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Introduction Results

MERTK expression is observed in human solid cancers and AML RGX-019-MMAE exhibits robust in vivo anti-tumor efficacy RGX-019-MMAE treatment is not associated with retinal
degeneration in mice

o Our RNA-DRIVEr™ platform identified MERTK as a key driver of metastatic
progression’
o MERTK is a member of the TAM family of receptor tyrosine kinases

Expression of MERTK is seen in the majority of ovarian, urothelial, pancreas, and _
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