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( si-MIR22HG) and its negative control plasmid ( si-NC) miR-22-5p inhibitor and its negative control ( inhibitor—
NC) were transfected into RAFLSs respectively or simultaneously. The expression levels of MIR22HG and miR-
22-5p were detected by qRT-PCR. CCK-8 was used to detect the proliferation activity of cells in various groups.
Annexin V- FITC/PI was used to detect the apoptosis rates of cells in various groups. ELISA was used to detect the
levels of TNF-« IL-B and IL-6 in the supernatant of cells in various groups. Western blot was used to detect the
protein expression levels of Bcl2 Bax and Cleaved caspase-3 of cells in various groups. The targeting relationship
between MIR22HG and miR22-5p was verified by dual luciferase reporter gene assay. Results Compared with
joint trauma patients the expression level of MIR22HG in synovial tissues of RA patients increased ( P <0. 05)
while the expression level of miR22-5p decreased ( P <0. 05) . Interference with MIR22HG inhibited the prolifera—
tion activity of RA-¥LSs decreased the levels of TNF-a IL-43 and IL-6 in cell supernatant and the protein expres—
sion level of Bel2 in cells ( P <0.05) and increased the apoptosis rate the expression level of miR22-5p and
the protein expression levels of Bax and Cleaved casepase3 ( P <0.05). However inhibition of miR22-5p ex—
pression reversed the effects of MIR22HG gene silencing on proliferation apoptosis and inflammation of RA-FLSs
(P <0.05) . Dual luciferase reporting assay showed that miR22-5p was a potential downstream miRNA target of
MIR22HG. Conclusion MIR22HG is highly expressed in synovial tissues of RA patients and it may promote the
proliferation and the inflammatory response of RA¥LSs and inhibit cell apoptosis by down regulating the expression
of miR22-5p.
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The mechanism of resveratrol promoting FNDCS

degradation in skeletal muscle of male obese mice

Yu Fangmei' Cao Qiongqiong' Xu Dongmei' Long Yueming' Zhou Heng' Gui Li* Lu Yunxia'
( 'Dept of Biochemistry and Molecular Biology *Comprehensive Laboratory
School of Basic Medical Sciences Anhui Medical University Hefei 230032)

Abstract Objective To investigate the mechanism of resveratrol promoting fibronectin type Il domain-eontaining
5 (FNDCS5) degradation in skeletal muscle of male obese mice. Methods Six-week-old male C57BL/6 mice were
randomly divided into three groups: standard control diet ( SCD)  highHfat diet ( HFD) and high-fat diet treated
with resveratrol ( HFD + RES) . HFD + RES group was intervened with resveratrol via gavage 400 mg/kg * d)
while fed HFD for 20 weeks. The body mass serum TG TC LDL-C and HDL-C levels were detected. The patho—
logical changes in skeletal muscle were detected by HE staining. The expression of FNDC5 SIRT1 SIRT2 LC3
p62 Beclind ATGS ATG7 was assessed by immunohistochemistry RT-PCR and Western blot respectively. Re—
sults The body mass serum TG TC and LDL-C levels increased significantly meanwhile HDL-C levels de—
creased in HFD group. Lipid deposition between skeletal muscle fibers were obvious in HFD group. The immuno—
histochemistry results showed that protein expression levels of SIRT1 SIRT2 and LC3 obviously decreased while
the protein levels of FNDCS and p62 obviously increased. The expression levels of FNDCS significantly increased
while the gene expression levels of SIRT1 SIRT2 LC3 Atg7 and Beclind obviously decreased. All these respon—
ses were attenuated by treatment with RES. Conclusion RES has obvious effects of lipiddowering and promoting
FNDCS degradation in skeletal muscle tissues which may be related with SIRT1 and SIRT2-induced autophagy
thus resulting in degradation of FNDCS5.
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