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period of ZT 6 ~11 time there was no obvious changes. @) Compared with that in NS-TODS group after five hours
of sleep deprivation in the NS-SD group the diameter of microglia in the TMN area increased significantly ( P <
0.01)

microglia after five hours of sleep deprivation in the mino-SD group but there was no statistical difference. Conclu—

and the fluorescence intensity increased ( P <0.05) while there was a tendency to decrease the volume of
sion Microglia cells of TMN may be involved in the regulation of sleep-wake homeostasis.
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apoptosis was determined by using Hochest 33258. IL4B3 IL-6 IL-H0 and IL-8 levels were detected by ELISA.
Results  AS rats exhibited higher TC TG LDLC and Ca’" concentrations than normal rats ( P <0.01) . And
miR22 was down-regulated in AS rats while NLRP3 and caspase- were up—regulated ( P <0.05) . NLRP3 was i—-
dentified as the target gene of miR22. Compared with the blank group miR22 was increased NLRP3 and
caspase-l were decreased in the miR22 mimic group. NLRP3 and caspased were enhanced in the miR22 inhibi-
tor group. The miR-22 overexpression showed higher cell viability decreased apoptotic cells reduced ILA3 IL-6
and 1118 levels and elevated 11,40 level ( P <0.05) . The inhibition of miR22 reduced cell viability induced
cell apoptosis up—egulated IL4B IL-6 and L8 levels and down-regulated ILH0 level ( P <0. 05) . Conclusion

miR-22 plays a protective role in myocardial microvascular endothelial cells by targeting the NLRP3 gene reduc—
ing the apoptosis of myocardial microvascular endothelial cells and decreasing the expression of proinflammatory cy—
tokines in rats with coronary heart disease.
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Effect of resveratrol inhibits the proliferation

of cervical cancer cells with autophagy in vitro
Sun Chuanming' > Fang Wenxiu® Zhou Rongsheng” et al
('Dept of Obstetrics and Gynecology The Affialited Provincial Hospital of Anhui Medical University Hefei 230001;
*Dept of Obstetrics and Gynecology The Third Peoples Hospital of Hefei City Hefei 230022)

Abstract Objective To investigate the inhibitory effect of resveratrol( Res) on the proliferation and autophagy of
human cervical carcinoma Hel.a cells and its mechanism. Methods In viiro cultivation of cervical carcinoma Hel.a
cells which were divided into control group( with the only added medium being RPMIH4640) Res treated group( in
which Res was added with concentrations of 5 wmol/L 10 pwmol/L 20 pmol/L 50 wmol/L 100 pmol/L) . The
rates of the inhibitory effect on the proliferation of each group of Hel.a cells were determined by MTT method the
apoptosis of Hela cells after being treated with different concentrations of Res was determined by Hoechst 33258
the expression of LC3 A/B in Hela cells after being treated with different concentrations of Res was determined by
immunofluorescence method the expression of proteins p62 and Beclind related autophagy was determined by
Western blot method. Results Compared with control group the rates of inhibitory effect on the proliferation in
HeLa cells which were treated by Res with different concentrations of 5 pmol/L 10 pmol/L 20 wmol/L 50 pmol/
L 100 wmol/L increased gradually( P <0. 01) ; the apoptosis in Hel.a cells increased significantly. Under the fluo—
rescence microscope more green fluorescence of LC3 A/B were distributed in cytoplasm of Hela cells after being
treated by Res with different concentrations of 30 wmol/L and 100 wmol/L; 48 hours later Res treated HeLa cells
the expression of p62 decreased gradually with the increase of the concentration of Res while the expression of Be—
clind increased gradually. Conclusion Res in vitro can inhibit the proliferation of Hela cells and induce apopto—
sis and its mechanism may be related to the autophagy enhancement of Hela cells.
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