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Effect of targeting SIRT1 silence on proliferation

of cardiac fibroblasts in neonatal rat
Shi Peng' > Tao Hui' > Zhang Jia Gui' > et al
( 'Dept of Cardio-Thoracic Surgery The Second Affiliated Hospital of Anhui Medical University Hefei 230601;
*Dept of Cardiovascular Disease Research Center Anhui Medical University Hefei 230601)

Abstract Objective To investigate the effect of silent information regulator 1( SIRT1) on the proliferation of car—
diac fibroblasts in neonatal rat. Methods The original generation of rats cardiac fibroblasts were delt with TGF-
Bl. qRT-PCR was applied to assess the mRNA expression levels of SIRT1 and a-SMA. The protein expression lev—
els of SIRT1 and a-SMA were detected by Western blot. MTT assay was used to determine the cytoactive of cardiac
fibroblasts. Lipofectamine' 2000 Reagent was used to transfected cardiac fibroblasts with siRNA-SIRT1. Results
The expression of SIRT1 protein and mRNA was down—egulated in the cardiac fibroblasts transfected with siRNA-
SIRT1 as well as the a-SMA protein and mRNA expression. The activity of cardiac fibroblasts was restrained after
transfected with siRNA-SIRT1. Conclusion siRNA-SIRT1 can suppress proliferative activity of cardiac fibroblasts
obviously. SIRTI could be a new therapeutic target of preventing cardiac remodeling. The application of its regula—
tor will provide the new idea and method for the prevention and treatment programsof myocardial fibrosis.
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The level of autophagy induced by oxygen glucose

deprivation/reperfusion injury in L02 cell
Ma Xiuya Li Yuanhai
( Dept of Anesthesiology — The First Affiliated Hospital of Anhui Medical University — Hefei 230022)

Abstract Objective To explore the level of autophagy induced by oxygen glucose deprivation/reperfusion( OGD/
R) injury in LO2 cell. Methods 102 cells were cultured to establish the model of OGD/R injury and simulate
clinical hepatic ischemia—reperfusion injury. The 102 cells were randomly divided into 5 groups : normal control
group oxygen—glucose deprivation 6 h/reperfusion 1 3 6 12 h group (OGD 6 h/R 1 3 6 12 h). Then observe
the form changes of the 102 cells by optical microscope. The appreciation of the companys relative 102 cells was
detected by MTT. The expression of autophagy related proteins such as Beclind  LC3 and p62 were evaluated by
Western blot. Results Compared with the normal control group the form damaged and the cells proliferation ac—
tivity of LO2 cells in the OGD/R group were gradually increased in a time-dependent manner. Compared with the
normal control group autophagy related proteins 1.C3  Beclind were increased at OGD 6 h/R 1 h. The expression
of LC3 was gradually increased as the time went on and was increased gradually at OGD 6 h/R 6 h reached a peak
at OGD 6 h/R 12 h( P <0.01) . The expression of Beclind was gradually increased as the time went on and was in—
creased gradually at OGD 6 h/R 6 h and OGD 6 h/R 12 h ( P <0.01) . The expression of p62 had no obvious
change at OGD 6 h/R 1 h and OGD 6 h/R 3 h began to increase sharply at OGD 6 h/R 6 h and reached a peak
at OGD 6 h/R 12 h( P <0.01) . Conclusion Our data suggests that oxygen-glucose deprivation/reperfusion may
increase the level of autophagy and lead to autophagic cell death in 102 cell.
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