
Medical Journal of Babylon – 2008 Volume 5 No .3-4   مجلة بابل الطبية ٢٠٠٨– المجلد الخامس–العدد الثالث و الرابع 
 

507 

 

 

 

 

 

Abstract:  

In the present study the aim was to determine whether there is an association  between H. pylori infection 
and IHD or not , which was demonstrated in Hilla province patients,  thirty male patients admitted to 
c.c.u. complaining of acute MI Their Age range ( 35 – 45 ) was estimated   for anti H. pylori antibodies in 
their sera with thirty healthy persons  as control . 

The study revealed that twenty one patients with acute MI shows positive test for anti H. pylori 
antibodies while only nine of them shows negative test, using a chi square statistical method we found a 
significant association of  H.pylori infection with IHD ( P<0.05), in relation to control. 

The sensitivity of the test in general 70 % while the specificity is 30 % , using percentage and according 
to the type of MI , ant MI shows the highest percentage (50%) while the lat. MI shows the lowest 
percentage (3.3%).suspect to idea of possible relation of site of myocardial infarction with H. pylori 
infection.  

 الخلاصة 

إن الھدف من ھذه الدراسة ھو تحدید العلاقة بین الاصابة بأحتشاء العضلة القلبیة والاصابة بالتھاب بكتیریا الھلیكوباكتر بایلوري بالذات 
و بعدد  ثلاثون مریضا تم إدخالھم إلى وحدة العنایة القلبیة من )  سنة ٤٥- ٣٥(لعمریة ضمن المرضى من سكان مدینة الحلة للفئة ا

تم إخضاعھم جمیعا لفحص خاص یحدد مدى اصابتھم ببكتیریا الھیلكوبكتر بایلوري .الذین یعانون من احتشاء العضلة القلبیة الحاد 
.وبالمقارنة مع ثلاثون شخص سلیم وضمن نفس الفئة العمریة    

دراسة اثبتت ان احدى وعشرون مریظا كانت نتیجة فحص بكتیریا الھیلكو باكتر بایلوري ایجابیة بینما كانت النتیجة سلبیة لتسعة ال
.مرضى فقط   

, (Chi – square)وجد ارتباط مؤثر بین ھیلكو باكتر بایلوري واحتشاء العضلة القلبیة بقیمة  باستخدام التحلیل الاحصائي 
.                     صحاء بالمقارنة مع الا (p < 0.05)احتمالیة 

  % .٣٠بینما الخصوصیة  % ٧٠كانت الحساسیة للفحص كعلاقة بین ھیلكو باكتر بایلوري واحتشاء العضلة القلبیة وبصورة عامة 
صابة بالھیلكوباكتر للا %) ٥٠(اظھرت الدراسة بان اعلى نسبة مؤیة باستخدام النسبة المؤیة وحسب نوع الاحتشاء للعضلة القلبیة

للاصابة بالھیلكوباكتر بایلوري ھو للاحتشاء الجانبي  %)٣٫٣(بایلوري ھو للاحتشاء الامامي للعضلة القلبیة في حین اوطأ نسبة مؤیة 
.للعضلة القلبیة   

ــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــ  
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Introduction 
elicobacter pylori infection 
has bee linked strongly with 
peptic ulcer disease, atrophic 
gastritis and gastric cancer [1, 
2]. 
Acute myocardial infarction 

(AMI) is one of the heading cases of 
global mortality in countries with 
established marked economies [3]. 
 (HP) Gram-negative spiral bacilli 
present in gastric mucosa with sever 
inflammation was first reported [4]. 
Measurements of anti-H. pylori 
antibodies titers in serum samples 
revealed a high prevalence of H. pylori 
infection in areas showing high 
increase of gastric cancer. Thus, H. 
pylori infection is focused as an 
etiological factor for gastritis and 
peptic ulcer disease in addition to 
gastric cancer [5]. Immunological 
studies have also been conducted there 
after by demonstrating that 
colonization of these bacteria on 
epithelial cells in the gastric mucosa 
stimulates cytokine secretion and 
induces neutrophil infiltration nearby. 
In particular, vaculating toxin (VT) 
producing H. pylori has been shown to 
produce a large amount of IL8 [6]. In 
recent years, it has been shown that 
such enhancement of local cytokine 
production and elevated concentrations 
of circulating inflammatory cytokines 
causes vascular endothelial cell injury, 
suggesting a close relation ship with 
the path physiology of myocardial 
infarction [7, 8].  However an 
association between IHD and infection 
has been reported not only with H. 
pylori but also with Chlamydia 
pneumonia [9, 10, 11, 12, and 13].  
Patients & Methods: 
A-Samples: 

- Collection of the samples: this 
Study was performed in Marjan 
teaching hospital from January 
2005- January 2006,  a total of 

30 patients and 30 controls  
with a mean age 40 years old 
that was admitted to coronary 
care unit complained of acute 
M.I., all patients were chosen 
according to specific exclusion 
and inclusion criteria,  

- Not H.T 
- Not DM 
- No thyroid disease 
- Not hyperlipdemia  
- Not DU 
- Not smokes 
- No Hx of Endoscopies 
- No Hx of Epigastria pain 

suggested DU 
- Not Hx of IHD 

And 30 healthy persons at the same 
mean age and with the same exclusion 
criteria, as control were included in 
this study, a 2 ml. serum was taken 
from all male to be estimated for anti 
H. pylori antibodies. 
B-Estimation of serum H. pylori:  
    The ACON rapid one step test 
device for the qualitative detection of 
the antibodies to Helicobacter pylori 
(H. pylori) in human serum and plasma 
was used this is for professional in 
vitro diagnostic use only. 
This test device (serum & plasma) is a 
rapid chromatographic immunoassay 
for the qualitative detection of 
antibodies to H. pylori in serum or 
plasma. 
The principle of this test device is a 
qualitative membrane based 
immunoassay for the detection of H. 
pylori antibodies in serum or plasma, 
the test procedure is an anti-human 
IgG is immobilized in the test line 
region of the test, after specimen is 
added to the specimen well of the 
device, it reacts with H. pylori antigen 
coated particles in the test . this 
mixture migrates chromatographically 
along the length of the test and 
interacts with the immobilized anti-
human IgG . 

H 
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If the specimen contains H. pylori 
antibodies, a colored line will appear 
in test line region indicating a positive 
test result. If the specimen dose not 
contains H. pylori antibodies, a 
colored line will not appear in test 
line region indicating a negative test 
result. 
To serve as a procedural control , a 
colored line will always appear in the 
control line region indicating that 
proper volume of specimen has been 
added and membrane wicking has 
occurred .Thus the content of the test 
device is H . Pylori antigen coated 
particles and anti-human IgG coated on 
the membrane.  
Results: 

 30 patients with acute M.I 
compared with (30 control) responding 
H. pylori infection and the result was 
that  twenty one patients with acute 
M.I showed positive test for H. pylori 
while only nine of them showed 
negative test as shown in table (1) and 
fig (1), using percentage and according 
to the type of acute M.I. acute ant. M.I. 
show the highest percentage (50%) 
while lat& inf-lat M.I. show the lowest 
percentage (3.3%)as shown in the table 
[2] and fig [2]. 
Using a chi-square statistical method 
found that a significant association 
between H, pylori infection and IHD 
(P<0.05) in relation to control. 
The sensitivity of the test in general 
70% while the specificity is 30%as 
shown in fig [4]. 

Table [1] the number of positive and negative H. pylori test according to the type of M.I. 
Type of M.I No. of pt. +ve test No. of pt. –ve test 

Anterior          M.I. 11 4 

Inferior           M.I. 4 4 

Lateral            M.I.  0 1 

Anterolateral   M.I. 5 0 

Lnferolateral   M.I. 1 0 

Fig [1] the number of positive and negative H. pylori test according to the type of 
M.I. 
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Table [2] the percentage positive and negative of the H. pylori test according to the 
type of M.I. 

Type of M.I Percentage of +ve test Percentage –ve test 

Anterior          M.I 36.67 % 13.33% 

Inferior           M.I. 13.33% 13.33% 

Lateral            M.I.  0 % 3.33% 

Anterolateral   M.I. 16.67% 0% 

Lnferolateral   M.I. 3.33% 0% 

 

Fig [2] the percentages positive and negative of the H. pylori test according to the 
type of M.I.  
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Table [3] the sensitivity and the specificity of the H. pylori test according to the type 
of M.I. 

Type of M.I sensitivity specificity 

Anterior          M.I 73.33 26.67 

Inferior           M.I. 50 50 

Lateral            M.I.  0 100 

Anterolateral   M.I. 100 0 

Lnferolateral   M.I. 100 0 

 

Fig [3] the sensitivity and the specificity of the H. pylori test according to the type of M.I. 

0

20

40

60

80

100

120

ant inf lat ant. Lat inf lat 

Type of MI

pe
rc

en
ta

ge

sensitivity
specificity

 

Fig [4] the sensitivity and specificity of H. pylori test in patients with M.I. in general. 
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Discussion: 
 The present study showed that 
there was strong statistical association 
between IHD and H. pylori inf. [3, 14, 
15, 16, 17]. 
The positive H. pylori tests were found 
to be increased in patient with acute 
M.I and mainly with ant. M.I. [18, 19].  
H. pylori infection stimulates the 
production of pro inflammatory 
cytokines, such as tumor necrosis 
factor, IL6, IL8 which have been 
implicated in atherogensis [20, 21]. 
The association of H. pylori with the 
elevation of serum C reactive protein 
and fibrinogen, both of which have 
been linked to the risk of cardio 
vascular disease [22, 23]. 
H. pylori infection was associated with 
reduction in HDL [24], and elevated 
serum triglyceride and total cholesterol 
concentrations ,it has been 
hypothesized that chronic 
inflammation could contribute to the 
risk of  vascular disease by increasing 
some acute phase reactants and 
inflammation mediators , damaging 
endothelial cells altering lipid levels 
and oxidation and changing blood 
coagulation  [24, 25].  
H. pylori infection activates 
neutrophils via induction of many 
cytokines, particularly IL8, IFN-8 from 
peripheral lymphocytes and mono 
cytes, thereby causing vascular injury 
via production of reactive oxygen 
species which lead to IHD; this may 
lead to the development of rupture or 
erosion of atheromatous plaques [26, 
27, and 28].  
 Study by Elizalde et al. They 
demonstrated that mice infected with 
H. pylori had significant increase of 
circulating platelet aggregates. After 
damage of mesenteric arteriole 
endothelium, the embolus also 
persisted longer among the H. pylori 
infected mice [29, 30], platelet 
activation and aggregation is possible 

via the expression of P. selectin on the 
platelet surface. 
 Activated platelet can 
accumulate and recruit additional 
platelets expanding the thrombus with 
a final result of occlusive thrombus 
formation H. pylori produce a pro 
inflammatory cytokines which in turn 
stimulate endothelial cells to express 
inter cellular adhesion molecular-1 and 
activate platelets. The sum of these 
events might trigger a pro-thrombotic 
status [31]. 
Conclusion and Recommendation: 

• There is positive association 
between H. pylori infection and 
IHD. 

• It needs farther study to be 
more supported. 

• It needs to give antibiotics to 
patients with H. pylori infection  
and follow them to see the 
progress.   
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