Pepinemab a Semaphorin 4D blockade antibody in combination with immune
ok checkpoint therapies Induces mature lymphoid aggregates
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TLS maturity by patient stratified by treatment. Immature TLS (iTLS) classified as aggregates of >20 CD20+ B cells with CD4+ T cells.
Mature TLS (mTLS) classified as TLS aggregates containing maturity markers CD21+ follicular DC and/or CD23+ germinal center B
cells. Recurrence-free survival (RFS) in months with major pathologic responders demarcated. Neoadjuvant Melanoma NCT03769155
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