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Abstract: Objective To explore the inhibitive effects and mechanism of Chinese herbal pair of Pseudobulbus
Cremastrae seu Pleiones(Shancigu) and Nidus Polistis Mandarini( Lufengfang) on in—vitro invasion and metastasis of
human breast cancer MDA-MB-231 cells. Methods The effect of serum containing Shancigu —Lufengfang on
MDA-MB-231 cell viability was determined by methyl thiazolyl tetrazolium (MTT) assay. The invasion ability of the
cells was measured by Transwell chamber. Real-time fluorescence polymerase chain reaction(RT-PCR) technique was
used to evaluate the expression of matrix metalloproteinase—9 ( MMP-9 ) and tissue inhibitor of metalloproteinases—1
(TIMP-1) in MDA-MB-231 cells. Results Chinese herbal pair of Shancigu-Lufengfang showed an in-vitro killing
rate of 35.86 % on MDA-MB-231 cells, and could obviously inhibit the invasion ability of MDA-MB-231 cells (P <
0.01) , the inhibition ratio being 34.8 %. MMP-9 mRNA expression was significantly decreased (P < 0.05) , while
TIMP-1 mRNA expression was obviously increased (P < 0.05), therefore the ratio of MMP-9 mRNA/TIMP-1 mRNA
was reduced dramatically (P < 0.05, P < 0.01). Conclusion Chinese herbal pair of Shancigu—Lufengfang could inhibit
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the invasion ability of MDA-MB-231 cells, and the inhibitive mechanism may be correlated with the down-regulation
of MMP-9 mRNA and the UP-regulation of TIMP-1 mRNA, thus decreasing the ratio of MMP-9mRNA/ TIMP-1

mRNA.
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TIMP-1 L5114 5'-att ceg ace teg tea tea g3' 3
TUBIY 5'-gea gge tie agt tee act ¢3'

B —actin _LJ#5|¥ 5'—ta get gtg cte geg cta cte tet ¢=3' 150
TUFEIY 5'-gic gea tig atg aaa cce aga cac a—3'
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