P R R4 (AR R 532 55 12 1]
-1670- ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science) 2012 4F 12 A

2N EEXT S 1S S8 B/ Bk R IR e |40 MR =20

F R KEHE

(VLI R 2EBe B BP0 V08 Bt 210029)

[ E] BHEWEIR BRSO T 00 BNk R RS0 M AL RS 2 I HERITZAE R 5 MAPKs 1605 518 6 A
Ko, FiE RTIEBER (B MR e AL IR /NER R A LR (HMC) J5 , DHE 25608 (6 41 it 9 175 HE 4L (ROS ) K F , NBT 171
GG DU A48 i A R AR A A (SOD ) 1 14, Western blot 5461 MAPKs 5% ERK JNK p38MAPK MR 1L B K K 45
R :DHE B+ 45 R on , mobi T B B3 HMC N ROS &, M4 TIRNER T HAbBLS , 40 ROS 7K V-BH & BEAIK, 55 o i ik
ARG, SEPYMEE T L4000 P SOD iE PER WA (P < 0.05) ; Western blot 45 5350 | st al B W34 in HMC 40Py ERK K
p38MAPK HYBERR L K-, 45 738 PN TR AL 35 WT s i b i) _E SRR (P < 0.05) , T 45 Al Z [l R 1k INK M2 &8 ERK \p38MAPK |
INK 2 F/KF-TCH AR, 8518 SR N R FTREE 1 T I8 MAPK ZG(E 5 A B IR LK B R4 ROS &, B4 SOD ¥
P IEBH =TS R A AR, TS B AR B/ INER R A, A 22 B/ NFRTEEAL F VE

[RiE] BRNER; &b MAPK; B /R R BN

[HESZES] R67 [XHkFRIZES] A [XEHS] 1007-4368(2012)12-1670-05

Effects of spironolactone on high glucose mediated oxidative stress in mesangial cells
LI Qing,ZHANG Hong-ping
(Department of Information Cenire , Jiangsu Jiankang Vocational College ,Nanjing 210029 ,China)

[Abstract] Objective:To observe the effect of spironolactone on oxidative stress of glomerular mesangial cells induced by high
glucose ,and explore whether the MAPKs family signaling pathway was involved in this effect. Methods: DHE fluorescence staining
was used to evaluate the intracellular production of reactive oxygen species (ROS),NBT kit was used to detect the intracellular SOD
activity,and Western blot was applied to identify the phosphorylated and total protein expression of MAPKs family genes,such as
ERK,JNK and p38MAPK in cultured human mesangial cells (HMC) treated with high glucose or spironolactone. Results: DHE
fluorescence staining showed that the production of ROS in HMC was markedly increased with the treatment of high glucose,while
which was significantly decreased in the stimulation of spironolactone. Compared to the treatment of high glucose,intracellular SOD
activity was significantly increased(P < 0.05) with the treatment of spironolactone. Western blot analysis suggested that the high sugar
significantly increased the expression of phosphorylation of ERK and p38MAPK in HMC cells,while given the treatment of
spironolactone , these effects were reversed (P < 0.05). Furthermore,there were no remarkable differences among the groups in
phosphorylated JNK,total protein level of ERK,p38MAPK,and JNK. Conclusion:Spironolactone may play a role in reducing the
production of intracellular ROS and increasing the activity of SOD and antagonism of oxidative stress induced by high glucose via
down-regulation of the phosphorylation level of MAPK family signaling. All these actions may contribute to the protection of the
glomerular mesangial cells and postponement of kidney glomerulus sclerosis.
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Figure 2 The intracellular SOD activity of HMC was detect by
SOD kit
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Figure 3 Western blotting was applied to identify the expression of p-p38MAPK,p38MAPK (A),p-ERK,ERK(B),p-JNK,JNK(C)
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