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[ ZE] B8y FiHTAAIEREE Wntsh Fil Nanog 1EFT 2 25 (ADM) {5 F A9 AR EE R M AT 40 I 22 MH-
CCO7-L pyRik . Aik: MHCCOT-L i 5 AL KE 3%, FH U Y S0 S me & L €2, ( MTT) & U ADM /EH 72 h B
MHCCY7-L #9143 it (LDy, ) 5 £ [ 5 e 93 B v ( Western blot) Kl ADM (LD, ) /E R, T 40 i A 5¢ 5
Wnt5h 1 Nanog % [4753k ., £8: MTT 52545 5 85 , ADM X MHCCO7-L 12 $805E & (1D, ) 4 0. 423 3 pmol/
L; Western blot #il & 38 , 7 ADM(IDs, ) fER T, BEVE R BT AL 1 , WntSh B [ 3RB 7K i &5, 12 h B 5 85
WE(P <0.05) , LU W2 #iREAR, 72 h B RS Eefk (P <0.05) s 78 ADM(ID, ) EFI T, B AE A B (] ZE 4K , Nanog
H BB HTRAR, 12 h R, UG B @i 5,72 h bk Bl 5 e (P <0.05) o 45t TAiafl e A
Wnt5b Nanog £ ADM ER T ) A A1 R MHCCO7-L ¥4 R [RIFE B () 26k o
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[ Abstract] Objective: To explore the expression of stem cell associated gene WniSh and Nanog in
hepatocellular carcinoma cell line MHCC97-L incubating with adriamycin ( ADM ). Methods: MH-
CCI7-L cells were routinely cultured. Median lethal dose (LDy,) of MHCC97-L treated with ADM for
72 h were determined with MTT method. The expression of Wnt5h and Nanog proteins in MHCC97-L
after treating with ADM (LD,,) was detected with Western blot. Results: MTT results showed that
LD, of MHCC97-L treated with ADM was 0. 423 3 pwmol/L. The expression of Wnt5b increased when
MHCC97-L was exposed to ADM within 4 hours, and reached peak at 12 hours, and then decreased
gradually, and reduced to minimum at 72 h. When the incubation time was less than 12 h, Nanog de-
creased gradually with the time passing( P <0.05), and reduced to minimum at 12 h, and then it in-
creased gradually, reached peak at 72 hours. Conclusions: Wnt5b and Nanog proteins express in MH-
CCI7-L exposed to ADM in different degrees.
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Fig. 1 The inhibitory curve of ADM

to MHCC97-L cell line
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Fig.2 The effect of ADM on the expression
of WntSbh and Nanog in MHCC97-L
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