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Intranasal NK-derived extracellular vesicles for
brain-first treatment of neuroinflammation

A focused platform built around three pipeline opportunities.

EVN-1 EVN-2 EVN-3
AD TBIl & concussion PD

EVINCO'’s Platform

¢ Cell-free NK-EV modality with a potentially scalable, off-the-shelf
manufacturing path

¢ |[ntranasal route designed for focussed brain access, chronic repeat
dosing, and lower-friction outpatient delivery

e Cost-effective product development that balances unique therapeutic
uniformity, identity, scientific credibility, and partner/investor relevance

e AD (Alzheimer’s Disease) e TBI (Traumatic Brain Injury) / Concussion e PD (Parkinson’s Disease)

Strictly confidentialand proprietary to Evinco Therapeutics




Clinically validated NK cell-based therapy for AD

Clinical observations by third-party company currently in Phase Il trials

Compassionate cases (N=2)

Two cases of advanced AD

Progressive improvements to mobility,
speech, cognition and memory with
monthly dosing of patient’s own NK cells

“Clinical response after six treatments”

Phase 1 in Mexico (N=10)
Phase 1/2ain US (N=3)

12 cases of mild-to-advanced AD

Monthly dosing 2> Q3W

No adverse events (AEs) or dose-limiting
tox (DLTs)

Changes to biomarker readouts

92% showed stable orimproved cognitive
scores (3 months)

Billon cell dose escalation (Higher
doses=better)

1B 2 2B - 4B - 6B autologous NK cells

» Potential challenge of cell-based
therapy: Dose-limiting efficacy (DLE)

Adapted from NKGen’s publicly available data and information
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Phase 2 in US (N=30)

30 cases of mild-to-moderate AD

* Doseincreased to 6 billion cells

* Participant stratification down to just
mild and moderate groups

» Potential challenge with cell-
based therapy: DLE with advanced
AD sub-group

e Trialin progress




EVINCO

° ) ° ° ) .
NK cell therapy shows best-in-indication potential Therapeutics
Positive findings in Phase I/ll clinical trial by third-party (Cell therapy)
NKGen SNKO01-ADO01 Phase 1 (US)
* Q3Wdosing regimen, total 17 doses (51 weeks); 6x10° cells
* Changes made from MX04 trial: * Dose, ® Number of doses
NK cell therapy suppresses NK cell therapy stabilizes or reverses cognitive decline
neuroinflammation and amyloid pathology (vs. ‘slowing down’ in amyloid targeting antibodies)
Plasma GFAP Plasma AB42{40
g R?bounding. ; g Improved
'E neureinfiammation? 'E - EMERGE CLARITY AD TRAILBLAZER- MX04 dose escalation AD-01 (in US) at
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cfl = compare 0 vs. 12 weeks; ¢f2 = compare 0 vs. 52 weeks
Current “disease-modifying therapies”:
« EMERGE: Aducanumab (Biogen)
* CLARITY AD: Lecanemab
Adapted from NKGen’s Deck - TRAILBLAZER-AL 2: Donanemab
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NK cell therapy targets brain inflammation
Positive findings in Phase I/ll clinical trial by third-party (NKGen cell therapy)

o ’ o [ ] o [ d
Alzheimer’s Disease (NK cell therapy) Traumatic Brain Injury Relevance
Reversal of CSF AD biomarkers after NK cell therapy TBI: Acute brain inflammation, Common biomarkers in
Dose-response reductions to biomarkers of neuroinflammation and AD pathology chronic neurod egen eration both TBI and AD
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Key CSF & plasma biomarkers: Neuroinflammation biomarkers:
Phosphorylated Tau (pTau181) * Glial fibrillary acidic protein (GFAP) Graham & Sharp (2019). J Neurol Neurosurg Psychiatry. https://doi.org/10.1136/jnnp-2017-317557
Alpha synuclein (a-Synuclein) e Chitinase-3-like-1 protein (YKL-40)
Amyloid ratio (AR42/40) ) . ) )
Shared biomarkers also implicated in
Adapted from NKGen’s Deck Traumatic Brain Injury (TBI) 3
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Why EVINCO is a differentiated CNS platform story

The proposition is not another single-mechanism neurodegeneration program; it is biology + route + modality working together.

Neuroinflammation lens

Broadens relevance across chronic and acute CNS
disease (brain immune dysregulation, microglial
biology, and secondary injury).

Modality and route

=) DNA

Internasal drugs
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Cell-free NK-EV modality

NK-derived EVs offer an acellular, potentially off-
the-shelf therapeutic modality that can be
industrialized more efficiently than autologous cell
therapy and positioned around repeat dosing.
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Intranasal route advantage @ 2019, Tosymra
7

Nose-to-brain delivery: bypass-the-Blood Brain
Barrier, chronic administration, caregiver-friendly
use, and a stronger fit for brain-first disease.

2019, NAYZILAM o

2020, VALTOCO o

TNF-a

2022, NASOLAM o

B
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A reason tO believe <b Drug Z transcription

e EV potency and cargo can be defined reproducibly
¢ Intranasal delivery creates real CNS differentiation
e Manufacturing and release testing can upscale with the program

Necroptosis Necrosis ~ Apoptisis Cell Death

4
Strictly confidential and proprietary to Evinco Therapeutics



A congruent three-opportunity pipeline narrative

& EVINCO
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AD anchors, TBl/concussions opens a near-term translational path, and Parkinson’s disease is a
logical chronic adjacent opportunity; all three share one thing in common: Brain inflammation.

Alzheimer’s Disease (AD)

Anchor program

e Strongest current pre-clinical package
and clearest path to clinically
meaningful endpoints

¢ Best fit for a safety-first, repeat-dose
CNS treatment trial

e Commercial path exists where
Amyloid-related imaging

abnormalities (ARIA) risk and infusion
burden narrow anti-amyloid reach

Shared platform proof points

Strictly confidential and proprietary to Evinco Therapeutics

e AD (Alzheimer’s Disease)

TBIl & concussion

Huge unmet need / treating healthy
population with traumatic injury

Parkinson’s Disease (PD)

Best chronic fast follower

e Chronic synucleinopathy with
diffuse neuroinflammation and
clear route adjacencyto AD

e Large under-counted outpatient
population with visible sports, DoD
and geriatric stakeholders

e Directionally supportive NK biology
and rising EV precedent in
preclinical PD

¢ |Intranasal route fits a rapid, non-
invasive trigger-to-treat narrative

e Best positioned initially as an EV-
led opportunity while NK-EV cargo
is validated

e Naturally expandable into PDD /
DLB once the core PD thesis is
established

Intranasal biodistribution ® phenotype-defined cargo/ potency ¢ scalable NK-EV isolation and QC
¢ in vivo efficacy readouts that map to clinically relevant biology

5

e TBI (Traumatic Brain Injury) / Concussion e PD (Parkinson’s Disease)



AD | the anchor program with a clear development path
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Clinically validation NK cell-based therapy, biopharma-guided proof-of-concept, canine dementia as the translational bridge

7.2M 22% 8.9M

Americans 65+ living with Adults 65+ estimated to Diagnosed U.S. AD
AD in 2025 have MCI patients by 2031

EVINCO’s differentiative approach

e Approved anti-amyloids validated demand for disease
modification but also highlighted the limits of infusion-centric,
MRI-intensive care

e The most credible entry segment is early symptomatic disease
where safety sensitivity, chronic dosing, and easier care delivery
matter

¢ Anintranasal NK-EV program is as a safety-first adjunct or
alternative rather than a head-on mAb replacement

Human benchmark > canine bridge > translational package

Early symptomatic AD CCD dog model

Use accepted cognition / function endpoint logic from early-AD
programs, mirror that in canine cognitive disorder (CCD), and keep
biomarkers supportive rather than the full efficacy story.

. B .
Strictly confidential and proprietary to Evinco Therapeutics e AD (Alzhe/mer S Dlsease)

$555B

Annual U.S. care cost by
2031

AD-relevant mechanism
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Core development readout

Clinically meaningful slowing in cognition and daily function, with
biomarker concordance supportive endpoints.

e MC/ (Mild Cognitive Impairment) 6



TBIl & concussion | a clear near-term translational path

The market is much larger than hospital-only datasets suggest, offering a non-invasive intervention

12%
Adults self-
reporting
concussion/ TBI

inprior 12 months

214k

TBl-related
hospitalizationsin
2020

Targeted populations:

Sports

High
awareness and
established
concussion-
screening
infrastructure
with visible
demand.

DoD /
military
Translational
urgency and
funding pathways
make TBI
unusually legible
for non-dilutive
and strategic
capital.

EVINCO read-through

69k

TBl-related deaths
in2021

Older
adults

Falls drive the
most severe
burden and give
the indication
payer and health-
economic
relevance.

A sprayable, cell-free productis inherently better matched to
the hidden outpatient pool than infusion-centric modalities. TBI
can therefore serve as a fast “trigger-to-treat” wedge while the
deeper NK-EV biology is de-risked.

Strictly confidential and proprietary to Evinco Therapeutics
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e TBI (Traumatic Brain Injury) / Concussion

(e

Large under-read patient pool + visible stakeholders + a route advantage

-

EVINCO

Therapeutics
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TBI scientific support | encouraging EV precedent

What the field already supports

e A 2025 preclinical study reported that
engineered EVs delivered intranasally improved
neurofunctional recovery after traumatic brain
injury

e The same study linked benefit to reduced
neuroinflammation, reduced microglial
activation, and stronger tissue recovery signals

e This gives TBIl real precedent as an intranasal
EV opportunity even before NK-EV-specific
efficacy is shown

A EVINCO
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Critical proof points for Evinco moving forward

e A 2026 mouse TBI study found that infiltrating NK cells
rapidly adopt a regulatory phenotype and amplify
microglial type-l interferon signaling

¢ |n that study, NK-cell depletion attenuated
neuroinflammation and improved outcomes, meaning
the live-cell story is not automatically pro-therapeutic

e EVINCO's differentiated hypothesis is that NK-EVs are
different from NK cells, in that only selective signals
are carried in EVs, which we postulate to play a more
immune-modulatory role than the ‘innate killer’
function the cells are known for.

Li et al. ) Nanobiotechnology. 2025 https://doi.org/10.1186/s12951-025-03181-9
Kodali et al. Brain Behav Immun. 2023 https://doi.org/10.1016/i.bbi.2022.11.014 8

Strictly confidentialand proprietary to Evinco Therapeutics
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Therapeutic hypothesis for NK-EV therapy for TBI

Clinical predisposition of TBI leading to neurodegeneration AD risks

Acute and chronic cognitive decline
N a hallmark of TBI

Normal

Cognition T LT T T e e 7

Impaired

T Time

Single severe TBI

Trajectory A2 : Further Detail

fffffffffffffffff

(i) neurodegeneration
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(ii) spontaneous recovery |

Normal

Cognition

Impaired

* 4 L Time

Repeated mild TBI

Graham & Sharp (2019). J Neurol Neurosurg Psychiatry. https://doi.org/10.1136/jnnp-2017-317557

30%

Moderate-to-severe
TBI leads to NFTs

2- & 4-fold

Increased risk of AD
after moderate &
severe TBI

2.5 years

Earlier onset of AD
than those without
TBI history

NFT: Neurofibillary tangles;

AD: Alzheimer’s Disease
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NK-derived EVs (Evinco Tx)

NK signals in form of EVs:

* Most of the 6 billion I[V-administered NK cells will not
enter brain (NKGen NK cell therapy challenge)

* Evinco’s solution: NK cells act as modulators, sending
out ‘messages’ in the form of miRNA and cytokines
encapsulated in NK-EVs that easily crosses the BBB
into sites of inflammation.

Target brain cells should respond to NK signals in EVs:

* Microglia: 1 protein clearance
J inflammation

» Astrocytes: | inflammation
* T cells: Reversed back to homeostasis
* Oligodendrocytes: Myelin/MBP relevance in TBI

* Ultimate disease-modification: Brain repair 9
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Therapies for brain inflammation: A growing opportunity
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Nano-sized EVs can be delivered through the nose directly into the brain

Blood-brain-barrier
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Nose-to-Brain Delivery of NK EVs

. Brain targeting f On-target effects
@ Effective dose @ Manufacturing costs
@ Systemic exposure @ Off-target tox

Adjacent indications with common denominators:
Brain inflammation, immune imbalance

Traumatic Brain Injury Parkinson’s Disease
Unmet medical need in head Existing therapies manage
injury from sports, accidents symptoms but do not modify
and war disease

% $6B Therapeutics market (2032) < Market size: $5.7B (2024)

% $1.45B concussion injury % 5-year CAGR: 5%

payouts (NFL, US) < North America: Largest market
< 2.8M TBl-emergency visits (US) % Asia Pacific: Fastest growing
market

Additional targetable brain inflammation indications:

Brain infections (Long COVID), multiple sclerosis, stroke encephalitis, 10
ALS/MND, vasculitis, chronic fatigue syndrome (CFS), Gulf War Illness (GWI)



What EVINCO is seeking:

A milestone-driven investment to take an idea from concept towards the clinic

Initial seed capital investment
($2M) will translate into ...

v

v

Completing proof-of-concept studies
desighed by multinational biopharma

Full safety profile in mice and dogs (=
confidence to accelerate NK-EVs into
human trials)

Efficacy profile in dogs with dementia
(Sporadic dementia)

Build confidence intaking our
development candidate into human trials

Strictly confidential and proprietary to Evinco Therapeutics

Follow-on pre-Around investment
($5-8M) will translate into ...

v

v

Commencing clinician-initiated Phase |
trials locally (Interest from clinicians)

First-in-human intranasal delivery of NK-
EVs with specialized device

Blood biomarker tracking post-injury
with robust diagnostic tests

Clinicians have indicated that they have
AD cohorts ready to sign up for Phase |
trials

AEVINCO
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Anticipated outcomes:

<A

Easily administered NK-EV Tx
Preventative approach post-injury

“Off-the-shelf”

+ pre-packaged freeze-dried product
= Easy logistics and distribution for
repeatinjuries

Self-administration or under minimal
supervision

11
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Why engage with EVINCO now

The company already established scientific supported data, the next data package materially
increases both value and will attract more investor confidence

Differentiated platform Focused pipeline Value-building milestones
Cell-free NK-EVs + intranasal CNS AD remains the signature program; The immediate package is tangible:
delivery provide a more legible early- TBIl adds a clear unmet need opportunity; isolation/QC, potency,
stage platform PD as an adjacent opportunity with a biodistribution, in vivo signal, and a

growing need. clearer partner-ready CMC path.

What EVINCO is seeking

e Capital aligned to a milestone-led proof-of-concept package
e Strategic partners for translational design, indication-specific KOL engagement, and platform validation

e Collaborations that accelerate the highest-value experiments: phenotype-defined cargo, intranasal CNS delivery, and disease-
relevantinvivo readouts

e AD (Alzheimer’s Disease) e TBI (Traumatic Brain Injury) / Concussion e PD (Parkinson’s Disease)

Strictly confidentialand proprietary to Evinco Therapeutics




A shared de-risking plan can advance all three opportunities

The same platform package increases value across AD, TBI, and PD: potency, delivery,
manufacturability, and indication-specific in vivo readouts.

Platform-wide
objective

AD-specific readout

TBl-specific readout

PD-specific readout

e AD (Alzheimer’s Disease)

Isolation + QC

Robust NK-EV isolation,
release specs, benchmarking
versus other EV sources

Potency assay panel and
phenotype-defined cargo

Common EV potency core + acute
injury add-ons

Common EV potency core +
synucleinopathy modules

e TBI (Traumatic Brain Injury) / Concussion

Disease-relevant in vitro
potency + cognition/function
strategy

Human early-AD endpoint
logic mirrored in CCD /
preclinical work

Supportive biomarker layer, but
clinical-benefit story stays central

CNS exposure and biomarker
support under a chronic-
dosing logic

Intranasal

biodistribution
+in vivo PoC

Demonstrate nose-to-brain
delivery and acute / subacute
pharmacology

Biomarker-linked injury
recovery and
neuroinflammation signal

Show that chosen NK-EV cargo is
beneficial in reducing biomarkers
of traumatic brain injury

Assessment of biomarkers and
motor function as FDA-defined
readouts after NK-EV treatment

e PD (Parkinson’s Disease)

EVINCO
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Manufacturability &

Development plans

CMC path, assay package,
indication logic

Scalable isolation,
reproducibility, and
indication-selection discipline

Fundability narrative for grants,
translational partners, and
investors

a-syn/ microglia / behavior
package that supports PD as
the next chronic franchise

13
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Contact:

Alan Trounson A
alan.trounson@evincotherapeutics.com

Acknowledgement of Traditional Owners
In the spirit of reconciliation, Evinco Therapeutics acknowledges the Traditional Custodians of country throughout Australia and their connections to

land, sea and community. We pay our respect to their Elders past and present and extend that respect to all Aboriginal and Torres Strait Islander peoples
today.
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