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ning. The effect of NFATcl on the transcriptional activity of cell-eycle<elated factors was measured by qPCR. Re—
sults Based on the TCGA data we found that high NFATcl expression in colorectal cancer patients was associated
with poor prognosis. The expression of NFATc1 in clinical colorectal cancer tissues was significantly higher than that
in adjacent normal tissues. Additionally interference with NFATcl inhibited the proliferation rate of colorectal canc—
er cells in vitro and the clonogenic capacity of cells was impaired. As expected the cell cycle was arrested at the
GO/G1 phase. The qPCR results indicated that the knockdown of NFATel increased the transcriptional activity of
multiple key cell cycle inhibitors. Conclusion NFATcl promotes cell cycle progression by inhibiting the transcrip—
tional activity of cell cycle regulatory factors thereby promoting the proliferation and tumorigenic ability of colorectal
cancer cells.
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Luteolin inhibits the invasion and migration of

endometrial stromal cells by regulating HPGD expression
Shao Yanshe' Xu Xuemei' Yang Baoqin' Li Huijuan® Ji Xia'
"'Dept of Obstetrics and Gynecology Henan Province Hospital of Traditional Chinese Medicine
( The Second Affiliated Hospital of Henan University of Traditional Chinese Medicine) Zhengzhou 450000;
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Abstract Objective To investigate the effects of luteolin on invasion and migration of endometriosis stromal cells
and whether its mechanism is related to the regulation of 15-hydroxyprostaglandin dehydrogenase ( HPGD) expres—
sion. Methods The endometrial stromal cells HEM15A were divided into control group ( cells were cultured in nor—
mal medium) luteolin group ( cells were treated with different concentrations of luteolin) si-HPGD group ( cells
were transfected with si-HPGD) si-NC group ( cells were transfected with si-NC) luteolin + si-HPGD Group
( cells were transfected with si-HPGD and treated with 20 pmol/L luteolin) Luteolin + si-NC Group ( cells were
transfected with si-NC and treated with 20 wmol/L luteolin) . Real+ime quantitative PCR was used to detect mRNA
level of HPGD. Cell proliferation was detected by CCK-8 assay Transwell and scratch assays were used to detect
cell invasion and migration. The protein expression of proliferating cell nuclear antigen ( PCNA) matrix metallopro—
teinase ( MMP2) MMP-9 and HPGD were detected by Western blot and the level of prostaglandin E2 ( PGE2)

was detected by ELISA. Results Compared with O pwmol/L luteolin luteolin at 20 50 and 100 pmol/L significantly
inhibited the proliferation activity of hEMISA cells and reduced PCNA expression ( all P <0.05) . Compared with
the control group 20 pmol/L of luteolin significantly inhibited cell invasion and migration ( P <0.05) decreased
the expressions of MMP2 and MMP9 ( P <0.05) and up-regulated the mRNA and protein levels of HPGD ( P <

0.05) while inhibited cellular PGE2 level ( P <0. 05) . Compared with the luteolin group the luteolin + si-HPGD
group increased cell invasion and migration ( P <0.05) increased the expressions of MMP2 and MMP9 ( P <

0.05) . Conclusion Luteolin regulates HPGD /PGE2 signaling pathway to inhibit the invasion and migration of en—
dometrial stromal cells.
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