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ENYO Pharma has developed an innovative systems biology approach to identify patentable chemistries directed at new human disease targets. Viruses are obligate intracellular
pathogens that must modulate host cell pathways involved in countless cellular processes to complete their replication cycle. ENYO Pharma’s approach identifies the host targets of a virus, and
develops therapeutics mimicking the viral molecular mechanisms. As the target is a human pathway, ENYO Pharma’s molecules have a therapeutic application beyond infectious diseases.

Figure 1 — ENYO Pharma’s Approach to Discovery Research
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Intracellular proteins targeted by viruses = A novel class of drug development targets

ENYO has constructed a curated database of all reported Proprietary database & expertise
viral:human protein-protein interactions (PPls) containing o Virus and human protein interactions
more than 40,000 PPls. However, physical interaction © 40,000 protein-protein interactions of
between viral & human proteins alone does not identify a virus-host in database

0 Many interactions mapped to short peptide

regions

0 Peptides are bioactive in phenotypic assays

tractable drug target.

The success of ENYO Pharma’s approach is based on 3

strategic decisions:

1. Attention is given only to those PPIs that have been
mapped to short necessary sequences of 5 — 15

-
1% ‘
)

Human protein  Human protein ~___----"""""

-

v . \\
3 7 *l 3 Library of

10,000 molecules

= MIMESIS Library

amino acids. Viral protein Viral peptide Viral peptide Molecule mimic of
2. The approach is only applied to those short peptides interacting with viral peptide

that are biologically active in phenotypic assays.
3. Having identified a short bioactive peptide sequence,
ENYO Pharma uses structure based design to identify By this approach, a library of small m
small molecules that mimic pharmacophores on the to bind the same pocket on human p
peptide.

the human target

olecules has been designed
roteins as viruses do.

Figure 2 — Structure Based Design of Molecule Mimics

of Bioactive Peptides
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Figure 3 — Molecular Properties of the MIMESIS
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Figure 4 — Excellent Performance of the Mimesis
Collection in Seven Phenotypic Screens
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Figure 5 — Modulators of NEET Protein
with Broad Therapeutic Application
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ENYO Pharma’s molecules will have therapeutic
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Figure 6 — Hit to Lead Optimization
Has Yielded Additional Priority Series
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- ENYO Pharma has defined a new class of drug targets, selected by millions of years of viral evolution.
- A collection of 10,000 molecules, designed to bind the same pocket in host proteins as viruses, has been successfully used in phenotypic screens to generate three starting points for

drug discovery:

1.NEET Protein modulators validated in Oncology, Metabolic and Infectious diseases
2.Inducers of Immunogenic cell death validated in primary human dendritic cell systems

3.Inhibitors of RSV replication

ENYO Pharma is dedicated to the development of these scaffolds for clinical evaluation. It is considering shared risk, “build to buy” partnerships in order to rapidly progress the

chemical series to value inflexion points that may trigger licensin
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