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well as the combination index(CI) values were detected by the MTT method.The changes of apoptosis induced by
Osimertinib and metformin alone or in combination were detected by the fluorescent microscope and flow cytometry.
The change of the p-AMPK and the pp70S6K protein level were detected by Western blot. Results The combina—
tion therapy with Osimertinib and metformin showed an synergic effect on proliferative inhibition compared to Osim-
ertinib or metformin alone therapy (P<0. 05) which showed an synergic effect(CI<1).In addition apoptotic rates
were significantly increased in combination treatment compared to the single drug .The result of the Western blot
showed that metformin may upregulate the expression of p-AMPK protein;in addition both Osimertinib and met—
formin could reduce the lever of p-p70S6K the expression levels of pp70S6K was decreased in the combination
therapy compared to Osimertinib or metformin alone therapy.Conclusion The combination of Osimertinib and met—
formin could significantly inhibit cell proliferation and promoted cell apoptosis and has synergistic effect.
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The effect of type Il TGF- receptor in hepatic fibrosis mice

Li Xinran Sun Wuyi Gu Yuanjing et al
(Institute of Clinical Pharmacology Anhui Medical University

Key Laboratory of Anti-inflammatory and Immune Medicine Ministry of Education
Collaborative Innovation Center of Anti-inflammatory and Immune Medicines Hefet 230032)
Abstract Objective To investigate effects of type Il TGF receptor(TBRII) on carbon tetrachloride (CCl,) -
induced hepatic fibrosis in mice.Methods C57BL/6J mice were randomly divided into normal control group and
CCl,-induced liver fibrosis model group. Mice in model group were treated twice weekly with i.p. injections of 5 ml/
kg CCl, diluted in nine volumes of oil for 8 weeks. Mice were sacrificed at 2 4 6 8 weeks. The liver histopatho—
logical change was examined by HE staining. Serum transaminase (ALT AST) activities were detected by commer—

TBRII p-Smad3 Smad3 p-Akt
The results of HE staining showed that the liver fibrosis gradually increased with the prolon—

cial kit. The expressions of collagen [ Akt in the liver were measured by
Western blot. Results
gation of time as well as serum ALT and AST activities. Western blot showed that the collagen [ expression was
gradually increased TBRII expression was decreased with the aggravation of hepatic fibrosis. Moreover TBRRII
expression was negatively correlated with the collagen [ expression. Furthermore p-Smad3 p-Akt expression in
liver tissues were gradually increased.Conclusion The decrease of TBR I may associates with the development of
hepatic fibrosis.
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