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Study on the Mechanism of nm23-H1 on Suppressing the Invasion
and Metastatic Behavior of Oral Cancer Cell
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Abstract: [Objective] To transfect nm23-H1 gene into the BcaCD885 cell lines , and observe
whether nm23-H1 can affect the invasion and metastatic behavior of BcaCD885 cell lines. {Methods]
nm23-H1 gene was transfected into BcaCD885 cell lines using lipofect technique. The difference in
expression of nm23-H1 between transfected and non-transfected cell lines was dectected by immunohisto-
chemistry. The difference of invision and metastatic behavior was detected by transwell-room and
wash way methods. [Results] Stable expression of nm23-H1 was achived by using PCMV-NEO-BAM
system. Significant difference in NDPKA expression between transfected and non-transfected of
v BcaCD885 cell lines was founded; The cell control number of transfected and non-transfected cells

which showed the ability of invasion was 41. 1% +1.2% and 64. 5% +6. 3% respectively, while the
chemical-trend moving ability was 50. 0% + 6. 3% and81.0% +3.9% . The adhesion ability of trans-
fected BcaCD885 cell lines decreased significantly. [Conclusion] nm23-H1 can significant inhib-
it the metastases of BcaCD885 cell lines.
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Fig.1  The plasmid of nm23-H1 digested by enzyme BamH1
1.Lambda DNA; 2. Hind W0 Marker; 3.nm23 -HI;
4. DL2000
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Fig. 3 The immunohistochemistry of nm23-hl untrans-
fected cell lines( x 40)
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Fig. 4 The ability of adhesion of transfected and un-
transfected BcaCD885 cells
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