2015 / (eale / ) dsad) - jdie EUY Alaall — dalad) ¢34 S daals ddaa

Effect of menstrual cycle on lipids concentration in Females
whith non alcoholic fatty liver Disease .
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Abstract :

This study was carried out in AL-Zahra Hospital in Karbala from Desmber to
March(2015) .(150) adult female (wemen) (35-60) years old and in (18-34)Kg/m2were
divided into (5) groups(30/group).The first group include women without (NAFLD) and
served as control group (G1) , women in the second group were with (NAFLD) (G2),while
women in third group were with(NAFLD) and diabetes mellitus type 11(G3) ,the fourth group
include women with(NAFLD) and high blood pressure (G4) and fifth group were
with(NAFLD) and diabetes mellitus type Il and high blood pressure (G5).These group
classified depending on with or without menstrual cycle . Blood samples were collected for
measuring biochemical parameters: Total Cholesterol (TC), Triglycerol(TG), Low Density
Lipoproteins-cholesterol (LDL-c), High density Lipoproteins cholesterol (HDL-c) . The
results revealed that :
esignificant increase(P<0.05)inTC,TAG,LDL,VLDLconcentration, and a significant
decrease(P<0.05)in HDL concentration in (G2) compared with the control group(G1), and in
G3,G4,G5 compared with G2.
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