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the fibrosis improvement degree of rectus femoris in the EST group was higher than that of the NR group ( P <

0.01) .

In addition the expression levels of TGF81 and a-SMA in the rectus femurs of EST group were lower than

those in the NR group ( P <0.05) . The expression differences of TGF81 and «a-SMA in joint capsule of the EST
group were not statistically significant compared with those in the NR group ( P >0.05) . Conclusion FEarly low-

frequency electrical stimulation can improve extension contracture of the knee via reducing the level of skeletal mus—

cle fibrosis. The inhibition of skeletal muscle fibrosis is greater than that of joint capsule fibrosis.
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HDAC3 promotes hypoxia — induced autophagy in HYC2 cardiac cells

through negatively regulating mTOR protein
Wang Yuehan' Huang Ying’

(' Dept of Electrocardiographic and Cardiac Function *Dept of Cardiology
The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the function and mechanism of histone deacetylase 3 ( HDAC3) in modulating
hypoxia-induced autophagy in H9C2 cardiac cells. Methods  The hypoxia model of HOC2 was established in
vitro. The expression and fluorescence activity of autophagy—related proteins LC3B-Il Beclind and P62 were de-
tected by Western blot and immunofluorescence staining. After the transfection of HDAC3 plasmid or interfering
RNA the expression and fluorescence activity of autophagy regulatory molecule mTOR and autophagy-related pro—
tein LC3B were detected. Results  Compared with the control group the protein level of LC3B-II and Beclind
were augmented after hypoxia for | h 6 h and 12 h in H9C2 cardiac cells( P <0.05) and the expression of p62
protein also increased first at 1 h and then decreased at 6 h ( P <0. 05) . After hypoxia for 1 h and 6 h the protein
expression of HDAC3 and mTOR were amplified while both of them declined at hypoxia for 12 h ( P <0. 05) . The
protein level and fluorescence activity of mTOR decreased but the protein level and fluorescence activity of LC3B
increased after overexpression of HDAC3 ( P <0. 05) . Downregulation of HDAC3 the expression and fluorescence
activity of mTOR enhanced while the protein level and fluorescence activity of LC3B reduced ( P <0.05) . Con-
clusion HDAC3 negatively regulates mTOR protein and promotes hypoxia-induced autophagy in H9C2 cardiac
cells.
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