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Effect of cryptotanshinone combined with cisplatin on MMP-9, MMP-2, p—ERK1/2 expressions and migra-
tion and invasion in non—small cell lung cancer PC9 cell MA Meng’ en, LEI Junhua, XU Guanhua.Department of
Oncology, First People's Hospital of Hangzhou Xiaoshan District, Hangzhou 311200, China.

[Abstract] Objective To investigate the expressions of MMP-2, MMP-9 and p—ERK1/2, the effects on cell growth,
migration and invasion after NSCLC PC9 cell stimulated by cryptotanshinone combined with cisplatin. Methods PC9
cells were divided into control group, cryptotanshinone group, cisplatin group and cryptotanshinone combined cisplatin
group. The proliferation of PC9 cells was determined by CCK-8 assay, the levels of MMP-2, MMP-9, p—-ERK1/2 were
detected by Western blot, the mRNA level MMP-2 and MMP-9 were detected by RT-PCR, the number of penetrating
filter membranes of PC9 was detected by Trasswell technology. Results Compared to the control group, 5 pwg/ml cisplat—
in group, and 10 pmol/L cryptotanshinone group, the survival rate of cell proliferation of cryptotanshinone combined cis—
platin group was significantly lower(1=11.82,9.00,7.88, P<<0.05), the expressions of MMP-2, MMP-9, p~-ERK1/2 were
significantly lower (#=9.82,8.02,7.83,13.66,1.76,7.40,11.50, 17.75,10.72, P<<0.05) , and the number of cells penetra—
ting the membrane was significantly decreasing. Conclusion Cryptotanshinone combined with cisplatin can inhibit the
migration and invasion of NSCLC cells by down-regulating the expressions of MMP-2, MMP-9, and p—ERK1/2.
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