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 E:BH KA HHEEEFRCTFL sl it BT A g b R RAF AR 4540 4 K B F BL(TGF-B1) ,Smad3.7 & ik 49 % @ &
HRIT L AT R G VE M AL, Fik ¥ #el SD KR 70 RS A B F AU FERH TFL K # E4[200 mg/(kg « d)]H
TFL ) # #41[100 mg/(kg » )], RAREFTHELHETFFLULRAER, 23 FTREH 2.3.4 AR KA. §RFBEALR,
HE £ &R K AT AR RBREK T B AR F E# N TGF-Pl . Smad3. .7 AL AN HERA, £R BRIRaAFa8A
TGF-1.Smad3 & V& %k ,Smad? 25 k., SHEA MK, TFL XMNEEFERAIT AR AL LB EEIK, A4 41
W R A E R, % 2.3.4 A TFL X #l &4 X AT A R TGF-B1(3. 0001, 309,2. 0001, 309,1. 800=£ 1. 649) . Smad3 (2. 875+
1.458.2.000%1.309.1.83340. 753) 54 A 28 TGF-R1(3. 750+ 1. 488.4. 333 £ 1. 211.,5. 000£0. 817) . Smad3 (3. 37540. 916,
4,00040. 894.,4. 2500, 500) Fe 4k, £ A 463+ F F L (P<0.05), i TFL A 8 2 2 % & 4 3L T B 4F £ 10 K R
R A BT L He A AR L AR T Ak 55 3 %) TGF-B1.Smad3 & & ik, £iA Smad7 K& A %X,
KW AL B IR AL s 3L A K B F 5 Smad3 & & T Smad7 & @ R
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Effect of total flavone of Litchi chinensis sonn on expression of TGF-B1,Smad3 and Smad7 of hepatic fibrosis in rats”
Liu Zhou s Zhao Yongzhong® , Xiao Xuhua , He Zhiguo
(Department of Gastroenterology A f filiated Hospital of Guilin Medical College ,Guilin,Guangzi 541001 .,China)
Abstract : Objective
Smad3 and Smad7 of hepatic fibrosis in rats,and to study the mechanism of TFL. Methods

To investigate the influence of total flavone(TFL)of Litchi Chinensis sonn on the expression of TGF-81,
Seventy males SD rats were randomly
divided into four groups:sham-operated group,model group,high-dose TFL group[ 200 mg/(kg * d) ],low-dose group[ 100 mg/ (kg
« d) . The liver fibrosis model was prepared by bile duct ligation, where as the sham-operated group was used as controls. The rats
were respectively killed at 2,3,4 weeks after operation. The liver histopathological changes were observed under light microscopy
by HE staining. The expression and orientation of TGF-1, Smad3 and Smad7 in hepatic fibrosis were detected by immunohisto-
chemistry. Results TGF-81 and Smad3 at 2,3,4 weeks in the sham-operated group were expressed in low amounts in the normal
liver tissues,while Smad7 at the same points was decreased. Compared with the model group, the fibrotic degree of the liver tissues
was reduced after high-dose TFL treatment. With the formation and development of fibrosis,the expression of TGF-81 and Smad3
at 2,3 4 weeks were 3.000+1, 309,2.000+1. 309,1. 800+ 1. 649 and 2. 875+1.458,2. 000+ 1. 309,1. 833+0. 753 respectively in
the high-dose TFL group,while 3. 75041.488,4.333+1.211,5.000+0. 817 and 3. 37540. 916,4. 00040. 894 ,4. 25040. 500 re-
spectively in the model group,showing statistical difference between the two groups(P<C0. 05). Conclusion TFL may effectively
reduce the liver injury and hepatic fibrosis induced by common bile duct ligation. Its mechanism may inhibit the high expression of

TGF-B1 and Smad3,and increase the expression of Smad?7.

Key words: Semen Litchi;{lavone;liver cirrhosis; transforming growth factors; Smad3 protein; Smad7 protein

JT£F 4 1k (hepatic fibrosis) 38 i £ Fh 12 1 92 99 5 | 1 AT 1.1 ¥y dEEdemEr: SD KB 80 H, R i & 200~250 g,
JIE 45 252 1 8 3 18 52 B iz i 5 By 4 B Ab BT Cextracellular TH IS AR S 2 B SE 3 3 4 O 4 ik
matrix, ECMD i BE GUAURUIFIE D B A sz 1T . bR KN T 1.2 ki 5244 KB TGF-pl.Smad3.7 Z w Pk n A
Bl(transforming growth factor beta-1, TGF-B1) j& X — % #il i Bioworld A&, Bl B S-P R 7 & W 3 45 M 3 5 A P H R &

R E 2 A T, AR IS A R 90 Chepatic stellate cell,
HSO) ¥ 4k b B £F 4 41 ffd (myofibroblasts, MFB) . TGF-81 ¥
A O AR H R 2% TR KR T iF B9 Smad H L 4R
TGF-p1/Smads {5516 3 R 4 58 M~ . LK A 0F 58 LA IE &
B S LK T £F 2 b 455 B0 O 0F 9% 0 4, L 2% 7 A i L v
(total flavone from Litchi chinensis Sonn, TFL) X} BT £ 4 1k K
SUIFH 2 TGF-B1.Smad3.7 Rk B2 R IE T .
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2R WR G, FAELE PRSI TR . RFEARA
ACTF B i 8 R R B T AN 25 4L, R AL R A 4] . RJF 56 2 K
TR AL Z . (DT R A B KEE, M EN 5 mg/
(kg &) s (BRI [R5 F AR 45 (3 TFL K541 A TFL j#
B LR R 200 mg/ (kg + d); (O TFL /NFI 41 H TFL 38,
FHEH 100 mg/(kg« Do 4 HRKBRERET 1K, 53 T5H
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SR B e IR 10 HOR RSB T BRI AL 7E 55 3.4 J 43 )
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334 JE AT 1.3 o 4 4K U 4L SURF£F 24 16 7 B 5y
TGF-B1 K Smad3.7 Gfif LUk r Mg BRI K 1~3.
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215 n

0 1 2 3 4
B F R4l 10 10 0 0 0 0
L 4 18 0 0 4 10 4
TFL K5 hr4H 22 0 8" 12 2% 0*
TFL /N E 41 20 0 2 5 9 4
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x2 4 ARBIFHER TGF-pl B HRAL S
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15 n 2 i 3 )i 4 4
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T2 18 3.750+1.488  4.333+1.211 5. 00040, 817

TFL K52 12 3.000£1.309%# 2.00041.309*% 1.800+1.649* #
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215 n
2 J 3 4 J8 2 J& 3 4 8
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VB MFB 3t — 5 32 B 03, & R 43 3 K4 ECML I 41 i H
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