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The anti-cancer effects of Ampelopsisradix
Extract (AE) on A549 cells
— The role of Bcl-2 family protein on the AE-induced apoptosis —
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Abstract

Objective: The aim of this study is to evaluate anti—cancer effects of Ampelopsisradix Extract (AE)
on human lung cancer A9 cells.
Method : The apoptotic activities and cell growth arrest activities of AE were measured using 3-[4,5-

dimethyl-thiazol-2-yl1]-2,5-diphenyltetrazolium bromide (MTT) assay. The molecules involved in apoptotic

process were assessed by western blotting.
Result: Treatment of AE potently reduced cell viability in a dose-dependent manner in A549 cells. AE
(100-500 wg/ml) resulted in apoptosis via activation of caspase 9 following PARP cleavage in a time-and

dose—dependent manner. The levels of Bax and Bad levels were increased by AE with a concomitant decrease
of BelxL. In addition, AE at the low dose (30 pg/ml) significantly inhibited cell growth in the presence of

serum.

Conclusion : AE has the potential as a therapeutic agent against lung cancer.
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Fig. 1. AE-induced dose—-dependent cell death in A549 cells. Cells were treated with 10-1000xg/mé
of AE for 24 h. The value represents Mean = S.E. of 3 different experiments. (significantly

different from control, * p<<0.01)
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Fig. 2. PARP cleavage and caspase 9 activation by AE. (A) Western blottings were performed using specific
antibodies against PARP and caspase 9 in lysates from A549 cells cultured in the presence of 100—
500ug/me AE for 36 h. The lysates were fractionated as described in the Method. (B) A549 cells
were treated with AE (500ug/mé) for the indicated time period. The results were confirmed by 3
different repeated experiments. B-actin was used to confirm similar protein loading in each lane.
Values indicate the relative densitometric intensities of each protein. (significantly different from control,
"P<0.05, " p<0.01)
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Fig. 3. The effects of AE on the regulation of Bcl-2 family protein. Lysates of A549 cells that were treated
with AE at the indicated concentration for 12 h were analyzed by Western blot for Bad, Bax and Bcl-xL.
The results were confirmed by repeated experiments. Values indicate the relative densitometric

intensities. (significantly different from control,
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Fig. 4. Cell growth inhibition by AE in A549 cells. Cells were exposed to 30ug/mé of AE in the presence of
serum for 12-24 h. Cell numbers were then determined by MTT assay (significantly different from

control,
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