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Introduction

Coronary heart disease (CHD) is the single largest killer
of men and women in the United States. The total numbers of
individuals affected by CHD or by myocardial infarction (Ml)
in 2003 were 13.2 million and 7.2 million, respectively.
Despite recent advances in therapy for these conditions, nearly
480,000 and 170,000 patients die annually from CHD or MI,
respectively (Thom et al., 2006).

Myocardial infarction in Egypt is an epidemic of
enormous proportions. Contrary to the common belief, that
ischemic heart disease is uncommon in developing countries,
all evidence indicates that, this very serious condition is just as
common in Cairo as it is in New York, Paris and in Moscow.
The technology needed to combat Ml is abundantly available
in Egypt, yet only a minority of victims of this disease receive

proper state of art treatment (Mehta et al., 2009).

Coronary artery disease (CAD) is a multifactorial
disease influenced by environmental and genetic factors.
Family history of premature CAD in addition to other risk
factors, such as smoking, obesity, diabetes and dyslipidaemia,
are all interactive factors contributing to the occurrence of the
disease (Egred et al., 2005).




Introduction

Although the role of these environmental factors in the
development of myocardial infarction (MI) has been clearly
established, the role of nonconventional risk factors remains
undefined. In the last few years, great interest has been
focused on genetic factors with the intention of finding
common markers that could identify a subgroup of patients at
higher risk of death or with a worse prognosis in which new
therapeutic timings and interventions could be tested
(Hengstenberg et al., 2002).

The renin-angiotensin system comprises a cascade of
enzymatic reactions, which results in the production of
angiotensin Il from the angiotensinogen substrate. The
physiological effects of angiotensin Il are mediated by a final
common pathway, through angiotensin Il binding to specific
receptors located on the cell membrane (Timmermans et al.,
1993; de Gasparo et al., 2000).




Aim of the Work,

Aim of the work

1. Study the association between the genetic polymorphism of
AT2R gene A1675G and susceptibility to acute myocardial
infarction.

2. Correlation of the genotypic results to the severity of the

coronary artery disease and to the different risk factors.




Review of Literature

Myocardial Infarction

Definition :

Defined according to the "Universal Definition of
Myocardial Infarction” conducted by Thygesen et al. (2007)
on behalf of the Joint ESC/ACCF/AHA/WHF Task Force for

the Redefinition of Myocardial Infarction as:-

Detection of a rise of cardiac biomarkers (preferably
troponin) with at least one value above the 99th percentile
of the upper reference limit (URL) together with evidence

of myocardial ischemia with at least one of the following:
1. Symptoms of ischemia.

2. ECG changes indicative of new ischemia (new ST-T
changes or new left bundle branch block [LBBB]).

3. Development of pathological Q waves in the ECG.

4. Imaging evidence of new loss of viable myocardium

or new regional wall motion abnormality.

Sudden, unexpected cardiac death, involving cardiac arrest,
often with symptoms suggestive of myocardial ischemia,
and accompanied by presumably new ST elevation, or new
left bundle branch block (LBBB), and/or evidence of fresh

4
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thrombus by coronary angiography and/or at autopsy, but
death occurring before blood samples could be obtained, or
at a time before the appearance of cardiac biomarkers in the
blood.

Risk Factors:

1. Non-modifiable risk factors:

I. Older age

Older adults are more likely to die of heart disease. About 80%

of heart disease deaths occur in people aged 65 or older.
Ii.  Gender

Men tend to have heart attacks earlier in life than women.
Women's rate of heart attack increases after menopause but
does not equal men's rate. Even so, heart disease is the leading

cause of death for both men and women (Braunwald et al., 2001).
iii.  Heredity/Family history:

Increased risk is noticed if a first degree blood relative has had
coronary heart disease or stroke before the age of 55 years for
male relative and 65 years for female relatives (Braunwald et al.,
2001).




