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Cytotoxic Effects of Radix Aconiti Extract in Lung Cancer Cell Lines
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- Abstract -

The aim of this study was to investigate the cytotoxic effect and its mechanism on Radix
Aconiti(RA) extract in lung cancer cell lines. RA extract treatment decreased the cell viability in
a dose—dependent fashions in lung cancer cells including A549, H460, H23 and H157 cells.
Many investigators reported that A549 and H460 cells expressed wild—type p53, but H23 and
H157 cells preserved mutated p53. After treatment with RA extract in A549 and H460 cells, we
measured the expression of p53 protein levels using Western blot. analysis. In both cells treated
with RA extracts, p53 protein expressions were increased in a dose—dependent manner, In our
experiments, RA extracts also have cytotoxic effects in H23 and H157, which have mutated p53.
Treatment with RA extract decreased bcl—2 protein expressions in both cells. These results

suggest that RA extracts have cytotoxic effects via p53 expression increase and bcl—2
inhibitable pathways in A549, H460 cells and H23, H157 cells, respectively.
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Fig. 1. Effects of Radix Aconiti(RA) extract on cell
viability in A549 cells. Cells were treated with various
concentrations of RA extract for 48 hr. Cell viability was
measured by MTT assay. The percentage of viable cells was
calculated as a ratio of AS570 of treated- to control cells
{treated with 0.05% DMSO vehicle). Each value is the mean +
SEM of four independent experiments. *p<006, *#p<001 vs
control.
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Fig. 2. Effects of Radix Aconiti(RA) extract on cell
viability in H460 cells. Cells were treated with various
concentrations of RA extract for 43 hr. Cell viability
was measured by MTT assay. The percentage of viable
cells was calculated as a ratio of A570 of treated- to
control cells (treated with 0.05% DMSO vehicle). Each
SEM of four independent
experiments. *p<0.05, **p<0.01 vs control.
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Fig. 3. Effects of Radix Aconiti(RA) extract on cell
viability in H23 cells. Cells were treated with various
concentrations of RA extract for 48 hr. Cell viability
was measured by MTT assay. The percentage of viable
cells was calculated as a ratio of AST0 of treated- to
(treated with 0.05% DMSO vehicle). Each
SEM
experiments. *p<0.05, *+p<0.01 vs control,

control cells

value is the mean * of four independent
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Fig. 4. Effects of Radix Aconiti(RA) extract on cell
viability in H157 cells. Cells were treated with various
concentrations of RA extract for 48 hr. Cell viability
was measured by MTT assay. The percentage of viable
cells was calculated as a ratio of AS70 of treated- to
control cells (treated with 0.05% DMSO vehicle). Each
the mean = SEM
experiments., *p<0.05, **p<0.01 vs control,

value is of four independent
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Fig. 5. Effects of Radix Aconiti(RA) extract on p53
expression in A549 and H460 cells. Cells were incubated
with indicated concentrations of RA extracts for 48 hr.
Lysate from cells was separated on 15.0% SDS-PAGE.
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po3 on the nitrocellulose membrane was proved with
anti-p53 antibody and the immunoreactive band was
visualized by NBT/BCIP solution.
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AT & Western blottings A 389 A
2 A% A kol oJEHOE bel-29 EH
o] 43¢ d(Fig. 6).
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Fig. 6. Effects of Radix Acomtl(RA) extract on bcl-2
expression in H23 and HI157 cells. Cells were incubated
with indicated concentrations of RA extracts for 48 hr.
Lysate from cells was separated on 150% SDS-PAGE.
Bel-2 on the nitrocellulose membrane was proved with
anti-bcl-2 antibody and the immunoreactive band was
visualized by NBT/BCIP solution.
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