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Abstract
The present study was carried out to determine the effect of hypertension on some biochemical parametersin the
blood compared to that of normal values of healthy subjects in healthy control group(125) (47 females and 72
males) Their ages ranged between(21-70) years
The study included:- the following biochemical parameters:( Cho, TG, HDL ,LDL, VLDL, leptin ,BMI)
Results of this study have shown a significant increase(p<0.05) in the concentration of cholesterol, triglyceride
,LDL,VLDL compared with control group while high density lipoprotein showed a significant decrease (p<0.05)
compared with control group.
The estimation of LDL/HDL ratio showed a significant decrease (p<0.05) compared to that of healthy subjects
The study also included the effect of hypertension duration on BMI and age in relation to the concentration of
(Cho, TG ,LDL,VLDL,HDL). The study showed increase in the concentrations of (Cho, TG ,LDL,VLDL) while
a decrease in the concentrations of high density lipoprotein for all patients compared with that of healthy
subjects (control group).
As for Leptin the study has showed a significant increase in the concentrations of leptin hormone in control
group of healthy subject (over weight BM1>25) compared with normal weight(BMI<25) for the same group . the
concentration of leptin in all hypertensive patients showed an increase level in relation to age & BMI
When calculating the liner correlation coefficient to reflect the relation among the biochemical variables the
result demonstrated a positive significant correlations (P<0.05)between leptin and Cho, TG, leptin, and risk
factor LDL/HDL while there was a positive significant correlation between leptin and (TG,LDL)and a
significant correlation with HDL
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