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Abstract : Objective
liver disease(NAFLD) rats and to probe into the pathogenesis of NAFLD. Methods

To investigate the roles of death receptor-mediated pathways in hepatocye apoptosis on nonalcoholic fatty
Hepatocyte apoptosis index(Al) was detected
by flow cytometry(FCM). The expressions of Fas and Fasl. were detected by immunohistochemistry method. Meanwhile, the ex-
pressions of Caspase-8 was detected by real-time flurescent quantitive polymerase chain reaction. Results HE staining revealed that
fatty degeneration at 4 week,mild fatty liver at 8 w, moderate to severe fatty liver at 12 week in high-fat diet group,and electron mi-
croscopy showed ultrastructural changes in hepatocytes high-fat diet group (12 week) ,including swelling of hepatic mitochondria,
shortened or even disappearance of crests,decrease of rough surfaced endoplasmic reticulum,and nuclear shape was irregular. Al of
nonalcoholic steatosis rat model of 4—12 weeks was significantly higher than that of normal. The percentage of hepatocyte apopto-
sis increased significantly as the time going. Immunohistochemical staining showed that Fas and Fasl. expression in high-fat diet
group,the degree of fatty changes and inflammatory staining depened and expanded, the number of positive cells increased,showed a
diffuse positive. Real-time quantitative PCR assay showed that the relative expression quantity of Caspase-8 mRNA in model group
was significant higher than the control group at the same time. There was also a significant difference in model group of different
time point. Conclusion In rat model of NAFLD, the degree of hepatocyte apoptosis is closely related to the degree of liver injury.
Pathological hepatocyte apoptosis promotes the progress of NAFLD. The severity of hepatocyte apoptosis is consistent with the

Fas,FasL. protein expression,the increase degree of Caspase-8 mRNA expression in the development of NAFLD.
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