%aisaatin.,  Drug Evaluation Research 55 417 £ 63 201846 A <1021

A HECRM ;7304 ERK/cPLA2 ES @R NE KR E M SF

MSceh, ERGE, SR, AEH, oM, EabuE
INPEHEE 25K g, e B 030619

W ZE. B WP BRI K BB R A T R &ALEL. A 4% 45 Rtk SD KR, BEALA Ay A
PP R y BOALL DU v 2, B AL Ah, RS AR iv SPURE FxIA BT 4 K B Sy, SRR )E, 4
YA DU A KR ig 9.6 g/kg AL BCAT DU iz, BEALALRIN A ig SR 780K, JELREN 25 12 Jio R AR I oK iR M3
HLEF (Ser)s JKRFER (BUND LK HEE (Alb) Orim; HUEF NI Efe 4, smARFE- L (HE) Bt A m R
T 0L; ELISA VAN E A2 64 AL KPR 7--B1 (TGF-BD) £F4iEEER 1 (FND LLK IV BURR (Col-IV) 5 #; SR Western
blotting YA BT ERK1/2 MR AL EEE (cPLA2) R OABRMUAKT. $R  SX A, B4 Y Sere BUN
AT LA B Fe B0 BT (P<<0.05. 0.01), Iy Alb /KT BRI (P<<0.01), W14+ TGF-B1. FN Fl Col-1V &Ll K&
ERK1/2. cPLA2 WML AXIBHEE TS (P<0.05. 0.01); HMHEAA LK, 4o EAR Y% 8% FRIE + Scr. BUN
KT B Fe %0 (P<<0.05. 0.01), JHaEigH Alb /KT (P<<0.01), BEK'E4H44 TGF-pl. FN. Col-IV &, Wb 'F4
21 ERK1/2 il cPLA2 BRLEE A3R1E (P<<0.05. 0.01); HE Y8R WIR, 415 R AUz nr DACCE A B oK B B AT o) 22
k. e BRI 0t R K U A ya AR, JLAERINLHIAT B8 59| ERK/CPLA2 {55l Bt IsAH G
KRR VRN A IR BRIl ERK/CPLA2 15 5l %

RESHES: RI65.1 NEFRERS: A XEHRS: 1674-6376 (2018) 06- 1021 - 05

DOI: 10.7501/j.iss1.1674-6376.2018.06.014

Therapeutic effect of Component Compatibility Sini Decoction on membranous
nephropathy by inhibiting activation of ERK/cPLA2 signaling pathway in rats
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Abstract: Objective To observe therapeutic effect of Component Compatibility Sini Decoction (CCSD) on membranous
nephropathy in rats and its mechanisms. Method Totally 45 SD male rats were randomly divided into control group, model group
and CCSD group, rat models were given into antigen Fx1A antiserum by tail iv injection except control group. After the success of
model, the rats in CCSD group were ig administered 9.6 g/kg drugs, meanwhile the rats in control and model group were ig
administration with the same dose of distilled water for 12 weeks; At the time points of 12 week, the levels of serum creatine (Scr),
blood urea nitrogen (BUN) and serum albumin (Alb) were detected by kits. At the end of 12th week, kidney weight index was
detected and renal pathological changes was observed by HE staining; The content of transforming growth factor-p1 (TGF-B1) ,
fibronectin(FN), and collagen IV (Col-IV) in renal tissue was detected by ELISA; Western blotting was used to test the protein
expression of ERK1/2 and cPLA2 in the kidney. Results Compared with control group, the levels of serum Scr, BUN and kidney
weight index were increased significantly (P < 0.05 or 0.01), serum Alb was decreased obviously (P < 0.05 or 0.01), the content of
TGF-B1, FN, Col-1V, and the protein expression of p-ERK1/2 and p-cPLA2 were significantly increased in renal tissue (P < 0.05 or
0.01). Compared with model group, CCSD could degrade significantly the levels of serum Scr, BUN, and index of kidney weight
decreased (P < 0.05 or 0.01), increase the level of serum Alb (P < 0.01), and reduce the content of TGF-f1, FN, Col-IV and the
protein expression of p-ERK1/2 and p-cPLA2 in renal tissue (P < 0.05 or 0.01); HE staining results showed that CCSD could
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improve renal pathological changes. Conclusion CCSD has certain therapeutic effect for rats with membranous nephropathy, its

mechanism may be related to the inhibition of activation of ERK/ cPLA2 signaling pathway.
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Table 1 Effect of CCSD on serum Scr, BUN, and Alb of membranous nephropathy rats ( X £s, n = 15)

A5 AR (gkg ") Ser/(umol-L ™" BUN/(mmol-L™) Alb/(gL™h
Xof — 40.77+7.82 6.18£0.41 3.16£0.39
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AU TP<0.05; LBURAILEL: "P<0.05 "P<0.01
"P <0.05 vs control group; “P<0.05 *P<0.01 vs model group
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Table 2 Effect of CCSD on kidney weight index of

membranous nephropathy rats (x xs, n =15)
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Fig. 1 Effect of CCSD on renal pathological changes in rats with membranous nephropathy
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Table 3 Effects of CCSD on TGF-B1, FN and COI-IV level of membranous nephropathy rats in renal tissue ( X *s, n=15)

415 FlE(gkg ") TGF-p1/(ug:L™") FN/(ug'L™) Col-IV/(ug'L™)

R — 108.90+8.17 244.36+5.13 3.03+0.15

A — 126.76+6.68" 255.89+7.52" 3.36+0.15™
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"P<0.05 “P<0.01 vs control group; “P < 0.01 vs model group
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Fig.2 Effects of CCSD on phosphorylation levels of ERK1/2 and cPLA2 on membranous nephropathy rats in renal tissue
(X £s,n=15)
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