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ABSTRACT

The effect of the stem of Spatholobus suberectus Dunn on the proliferation
and gene expression related apoptosis in human cervical cancer cells

Byounghoe Kim, Seunghee Baek
Dept. of gynecology, College of Orinental Medicine, Daegu Haany University

Objective : Spatholobus Suberectus Dunn stems, Chinese vine plants, have been used
for the relief of menstrual disorders and rheumatic arthralgia. In this study, we
investigated the antitumor effect of Spatholobus Suberectus Dunn on cervical cancer in
vitro.

Methods : HelLA cervical cancer cell lines were used as targets. We examined the
effect of water extract from Spatholobus Suberectus Dunn on cell proliferation, cell
cycle regulation and cell cycle-regulating gene expression. Further, we investigated
the apoptotic effects of Spatholobus Suberectus Dunn on cervical cancer cell lines.

Results : Spatholobus Suberectus Dunn significantly inhibited the proliferation of
cervical cancer cell lines in a dose-dependent and time dependent manner. Fluores-
cence activated cell sorter (FACS) analysis indicated that Spatholobus Suberectus
Dunn induced Gl cell cycle arrest. Spatholobus Suberectus Dunn enhanced the
expression of [)21Waﬂ and p27kipl with cell cycle arrest. Further, Spatholobus Suberectus
Dunn stimulated apoptosis via caspase3 pathway.

Conclusions : These findings suggest that Spatholobus Suberectus Dunn is a
candidate agent for the treatment of cervical cancer. p21™ and p27"™ may play an
important role in Spatholobus Suberectus Dunn-induced cell cycle arrest and cell
growth inhibition.
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Fig. 1. HelLA cells were treated with indicated concentrations of Spatholobus
Suberectus Dunn for 24hr. Cell proliferation was determined using the
cell count assay(x p< 0.05 = p< 0.01).
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Fig. 2 HelA cells were treated with indicated concentrations of Spatholobus Suberectus Dunn for
24hr. Cell cycle profile were analyzed by FACS analysis. The values represent the number
of cells in a phase of the cell cycle as a percentage of total cells.
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Fig. 3. HeLA cells were treated with indicated concentrations of Spatholobus Suberectus
Dunn. Effect of Spatholobus Suberectus Dunn on pro-caspase 3, pRb, and PARP
protein in HelLA cells. B-tubulin was used as internal control.
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Fig. 4 HelLA cells were treated with indicated concentrations of Spatholobus Suberectus
Dunn. To analyze fragmentation of genomic DNA, cells were treated for 24hr with
control and  Spatholobus Suberectus Dunn.
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Fig. 5 HelLA cells were treated with indicated concentrations of Spatholobus Suberectus
Dunn. Effect of Spatholobus Suberectus Dunn on p27, p21, p53, cyclinA, cyclin D1
and cyclin E protein in HelLA cells. B-tubulin was used as internal control.
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