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Abstract

Background- Coronary artery disease (CAD) is the major cause of death in the world today.*
Many factors are responsible for causing CAD, but some patients have none of the
known major risk factors, i.e. hypertension, diabetes, smoking, hyperlipidemia and
family history of CAD.? Recent studies suggest other factors such as lipoprotein a
(LPa), fibrinogen and homocysteine as risk factors for CAD. The present study triesto
establish the relationship between these three factors with CAD in patients with no
other major known risk factor(s).

Methods- Sixty-four patients without any known major risk factors whose angiographies
showed significant disease in their coronary arteries were selected. Their blood
samples were obtained, and their serum homocysteine, fibrinogen and LPa levels were
determined.

Results- 9.4% of the cases investigated had elevated fibrinogen levels above normal. Thiswas
also true for 42.2% and 87.5% of the cases in terms of homocysteine and LPa,
respectively. Therefore, of these three factors, LPa seems to have the strongest and
fibrinogen the weakest relation with CAD.

Conclusion- The results of this study and similar studies indicate that these three factors,
particularly homocysteine and LPa, could be considered as independent risk factors for
CAD and that controlling them would be a significant step toward preventing
cardiovascular diseases(lranian Heart Journal 2006; 7 (1): 37-39).
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epite  significant and  notable Although there is no doubt as to the role

advances in the diagnosis and
treatment of cardiovascular diseases, they
gtill remain the main cause of death
among men and women, and it has been
predicted that it will remain so until
2020.
Long-term programs and planning for

of genetic background in CAD, external
factors are aso known to play a
particularly important part.

As a resault, those clinical manifestations
of CAD that usually occur in later years
could be prevented to alarge extent.
Some of the risk factors for CAD such as

prevention  should, therefore, be
considered.

age, sex and family background cannot be
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altered, but others such as arterial
hypertension, diabetes, smoking and
hyperlipidemia could be controlled.? It is
notable that 5 to 10 percent of CAD
patients have none of the known risk
factors.?

Recent studies have suggested other
factors such as fibrinogen, homocysteine,
LPa, CRP, PAI-l, D-dimer and
coagulation factor VII as risk factors for
CAD.! A number of studies have
indicated fibrinogen, homocysteine and
LPa as independent risk factors for CAD
and cerebrovascular diseases**® The
present study investigates both the
relationship between fibrinogen,
homocysteine and LPa levels with CAD
in patients with none of the known major
risk factors and the relationship between
these factors with the number of diseased
coronary arteries.

M ethods

Sixty-four patients admitted to our
department were selected if that they
showed significant (more than 50%)
stenosis of their coronaries in coronary
angiography and did not have any of the
risk factors listed below:

1- Age over 45 for men and 55
for women

2- Systolic blood pressure =
140 mmHg

3-Total cholesterol = 200 mg/dl
4-Triglycerides = 200 mg/dl
5-LDL = 130 mg/dl

6-HDL < 35 mg/dl

7-FBS = 126 mg/d|

8-Smoking

Patients receiving medication to lower their
glucose level were also excluded. Blood
samples were obtained, and measurements
of fibrinogen, homocysteine and LPa were
performed employing spectrometry, ELISA
(enzyme-linked immunosorbant assay) and

immunoturbidometric procedures,
respectively. Possible interference of an
unnatural rise in fibrinogen, homocysteine
and LPa levels was avoided by excluding
those patients who had been admitted
because of severe ischemic attack.

Reaults

Of the 64 selected patients, 37 were men
and 27 were women. The fibrinogen level
was higher than normal in 6 patients
(9.4%), 3 male and 3 female. It must be
noted that fibrinogen measurement was
not peformed in 5 <cases. The
homocysteine level was over normal in 27
patients (42.2%), 19 male and 8 female.
The LPa level was found to be higher than
normal in 56 patients (87.5%), 33 male
and 23 female. This clearly demonstrates
the importance of LPa as a risk factor for
CAD inthis group of patients.

Results of angiography showed that out of
64 patients, 18 had SVD (single vessel
diseases), 25 had 2VD and 21 had 3VD.
However, the correlation between the
number of diseased vessels and the levels
of investigated factors was not statistically
meaningful.

Conclusion

The results of the present study indicate
that a meaningful correlation between
CAD and high level of fibrinogen does
not exist. This does not correspond with
the results of a study by Maresca et al.’
Maresca et al. and Heinrich et al.®®
reported that later episodes such as death
and myocardial infarction did show a
significant correlation with high levels of
fibrinogen. According to our results,
raised serum homocysteine could be
considered as a risk factor for the
occurrence of CAD. These results are in
accordance with the results of a study by
Folsome et al.'® which was carried out on
15,792 patients. The study of Boushey el
al.'! also demonstrated that high levels of
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plasma homocysteine could be a risk
factor for CAD. Our results also indicate
that high levels of LPa have a more
pronounced relation with CAD in
comparison to the other investigated
factors. The results of this study
correspond with those of a study by
Alfthan et a*? and also reports by other
investigators such as Sunayama et al.’®,
Ridker et al.®> and Weiss et a*.
Considering the present results and results
reported by other investigators, one can
suggest that homocysteine and LPa
measurements should be performed as a
routine check-up procedure, because the
assessment of these factors could be an
important step toward the prevention of
CAD. These measurements can be very
informative, particularly in those patients
without other known major risk factor(s).
Consequently, when the levels are higher
than normal, preventive measures could
be taken to stop the further advance of the
condition and possibly work toward the
treatment of disease.
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