+ 1196 - BREFHSER20I5F5AF128% 98

Lab Med Clin,May 2015, Vol. 12, No. 09

i
PTHEMR AT X S48 SR R IR A MA TR f

A e 2RO OR.SEF AR AERALE

ZJR B 15007052, BRI A B iR EN PO, RE

F O AREEHXFIHES —EREA
150001)

[HE] BH HAARRAKREMEALITHRRAABRBILE O P 0., ik KRIRARRKKRERABR B,
A5 43 B (C) 2R ;5 F 48 (30 mmol/L) (HD 4 ; & # (30 mmol/L) + M 46 & 437 (1077 mmol/L) (H-+A1) 48 ; & 4%
(30 mmol/L) + M 4 & A4 77 (10 ° mmol/L) (H+A2) 48 ; & #% (30 mmol/L) + F 3 & 4 7T (10 ° mmol/L) (H+ A3)
2, £ 8 Annexin V-FITC #= PI 23U &4 28 LB =, KA caspase-3 #& M4 M 3K 7] &4 M 2 49 i caspase-3 7&
M, R L5 CHaM HAZB MM % 25 o, caspase-3 F WA LI, £ F F %45 & L (P<0.05),
5 HaAwk, S48 R R R E IR ITHE M LA = 59 B B, caspase-3 ERHREIK, 2 F A% FENLP
<0.05), B ZRERH ., Fi® FIHMAMLTT L@ caspase B2 H B E RFFORK AR @A T,

[XERY FrLkbeiT; &S ZBmR; BT,

DOI:10. 3969/j. issn. 1672-9455. 2015. 09. 007 XEAIREM:A XEHES:1672-9455(2015)09-1196-02

caspase-3

Effect of atorvastatin on apoptosis of hyperglycemia induced mesangial cells in rat* ZHU Dan', HU Ying',ZHAO
Xin® ,MA Ji-fang' . HAO Jian-bing' . REN Lian-sheng', CUI Lei' (1. Second Department of Nephrology . First
Af filiated Hospital of Haerbin Medical University , Haerbin, Heilongjiang,150070,China;2. Hemodialysis Cen-
ter Center , Heilongjiang Provincial Hospital s Haerbin, Heilongjiang150001,China)

[Abstract] Objective

rat mesangial cells. Methods

To investigate the influence of different concentrations of atorvastatin on apoptosis of
Rat immortal mesangial cells were cultured in vitro and divided into 5 groups: control
(C) group,hyperglycemia (30 mmol/L, H) group, hyperglycemia (30 mmol/L) + atorvastatin(10~" mmol/L) (H -+
Al) group, hyperglycemia (30 mmol/L) + atorvastatin (10 ° mmol/L) (H + A2) group and hyperglycemia (30
mmol/L) +atorvastatin(10° mmol/L) (H+ A3) group. Apoptosis was detected by Annexin V-FITC and PI double
staining,and the caspase-3 activity was assayed by the caspase-3 activity kit. Results Compared with the group C,
the mesangial cells apoptosis rate and caspase-3 activity in the group H were significantly increased, the differences
were statistically significant(P<C0. 05). Compared with the group H,the mesangial cells apoptosis rate and caspase-3
activity in the H+ Al, 2, 3 groups were significantly decreased, the differences were statistically significant ( P <C
0. 05) ,moreover which showing the concentration dependence. Conclusion Atorvastatin may inhibit aldosterone in-
duced mesangial cells apoptosis via caspase pathway.
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