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1 12.24.48 h
HMCs (n=6 x+s)
0D
12h 24 h 48 h
0.235+0.015  0.333+0.008  0.5320.013
( nmol /L)
1 0.236+0.013  0.33420.019  0.535 0.036
2 0.238£0.013  0.338+0.034  0.541 £0.028
4 0.241£0.016  0.341£0.027  0.548 0.022
8 0.247+£0.022  0.350£0.027  0.559 0.036
16 0.254+0.025  0.362+0.033  0.595 0.058
32 0.258 £0.038  0.370£0.035"  0.615 +0.068*
64 0.261 £0.024*  0.384 £0.050"  0.636 £0.0772%
128 0.271 £0.026™  0.404 £0.040* * 0.685 £0.0422%
12h #P<0.05 #P<0.01; 24 h T P<
0.05 **P<0.01; 48h (AP <0.05 24P <0.01
2 AsdV HMCs (n=6 xxs)
48 h OD
0.451 +0.027
(64 nmol /L) 0.579 +0.013%
DPI( 10 pmol /L) 0.474 £0.022**
Tempol( 100 pmol /L) 0.452 £0.032%*
L.Y294002( 10 jumol /1) 0.468 £0.024 * *
AsHV( umol /L)
25 0.520 £0.042"
50 0.494 £0.030* *
100 0.456 +0.038* *
(P <0.01; 2" P<0.05
**Pp<0.01
ROS (P<0.01),
ROS AsdV
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3
2013
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1
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z, 3 HINS DN
i T
s l

H A B C D E F G 11

(n=3 x+s) DCFH-DA x 200

y FroAsdV 25 pmol/L ;G AsdV 50 pmol/L ; H: AsdV 100 pwmol/L
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Protective effects of As-IV on high insulin induced human mesangial

cells injury and its mechanisms
Li Guiping Li Weizu Duan Wenting et al
( Dept of Pharmacology Anhui Medical University Hefei 230032)

Abstract Objective To investigate the protective effects of astragalosides IV ( AsdV) on high insulin induced
human mesangial cells ( HMCs) injury in vitro and its mechanisms. Methods We used HMCs as research object
treated HMCs with different concentrations and time of insulin analyzed the proliferation by MTT assay to select the
dose-and time-dependent manners of insulin. The HMCs was divided and treated as follows: normal group ( NG)
high insulin group ( HINS 64 nmol/L) DPI ( 10 pmol/L) Tempol ( 100 wmol/L) LY294002 ( 10 pmol/L)
and AsdV (25 50 100 pwmol/L) . After treatment for 48 hours the proliferation of HMCs was analyzed by MTT
assay. The reactive oxygen species ( ROS) production was measured by 2 7-dichlorodihydto fluorescin diacetate
( DCFH-DA) . The expressions of NADPH oxidase 4 ( NOX4) phosphor—protein kinase b ( p-PKB) also named p-
Akt and phosphor-mammalian target of rapamycin ( p-mTOR) were analyzed by Western blot. Results The prolif-
eration of HMCs was enhanced in a dose-and time-dependent manner by increasing concentrations and time of insu—
lin. Compared with HINS group DPI Tempol LY294002 As-V treatment significantly inhibited HMCs prolifer—
ation reduced intracellular ROS contents and decreased expression of NOX4 p-Akt and p-mTOR ( P <0.05 P <
0.01) . Conclusion Insulin promotes proliferation of HMCs in a time-and dose-dependent manner. As-V has
protective effects on high insulin induced HMCs injury due to inhibition of HMCs proliferation oxidative damage
NOX4 p-Akt and p-mTOR expression.

Key words high insulin; human mesangial cells; astragalosides 1V; ROS; p-Akt; p-mTOR



