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BACKGROUND

AGlycosylation regulates a range of cellular functions
AAltered glycosylation is a cancer hallmark => ideal targedritibody development | > Multiple approaches to targeting cancer cells: direct cell killing,

AThe sam@lycoepitopes can be present on a range of glycoproteins (GP) and/or effector functions, redirecting T cells, GARNnddrug delivery (ADC)
glycolipids (GL)

SC134 specifically binding fucosyGM1, for effective SCLC targeting with ADC SC2F monospecific targeting of.ewis on a broad range ofumours

o FucosyGM1 (FucGM1) is selectively expressed in over 80% of paeeivied (PDX) SCLC tumour tissues, but is virtually absent o Monospecificityfor Lewig results in less binding to normal tissues compared to ottewi$ ° XcrossreactivemAbs

from normal healthy tissue o SC27 targets over >50% of gastric and colorectal cancers and >30% ovarian and breast cancers

@ H134 targets FucGM1 with high avidity and specificity o Effective drug delivery by SGADC; primary gastric epithelial cells can be spared by tailoring the ADC drug

o H134¢ ADC exhibits potent anrtumour impact across a range of MQAgol, anthracylin(PNU) and DNAonoalkylato) and DAR

Absence of FucGM1 in normal Widespread FucGM1 SCLC H134 only binds FucGM1 H134Deruxtecan (DAR4 and DAR&)otent SC27 is monospecific fhiewis SC27 binds multiple  More restricted SC27 SC27 is an effective drug delivery (ADGADb
healthy tissues tumour di DMS79 killing solid tumour types binding to normal tissue
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Potent dose and targetiependent tumour killing by h134 ADC (PNU and DNA matigylator)*
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Dosedependent in vitro cytotoxicity by h134-PNU (DAR2) In vivo DMS&/9 tumour eradication by h134-PNU (anthracycline)and h134-
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H134 (FucGM1) ADC ideal candidate therapeutic for SCLC treatment SC2/ADC forl_ewid positive tumour treatment

V FucGM1lbindsfucosylGM1 specifically and with nanomolar avidity makingntextremely V SC27 monapecificity widens the therapeutic window, avoiding-tffnour toxicity against
\/ selective ADC therapeutic for SCLC, which currently has a high unmet need \/ normal gastric epithelium seen with BRA®C

V H134ADC: potent anttumour impactin vitroandin vivo V SC27ADC: potent tumour cell killing in vitro across a range of drugs
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