 54 0.300 1.824 1.744 -1.673  5.321
CHO 1489 54 0.142 17.434 11.709 -6.041  40.909
HDL -2.837 54 0.006 -3.736 1.317 -6.377 -1.096
TG 1778 54 0.081 14.298 8.040 -1.821 30.416

TABLE 1l Breakup of diabetes, sex and smoking
habits according to HPAb in MI
HPAb
Diabetic Sex Smoking habits
Non Diabetic Female Male Non  Smokers
diabetic smokers
Count Count Count Count Count Count
Negative 12 3 1 . 14 6 9

Positive 25 16 8 33 18 23

Group according to HPAb status is given in Table 1II. Mean
values of tota) cholesterol, HDL- cholesterol and triglycerides
in CON Group were 147.1+121.2 mg/dl, 43.647.5 mg/dl and
101.5411.2 mg/dl respectively. In CON Group HPAb were
positive in 11 (47.82%) of the subjects. Frequency of HPAb in
two groups was significantly different with p=0.039.

Discussion

The role of Helicobacter pylori is currently under debate in
patients of ischaemic heart disease. Many articles are appear-
ing in international scientific journals highlighting its role and
different mechanisms by which it is mediated, while some
articles do not show any such association. In this series we
studied the status of IgG antibodies against Helicobacter pylori
in patients presenting with first attack of myocardial infarc-

" tion and to compare its frequency with a matched control

group.

In the present series, we detected IgG HPAb in 73.21% of
patients presenting with myocardial infarction and in the con-
trol group the frequency was 47.82%. The difference in the
frequency was statistically significant (p=0.039). Another very
significant finding was that, HDL was found to be significant-
ly reduced in patients who tested positive to HPAb as com-
pared to those who did not. Some researchers are of view that
HP has an independent causative role in coronary heart dis-
ease™ others favour an indirect role”. Many mechanisms are
described by which Helicobacter pylori could inflict the cardiac
injury. It is postulated that HP increases the risk factors due
to a low-grade chronic inflammatory response. It has been
shown that the HP infection could alter the serum lipids and
predispose to the coronary heart disease™. In another study it
was found that the patients with HP infection had lower lev-
els of HDL as compared to those who did not?. We had simi-
lar results in our series and the HDL levels in HP positive and
negative patients were 34.46 mg/dl and 38.2 mg/dl respec-
tively (95% Cl -6.3 to -1.09, p=0.006). As HDL levels are pro-
tective their decrease could predispose to coronary heart dis-
ease. HP also increases the C-reactive proteins, which increas-
es the risk of coronary heart disease”. By virtue of causing the
chronic gastritis* HP could lead to the deficiency of vitamins
and folate®. This in turn could lead to failure of methylation
by 5 methyl tetrahydrofolic acid resulting in accumulation of
homocystine, which is toxic to endothelial cells and causes
coronary heart disease?. It has also been shown that the infec-
tion with HP in early childhood increases the risk of cardiac
disease in adult life.

These findings have very important clinical implications.
The association needs confirmation in large-scale studies. If
HP itself is responsible for the association, then this is of great
clinical importance as the infection is easily treatable”™ and a
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risk factor could be easily abated. HP and MI may have
shared risk factors, because low socioeconomic status in
childhood may predispose to both conditions®. HP may have
little impact as an independent risk factor for cardiac disease
and a longitudinal study with treatment intervention is need-
ed to examine this association.
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