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Abstract: Objective To observe the microstructural changes of myocardium and renal cortex in rats with hyperlipidemia
and evaluate the relationship between the damages of microvessels of vital organs of the human body and renal parenchymal
cells and the formation and development of coronary heart disease. Methods Twenty male SD rats were randomly divided
into contrast group and experiment group (n =10 each). The hyperlipemia pathological model were made by feeding high-
fat diets in the experimental group,and common animal feed was given in control group. The rats were killed after 8 weeks
of feeding. Collecting right atrium blood samples, total cholesterol enzyme method COD-PAP) , triglyceride enzyme method
(GPO-PAP) ,catalase ( CAT) method were used to respectively detect serum total cholesterol ( TCH) ,triglyceride (TG) ,
and high density lipoprotein cholesterol (HDL-C) ,low density lipoprotein cholesterol (LDL-C). The cardiac and renal sec-
tions were made. After HE staining and immunohistochemistry PV-9000 two step dyeing,the microstructure of myocardium
and renal cortex and the expressions of apoptosis-related factor death factor ( Fas-L) and actin associated with cytoskeleton
were observed under the light microscope. The image gray scale analysis was performed by Mimics10. 0. The statistical anal-
ysis was made by SPSS13.0. Results The levels of TCH,TG,HDL-C and LDL-C in experimental group were all signifi-
cantly higher than those in control group,which suggested that the rat hyperlipemia model was established successfully. In
experiment group, the widths of myocardial and renal cortical interstices increased ;the venules and capillaries were dilated

and congested ;the increased endothelial cells, thickened intima,local eminencing and microthrombi in the lumen were seen
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in small arteries and arterioles ;there were small patchy area of degeneration and necrosis and scattered muscle fibers of de-

generation and necrosis in myocardium the renal cortical glomeruli were dilated and congested ;the degeneration and necro-

sis of renal tubules epithelial cells and vacuoles and floccule in the lumen were found. The image gray scale analysis showed

that the gray scale of actin expression in myocardium increased significantly compared with in control group(P <0.05),

and the gray scales of Fas-L expressions in myocardium and renal cortex decreased significantly compared with in control

group(all P <0.05). Conclusion The hyperlipemia can cause the microstructure changes of myocardium and renal cortex

through increasing Fas-L expressions in myocardium and renal cortex and decreasing actin expression in myocardium. It may

be closely related to the formation and development of coronary heart disease.
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