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[ Abstract]  Objective: To explore the therapeutic mechanism of Qingxianfang for antrhepatic fibrosis. Method:
Hepatic fibrosis of Wistar rat was established by injecting CCly and divided them into groups marked “model”,
“Qingxianfang” and “ colchicines” . Another group of normal rat was used as “ control”. After eight weeks of treatment, an
observation of hepatic fibrosis is carried on by using HE and Masson pigmentation, immunohistochemistry and detecting
the expression of collagen type I, type III TGF-B, mRNA expression in hepatic tissue was determined by RT-PCR.
Result: The collagen type 1, type Illand the expression of TGF-B; mRNA reduced significantly in treatment group.
Conclusion: Qingxianfang is effective for easing the liver damage and hepatic fibrosis condition in rats. The mechanism
may be relative to the restraining of TGF-B; expression in the liver.
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L1 NSRS AWA e R ER 30 ¢,
SR 10 g, FHIAR 30 g, FHZ 15 ¢, 541 8 ¢, 2414 10
g, WK 15 g, BRI 6 g, TIH 6 g, 2277 4L 130 g, /KFL
2R W, R, 4 25 DL ZETROK M R &
2.16 geml.” A2, 4 CUKAE P ARAT ST . BT 2544
PN SR A 2 s, AR L B 245 0y B A
FIAE =), CCL (4 B2k, b TR JsURs 4l 4k T B2
m)) . 1 PR IR BUR SABC 5% 20 A0 A6 IR 77
RBisAE S TR (8 A A [ eG4l A 4 TR
HBR 2wy, TrizolRNA & B 71 & ( GIBCO A +l),
RT-PCR &5 £ ( TAKARA A7) .
1.2 ZyREREI Sk AR 70 R
e A2, (AR 150~ 200g, Hiif b EE R 225256 5h
Yirpoo g2ty BEMLIE 15 oW IEw A, 455 1
WG PEMETE 1 RS, & T 21 4 A R RRUBEAY . ¥
CCL HAe i 4 6 LWL Rk 40% 7] . 0.3 mL
<100 g~ ' FAE R RVESE, 2 W/, B T TR EE A
BERLALSE 1 K SLBEAT T2 2005 B 22 40 1 1 21 3
N, SLRFS: 8 JA L oK DL AR K R BE B 43 A AR
H19 K IFLFT74H 17 R BHOKABRA 17 2 . 35477
HRENRIG A5 74224 25 gokg™ AR, M IRIRFIE K 10
s BOKANBRALRE AR B AR 0. 14 mg=kg™ AT, Ny
I R TR B IR 10 £ 1B IR 2 i) Ij 2R B AR /K 2 mlL
1IR/d, 358 JA . SEHG 25 5 ) ik B i Ak BE, 43 25
JF I, LR 23 T 20k T 10% PRI [ 5, A s 4, 11 4]
Fr, W HE 44 (6H0 Masson Je(0, Y68 M 20 B
AR, U E A 4% 22 5 I ) 52, Ar e i 41
& . BUFFAT 20 28 s N 2R, R R A
TEHEA SRR R vh, IR R BT 4 K,
77 BHOKABRAL S FET 2 H, T IR R S Ja
REZH.
1.3 kiFEbs
1.3.1 HZURHEZE 5 HE Gt s T BE 2=
M, Masson Gt s I 2R diAt . 27 44k i 21
Ay 2 IR 2000 AF 7 2 A T 23 808 i 19 bR
WE 0 Y IEH T, R WL AT 4EAL; 1 % R0
DX A DX R 2T o AR R g 5% ) 1 4 Ak B/ ik
LT LE IR, 38 30 AN 5% Wi /N i 25 1) 1) 56 B 1 2
Y ] WL T ok [v) B B0 M B £F 4 4k, B AT 21 4 v) e TE
JS, AR/INIE 25 R0 R AT DR B . 3 e K o 2 4 1) B,
wad P 27 N AN L RS AN o A - N (EN S W AR
b 4 g SUIREAL, B SE 0T T2 R, RIS T £ 4t
. 76 .

ARl o 1 JEE 40 6 A AN (R R R T P A R B
B R .
1.3.2 MG Fabs M4 A A E ALT,
AST, $A SU0H I .
1.3.3 1 JBERs gt AT B AR,
JTiEZ SR PG HT 45 5
1.3.4 TGF-BmRNA /K438 TRIzol $EHUK
FUHZHZE RNA, J7 342 Gt B 4, 400
JEIGE VI E RNA ¥R, RNA 3KRJE 4 1.8 . RT-PCR
Mt TGF-B,, F 2 3& K] GAPDH 1F 4 N 2 |, TGF-B,
B9 ¥ 51): 5 -TGAGTGGCTGTCTTTTGACG-3, '~
519 5 51 5 -ACTTCCAACCCAGGTCCITC-3 , 4 3%
J WK 374 bp. GAPDH b i 519 % %1 5-
TCCCTCAACATTGTCAGCAA-3 , F i 51 ¥ )% %1 5-
AGCTCCACAACGGATACATT-3 , ™ 384 B b7 K Ji 329
bp . RT-PCR J W% # RT-PCR X M. £% . PCR 414
95 C 5min, 94 ‘C30s,60 C40s,72 C30s, LA
35 K, e W JE T 72 C 7 min, £ 47 4F . B 10
UL PCR 7=#), 1. 5% 5 0.5 mg/ LEB Bl B H ik, 28 4k
KT FMEE . BERS UG 20 BT R GR I DNA Sy K% .
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2.1 JNFAHZUREEANEE R 1

Fz1 FEARMATHELFIES Masson L EFHENDR(n=15)

EAELEnlhy
iRl 0% 1% 2% 3% 4%
(g°kg )
EHH — 15 0 0 0 0
AL A — 0 0 0 7 8
WHA TN 25 0 4Y 4Y 3 4Y
BokAmEH  1.4x 1074 0 49 5 30 3

W SR LR P< 0.05; P P< 0.01( R )
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%2 FHERBRNER(x s, n= 15)

LRl ALT AST
41 53

(g kg™ ) (MmolL™ 1) (Fmol°L™ 1)
LA — 72.2%34. 12 145. 4 +47.9?
iR — 113.2£38.1 213.9£50. 4
ERS a4 25 73.1%45.2Y 178.8 £43.7"

FOKABRA]L 1.4%x 1074 76.5t41. 8% 174.7 £48.3Y

IEH WAV ALT, AST ELBA 48t 2F i X ( P<
0.01) 5 35 £F 5 K KAl sk 21 5 45 784 4 AH Lk X ALT,
AST W] P< 0.05, P< 0.01), {4107 KAl
Tk AH L 8 22 (P> 0.05) .
2.3 AFHZUR T BRI IR AR s e e 1Ak 45 1

N 3.
F3 X1 JNBUEREF TGFB; mRNA
FKIEBIEE(x L5, n= 15)

EeEpliy N o TGF-B,
41 o TR TP Jit

(g°kg™ ) mRNA
LA — 3.59+1.312  4.00%3.682 0.74%0.35?
iR —  10.86%1.80 11.06%5.89  2.01=0.58
ERS a4 25 7.38+1.08?  7.5613.96"  1.46%0.63Y
FOKANBRAL 1.4%x 107 % 7.4012.98%  7.3314.952  1.56X0.75Y

IEH AR TS0 T L TP e It ) B 2
R A BT T TIPRY J Jit 1 ST P 85 A e v, IE
i BRI LA 23 % R (P< 0.01) 5 WE4F 7 Bk
AR 1 2 05 %5 W W IS, B A LR B 3
ZER(P< 0.05, P< 0.01) . WE4F 7 FOKALBE 2L A0
LE L ZER( P> 0.05) . LA &5 R IHE 41 07 ] i 3%
I AT LT Al K ST SUR SR £F 4 iy =2
2.4 JITZ 2 TGF-B, mRNA )38k 48 1k 45 B L% 3

TE % 41K BT 20 20 rf TGF-B, mRNA (1) 22 3 18 15
% B Ik (B v, 16 BRI AR LA B 3
Zgt (P < 0.01); ¥ £F J7 RKK Al i 41 (1) TGEF-By
mRNA [ R IAH I 2 AAIC, SBIA LL A 0% 2%
F(P< 0.05) . 477 FKOKANGR L AR LG 2 5 (P
> 0.05) . Ut W 25 7 ] 225 H0] TGF-B, mRNA (1)
Kik .

3 itig

3.1 WA S TR AR T LR YT
181t L5, A8 M A 4402 i T O
AT AR B R A 7 S AR R IR S A
PGS AR TE B Z 517, HBH T 28 AFR %

Ry TSR o M R AT e T Bk
IEARARA I . 5 Rl SRR JH R ER AP HOART FA iR
B3, P, W AR I A 2, O R 25 Mie
EARP RS B2 i JURNB AT, T
BEZ, MZRTHM” . 280 HH LS 5T R
A8 RGO [ 2y . PR VH s b s b b PRAE AL
Ay . RANBER Mt JlEs JBes, 519 254l
WIS h Al 24, 2 A SO L &l
202 . DAL 20 25, WU I 9 9 B, JE AN SRR
WL AR AR 75 AR AL Al LIS i 2 5
Yy; BRI U ML 3 B UE I B RE - A B A, JF
BT YRR, kB RN, AT
(M H 0 . A A EAE AL A Y i 22— PR
FUMR, AEFET AL A I L (R 3 . 2 SERR it yE C )
DUESEATIR B AP AL R BT TR it mRNA A1
RIS AT R E
3.2 Jrerdete 5 1 PR AP 4ei 2 vr 2 1e
PR SR (9 B R, £ 2% Fh SO DY 1 (0 45 25
YEHIR, AR5 ECM) AN BE b A7 28 e i i g,
JTF A IR I 2T 2 2 EAT PE TR, W T2 BT 2T 4E AL
el BOM 1) B B2y, b T LTI Jst i
JREFHEACA N LRy . T TR R A A ot
e W I A ) T 2E 2 B LUK ATE LT R i) T2
bs L ROK AL A B BT £F A R
A7 S ROKAL B B JE W k22 5, Ik I 36 KB
I HEAC A A SGaE 2 3y . TG 21 7 A A i
JERIE W Wb, IR U MR £ 7 RERS 2 il T LTI
TR JiGE T 0 A ol TS ST £ AV KA
3.3 WFEF4EMS TGR-B,  JFLF4Ebif ih0 IRy 2
I AL IR M (HSC) A2 2 23 58 IR A8 DX 3 7] JUL B 21 44
A A R LR, LA R P EUECM £ A
AR R A o 10 ECM (1) 15 B B AR AE AR KR JEE | iy
TGF-B, 4% . TGF-B, J& IF£F 44k, HFRE Ak & JiE v
(M EE A M N7, BFET AL SBoF TGR-B) T sk F 5
JFET4EAL ™ TR — 8™ . TCF-B, 2@ L F
AT LT AR R i (DR 3 A4 £F HSC
(K136 4L, B HSC (R85 5E; (Dffe 2 HSC 25 40 ) 15 1
ECM; Gl L2 8 g i) 7, e e
R A AR 5 1) A, AR B I D ) B AR BT LA
TGF-By J&— AN e 21 4E AL A i, DA i 40l 335
Pt — DA BRI AR . AWFE R W, G 2T
TiFIRCRALGRZE XS TGF-BimRNA (1) &35 #AK T3 7Y
. 77 .
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