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The cellular response of prostate cancer DU145 cells induced by serum starvation
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Abstract: To explore the cellular adaptive response of human prostate cancer DU145 cells induced by ser-
um starvation. Methods Prostate cancer DU145 cells were cultured in DMEM supplemented in 10% FBS and
then replaced with serum free medium. Cells were collected from serum and serum - free medium after 24,48
and 72 hours. The cell viability and multiplication capacity were detected using MTT and Cell Counting, re-
spectively. RT - PCR and Western Blotting are used to examine EMT related gene expression. Results With se-
rum starvation morphological changes of DU145 cells were observed. MTT and Cell counting results indicated
that serum starvation inhibited cell proliferation significantly. Real — time PCR and Western Blotting results
showed that the expression of E — cadherin gene increased, while SNAIL, SLUG decreased. Conclusion In re-
sponse to serum starvation, EMT reversion occurred in DU145 cells and this performance may be a part of the
adaptive response.
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