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Ph I/l trial in R/R AML and MDS to evaluate safety and efficacy of bemcentinib (BGB324) Blood and bone marrow plasma levels of AXL correlate with patient benefit

Bemcentinib, first-in-class, highly selective orally bioavilable AXL inhibitor in phase Ii Bemcentinib is active as a monotherapy in relapsed and refractory AML and high risk MDS, particularly in patients with low screen serum AXL levels

Relapsed / refractory (R/R) AML patients 100 R/R MDS patients

Background = =
bemcentinib (BGB324) Bemcentinib (BGB324) is a first-in-class, oral selective inhibitor of the RTK AXL currently in ph Il clinical development across g 1% S
several cancer types. AXL overexpression has been established as an independent negative prognostic factor in AML. AXL *% *%
inhibition via bemcentinib has shown anti-leukaemic activity and immune activation in pre-clinical models of AML and other fo O
cancers. e e
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Bemcentinib is being explored as a mono-therapy and in combination with immune-, targeted and chemo-therapy In g g
AML/MDS, NSCLC, TNBC and melanoma across six phase Il clinical trials. %,) 0 o> 0
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- SAXL low - sAXL high - to be determined PR/CR: partial/complete response, SD: stable disease (= 4 cycles), PD: progressive disease

BGBC003 demographics Safety: Treatment-related AEs experienced by > 1 patient

All d Grade 3 - .
Age (yrs) Type of cancer (=24 (n24) Response assessment per soluble AXL biomarker (measured at screen in plasma)

' Total ber of -related AE
Median 74 R/R AML 32 otal number of treatment-relate S __ PD SD PR CR N ORR (%) CBR (%)
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African American 1 Dose expansion cohort, all doses. No grade 4 or 5 events. SAXL low 3 1 2 6 90 100
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