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Hepatocyte proliferation in the progression of nonalcoholic fatty liver in rats

DAI Xue-feng, CHEN Dong-feng (Department of Gastroenterology, Institute of Surgery Research, Daping Hospital, Third Military Medical
University, Chongqing 400042, China)

Abstract: Objective To explore the changes of hepatocyte proliferation in rats during the progression of nonal-
coholic fatty liver disease (NAFLD). Methods Rat models of NAFLD were established by giving a fat-rich diet.
The rats fed with normal diet were taken as normal control at the same stage during the study. These rats were sacri-
ficed at week 4, 8, and 12 respectively and collected the liver tissues. The cell cycle and the changes of the S-phase
cell fraction (SPF), proliferation index (PI) was measured by flow cytometry. The expression of proliferating cell nu-
clear antigen (PCNA) was detected by immunohistochemistry. Results There was no significant difference between
NAFLD group and the control group at week 4, 8. But as compared with the control group, SPF and PI of 12-week
group were significantly increased and PCNA labeling index were also higher. Conclusion Hepatic hyperplasia oc-
curred after the nonalcoholic steatohepatitis was established in the rat models of NAFLD. Hepatic hyperplasia proba-
bly was the reaction of inflammation and necrosis, but whether it was the early incident of hepatocarcinoma should be
paid attention.
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Tab 1 Ratio of SPF and PI in fat-rich diet group and the control

group(% , X +5)
4 week 8 week 12 week
Goop S A S P S P
Mol thet 0.82+0.13 11.45+1.00 0.9+0.14 11.06+1.@ 0.81+0.4 11.8+04
Fat-riched

diet 0.9+0.9 10.0+1.2 08010 2.B+1.B 2.6 +020" 16.85+0.8"
Brup

*¥ ; P<0.01, vs normal diet group

£2 WRASERAKXMATHL PCNARIRIZE(%, xx5)
Tab 2 Expression of PCNA positive cells in fat-rich diet group and the
control group(% , X £ 5)

Group 4 week 8 week 12 week
Normal diet group 1.54+0.28 1.66+0.63 1.69+0.12
Fat-riched diet group 1.56+0.11 1.72£0.19 10.82+1.09"

*% ¢ P<0.01, vs normal diet group
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