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Investigation of bone marrow mesenchymal stem cells on apoptosis of hepatic fibrosis
rats of hepatic stellate cells and the expression of Caspase-3”
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Abstract; Objective To investigate the effect of rat bone marrow mesenchymal stem cells (MSCs) on apoptosis of hepatic fi-
brosis rats of hepatic stellate cellsCHSCs) and the expression of Caspase-3. Methods MSCs were isolated and cultured from bone
marrow in rats. Sixty SD hepatic fibrosis rats were divided into 3 groups randomly: A, B and C group. fibrosis model rats were trea-
ted with infusion of MSCs suspension or normal saline via tail vein at the beginning of 7th week,after treatment(on weeks of 1,2,
3 and 4) . hepatic tissues were taken. The degree of fibrosis was observed under light microscope by hematoxylin and eosin(HE)and
Masson staining. The apoptosis of HSCs was detected by terminal deoxynucleotidyl transferase-mediated dUTP nick end labeling
(TUNEL). Desmin was detected by immuno-histochemically. The mRNA and protein expressions of Caspase-3 were detected by
RT-PCR and Western Blot. Results The hepatic tissue histology of B and C groups obviously improved than A group,the degree of
hepatic fibrosis was alleviated, the quantity of HSCs were decreased obviously, the quantity of positive HSCs were increased by
Desmin and TUNEL, the mRNA and protein expressions of Caspase-3 were significantly increased at time 1w(P<Z0. 01,P<C0. 05),
and show time dependent. Moreover, we observed that the antifibosis effect of C group was superior to B group. Conclusion MSCs
could induce HSCs apotosis in vivo by up-regulating the expression levels of Caspase-3, HGF-induced MSCs was superior to MSCs
in the antifibrosis.
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