DCC-3084, a RAF dimer inhibitor, broadly inhibits BRAF class |, 1, lll, BRAF fusions, and RAS-driven solid
tumors leading to tumor regression in preclinical models
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l Introduction l Results DCC-3084 inhibits both the MDR1 and BCRP drug-resistance efflux
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due to paradoxical pathway activation observed with first-generation BRAF inhibitors (right).

pathway Signa“ng aBxPC-3 data are IC, (NM) for inhibition of pERK measured by AlphaLISA after 4-hour treatment.
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B Methods

 Inhibition of RAF kinases, including off-rate analysis, was
measured using recombinant enzymes

« DCC-3084 is a potential best-in-class pan-RAF inhibitor
DCC-3084 exhibits single-agent activity in BRAF/CRAF-driven, KRAS- engineered using Deciphera'’s proprietary switch-control platform

mutant cancer models and further combines with MEK inhibitors - DCC-3084 is a potent and selective inhibitor of BRAF and CRAF
kinases shown preclinically to target all relevant aberrant
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