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Abstract Clinical Experience: pepinemab promotes activated DC to infiltrate tumor and organize TLS

* Mature TLS correlate with improved

Mature tertiary lymphoid structures (TLS) characterized by the presence of germinal Reprograming and recruitment * Formation of TLS
clinical outcome

centers are strong predictors of response to immunotherapy. DCs play critical and of myeloid cells
decisive roles in determining the outcome of the immune responses in the TME and
within TLS. Therefore, strategies to recruit and activate DC have the potential to
induce TLS and enhance response to immunotherapy.

Triple combination therapy led to a significantly greater presence of
mature TLS compared to single or double treatment combinations

DC recruitment Mature TLS (mTLS)
in Tumor A

Pepinemab recruits and reprograms DCs in the TME Increased density of mature TLS correlates with improved RFS

DC recruitment
T FIt3L in blood

Pepinemab represents a novel strategy to boost dendritic cell infiltration, activation,
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The combination of pepinemab with immune checkpoint inhibitors (10)

has shown promising results in improving treatment outcomes in certain — Pre-clinical animal studies: DC expansion to complement pepinemab mechanism of action

cancers, particularly in overcoming resistance mechanisms associated
with immune-oncology therapies. SEMA4D blockade improved DC trafficking to Expansion of DC with FIt3L enhances activity of anti-Sema4D
Immune Checkpoint Inhibitors (ICI) increase infiltration of "NF«?‘{“&? distant tumor and lymph nodes a DC B cells T cells
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