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Effects and Mechanism of Supplemental Sini San on Hepatic Fibrosis in Rats
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[ Abstract ] Objective: To investigate the protective effects and its mechanism of Supplemental Sini San
(SNS) on hepatic fibrosis in rats. Method: The immunohepatic fibrosis model was induced by intraperitoneal
injection of porcine serum. Eighty Wister rats were divided into eight groups: normal control, model control, Sini
San Jiawei ( SNSJW ) high-dose, mediate-dose and low-dose, prevention and SNS group. Except the normal
control groups, all the other groups were injected with pig’s serum without inactivation into abdominal cavity, twice
per week and 0.5 mL each time, persisting for 10 weeks. The prevention groups were orally given with the
medicines (SNSJW 7 g -kg ™', 10 weeks) at the same time models wasduplicated, the other treatment groups were
dealed with just as the prevention groups 6 weeks later, lasted for 4 weeks. The dose was following: SNS group 4
g kg ™', SNSJW high-dose group 14 g -kg ', mediate-dose group 7 g kg™ ', low-dose group 3.5 g -kg '. The
changes of hepatic fibrosis were detected. The content of liver tissue interleukin-1 (IL-1) and tumor necrosis
factor-alpha (TNF-a) were tested by RIA. In situ hybridization assay and immunohistochemical S-P method were
used to detect the expression of transforming growth factor-8, (TGF-8,) mRNA and a-smoth muscle actin (-
SMA) mRNA and there protein in hepatic fibrosis tissues. Result: Compared with model group in SNSJW
mediate-dose group, the content of HYP, IL-1, TNF-« in liver tissue was depressed significantly, the expression of

TGF-B, and a-SMA genes was significantly lower in SNSJW mediate-dose group. Conclusion: Supplemental SNS
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has an action on hepatic fibrosis in rats. The mechanism is related with its inhibiting the expression of TGF-8, and

a-SMA genes in rats liver.
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R EPUR . R BE 2RIy, T AT 4 A i i R TE TR
MG, 2 KA A AR 55, IR AR R TR, A TR
ZFL T390 i PR A0 Bl ) ST 56 BF 5 45 R 2 W s RO
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(A030-3) . f#it K Bl TGF-8, —#it (& BOSTER
ONFELFE G, BA0290) | a-SMA it K Bl —Pt ( LT
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J7),U-CMAD3 # & ff 5% | & £ 4% 4% 1 ( Olympus, H
) %

1.3 3h¥) Wistar KB H BN K 2 1] B B2 24 e 52
Bahhon R, A 6 H W MEtE Wistar K i 80
H WS, AR B (300 +20) g, 5250 80 9 78 vl HIE 5
SCXK (#)2010-0001,

2 FiE
2.1 Zh¥mdl H5 80 HUMEME Wistar K FUEEHL 7>
7 2H c X H OO BRZE AR A, D 0 AR vk P s
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P % 3 20 min; J1EE —H0 T AF W (TGF-B, , a-SMA
FRREREY N 1:100) ,4 CHEE L& mAEY R4k —
-+ 195 -



%18 45 18
2012 4E9 H

Hp [ 52 86 07 5 2 2% 56

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 18 ,No. 18
Sep. ,2012

L TAEW ,37 CIR &M F 20 min; JiHE 5 F M K-
AALYIE R A9 37 CIR &M E 20 min; DAB & {4,
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5 RS AP 3 A XoF DU SR A B 5 0 K BRUE £ 24 A 1 52 T

FXE, LR, B, FaE, = wT
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[#5Z] HH W98 E BB EN ( YLSF) XF U 44 4k % ( carbon tetrachloride , CCl, ) AT B K B 45 4k 1k 09 36 97 V6 L, IR #R i e
TEFIMLEL . T35 o SD K BRBEAL 43 B B 20 K 28 E 0 BRAH (NC) BRI L) 50% CCl, & Fh s o 75 5 71 ig 1452, NC 21 LA
AR K igo K B A B A TE BUIF£T 4E AL Y SD ISR, BE ML 43 i B % 40 (MC) Ry %) T 20 . 254 + B 28 43 ) L YLSF
(20, 40, 80 mg-kg ") A BKAKANGEH (0.20 mg-kg ™' )ig; MC 41 LU ZH) 5 AE FRER K ig. UK ZG 24 h 5 40 BE K B, SR 48 1 3 &
JT 22, A6 I R BRI 77 v K & S R e A Wl ( AST) TN 2 R e & s (ALT) 3 4, I <2 AT 40 2 bl 01k i AL g (SOD) (I %
(MDA) 2 Bt H Bk (GSH) A4 e H ki &1k B ( GSH-Px) |, IF WL I 41 S0 B2 il A8 . 45 3R : YLSF (20, 40, 80 mg-kg™') 45 7l
A KB MG AST il ALT 4> 31 & (207.85 + 101.72), (131.55 £35.09), (129.98 +37.21) U-L ™' f1(90.51 +44.24),
(47.79 +16.11) ,(44.56 +16.31)U-L™"; YLSF & | & 20 K B 40 41 b SOD, MDA, GSH-Px, GSH % & 4 %l 2 (143. 14 =
42.82),(146.53 £31.98), (147.41 £32.82) U-mg~', (2.57 £0.54),(2.19 £0.57), (2. 11 £0.59) nmol - mg "', (463.55 =
271.07),(659. 14 +162.23) , (752. 08 +200. 70) nmol-mg "', (5.06 £ 1.09) , (6. 10 £0.97) , (6.89 +0.98) nmol-mg "' % 3 it
YLSF il PH 4 24 fig 2 35 AR K BRI 3% o AST (P <0.01) K HFZH41 MDA &1 (P <0.05 3 P <0.01) ,Jf i 35 42 @ fF 41 21 SOD
Fim (P <0.05 8¢ P <0.01) ;P &5 4 YLSF A BH 4 25 7] B R BUMLIE Hh ALT 7K SF (P <0.01) , 83 7 = K U424 GSH &
(P <0.01) ;i (&M YLSF fg 3 7HE KR4 GSH-Px(P <0.01) , &34 YLSF K P44 24 24 156 0% ol 4 JH- 240 Jfd 5 0 7
JE(P<0.05 8% P<0.01), &5if: KRR AN CCL, #5509 K BUBRA — & iR yr FE AT, oML AT 68 5 H W B A R 4 40 1 A8 B
WA K FR.
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