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Effects of pravastatin on signal passway of p38 mitogen-activated protein
kinase in glomerular mesangial cellsincubated with high concentration of
glucose

NI Lian-Song, ZHENG Jing-Chen, JIN Jie-Na, SHEN Fei-Xia

(Department of Endocrinology, the First Affiliated Hospital, Wenzhou Medical College, Wenzhou
325000, China)

Abstract

AIM To investigate effects of pravastatin(PV) on the signal passway of p38 mitogen-activated protein kinase
(P3BMAPK) in glomerular mesangia cells (MC) incubated in high concentration of glucose. METHODS MC were
incubated in media containing glucose 5.5 mmol Lt (control), high glucose(HG) 25 mmol L glucose 25 mmol-L”

L+SB203580(specific inhibitor of p38MAPK) 10 umol-L ™1 (SB+HG), glucose 25 mmol-L"1+PV 100 pmol-L L (PV+HG),
respectively. Fibronectin (FN) and type IV collagen (Col-1V) in supernatant were determined by ELISA method. Protein
expressions of p38MAPK and phospho-p38MAPK in cytoplasm and nuclei were detected by phospho-ELISA method.
The mRNA expression of p38MAPK was detected by semi-quantitative reverse transcription polymerase chain reaction
(RT-PCR). RESUL TS Compared with control group, there are increased Col-IV and FN in supernatant in HG group;
there are increased phospho-p38MAPK in nuclei and cytoplasm in HG group, too. These changes could be partly or fully
reversed by treatment of SB or PV. Compared with HG group, (SB+HG) or (PV+HG) group showed decreased Col-1V
(48h: (21.19+3.21) vs (16.75+1.93), (14.97+3.04)ugL L, n=6, P<0.05) and FN (48h: (13.47+1.27)vs

(12.01+0.85), (11.99:0.98)pg-L'1, n=6, P<0.05) . Phospho-p38MAPK in nuclei and cytoplasm could be decreased by
treatment of SB. However, phospho-p38MAPK in nuclei but not cytoplasm could be decreased by treatment of PV. There
was no significant difference of the total protein expressions and mRNA of p38MAPK among 4 groups. CONCL USION
PV could down-regulate the activities of signal passway of p38MAPK in nuclei of MC incubated in high concentration of
glucose, decrease synthesis of extracellular matrix and result in the treatment of diabetic nephropathy.
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