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The influence of slidroside to wnt signaling pathway in rat hepatic stellate celis

stimulated by acetaldehyde
YANG Bin,et dl
(Department of Gastroenterology , General Hospital of Chinese PLA , Chengdu Military Command )
[ Abstract JObjective: To explore the role of wnt signaling pathway and the effect of salidroside on wnt pathway and cell proliferation in rat
hepatic stellate cells,we detected the diversity of mRNA, protein expression of Wnt signaling pathway downstream molecules and the
proliferation of rat hepatic stellate cells treated by acetaldehyde and salidroside. Methods: We treated the rat hepatic stellate cell with
salidroside and acetaldehyde ,drawn the cell growth curve using the method MTT, B —catenin, Collagen & 1 and Cyclin D1 were detected
by reverse transcription PCR and Western blot. Resulis: By comparing the cell growth curve,we found clearly that proliferation rate of
HSCs stimulated by acetaldehyde can be inhibited after salidroside treatment. We also found that mRNA and protein synthesis of
Collagen o 1,Cyclin D1 and B —catenin were enhanced in rat hepatic stellate cell stimulated by acetaldehyde!, however the mRNA expression
and protein synthesis of Cyclin D1, B —catenin were declined in the cells treated by salidroside than cells stimulated by acetaldehyde only.
Conclusion: The classical wnt signaling pathway may be involved in activation of hepatic stellate cells stimulated by acetaldehyde. The
salidroside may reduce the proliferation of rat hepatic stellate cell stimulated by acetaldehyde through inhibiting the wnt signaling pathway.
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F3 EHSXRASHRAIERR EELFERIIR(x+£s,n=4)

25 Collagen o 1(RI) Cyclin D1(RI) B —catenin(RI)
IEHA 0.67 +0.08 0.34 +0.03 0.42+0.05
LA 1.21 +0.04* 0.63 + 0.06* 0.89 +0.07*

AFKRA 0.96 + 0.09*4 0.43 +0.04*4 0.76 + 0.08*4

*P<0.05: SIEH 4 e, Z BB ML S R4 &4615 mRNA Fk I ; 4 P<0.05: L R4S ZREA AL, BRI bRk Hmsi b

F4 EXRESHRBBIRABELHR kxs,n=4)

g Cyclin D1 (A) B —catenin (A)
IEH4H 0.28 +0.04 0.22 +0.03
A 0.69 + 0.06* 0.49 +0.04*

ARKRA 0.42 +0.06*4 0.36 + 0.04*4

*P<0.05: SIEH 4 A, ZREH ML SR A KRR ke ;
AP<0.05: ZIFRHE ZEEL AL Cyclin D1, B —catenin & (A H]
W
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B 3M | TGF B —Smad 1 Rho-ROCK 553 B ' &5 Fh L S 15
o FERFRRKFC, HF Wnt {5538 K-S SR
FEYIMK, HIEHTSE Wt i@ FEAETEALRY HSC AR R R4
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SRHNER R0/ | IO % 40 % 5 .
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