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Abstract N /

The present study was conducted to estimate lipid profilesin M1 patients. It was found significant elevation
for total cholesterd , LDL, and triacylglycerideslevels, while HDL level decrease significantly , and the incidence of
these abnormalities in females more than males patients. However VLDL was found to have positive correlation
with total cholesterol and triacylglycerides. The results aso showed increase totd cholesterol /HDL ratio that
consider as a good indicator for the prognosis of atherosclerosis and CAD. Our data indicated that abnormal lipid
profiles represent a useful marker for risk of CAD.
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Introduction
M yocardial infarction (MI), more suddenly ruptures, totaly occluding the artery

commonly known as a heart attack, and preventing blood flow downstream [1].The
is a medical condition that occurs resulting ischemia or oxygen shortage cause
when atherosclerotic plaque dowly builds up in damage and potential deeth of heart tissue [2].

the inner lining of a coronary artery and then MI diagnosis a the end of the spectrum of

299



Medical Journal of Babylon — 2008 Volume 5 N0 .2 SG) aaal) — (ualal] alaal) =2008 dpkl) Jib dlas

myocardia ischemia or acute coronary artery
syndromes [3] , classical symptoms include
chest pain, the pain may radinte to one or both
arms, there may be association with anxiety ,
swesting and breathlessness [4].

Many factors such as hypertenson,
diabetes mdlitus and hyperlipidemia contribute
to the developing of coronary artery disease
(CAD) and MI [5] . Risk factors and lipid
profile help to determinerisk of (CAD) [6].

Lipid profile is a group of blood test
conducted by a hedthcare provider to calculated
various lipid in paients blood [7].The lipid
profile includes totad cholesterol, high density
lipoprotein  (HDL) often called good
choleserol, low density lipoprotein (LDL)
often cdled bad cholesterol , ad
triacylglycerides [8].Cholesterol is a type of
lipid infat, its produced by body and also comes
from food (anima product), it is a maor
component of the aherosclerotic plague that is
asociated with MI [9] . VLDL, LDL, HDL,
and chylomicron which resgponsible for
trangported  triacylglycerides and cholesterol
through out the body. LDL provide cholesterol
to the tisue, while HDL system transfer
cholesterol to the liver which then excreted in
bile [10]. While chylomicrons that comprises
from 10% cholesterol and 90% triacylglycerid
[11] , regpongble for trangporting dietary
cholesterol and triacylglycerid to the rest of the
body [12]. Elevated levels of cholesterol and
LDL with lower level of HDL are asociated
with anincreasad incidence of M1 [13].
Subjectsand M ethods

Subjects with myocardia infraction (n-13)
mades with-mean age (47.84) and (n-12)
females with mean age ( 63.75) admitted to
Merjan Teaching Hospita, as well as the
control group conssed of  (n-25) hedlthy person
with no higory of myocardid infraction. They
were (n-13) male their mean age about (42.78)
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ad (n-12) femae with mean age about ( 45.75).
Venous blood samples were collected, from
them. Blood samples were centrifuged a (3000
xg),then the serum obtained was kept at 4 C°
until the time of analysis, for determination of
lipids profile parameters.

To mesaure the levds of total cholesterol,
triacylglycerides, HDL-choleserol, LDL-
cholegerol, and VLDL-cholesterol as well as
total cholesterol to HDL cholesterol ratio, dl
participants were asked to fest for 12-14 hours

Total cholesterol[14],
triacylglycerideq14], and HDL-cholesterol [15]
were determined by using commercidly available
kits (Biomegreb kit, iMorocco kit). LDL-
cholesterol, and VLDL-choleterol was
cdculated using the following formula that
devdoped previoudy , in which: Total

cholesterol =  (HDL-cholesterol)  +
(VLDL-cholesterol) + (LDL-cholegterol
(fasting)) ad  VLDL-cholesterol =
triacylglycerides/ 5.

Realtsand Satigical Analyss

As shown in table (1), total cholesterol ,
triacylglycerides, LDL and VLDL increased
while HDL decrease significantly in Ml
patients when compared with appearantly

healthy control.
Linear regresson anaysis of lipid
profiles indicated significant  positive

correlation of VLDL with total cholesterol
and triacylglycerides ( r = 0.485 , p<0.05 and
r=0752,p<00025), figures(1, 2)
repectively, and negative correlation of
HDL with age (r = -0.764 ,p <0.0025 ) figure
(3) . In addition to that linear regression
analysis of lipid profile with sex did not show
any significant statistical correlation .

All values were expressed as meant
standard deviation (SD). Student's t-test was
used to estimate differences between the
groups and differences were considered
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significant
0.05).
Discussion

The inddence of heart dissase is drongly
asociged with saum choleteol and LDL
concertrations [ 16].The results of present
dudy show tha totd cholesterol and LDL
concertrations wereincreasad Sgnificantly , while
HDL was low. High totd choleterol levels are a
mgor oontribute to CAD[ 17], because
hypercholeseremia causes endothdlid damage
and it becomes more permesble admitting lipid
ad cholegeral in to the intema, then plague
formetion [18 ]. In addition to thet excess LDL
leves contribute to the build up of atherosderatic
plague [19 ], However the increese totd
cholegerol and LDL incurrent study suggest the
development of endothdlid dysfundion precades
the development of overt aheroscleross in Ml
petients. while low levels of HDL failed to clear
cholegeral from arteriesin to the liver to removed
from the body [20 ]. Comparing of these results
with previous finding showed marked consstence
[21,22, 23].

Our rests d indicaed Sgnificant
elevation of sarum triacylglycerides and VLDL
then the controls Our data sugged thet there are a
complex metebolic interrdaionships between the
triecylglycerides and VLDL[24] , , because
triacylglycerides levels are devaed in the setting
of decrease lipoprotein lipase (LPL) adtivity, this
leed to high chylomicron remnant and VLDL
(both of which may be atherogenic) ad lower
HDL leves (which clearly promote atherogenesis
[25], podtive corrdation of very low dengty
lipoprotein with triacylglycerides inpresent sudy
confirm this hypothes's . [26, 27 | suggested that
chylomicrons and VLDL may do play arolein
aherosclerogs , while [ 28] suggegted thet
devated fading triecylglycerid ae  drongly
asociaed withrisk of Ml .

when the probability was (p<
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However it can be indicated thet increase
triacylglycerides was independent risk factor for
coronary heart diseee [29], but
hypertriacylglyceridemia was occurred mainly as
lipoprotein disorder [30].

Ratio of total cholesterol to HDL
cholesterol well established as predictor of
CAD [31]. High ratio that have been
reported in present study may be a good
indicator  of abnormal total cholesterol
metabolisn[32], moreover our data suggested thet
incresse this ratio asociated with increase risk of
MI, and may provide vduable additional
informetion about  which the atherogenic potential
of lipid profiles.

Ore of the mog importat finding that
incresse inddent of hyperlipidemia in femdes
more then maes, Indeed females naturaly higher
level of HDL and lower of tota cholesterol dueto
higher esrogen level§33], and this in condstence
with our finding , because mog femdes in this
dudy wee meopause ad the differences
disgppear after menopause [34] . Our finding do
show negtive correlation between HDL and age.
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Table (1): Lipid profilesin myocardial infarction patients and control group.

Females

Males
MI patients control MI patients

control

Mean + SD Mean + Mean +
. Mean + SD . D . D No.

Total cholesterol 204.5+2

(mg/dl) 157+39.5 187.5+44.09 ) 134+33.51 o5 12

Triacylglycerides 76+35.52 248+72.89 66+:26.59 DL 95

(mgdl) 47

HDL (mg/dl) 40+11.97 30+9.66 . 38.245.67

89.4:22.4
LDL (mg/dl) 100.5+18.19 . 73.6:30.69

19+10.83
VLDL ( mg/di) 52+35.17.11 . 13+9.42

Totd
cholesterol/HDL
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Figure 1: Corrdation of serum total cholesterol
concentrationswith VLDL in Ml patients
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