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Effect of apoptosis on G361 cells by Cimicifuga rhizoma extract
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Objectives: To investigate whether the cytotoxic effect of Cimicifuga rhizoma extract is associated with
cell death in the human keratinocyte (HaCaT) and human melanoma cell lines (G361).

Methods: Apoptosis induced by Cimicifuga rhizoma extract was confirmed by water-soluble tetrazolium
salts-1 (WST-1) assay, immunocytochemistry, and western blot, Additionally, the release of cytochrome
¢ and apoptosis-inducing factor (AIF) was visualized by confocal laser scanning microscopy.

Results: The results showed that Cimicifuga rhizoma extract significantly reduced the viability of G361
cells with half-maximal inhibitory concentration (IC 50) of 200 ug/ml, and the apoptotic process was
found to occur via the activation of caspase-3 and caspase-9 pathways, Besides, the release of cyto-

chrome ¢ and AlIF was also detected,

Conclusions: This study suggests that Cimicifuga rhizoma extract causes apoptosis of human mela-

noma cells through the intrinsic apoptotic pathway,
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Table 1. The cell culture condition of G361 and HaCaT cells
ngile Organism Media Serum Antibiotics Cell condition

Dulbecco’s modified
Eagle’s medium (DMEM)

Human keratinocyte cell line  Dulbecco’s modified

Bagle’s medium (DMEM)

G361 Human melanoma cell line

HaCaT

Fetal Bovine serum (10%) 100X Penicillin-streptomycin (1%) 37T, 5%

CO, incubator

Fetal Bovine serum (10%) 100X Penicillin-streptomycin (1%) 37°C, 5%

CO, incubator
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Fig. 1. Effects of Cimicifuga rhizoma in HaCaT (A) and G361 cells (B). Cell viability was measured by WST-1 assay (P<0.05).

2bcThe same character indication shows that there is no statistical significance.

DAPI Cytoc
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Fig. 2. Cytochrome ¢ (A) and AIF (B) release visualized by confocal immunofluroescence microscopy.
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Fig. 3. The total protein lysates were used for SDS-PAGE followed by
western blot analysis. Antibodies against PARP-1, DFF 45, caspase-9,
and caspase-3 were used.
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