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Does cytokine/chemokine induction define the
immune response to Cretostimogene?

= Used Olink Target 48 multiplex panel to measure baseline and
post-treatment urinary cytokines/chemokines that represent

different lineages and components of t

ne immune response.

=Urine and blood collected prior to anc
and on W1D4.

2 hours post-instillation

= Compared pre-treatment week 1 cytokine/chemokine levels
with post-treatment levels at weeks 1-6.

= Identified cytokines/chemokines that characterize the
Immune response mediated by Cretostimogene.
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Olink Target48 panel cytokine/chemokine signatures
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Cretostimogene drives coordinated multi-lineage
inflammatory cytokine induction

T —— = Robust induction across M1,
e Th1/IFNy, Th17, DC-priming, and
— CXCL11 NPX TNF-superfamily cytokines (TRAIL),
T up to ~300-fold (GM-CSF/CSF2),
= at post-dose timepoints.
- | S = Peak in cytokine levels with each
SEm——— ) | induction treatment.
|© fiiiifiiiiiiio=Levelsreturnto near-baseline
between instillations.
Q e = Creto induces a profound remodeling
ST of the TME to a pro-inflammatory
e milieu throughout induction.
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