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WP OBEEL (J53C) @ An inhibitor of heat shock protein 90, 17-AAG, inhibits homologous
recombination mechanism to repair DNA damage in oral squamous cell carcinoma cells via

the inhibition of Rad51 expression.

The combination of 17-AAG with ionizing irradiation

seems to be a useful strategy for oral cancer treatment.
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Fig. 1. Enhancement of apoptosis by 17-AAG in y -irradiated OSC cell lines.
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Fig. 2. Enhancement of y -irradiation-induced DNA double
strand breaks in OS5C cells by 17-AAG.
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Fig. 3. Influence of 17-AAG& on expression of Rad51 and phosphorylation
of cAbl, STATS and BRCAZ in v -irradiated OSC cells.
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Fig. 4. Influence of 17-AAG on interaction between Rad51 and
BRCA1/BRCA2/p53 in v -irradiated OSC cells.
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Fig. B. Mechanism of inhibition of homologous
recombination repair system in OSC cells by 17-AAG.
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