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Abstract - Acute coronary syndrome is one  of the leading cause of all cause mortality as far as cardiac cause of death is 
concerned. Serum Homocysteine has emerged as one of the independent risk factor for acute coronary syndrome.It causes 
damage to the endothelium of the arteries and leads to thrombosis . Elevated homocysteine cause endothelial cell injury 
which induces oxidative stress to the endothelium and reduces nitric oxide, it may also generate free radicals and inhibit 
production of other antioxidants. Endothelial injury is followed by platelet aggregation and thrombus formation. here my 
study strongly proves that elevated homocysteine level is really a risk factor for acute coronary syndrome. 
 
 
Keywords - Serum Homocysteine level,Acute Coronary Syndrome,Risk factor. 
 
I. INTRODUCTION 
 
Acute coronary syndrome (ACS) refers to a group 
of conditions due to decreased blood flow in the 
coronary arteries such that part of the heart muscle is 
unable to function properly or dies. 
The most common symptom is chest pain, often 
radiating to the left arm or angle of the jaw, , and 
associated with nausea and sweating.  
 Acute coronary syndrome usually occurs as a 

result of one of three problems: 
  ST elevation myocardial infarction (30%), 
  Non ST elevation myocardial infarction (25%), 
 Unstable angina (38%). 
An elevated plasma level of homocysteine has long 
been known as an independent predictor of 
cardiovascular disease. 
Liao et al report that homocysteine reduces the 
concentration of HDL cholesterol in plasma by 
inhibiting the hepatic synthesis of apoA-I, the main 
HDL apolipoprotein. This conclusion supports the 
findings from another recent study by Michael et al 
who also reported that homocysteine inhibits apoA-I 
synthesis. 
The authors of both studies suggest that a low 
concentration of HDL cholesterol may explain why 
people with elevated levels of homocysteine are at 
increased risk of developing cardiovascular disease. 
Elevated homocysteine cause endothelial cell injury 
which induces oxidative stress to the endothelium and 
reduces nitric oxide, it may also generate free radicals 
and inhibit production of other antioxidants. 
Endothelial injury is followed by platelet aggregation 
and thrombus formation. 

 
II. DETAILS EXPERIMENTAL  
 
2.1. Materials and Procedures 
This study was carried out in 100 patients admitted at 
Sir Takhatsinhji General Hospital and Government 
Medical College, Bhavnagar during April 2014 to 

March 2015 and duration of study was 12 months. 
This was carried out on 100 patients. The study 
design was observational. 
The study was done on patients with freshly detected 
acute coronary syndrome detailed clinical history was 
noted in each patient with special emphasis on past 
history of IHD,Bypass surgery, Diabetes and CKD. 
Detailed physical examination was carried out in all 
patients. Routine hematological investigation in form 
of complete hemogram and biochemical 
investigations in form of RFT, S.HOMOCYSTIENE 
LEVEL, LIPID PROFILE, ELECTROLYTE and 
radiological investigations in form of chest x-ray, 
electrocardiogram was carried out in all patients.  
The investigation like coronary angiography, s.B12 
level, 2decho was performed as and when 
required.All data of each patient was recorded in 
separate Performa. 
Normal homocysteine level was defined between 6 to 
13 mg/dl. 
 
S.Homocysteine leveL was done by 
CHEMILUMINISENSE method in laboratory and 
considered high if it is >13mg/dl. 
 
III. RESULTS AND DISCUSSION 
 
Out of 100 patients included in study, 
 

 13 patients had s.homocystiene level within 
normal limits of less than 13 u mol/litre. 

 70 patients had s.homocystiene level more 
than the normal limit and was between 13 to 
50 umol/litre. 

 17 patients had s.homocysteine level which 
was more than 50umol/litre. 

 The data shows that the patients with age 
above  51 years had maximum homocysteine 
level followed by age between 36-50 years 
and least shown by age group below 35 
years of age. 
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Out of 100 patients included in study 73 males having 
elevated s.homocysteine level and 12 females having 
elevated s.homocystiene level. 
 
CONCLUSIONS  
 
Total 100 patients were included in this study and out 
of them 87% were having Hyperhomocysteinemia, 
with only 13% having normal Homocysteine level. 
Out of 87 patients having Hyperhomocysteinemia, 73 
(83.9%) were males and 12(15.09%) were females. 
Hyperhomocysteinemia is more common in middle 
age group,48.27% were having 
Hyperhomocysteinemia  between 36-50 years while 
4.59% between 13-35 years and only 47.12% above 
51 years of age. 
Vegetarians are lacking vit b12 in diet and so 
Hyperhomocysteinemia is much more common in 
lacto –vegetarians (78.16%) than non vegetarians 
(only 21.83%). 
Homocysteine emerges as an independent risk factor 
in acute Myocardial infarction and should be 
evaluated in all MI patients. 
Homocysteine is a risk factor for MI, independent of 
classical risk factors and markers of inflammation. 
Serum Homocysteine concentration was increased in 
patients with acute MI. 
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