Discovery and Development of an Anti-CD40 Agonistic Antibody for Cancer Immunotherapy
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Introduction BSI-038 Shows Higher Cellular Bioactivity BSI-038 Shows Potent Anti-Tumor Activity /n Vivo
CD40 agonism is able to promote anti-tumor immunity by stimulation % JAW \‘C°4°Ag°“‘5“““b ol basil FUiGHOAl ACHYIE & ANtCOAD fAD Subcutaneous hCD40/MC38 in hCD40 Knock-in Mice
of both innate and adaptive immune responses. A superior anti-CD40 ﬂhﬂ%é} CD40 80000- Tumor Volume Body Weight
agonistic antibody, BSI-038, was identified with enhanced binding S0000- p— o ; .
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tolerated in pre-clinical studies with the highest non-severely toxic 20000-
dose of 150 mg/kg in monkeys. Phase | trial was ongoing in China.

Wight+ SSD (g)

1600 +

Mean Tumor Volume + SEM (mm?3)

293T-NFkB/LUC-CD40 Cells " 120 |
»L 000 01 1 10 100 1000 800 .
- L Conc. (nM) 90 1 .
Effects of CD40-CD40L Signaling R o T B T e R R
Days After Treatment Days After Treatment
cDa0L nggg% BSI-038 Significantly Activates Monocyte-Derived DCs Subcutaneous Ramos Xenograft in NOD/SCID Mice
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BSI-038 Slgnlflcantly Promotes IFNy Secretion in MLR BSI-038 Shows Good PK Profile in Cynomolgus Monkey
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Antibody AU (E250 AP G2y i » Well-tolerated in pre-clinical studies with the highest non-severely
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N N N » Phase | trial ongoing in China and data expected in Q3 of 2023
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