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Abstract

Biochemical activity of Hsp90 inhibitors

‘ Normal cells proliferate under conditions tested ‘

In vivo activity of Hsp90 inhibitors
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densities summarized in Figure 3C). Note that the Hsp90 inhibitor that is most potent on
cancer cells (NVP-AUY922) also has the biggest effect on normal cells.

~50-fold lower K, the off-rate is only three- to seven-fold slower
than that of IPI-493 and IPI-504 (Fig. 5)
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