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1% SEVO and 2% SEVO groups both increased ( P <0.01, P <0.01) , and the number of apoptotic cells and
necrotic cells also decreased. Moreover, compared with the related OGD/R 6 h group, the cell survival rate in the
1% SEVO and 2% SEVO groups increased ( P <0.01, P <0.01) , and the number of apoptotic cells and necrotic
cells decreased. The second part of the experiment, compared with CON group, there were more TUNEL positive
labeled cells, and increased expressions of Cleaved-casepase3 ( P <0.01) and 8-OHdG ( P <0.01) , as well as
BAX (P <0.01) in the OGD/R 4 h group, however, SIRTI and Bcl2 expression reduced ( P <0.01,P <0.01) .

Compared with the OGD/R 4 h group, there were less TUNEL positive labeled cells, and decreased expressions of
Cleaved-casepase3 (P <0.01,P <0.01) and 8-OHdG ( P <0.01,P <0.01) , as well as BAX (P <0.05,P <

0.01) in the 1% SEVO and 2% SEVO groups, SIRT1 and Bel2 expression increased( P <0.01,P <0.01; P <

0.05,P <0.01) . Conclusion Sevoflurane postconditioning can alleviate DNA oxidative damage and apoptosis of
HT22 hippocampal neurons induced by oxygen and glucose deprivation/reoxygenation, and up—-regulate SIRT1 pro—
tein expression.
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Effect of paeoniflorin-6 "-O-benzene sulfonate on podocyte

function injury induced by high insulin
Huang Qiongfang, Zhao Tianjiao,Su Yangni,et al
( Institute of Clinical Pharmacology, Anhui Medical University, Key Laboraiory
of Antidnflammatory and Immune Medicine, Ministry of Education, Collaborative
Innovation Center of Antidnflammatory and Immune Medicines, Hefer 230032)

Abstract Objective To investigate the protective effect and mechanism of CP25 on high insulin-induced podo—
cyte injury. Methods Mouse podocyte were cultured in vitro and divided into blank control group, high-insulin
model group,high insulin + CP25 (0.1.1.10 pmol/L) group and Metformin group. The effect of CP25 on the
proliferation of podocyte induced by high insulin was detected by CCK-8 method. The effect of CP25 on glucose
consumption induced by high insulin in podocyte was detected by GOD-POD method. Transwell method was used to
detect the effect of CP225 on the migration of podocyte induced by high insulin. Annexin V-FITC/PI double staining
assay was used to detect the effect of CP25 on high insulin induced apoptosis of podocyte. The effect of CP25 on
the expression of Nephrin protein in podocyte induced by high insulin was detected by Western blot. Results CCK-
8 results showed that CP25 could increase the proliferation capacity of high insulin induced podocyte. The results of
GOD-POD showed that CP25 could improve the glucose uptake ability of high insulin induced podocyte. Transwell
experimental results showed that CP-25 could reduce the migration of podocyte induced by high insulin. Annexin V-
FITC/PI double staining results showed that CP25 could inhibit the apoptosis of pdocyte induced by high insulin.

Western blot results showed that CP25 could up—segulate the protein expression of Nephrin in podocyte induced by
high insulin. Conclusion CP-25 can improve the injury of podocyte induced by high insulin, and the mechanism
may be related to the expression of Nephrin.
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