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Effect of matrilysin and its antisense oligonucleotide on proliferation of lung adeno-
carcinoma cell line A549

WANG Zhi-xin, XU Fei, XIE Qi-chao, CHEN Zheng- tang ( Cancer Research Center, Xingiao Hospital, Third Military Medical
University. Chongging 400037, China)

Abstract: Objective To study the effect of the recombinant matrilysin (rtMMP-7) and its antisense oligo-
nucleotide transfected by liposome ( LIPO-MAON) on the proliferation of lung adenocarcinoma cell line A549
and human umbilical vein endothelial cells (HUVEC). Methods Antisense oligonucleotide of matrilysin was
constructed by liposome transfection. The proliferation of HUVEC and A549 was detected by MTT assay in case
of tMMP-7 or LIPO-MAON existence. The expression of MMP-7 mRNA in both HUVEC and A549 was exam-
ined by semi-quantitative RT-PCR assay. Results . The proliferation of both HUVEC and AS549 cell line was
accelerated by high level of tMMP-7 (0.75, 1.0 pg/ml), and the inhibited proliferation was only found in
A549 cell line treated with high concentration of LIPO-MAON (7.5, 10 nmol/ml) , but not in HUVEC. By
RT-PCR assay, no expression of MMP-7 mRNA was found in HUVEC; however, enhanced or decreased ex-
pression of mRNA were found when A549 cell line was treated respectively with tMMP-7 or LIPO-MAON (P <
0.05). Conclusion The proliferation of both HUVEC and A549 cell line can be accelerated by high level of
rtMMP-7. No effect of matrilysin antisense oligonucleotide on the proliferation of HUVEC is found, while at high
concentration il can inhibit the proliferation of A549 cell line.
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