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[ Abstract ] Background and objective Bufalin, a component of the Chinese medicine chan'su, induces apoptosis
in various human tumor cell lines. The aim of this study is to investigate the mechanism of anti-proliferation and the induction
of apoptosis of Bufalin on non-small cell lung cancer cell. Methods The effect of Bufalin on A549 cell proliferation was mea-
sured using MTT assay; the morphological change was observed with Wright-Giemsa stain; cell cycle phase distribution and
hypodiploid DNA were determined by flow cytometry with PI; expressions of Livin, Caspase-3 were detected by Western blot.
Results MTI assay showed that Bufalin inhibited A549 cell proliferation in time and dose-dependent manner. The inhibition
concentration of 50% cell growth (IC,,) at 48 h, 72 h and 96 h were (56.14£6.72) nmol/L, (15.57+4.28) nmol/L and (7.39+
4.16) nmol/L, respectively; apoptosis of AS49 cells could be effectively induced by Bufalin; apoptotic bodies and sub-G, peak
(representing apoptosis) emerged when cells were treated with different concentrations, compared with the untreated control
group (P<0.01). The expression of Livin protein was downregulated (P<0.01) and Caspase-3 protein was activated during
Bufalin-induced apoptosis in A549 cells. Conclusion Bufalin suppresses the growth of A549 cells and induces apoptosis; inhi-
bition of Livin and.activation of Caspase-3 may be involved in its mechanism.
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Fig 1 The curye of cell proliferation inhibition

B 2/ WEtR RITASAOMME S F RN (35 K- HIBIER
€&, X400) . A: X4 ; B : 40 nmol/L,

Fig 2 The effect of Bufalin on A549 cell morphology
(Wright-Giemsa, X400). A: Control; B: 40 nmol/L.
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Fig 3 Analysis of apoptosis induced by Bufalin in A549 cells by flow cytome-
try. A: A549 cells were cultured 48 h and 72 h with different concentrations;
1: Control (48 h); 2: 20 nmol/L (48 h); 3: 40 nmol/L (48 h); 4: 100 nmol/L (48
h); 5: Control (72 h); 6: 20 nmol/L (72 h); 7: 40 nmol/L (72 h); 8: 100 nmol/L
(72 h); B: Bufalin induces A549 cells apoptosis (Compared with control
group,™: P<0.01).
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Fig 4 The expressions of Livin protein after treatment with Bufalin. 1: Fig 5 The expressions of Caspase-3 protein after treatment with Bufa-

Control; 2: 20 nmol/L; 3: 40 nmol/L; 4: 100 nmol/L.

lin. 1: Control; 2: 20 nmol/L; 3: 40 nmol/L; 4: 100 nmol/L.

000040
www.lungca.org



O Al e R 20104E9 A SR 13555 91

Chin J Lung Cancer, September 2010, Vol.13, No.9 * 845

FT-FHZE [ (inhibitor of apoptosis protein, IAP ) 5%
WRNUAR NPT IR FZ—, FEMIE TR S fe v & 75
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