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Paclitaxel-resistant ovarian cancer cells showed the activation of Akt and significantly
higher levels of Akt2 expression compared with paclitaxel-sensitive cells. An HIF-2«
expression was also higher in paclitaxel-resistant cells than in paclitaxel-sensitive cells.
We next examined the significance of Akt2 in paclitaxel-resistant 7n vivo tumor growth by
selectively inhibiting Akt2. An siRNA targeting Akt2 inhibited ovarian tumor growth in nude
mice. These results indicated molecular target treatment against either Akt2 or HIF-2 «

would be useful for the paclitaxel-resistant ovarian cancer.
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