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[Abstract] Objective
mesangial cell (GMC) and the activation of ERK1/2-AP-1 pathway of glomerular mesangial cell induced by IL-18. Methods SD

To observe the influence of serum containing esculentoside A(EsA) on the proliferation of glomerular

rats were gavaged by different doses of EsA(5,10,20,40 mg/kg) for getting medicated sera. The control group was set (gavage by
0. 5sodium carboxymethylcellulose) ; the EsA medicated serum was used to treat rtGMC. The control serum group was set. The in-
fluence of EsA medicated serum in each group on rGMC proliferation was detected by MTT;the rGMC was divided into the blank
control group,IL-1f single action group,IL-18+EsA double action group,IL-13+ U016 double action group and IL-13+U0126 +
EsA combined action group,which were synchronized and then cultured for 48 h. Western blot was used to detect the expression of
p-ERK1/2 and AP-1 an the imaging analysis was performed. Results The EsA medicated serum(5—10 mg/kg gavage) inhibited
the cellular proliferation(P<C0. 05 or P<C0. 01) ; the IL-18 group promoted the expression of p-ERK1/2 and AP-1 in rGMC(P<C
0.05) ,after acting on rGMC in the IL-18+EsA double action group,IL.-13+U0126 double action group and IL-13+U0126 + EsA
combined action group,the expression of p-ERK1/2 and AP-1 was decreased(P<C0. 05). Conclusion Serum containing EsA (5~10
mg/kg gavage) significantly inhibits the rtGMC proliferation; EsA inhibits IL-18 induced rGMC proliferation,its action pathway on
ERK1/2-AP-1 is one of mechanisms for inhibiting rtGMC proliferation.
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3 0 (DMSO) | Y F 348 40 5 (MTT) (Aladdin) , 0. 25%
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X M2 5 0.648+0.048 0.788+0.037 1. 24540. 043
5 mg/kg EsA I 4H 5 0.533740. 035 0.70920.036° 1.16540. 021¢
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i) ERKI/2 32 %8 58 A T 4 %, — 52 g LR FH IR 3% 1 0 4
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1k — 2D BARBLH A R — 2P 0 5E

ARG AUES T GMC T figh EsA 76 '8 4800 B £
YEFI M40 B . EsA I 25 )5 4% A 20 ) ERK1/2-AP-1 58 #% .
il p-ERKL/2,AP-1 0y 235 . T A0 T 28 5200 A 1) 38 4 3o
T 00 008 5 U 5 1 A e R A AR B R e
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