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Effect of human umbilical cord mesenchymal stem cells transplantation on serum TGF-f, and HGF expression in liver cirrhosis rats”

Jin Xupeng' ,Li Xiaofei*
(1 Department of Immunology and Microbiology » Liaoning Medical University »Jinzhou,
Liaoning 121000, China;2. Department of Gastrointestinal Disease sthe First Af flicted Hospital of
Liaoning Medical University »J inzhou, Liaoning 121000, China)
Abstract: Objective  To investigate transforming growth factor-g; (TGF-8,) and hepatocyte growth factor(HGF) expression
and mechanism in liver cirrhosis rats after human umbilical cord mesenchymal stem cells(HUC-MSCs) transplantation. Methods
The liver cirrhosis rates were given 40 % CCl, subcutaneous injection in abdomen to make the liver cirrhosis rats model,and then liv-
er cirrhosis rats were randomly divided into model group.NS group and transplantation group,each group with 8 rats,and 8 rats
were as control one. Three weeks before and after transplantation, TGF-8; and HGF levels in the serum and liver tissue were tested
by Western blot and ELISA. We tested liver fibrosis degree by microscopy and calculated scores of liver fibrosis. Results TGF-3,
levels in serum and liver tissue were significantly higher in model group than those in control one,however, HGF level was signifi-
cantly lower(P<C0. 05). TGF-8, level in transplantation group was significantly lower than that in model group(P<C0. 05). But
HGF levels were significantly increased(P<Z0. 05). In model group, liver tissues were destruction, false flocculus was formed. Liver
fibrosis significantly decreased. Liver fibrosis in model group was significantly higher than that in control group(P<Z0. 05) ,in trans-
plantation group,which was significantly lower than that of model group(P<C0. 05). Conclusion The HUC-MSCs transplantation
can improve impaired liver tissue by downregulating TGF-B, and upregulating HGF.
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