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WFZER R OMEE (33L) © To determine the mechanisms of paclitaxel resistance in PC—3-TxR
cells, we compared the gene expression profiles between PC-3 and PC—-3-TxR cells. Our
results indicated that expression of the C—terminal tensin like protein (CTEN, tensin 4)
gene was down-regulated by 10-fold in PC-3-TxR cells. CTEN expression was inversely
correlated with F-actin and EGFR expression. Then knockdown of actin and EGFR in PC-3-TxR
cells recovered paclitaxel sensitivity, indicating that CTEN down-regulation mediates
paclitaxel resistance through elevation of EGFR and actin expression.
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