Pioneering the next frontier of genetic
medicines with artificial intelligence.



Human genetics have made new therapies possible.
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PROB

Current genetic therapies treat a small fraction of patients.

MM

The Next Frontier: Greater commercial viability

Genetic Pathway Therapies Increased scope of patients addressable with genetic therapies
Verge is developing targeted therapies . o

that functionally correct genetic Product differentiation

pathways Multiple first-in-class product opportunities

Multiple modalities
Diversified small molecule and genetic therapy opportunities

?

Limited commercial potential
Few treatable patients, limited to rare genetic mutations

Low Hanging Fruit:
Genetic Therapies

2 Targeted therapies are limited to .
JENALI ALECTOR Correction of rare genetic mutations Competltlve, saturated Space

Intense competition for few targets

Limited modalities
Often limited to gene therapies that face tox and delivery challenges




SOLUTIC

Verge’s all-in-human platform extends the power of human

genetics to larger markets.

Human Genetics

We begin with well-validated genetic targets where mutations directly
cause disease in humans.

Human Tissue
Using our industry-leading transcriptomics database with > 6500

Targets from human genetics increase the
probability of clinical efficacy.

Therapeutics targeting shared genetic
pathways are likely to be effective across
larger patient populations.

Patient-derived neurons enable the selection
of candidates with disease modifying
potential.

Beginning with a homogenous population
increases the probability of success and
provides a beachhead into larger populations.



LEAD PROGRAM

VGO001: Amyotrophic
Lateral Sclerosis

ALS is a rapidly progressing disease caused by
the death of motor neurons, resulting in paralysis
+ respiratory failure.

Most patients die within three years of first
noticing symptoms.

There are currently no drugs that meaningfully
slow or stop the disease.

Recent advances in human genetics +
biomarkers have fueled new breakthroughs. ALS
IS at a turning point.

VERGE GENOMICS




Our platform discovered a new cause of C9orf72 ALS.

We discovered a gene network
from ALS patient spinal cords

983 post-mortem brains
! and spinal cords (ALS
patients + controls)
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C9orf72 mutations causes ALS via loss of lysosomal function.

In 2018, we revealed a key missing piece of ALS pathogenesis: loss of lysosomal function

GGGGCC(n) o 3
#r’
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Published in Nature Medicine in 2018 (Shi et al.)

Adicine Lysosome formation is impaired in
C90ORF72 ALS patient neurons...

Haploinsufficiency leads to neurodegeneration in
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Our platform identified PlKfyve as a new target in ALS.

Human Validation

v Human tissue: Found from ALS patient spinal cords

v" Human genetics: Mutations in PIKfyve/FIG4 complex
cause ALS

v Human validation: PIKfyve inhibition slows ALS
patient-derived neuron death

983 post-mortem brains
and spinal cords (ALS

patients + controls) PIKFYVE

Strong Biological Rationale

v Genetic convergence on lysosomal function in ALS

v Preclinical POC: Endolysosomal deficiency drives ALS

v Target validation: PIKfyve is a known regulator of
endolysosomal biology

Tractable Development Path
v Safety: PIKfyve inhibitors have been dosed in > 800
patients
v Druggable with available chemical matter
v Biomarker enabled to measure PIKfyve activity
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PIKfyve inhibitors neurodegeneration in ALS
patient neurons.

C9orf72 patient neurons
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PIKfyve inhibito

IS

patient neurons.

ALS patient neurons +
PIKfyve inhibitor

Healthy patient neurons
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COM

Preclinical data supports a therapeutic benefit in broad ALS
populations.
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COM

Verge PIKfyve inhibitors outperform on-market ALS drugs.
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TRA

Our drugs reverse the disease signature found in patients.

The C9 disease signature is also down

‘;3 PIKfyve inhibition counteracts the C9 disease signature
regulated in sporadic patients ,

in a mouse model of sporadic pathology
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Dose-dependent changes in pharmacodynamic biomarkers of
treatment response in vivo.

Plasma IL-12p40 (pg/mL)

Verge compounds achieve full Verge compounds restore biomarkers of We are the first to reduce markers of
target engagement in vivo lysosomal dysfunction in an ALS animal model disease progression (NFL) in the TDP43 mouse.
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These markers will be used in our clinical studies to de-risk common causes of clinical failures

and provide early indicators of success.




PROGRE

From platform to development candidate In three years.

Phase 1/1b readout
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VERGE GENOMICS

Better drugs, faster.
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