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Yunnanmycin Induces Apoptosis in Human Liver Carcinoma HepG, Cells.
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Abstract Objective To observe the apoptosis inducing effect of yunnanmycin in human liver carcinoma HepG, cells. Methods

HepG, cells were cultured in DMEM media. After corresponding treatment of yunnanmycin, the cell proliferation was assayed by MTT. The

apoptotic rate was measured by flow cytometry analysis. The apoptotic nucleus was evaluated by Hoechst33342 staining, and the expres-

sions of PARP were determined by Western blotting. Results The IC,, value for HepG, cells was 24. 13 pmol/L. With the increasing con-

centration of yunanmycin after 24h, the expressions of apoptotic protein PARP cleavage were significantly increased. When cells were trea-

ted at different concentrations for 48h, typical morphlogy of apoptotic nuclei was observed in many cells, and the apoptotic rate was signifi-

cantly raised. Conclusion Yunnanmycin could inhibit the proliferation of HepG,cells and induce apoptosis.
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Abstract Objective To investigate the genetic polymorphism of CYP2C9 in Han Chinese population and compare the distribution

profile of CYP2C9 polymorphism with that of other races. Methods PCR combined with DNA sequencing method was used to analyze the

sequences of CYP2C9 in 2127 healthy people from Han population in China. Results The allele frequencies of CYP2C9 * 1, CYP2C9 * 2

HE AR T <R R RO 24 R o 2B B 24 W R ST B AR - 65 TF 5 (2008 ZX09312 - 005)

VR B0 2325035 JRLH B 2 B 24 2 I 24 B 00 &5 (IR 2% BRI B IR ) 5100730 TL A S b o BR B/ T AR 3 b 5t & 41 B 2# B T BT/ LA
A B2 T S0 5 I BEGI) 5100730 T A Wbl ¢ B 264 (b 1)

WIRAEH ZRE0F, 715 4 : caijp61 @ vip. sina. com

« 27 .



	YXYJ1106 23.pdf
	YXYJ1106 24.pdf
	YXYJ1106 25.pdf
	YXYJ1106 26.pdf
	YXYJ1106 27.pdf

