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Effective Depletion of Tumor-infiltrating Tregs by a Novel Anti-CCR8 Antibody (LM-108):
Addressing Resistance Associated with Immune Checkpoint Inhibitors
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pecifically Expressed LM-108 Shows Potent Anti-tumor Activity by Depleting
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lasting anti-tumor memory.
LM-108 is currently under phase 1 clinical development for
advanced solid tumor (NCT05255484 and NCT05199753).
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LM-108 Has High Binding Affinity to Human CCR8
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Figure 5. Antibody-dependent cellular phagocytosis (ADCP) of LM-108. LM-108 specifically
depleted hCCR8 expressing CHO-K1 cells (A) compared to parental CHO-K1 cells (B), by mixed
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Figure 8. LM-108 at 10 mg/kg significantly inhibited tumor growth (TGl = 68.77%) in MC38
syngeneic model with hCCR8 KI mice as compared to vehicle (A). TILs were analyzed after
treatment with LM-108, Treg cells were significantly reduced, whereas CD8+ T cells, CD4+ T cells,

cytotoxic natural killer (NK) cells and natural killer T (NKT) cells were significant elevated in TILs (B-
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Figure 1. Binding of CCR8 mAb to Treg cells leads to ADCC and ADCP resulting in Treg
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In Vivo Anti-tumor Efficacy of Surrogate Antibody LM-

108m in PD-1 Sensitive and Resistant Models
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depleted hCCR8 expressing HEK293 cells (A) [EC5, = 0.002 nM] but not in parental HEK293 cells
(B), co-cultured with primary hPBMCs. Cell lysis was determined by the released LDH level in the
supernatant after co-culture of effector cells (hPBMCs) : target cells = 50:1 and titrated LM-108 for 6

hours.

C3H/He mice (B) post administration of LM-108 murine surrogate antibody (LM-108m) and anti-
mPD-1 mAbs. LM-108m showed effective anti-tumor activity as a single agent. In combination, LM-
108m and anti-mPD-1 resulted in additive effects in the PD-1 sensitive model of CT26, and
synergistic effects in the PD-1 resistant model of MBT-2.

approach to overcome resistance to ICls.




