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Effect of Corydalis Tuber on the inhibition of proliferation

of human uterine leiomyoma cell and apoptotic gene expression

Heejae Lee, Dongchul Kim, Seunghee Baek
Dep. of ynecology, college of Oriental Medicine, Daeguhaany University

Purpose @ This study was aimed to investigate the inhibitory effect of
Corydalis Tuber on the proliferation of human uterine leiomyoma cell and
the expression of gene related the mechanism of cell apoptosis.

Methods : We counted the number of suvival cells treated with indicated
concentration of Corydalis Tuber and investigated cell viability by MTS assay.
Furthermore, flow cytometric analyis were used to dissect between necrosis and
apoptosis related with cell cycle and then we observed the differential gene
expression by western blot analysis.

Results :

1) The inhibitory effect on the proliferation of uterine leiomyoma cell treated with
Corydalis Tuber was increased in a concentration and time proportional.

2) The result of flow cytometry analysis, subGl phase arrest related cell apoptosis
was not investigated in uterine leiomyoma cell treated Corydalis Tuber but
showed G2/M phase prolongation.

3) The gene expression of p27, p2l related cell cycle was increased according to
increasing concentration, but p53 was not exchanged.

4) The dephosphorylation of pRb gene were increased dependent on treatment
concentration and pro-caspase 3, CDK4 were not exchanged.

Conclusion : This study showed that Corydalis Tuber have the inhibitory effect
on the proliferation of human uterine leiomyoma cell but the effect was
thoughted no relationship with apoptosis. The inhibitory effect was suggested
that dephosphorylation of pRb gene induced with increasing p2l, p27 prolonged cell
division in G2/M phase.

Key words : uterine leiomyoma, cell apoptosis, Corydalis Tuber
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Fig. 1. Uterine leiomyoma cells were
treated with indicated concentrations
of Corydalis Tuber for 24hrs. Cell
proliferation was determined using the
cell count assay.
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Fig. 2. Uterine leiomyoma cells were
treated with indicated concentrations
of Corydalis Tuber for 24hrs. 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. Uterine leiomyoma cells were
treated with indicated concentrations
Tuber. Effect of
Corydalis Tuber on cyclin A, D, E,

of Corydalis

Bl in uterine leiomyoma cells. B
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Fig. 5. Uterine leiomyoma cells were

treated with indicated concentrations
Tuber. Effect of
Corydalis Tuber was no changed on
pro-casepase 3 and CDK4 but the
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gene of pRb was decreased in uterine
lelomyoma cells. B-tubulin was used

as internal control.
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