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Introduction CCR8 & CTLA-4 are co-expressed on tumor Tregs GBD201 efficiently blocked the CCL1/CCR8 interaction In vivo characterization of GBD201 for

efficacy vs. toxicit
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* BMK1 is an afucosylated anti-CCR8 mAb currently in clinical stage.
**AF: afucosylated
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Figure 8. GBD201 showed better tolerance compared with ipilimumab in the induction of
arthritis. hCCR8/hCTLA4 BALB/c mice were injected with Abs i.p. on days 0, 4, 7, 11, 14 and
17. The arthritis scores for paws (A) and arthritis incidence rate (B) were evaluated. No
arthritis was observed in the GBD201-treated groups (both low or high doses).
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Summary

GBD201 induced strong ADCC responses GBD201 preferentially targets CCR8*CTLA-4* Tregs in TME but not CTLA-4* Tregs in the
o periphery, reducing the peripheral toxicity caused by CTLA-4 inhibition.
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BMK1 is a clinical asset of afucosylated anti-CCR8 mAb.
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