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The standard of care (SOC) in newly-diagnosed (ND) AML patients (pts) unfit for In part A, 36 pts received BEM monotherapy in a dose escalation manner. In part B (cohorts B1-B5), Overall Response Rate Overall Survival
intensive chemotherapy (IC) has changed recently with the introduction of pts received 3 loading doses at daily 400 mg BEM followed by 200 mg BEM daily. Study endpoints

venetoclax and hypomethylating agents, yielding a median overall survival included OS, objective response rate (ORR), clinical benefit rate (CBR) (ORR+unchanged [UC]). Plasma

(MmOS) of 14.7 months. However, beyond first line, the prognosis of both and peripheral blood (PB) samples were used for PK and phospho-AXL (pAXL) analyses. (Figure 2) Ty W N e e
relapsed/refractory (R/R) AML is only 2.3 months! (~5 months in the pre-
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venetoclax era?) and new treatment options are needed. Key inclusion criteria S A S Endpoints
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AKT —» GSK3p B-catenin

v T—
- SOCS1/S0CS3
l NF-kB STAT3

MEK1 mTOR RAC l Ang1/Tie2

immune response. The
. . binding
a Ct |Vat I O n Of t h e p38 ERIl(1 /2 Proinflammatory \

] ] . cytokine production
biological target pAXL is l ‘, | |
implicated in several L B . fe

Figure 3: Overall Survival - Kaplan-Meier Survival Curves - Part B
Figure 2: BGBC003 study Schema Table 3: Overall Response Rate (Efficacy Population) for Protocol BGBC003

Adapted from Gay et al., 2017
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Bemcentinib (BEM) is a first-in-class highly selective, potent, oral once-a-day * BEMinhibited pAXL its downstream targets (pAKT, pERK, pS6 and PDmarker  ECso (ng/mL)

Vedian | | . . . . .
AXL inhibitor, which in preclinical studies inhibits AXL-mediated pro-tumour G:nc;ae:(ng;/g)em) - - PSTATL/5) in longitudinal peripheral blood from patients in cohort PAZL S

signalling, reverses AXL-dependent innate immune suppression and reduces 22 (61.1%) 56 (65.1%) A in a dose concentration manner generating ECs, values in a PAKT 14153+
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. .. [3] Percentages are based on the number of subjects in the Safety Population in each group. Database Lock Date: 12 September 2022. References: Table 14.1.2.1, Listing 16.2.4.1. pSG (mTOR) 119%**
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Table 1: Patient Demographics Mean C, Values at steady state following a maintenance dose  pe0.001

* Blockade of the GAS6/AXL signalling axis by BEM leads to: of 200mg of BEM daily in cohorts B2 and B5 were 188 + 134 Table 4: Bemcentinib inhibits pAXL and downstream
— re-sensitization of AML blasts to LDAC and apoptosis ng/mLand 214 + 97.1 ng/mL, respectively fargets in a dose concentration manner
— innate immune cell antigen presentation and T-cell activation
— NK activation
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