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A role of sodium selenite in regulating expression of p38 mitogen — activated protein

kinase (p38MAPK) and vascular endothelial growth factor (VEGF)in rat mesangial cells
WEI Qianping ,et al
( Department of Endocrinology , College of Clinical Medicine , Chongqing Medical University)
[ Abstract] Objective: To investigate the relationship between p38 mitogen — activated protein kinase(p38MAPK) and vascular en-
dothelial growth factor (VEGF) ,and to study the role of p38 mitogen — activated protein kinase and vascular endothelial growth factor
for diabetic nephropathy,and therefore to study the mechanism of sodium selenite in anti — diabetic nephropathy. Methods : We initially
investigated protein expression of p38MAPK and VEGF in rat mesangial cells( RMCs)which were incubated respectively with 25
mmol/L glucose, 100mg/L. BSA — AGEs, 100nmol/L insulin and 100 pumol/L. H;O,. We also studied the relationship between
p38MAPK and VEGF protein expression by using SB203580, a specific inhibitor of p38MAPK. We then evaluated the direct effects of
sodium selenite on the regulation of p38MAPK and VEGF protein expression. Results : p38MAPK and VEGF had significantly higher
expression in RMCs incubated with 25mmol/L glucose, 100mg/L BSA — AGEs, 100nmol/L insulin and 100gmol/L H,O, respectiv-
ely. VEGF activity was significantly reduced when p38MAPK was inhibited by SB203580. Furthermore, both p38MAPK and VEGF
protein expression were significantly decreased in RMCs with sodium selenite treatment. Conc/usion : pP38MAPK and VEGF are in-
volved in development of diabetic nephropathy and p38MAPK stimulation is essential for VEGF expression, and also suggests that
sodium selenite may play a role in the prevention of diabetic nephropathy by down — regulation of both p38MAPK and VEGF expres-

sion.
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() BEE ALK = 4H (BSA — AGEs 41): A 100mg/L 4
BSA - AGEs 3% HBZY — 1 40} 6h, (4) 7588 F 4 (high
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72h, (11)sodium selenite — ¥ 3t 4L 2 7= 4 4H ( sodium selenite
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VA AN L IR AR S B ML BN S 78 2
B DN #1322 5 B S A6 LA, 5 e i B R
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Al RES 5 DN I B 40 9 JBRG A8 i 4 A & -0
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&AL p38MAPK 1% 5 DN B4 A4 & & H A%
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VEGF & [ R &N, S, et DM # B2 A
ZELLL R i R # AR fE R, VEGF A BEE % £ 2 AE
o

F R R AR NS W EHE R
R B I N S T R i
p38MAPK J&i8 o % 8 16 % Ak S e B2 Ak R A i 42
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FEERE RO AEBRE S A 15 R ) K il i 5 K
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o7 B S p38MAPK, ff Ho g BR 1k ik 5 ; LA H 4F
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p38MAPK fil VEGF A6 Z 5 | DN M K4 K
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