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[ Abstract] Objective:;To investigate the mechanism of action of Ganfukang capsule to human hepatocellular
carcinoma cell line HepG2. Method: The effect of cell proliferation of Ganfukang capsule to human hepatocellular
carcinoma cell line HepG2 was determined by MTT colorimetric. The cell cycle, cell apoptosis was analyzed by flow
cytometry. Detect induction apoptosis protein Omi/HtrA2 and casepase-3 expression after the action of drug was
observed by immunocytochemical method. Result; Ganfukang capsule had good inhibitory effect on HepG2 cell
proliferation, showing a time-dose dependent. Application of Ganfukang capsule increased the proportion of HepG,
cells in G, phase, reduced the proportion of G, phase cells and S phase cells, and made the apoptosis rate
increased. Conclusion; Ganfukang capsule can inhibit proliferation of hepatoma cell line HepG2, and promote their
apoptosis.
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1.2 WEWMEE (MTT) Rnase A 3% 2, 5L 0R W 2, B it iR
[ 4-( 2-Hydroxyethyl ) piperazine-1-ethanesulfonicacid
N-( 2-Hydroxyethyl ) piperazine-N'-( 2-ethanesulfonic
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anti-Omi/HirA2, [ [H santa cruz
(15¢52927) ;Mouse monoclonal anti-cleaved caspase-3,
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(ZB2301) , 1y A A2 &M Ao
1.3 {U#F  CKX31 {5 & B A ( B 4 Olympus
AT ,680 [ FRAY ( 22 E BioRad /A ®] ), EPICS XL-
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B BIAEE 25 4.7 gog RHE L
2 Ak
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S FL, X IR A 5E 4 DMEM K5 5% 38, BH M 25 9 4
A 5-FU 0.05 mmol - L™', MP K& MA ¥y J] 5 &
DMEM 1 3% Wk e ‘&, 28 5% 7% SE 7 R, oo 0%, o %8¢ pH
Je 8 AN E 37 °C,5% CO, 44 F 5557 24 ,48,72
h, WA 5 g L7 MTT % 20 pnL,J & 4 ~6 h, W3 |-
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2.3 AR R o B A R O B K A
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B[ 2,4 C b, WA H PBS Wk & £ BE (2
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