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TH1902, a docetaxel peptide-drug conjugate, shows pre-clinical efficacy in several sortilin-positive (SORT1+) cancers

-~ Christian Marsolaist, Jean-Christophe Currie!, Michel Demeule?, Cyndia Charfi?, Alain Larocque?!, Alain Zgheib?, Richard Béliveau and Borhane Annabi? ooo THERA
UQAM ITheratechnologies Inc., Montreal, QC, Canada and “Université du Québec a Montréal, Montreal, QC, Canada & technologies

Results Results (cont’d)

Introduction Results (cont’d) Results (cont’d)

SORTILIN (SORT1) RECEPTOR IN CANCER HIGH SORTILIN EXPRESSION IN HUMAN CANCERS SORTILIN-MEDIATED INTERNALIZATION AND APOPTOSIS IN VIVO PROOF OF PRINCIPLE OF SORT1+ TECHNOLOGY™ TH1902 PRODUCES STRONG INHIBITION OF TUMOR GROWTH
PLATFORM (INCREASED EFFICACY ACROSS TUMOR MODELS) (HT-29 and PANC-1 S.C. Xenografts)
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attractive target for cancer drug development.
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» Targeting sortilin receptors with these peptide-drug A. Absence of neutropenia

conjugates (PDC’s) leads to receptor-mediated C. Western blot Conclusions

internalization (endocytosis) of well-established anti-cancer SORT1+ Technology™ is an innovative, flexible platform consisting of novel peptides that target the sortilin receptor (SORT1). Sortilin is preferentially expressed in cancer

agents (e.g., docetaxel, doxorubicin, curcumin) that are » Sortilin is highly expressed in different human cancer cell lines. 31 7P<0.05 cells.
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> Once |ns!de the cancer Fe||S, aCtIV.e drug 1S r_eleaSEd from 5 E TH1902 peptide-drug conjugate is internalized via a sortilin-dependent endocytic mechanism and produces strong inhibition of tumor growth across multiple tumor types

the peptide and exerts its cytotoxic effect directly on the EOSK A $ s L which is superior to that of docetaxel alone. Efficacy of TH1902 is even seen in tumors where docetaxel is not routinely used as a standard of care (e.g CRC).
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N glés pep / | This preclinical data demonstrates that SORT1+ Technology™ is a precision medicine approach for delivery of established anticancer drugs directly inside the tumor cells,

> Incontrast, 1 treatment with docetaxel strongly reduced neutrophil counts. thereby optimizing efficacy, limiting toxicity and improving the therapeutic window of the cytotoxic overall.
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