BGB-A3055, an afucosylated anti-CCR8 antibody, preferentially depletes intratumoral regulatory T
cells and inhibits tumor growth in preclinical models
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“ BGB-A3055 Strongly Binds to CCR8 Expressing Cells and Primary Tregs BGB-A3055 Shows Effective Intratumoral Treg Depletion Effect

Background: Regulatory T cells (Tregs) is a well-known key Figure 2. The binding activity of BGB-A3055 was examined by FACS on 293T cells that overexpress hCCRS. Figure 6. MC-38 cells were implanted into hCCR8 knock-in mice. The mice were treated with single dose of BGB-
immune  suppressive cell population enriched in tumor BGB-A3055 exhibited a dose-dependent response with an EC50 of 4 nM. In addition, the binding activity of BGB- A3055. 72 hours after treatment, tumor infiltrating lymphocytes (TILs) were isolated and immune cell population was
microenvironment (TME) that inhibits the anti-tumor immunity. A3055 to primary Treg cells derived from human T was also examined by FACS. BGB-A3055 exhibited a measured. BGB-A3055 significantly depleted Treg and increased CD8/Treg ratio in TILs.
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overexpress hCCR8 or primary human Treg cells. The blocking Figure 3. CCR8 expressing C?”? were incubated with QCU in the presence of increasing concentrations of Figure 7. GL261 were implanted into hCCR8 knock-in mice. The mice were treated with different doses level (DL) of
activity of BGB-A3055 on CCL1-CCRS8 induced signaling was BGB-A3055, the signal was inhibited dose dependently with a IC30 of 2.41 nM. BGB-A3055 twice weekly (DL3>DL2>DL1). BGB-A3055 effectively inhibited tumor growth in all three DL and
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