Combining the HSP90 inhibitor, AT13387, with vemurafenib delays the emergence of
resistance in a preclinical model of BRAFV®YE mutant melanoma.
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INTRODUCTION Vemurafenib resistance mechanisms and effects of AT13387 in vitro
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In vivo investigation of the effect of AT13387, alone or in combination with vemurafenib, on SK-MEL-28 BRAFVY5%E melanoma model

Cells with acquired vemurafenib resistance remain

AT13387 delays the emergence of resistant tumours when combined with vemurafenib

sensitive to AT13387 in vivo
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In vitro characterisation of the SK-MEL-28R cells SUMMARY AND CONCLUSIONS

® Continuous dual treatment with AT13387 and vemurafenib

AT13387 inhibits melanoma cells with acquired resistance to vemurafenib during in vivo treatment

delayed the emergence of resistant tumours in the SK-MEL-28
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