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Regulation Effect of Adipose — derived Mesenchymal Stem Cells on Hepatic Stellate Cells in Vitro. Yu Fuxiang, Ji Shigiang, Su Long-
feng, Zhang Qiyu. Department of Hepatobiliary and Pancreatic Surgery, The First Affiliated Hospital, Wenzhou Medical College , Zhejiang
325000, China

Abstract Objective To investigate the regulation effect of adipose derived stem cells (ADSCs) on hepatic stellate cells ( HSCs)
in vitro. Methods ADSCs and HSCs were isolated from adipose tissue and liver respectively in SD rats. The coculture system was set up
by transwell insert with pore size 0.4pum and 6 — well plates. The 5th passage HSCs were cultured on the 6 — well plastic plate. An ADSCs
or buffalo rat liver cells ( BRLs) or HSCs seeded on the transwell insert. The proliferation of HSCs was tested byCCK - 8 test kit.
Smoothmusclea — actin (o — SMA) expression of HSCs were tested by immunocytochemistry. The apoptosis of HSCs was tested by flow
cytometer. The cytokines in the culture solution were tested by ELISA kit. Results After coculture for 72h, the proliferation and activa-
tion of HSCs was inhibited by ADSCs and the apoptosis of HSCs was promoted by ADSCs. More HGF was secreted by ADSCs than by
BRLs, but less TGF was secreted by ADSCs than by BRLs. Conclusion ADSCs can inhibit the proliferation and activation of hepatic
stellate cells. One of the reasons for inhibition of liver fibrogenesis by ADSCs maybe that ADSCs secret some cytokines.
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