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Oncodesign Precision Medicine has designed and developed OPM-101, an active substance, chemically-defined, small 8.3% of subjects reported at least 1 treatment-related TEAEs No SAE OPM-101 is
synthetic molecule, that specifically binds and inhibits RIPK2.
The NOD2/RIPK2 pathway is a key driver of IBDs as its hyperactivation will result in an over production of proinflammatory 8 treat.ment-related TEAEs were reported No severe t.reatment related TEAE ° OraIIy bioavailable
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inflammation and tissue damage in the intestine. 2 moderate dapialy absoroea: 1., ObServed arter 2-
Consequently, targeting RIPK2 has emerged as a promising therapeutic strategy for mitigating inflammation and ameliorating Dose Reported Onset o Long terminal half life: 12-15h in all SAD cohorts
disease progression in IBD. It is expected that blocking RIPK2 pathway could become a possible strategy for severe steroid (mg) Subject # Term day Duration  Outcome Treatment Causality Intensity SAE
refractory or dependent IBD patients, and lead to a normalization of proinflammatory cytokines (including TNFa) generation 5 NA NA NA NA NA NA NA NA NA
that play an essential role in the induction and maintenance of inflammation in the intestine in IBD. 20 " " " " " " " A " 1000 OPM-101 PK profiles in fasted conditions
OPM evaluated the safety profile, the pharmacokinetic (PK) and pharmacodynamic (PD) properties of OPM-101 in a Phase 1 60 NA NA NA NA NA NA NA NA NA T
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In this First-in-Human phase 1 clinical trial, OPM-101 was administered using a Single Ascending Dose (SAD) regimen with o £ = T < T
doses ranging from 5-1,000 mg. The SAD study design is shown below: B 2 2 2
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single dose of 150 mg was administered in female volunteers. An Ex vivo stimulation of TNFa expression triggered by L18- Exposure in female with a 150 mg dose is twice Exposure in fed conditions with a dose of 150 mg
Data collected for each cohort: additional group of male volunteers received, a week apart, two MDP (specific activator of the NOD2-RIPK2 pathway) that observed in males with the same dose is twice that observed in fasted condition
’ ﬁa‘;etv single doses of 150 mg in fasted and in fed conditions.
aboratory parameters
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Holters At the end of each cohort, a Data Review Committee meeting was
Blood for PK analyses (up to 24h for cohorts 1-4, and up to 72h for cohorts 5-10) held to review all data collected and to decide on the StUdy

Blood for PD analyses (up to 24h for cohorts 1-4, and up to 48h for cohorts 5-10)

continuation and on dose to be used for the next cohort.
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 The MAD part of the study is ongoing
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