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Abstract

AIM: To investigate the role of apoptosis-
regulated proteins Bcl-2 and Bax in the
progression of nonalcoholic fatty liver disease
(NAFLD) in rats.

METHODS: An experimental rat model of
NAFLD was established by feeding rats a fat-
rich diet (NAFLD group). Control animals were
fed a standard diet (control group). Hepatic ste-
atosis, inflammation and fibrosis were graded by
routine HE staining of liver sections. The expres-
sion levels of Bcl-2 and Bax proteins in the liver
were determined by Western blot.

RESULTS: The NAFLD model rats exhibited
mild steatosis at week 4, simple fatty liver at
week 8, and severe steatohepatitis with fibrosis
at week 12. Western blot analysis showed that
hepatic expression of Bax protein in the NAFLD
group was more pronounced from week 4, and
continued to rise at weeks 8 and 12 when com-
pared with the control group (0.61 £ 0.03, 0.78 +
0.03 and 1.02 + 0.03 vs 0.51 * 0.03, respectively;
all P < 0.01), while the expression of Bcl-2 de-
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creased with the progression of fatty liver (0.39
+0.01, 0.28 + 0.01 and 0.15 + 0.01 vs 0.52 + 0.01,
respectively; all P < 0.01). Bcl-2/Bax ratio in the
NAFLD group decreased in a time-dependent
manner, particularly prominent at week 12.

CONCLUSION: NAFLD may cause increased
hepatic expression of Bax but decreased expres-
sion of Bcl-2, and the decrease in Bcl-2/Bax ratio
may accelerate hepatocyte apoptosis.
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