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Abstract

The current study was designed to demonstrate the effect of oral
contraceptive (OC) drugs :Nordette (a combination of 0.15 mg
levonorgestrel (LNG) with 0.03 mg ethinylestradiol (EE2)) on the
oxidative stress and serum lipid profile in healthy females. To achieve
this aim,100 treated females of ages 20-44y and 30 healthy nontreated
females (control group) of ages 21-43 y were enrolled in this study.

Malondialdehyde (MDA), serum cholesterol(TC) ,triglyceride(TG),
high density lipoprotein (HDL-cholesterol), low density lipoprotein
(LDL-cholesterol), very low density lipoprotein (VLDL-triglyceride)
concentrations were measured in all subjects. There were significant
increase of MDA (p<0.001) , cholesterol (p<0.001), LDL (p<0.001),
triglycerides (p<0.01),VLDL (p<0.01) in females treated with oral
contraceptives when compared with those of the control group. In
contrast, HDL levels were found to decrease significantly (p<0.001)
during a comparable evaluation. To verify the influence of age on MDA
and serum lipid profile levels in females treated with oral contraceptive,
the linear regression analysis was used to analyze the data. It
demonstrated significant (r=0.2,p<0.05) positive correlation for MDA
levels with ages of treated females. However, serum lipid profile
parameters did not show significant correlation.

To understand the effect of body mass index (BMI) on the levels of
MDA and serum lipids in the studied females, they were categorized
into three groups ,i.e., normal , overweight and obese. The data indicated
significant elevation for MDA (P<0.001), cholesterol (p<0.001) and
LDL-C (P<0.001) levels in the three groups of treated females when
compared with  those of the control group. HDL-C decreased



significantly (p<0.001) in the three groups of treated females during a
comparable evaluation .A significant positive correlation was obtained
for cholesterol (r=0.44,p<0.001) , LDL-C (r = 0.7 ,P<0.001) levels with
BMI of treated females. To estimate the effect of duration on the levels
of MDA and serum lipids in females treated with oral contraceptives,
they were categorized into three groups, i.e, < ly, 1-5 y ,and >5-10 y
groups. The results illustrated significant elevation for MDA (P<0.001),
cholesterol (p<0.001),and LDL-C (P<0.001) levels in the three groups of
treated females when compared with the control group. However, such
elevation was found to be significant (p<0.01) for triglyceride and VLDL
in group 2 in comparison with the control group. HDL-C decreased
significantly (p<0.001) in the three groups of treated females during a
comparable evaluation. A significant positive correlation was obtained
for MDA(1r=0.27,p<0.01) levels ,and a significant negative correlation
was indicated for HDL-cholesterol(r = -0.37,p<0.01)  levels with the
duration of administeration . To demonstrate the impact of parity on
MDA and serum lipid profile level changes ,the linear regression analysis
was applied to analyze the data .A significant positive correlation was
observed for MDA(r =0.43,p<0.01) levels with the number of children,
while serum lipid profile parameters failed to do so.

These results suggested that oral contraceptives involved in the
initiation of oxidative processes in females used this medication, such
observation is important during the evaluation of the condition of these

females.
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