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Effect of human extracellular matrix protein 1 on proliferation of MCF-7 and human umbilical vein en-
dothelial cells
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[ABSTRACT] Objective:To investigate the effect of human extracellular matrix protein 1(ECM1)on proliferation of MCF-
7 and human umbilical vein endothelial cells(HUVECs). Methods:PCR was used to clone ECM1 gene and the products were
inserted into the eukaryotic expression vector pEGFP-N2 to construct the recombination ECM1-pEGFP-N2. The fusion gene
was identified by enzyme digestion(Bgl 1 and Kpn 1) and DNA sequencing. ECM1-pEGFP-N2 was transfected with Lipofec-
tamine to MCF-7 cells; MCF-7 cells harboring ECM1 genes were selected by G418 pressure and the expression of ECM1-
PEGFP-N2 was determined by GFP fluorescence and anti-ECM1 immunohistochemistry. The proliferation of MCF-7 and HU-
VEC was measured by MTT colorimetry assay analysis. Results: ECM1 eukaryotic expression vector ECMI-pEGFP-N2 was
successfully constructed and ECM1 gene was successfully expressed in MCF-7 cells. Proliferation of HUVEC in ECM1 trans-
fected group (1. 39+ 0. 10) was higher than those untreated (0. 89£0. 06). and mock transfected group (0. 924 0. 09) (P<
0.0D1). Proliferation of ECM1 transfected MCF-7 cells (1. 03 0. 12) was not significantly different with those untreated
(0.954:0. 07) and mock transfected MCF-7 cells (0. 9720.09 > . Conclusion:ECM]I can significantly promote the prolifera-
tion of HUVEC, but has no effect on the proliferation of MCF-7.
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2 BR PML/RARe B &35 R M. 4 kid LDH
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W .
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