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Abstract Objective To investigate the effect of Fuzhengquxie prescription on the proliferation, apoptosis, invasion, and migration
of ovarian cancer cells and its associated mechanism. Methods After Fuzhengquxie prescription was applied to human ovarian cancer
SKOV3 cells, the effects on cell proliferation, apoplosis, invasion,and migration were detected by 3- (4,5-dimethylthiazol-2-yl) -2,5
diphenyl tetrazolium bromide, cell cloning,cell scratch,and Transwell assay experiments. Quantitative reverse transcription-polymerase
chain reaction ((RT-PCR) and Western blotting were used to determine the expression levels of the negative epigenetic regulatory protein,
EZH2; its related protein, E-cadherin; and the apoptosis-related proteins, Bax and Bel-2. Results  Fuzhengquxie prescription inhibited
the growth rate of SKOV3 cells in a concentration- and time-dependent manner, and significantly inhibited the proliferation,invasion,
and migration of SKOV3 cells. Western blotting and qRT-PCR results showed that Fuzhengquxie prescription combined with GSK126
inhibited the transcription of EZH2 and Bel-2, promoted the transcription of Bax and E-cadherin ,down-regulated the expression of EZH2
and Bel-2 proteins, and promoted the expression of Bax and E-cadherin proteins. Conclusion  Fuzhengquxie prescription inhibited the
proliferation , invasion, and migration of SKOV3 cells and induced their apoptosis. It may be involved in regulating the E-cadherin-mediated
proliferation , invasion , and migration of ovarian cancer cells by inhibiting the epigenetic regulatory protein EZH2 , and regulating the apop-
tosis of ovarian cancer cells mediated by Bel-2 and Bax.
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Tab.1 Primer sequence

Primer Sequence (5°-3")
EHZ2 ¥ AGTGTGACCCTGACCTCTGT
EHZ2 R AGATGGTGCCAGCAATAGAT

E-cadherin ¥ CGAGAGCTACACGTTCACGG

E-cadherin R GGGTGTCGAGGGAAAAATAGG

Bax F CCAGGACGCATCCACCAAGA
Bax R TCAGCTGCCACACGGAAGAA
Bel2 ¥ TTCCAGCCTGAGAGCAACCG
Bel-2 R GAGGGTCAGGTGGACCACAG
GAPDH F CCACAGTCCATGCCATCACT

GAPDH R GCCTGCTTCACCACCTTCTTG
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2y b 324 it A= 0 ) 323K (55.38 £3.22) %, 60
pg/mLZ5 PRk AR hif A= R 23K (52.85 + 1.86) %,
50 pg/ml ZGHIREBET2 WA KA HI#IK (58.81 + 2.77) %,
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Fig.1 The effect of Fuzhengquxie prescription on proliferation of ovarian cancer SKOVS3 cells and ovarian normal epithelial IOSE80

cells
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A, clone formation rate; B, cell clone experiment ( x 10) . Compared with control group, **P < 0.01 ; compared with GSK126 group and Fuzhengquxie

prescription group ,#P < 0.01.
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Fig.2 The effect of Fuzhengquxie prescription on cell clone of ovarian cancer SKOV3 cell
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Fig.3 The effect of Fuzhengquxie prescription on cell invasion of ovarian cancer SKOV3 cell x 10
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A, wound healing assay images of SKOV3 cell ( x 10) ; B, statistical results of wound healing assay of SKOV3 cell. *%P < 0.01.
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Fig.4 The effect of Fuzhengquxie prescription on cell migration of ovarian cancer SKOV3 cell
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Fig.5 The effect of Fuzhengquxie prescription on EZH2, E-cadherin, Bax, and Bcl-2 mRNA expression in ovarian cancer SKOV3 cells
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