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Polygonum cuspidatum Extract Induces Apoptosis
in Human Uterine Cervical Carcinoma ME-180 Cells

Byun-Tak Choi, Yeon-Hee Kim, Dong-Nyung Lee, Hyung-Jun Kim
Dept. of Oriental Gynecology, College of Oriental Medicine, Se-Myung University

Purpose : Polygonum cuspidatum extract is an oriental herb which has been used
for uterine diseases. In this study, the effects of Polygonum cuspidatum extract
were investigated on inducing growth inhibition and apoptosis of human uterine
cervical carcinoma cells.

Methods : Viability of Polygonum cuspidatum exiract-induced ME-180 cells was
measured by MTT assay. Apoptotic cells were visualized by EtBr/AcOr staining
under fluorescent microscope. Nucleosomal DNA fragmentation was assayed by
agarose gel electrophoresis. Cell cycle distribution and changes in mitochondrial
membrane potential were observed by flow cytometry.

Results : Polygonum cuspidatum extract induced ME~180 cell death in a dose- and
time-dependent manner. In the cells treated with Pc, the population of cells at
sub-G1 phase significantly increased, and the condensed nuclei, apoptotic bodies and
nucleosome-sized DNA were detected. Moreover, reduction in mitochondrial
membrane potential was detected.

Conclusion : Polygonum cuspidatum extract inhibits the growth and proliferation of
ME-180 cells by apoptotic induction and facilitates its activity initiated by
depolarization of mitochondria.

Key words :@ apoptosis, ME-180 cells, Polygonum cuspidatum, mitochondrial
membrane potential
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Fig. 1. Growth~inhibitory ettect of Polygonum
cuspidatum(Pc) exiract on ME-180
cells.

ME-180 cells were incubated with  various

concentrations of Pc for 48 hrs and cytotoxicity was
measured by MTT assay.
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Fig. 2. Pc-induced DNA fragmentation
analysis inME-180 cells.

ME-180 cells were cultured in the presence of Pc for

48 hr, and genomic DNA was extracted and

separated by 1.8% agarose gel. lane 1; 0 mg/mé Pc,

and lane 2; 1.5 mg/m¢ Pc. Left numbers indicate the

size of DNA in base pairs.
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