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Echinococcus multilocularis protein promotes the differentiation of adipose mesenchymal stem cells into
hepatocytes
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Objective To investigate the role of Echinococcus multilocularis protein (EmP) on the differentiation of
adipose-derived mesenchymal stem cells (ADSCs) into hepatocytes.  Methods ADSCs were isolated from human adi-
pose tissue and expanded in vitro. P3 ADSCs were collected and induced into hepatocytes by the hepatocyte differentiation
medium (HDM) and HDM plus EmP (HDM + EmP), respectively. The percentage of induced hepatocyte like cells
(ihep) , glycogen staining area,the gene expression and protein localization of albumin (ALB) and the p-GSK-38 protein of
ADSCs of both groups were detected on Day 7,Day 14 and Day 21. Results The P3 ADSCs had adipogenic and osteo-
genic differentiation potential,and expressed stem cell markers (CD29,CD90 and CD105). On Day 14 of differentiation of
ADSCs induced into hepatocytes,the percentage of ihep cells in the HDM+EmP group was significantly higher than that
in the HDM group (39.06+9.8% vs 25.13£2.23%,P <C0. 05) ,glycogen staining area in the HDM -+ EmP group was
significantly higher than that in the HDM group (63.39415.92 pum”® vs 39.99+10. 61 pum’,P<C0. 05). Immunofluores-
cence staining showed that the induced cells of both groups expressed ALB on Day 7,and the fluorescence intensity of
ALB expressed in both groups was increased with induction time. On Day 14 of differentiation of ADSCs induced into hep-
atocytes,the gene expression of ALB in the HDM+ EmP group was significantly higher than that in the HDM group (P
<C0. 05). Western blot showed that the level of p-GSK-38 of the HDM+EmP group on Day 7 and Day 14 of differentiation
of ADSCs induced into hepatocytes was significantly higher than that in the HDM group (P <C0.01,P<C0.05). Conclu-
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sion E.multilocularis protein could promote the differentiation of ADSCs into hepatocytes via activate GSK-38. This study lays

a foundation for the clinical application of ADSCs transplantation in the treatment of liver injury of alveolar echinococcosis.

QGG Y Echinococcus multilocularis protein; Adipose-derived Mesenchymal Stem Cells (ADSCs) ; hepatocyte dif-

ferentiation; GSK-3f3
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Fig.2 Results of EmP promoting the differentiation
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