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Zinc finger protein inhibits the proliferation and phenotype changing of OxLDL-induced smooth muscle cells
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Abstract: Objective To examine the effectiveness of zinc finger protein A20 in inhibiting the proliferation and phenotype changing of
OxLDL-induced smooth muscle cells. Methods Smooth muscle cells were transfected with pEGFPEHA20-N1 with the help of DOTAP. The
positive cell clones were selected by G418. The stable transfection and expression of A20 in smooth muscle cells were determined by fluores-

cence analysis. The proliferation and phenotype changing in transfected and untransfected OxLDL-induced smooth muscle cells were deter-

mined by immunofluorescence analysis. Results

A20 gene can significantly inhibit the proliferation and phenotype changing of OxLDL-in-

duced smooth muscle cells. Conclusion A20 gene is conducive to the treatment of atherosclerosis.
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