§ CERVOMED

Medicines for the Brain

Corporate Presentation

August 2026

NasDAQ: cRvo & CERVOMED



Forward-Looking Statements

This presentation includes express and implied forward-looking statements within the meaning of the Private Securities Litigation Reform Act of 1995,
as amended, regarding the intentions, plans, beliefs, expectations or forecasts for the future of CervoMed Inc. (Company or CervoMed), including, but
not limited to: the Company’s anticipated cash runway; the Company’s need to acquire sufficient funding, including funding for any Phase 3 trial in
patients with dementia with Lewy bodies (DLB); the Company’s plan to focus on strategic partnering to advance neflamapimod into Phase 3 for DLB
and the timing of entering into any such partnership, if at all; the therapeutic potential of neflamapimod in DLB, non-fluent variant progressive primary
aphasia (nfvPPA), amyotrophic lateral sclerosis (ALS), or any other indication, including the degree of sustainability of any therapeutic effects; the
anticipated timing and achievement of clinical and development milestones, including the Company’s initiation of any Phase 3 trial in patients with
DLB; the anticipated data readouts from the Company’s Phase 2a trial in nfvPPA and the anticipated dosing of the first patient with neflamapimod in
the EXPERTS-ALS trial; any other expected or implied benefits or results, including the extent (if any) to which neflamapimod may demonstrate
efficacy or other clinical or biomarker improvements in patients; and expectations with respect to neflamapimod, including the timing of any regulatory

submissions and potential approvals thereof, if any, in DLB or any other indication. Terms such as “believes,” “estimates,” “anticipates,” “expects,”
“‘plans,” “aims,” “seeks,” “intends,” “may,” “might,” “could,” “might,” “will,” “should,” “approximately,” “potential,” “target,” “project,” “contemplate,”
“predict,” “forecast,” “continue,” or other words that convey uncertainty of future events or outcomes (including the negative of these terms) may

identify these forward-looking statements. Although there is believed to be reasonable basis for each forward-looking statement contained herein,
forward-looking statements by their nature involve risks and uncertainties, known and unknown, many of which are beyond the Company’s control
and, as a result, actual results could differ materially from those expressed or implied in any forward-looking statement. Particular risks and
uncertainties include, among other things, those related to: the Company’s available cash resources, the availability of additional funds on acceptable
terms, and the Company’s ability to continue as a going concern; the Company’s ability to successfully enter into a partnership to advance
neflamapimod into Phase 3 for DLB in a timely manner, on acceptable terms, or at all; the results of the Company’s clinical trials; the likelihood and
timing of any regulatory approval of neflamapimod or the nature of any feedback the Company may receive from the FDA or other regulators; the
ability to implement business plans, forecasts, and other expectations in the future; general economic, political, business, industry, and market
conditions, inflationary pressures, and geopolitical conflicts; and the other factors discussed under the heading “Risk Factors” in the Company’s Annual
Report on Form 10-K for the year ended December 31, 2025 filed with the U.S. Securities and Exchange Commission (SEC) on March 13, 2026, and
other filings that the Company may file from time to time with the SEC. Any forward-looking statements in this presentation speak only as of August 10,
2026 (or such earlier date as may be identified). The Company does not undertake any obligation to update such forward-looking statements to reflect
events or circumstances after the date of this presentation, except to the extent required by law. Certain analyses reported herein are exploratory in
nature; p-values and indications of statistical significance, along with 95% confidence intervals, are being reported to provide a measure of the
probability that any differences identified between the samples are due to chance.
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Neflamapimod is a late-stage clinical asset being evaluated in multiple high unmet
need neurological diseases

PRECLINICAL PHASE 1 PHASE 2 PHASE 3 Milestones

Neflamapimod

Dementia with LeWy POC achieved; Phase 3
-k ready, secured global

bodies regulatory alignment

Phase 2a trial enrollment

Nonfluent variant L e
. . complete; blomarker aata

aphasia** data anticipated 1Q27

. Selected for inclusion in UK
Amyotrophic lateral EXPERTS-ALS platform; first
sclerosis patient expected to be dosed

by end of 2026

Recovery after Phase 2a trial enrollment
ischemic stroke completed
EIP200 (novel co-crystal)

Multiple CNS

indications

*Received FDA Fast Track designation; **Received FDA Orphan Drug designation
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Neflamapimod is an oral, small molecule drug that selectively inhibits p38a, a key
driver of neuroinflammation and synaptic dysfunction
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Preclinical proof-of-
concept achieved

1

* Potent (<10nM IC50), highly
selective inhibitor of p38a

* Blood-brain-barrier penetrant
with brain to plasma ratio of ~2

* Reversed neurodegenerative
process in basal forebrain in
relevant animal disease models

* Improves both histological and
behavioral outcomes in
preclinical pharmacology studies

4 *Neflamapimod is an investigational product currently in clinical development for the treatment of DLB, RAS, and nfvPPA.

Target engagement
demonstrated in
clinical studies

* Highly selective

* Reduction in CSF levels of IL-8
(marker of IL-13 signaling)

* Reduction in cerebrospinal fluid
(CSF) levels of phosphorylated
Tau and total Tau

* Increase in volume of basal
forebrain and its functional
connectivity by MRI

Safety profile well
defined

+ Clinical safety data in >550

volunteers and patients, with up
to 48 weeks treatment duration

Chronic, repeat dose toxicology
studies completed

Human 40mg TID dose has 10-
fold safety margin to NOAEL in
long-term toxicology studies

Clinical proof-of-concept
achieved in DLB*

4]

» Positive Phase 2a and 2b results
* Phase 3 ready
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A year of progress for neflamapimod

v Further defined mechanism of action and relevance to neurodegenerative disease processes

«  7nM inhibitor (EC50) of IL-1[3 signaling, which aligns with current understanding of pathogenesis of DLB (interplay of neuroinflammatory
signaling pathways and alpha synuclein is primary driver of disease expression and progression)

Repeated 39-week repeat dose toxicology study in dogs — raised NOAEL > 3-fold

Completed and reported out RewinD-LB clinical study in DLB

» Positive effect on CDR-SB and ADCS-CGIC, particularly in patients with < 21 pg/mL pTau181 at screening (corresponds to cutoff in
phase 2a that showed optimal efficacy)

» Reduction in a neurodegenerative disease marker, plasma GFAP at 32 weeks of treatment
« Reduced basal forebrain atrophy, primary pathology in DLB, vs. placebo
« Defined optimal dose regimen — 50mg TID

Alignment with FDA, EMA, MHRA, PMDA on Phase 3 design in DLB and path to approval
Developed Phase 3 and commercial ready tablet formulation

Received a notice of allowance from the U.S. Patent and Trademark Office for a new patent covering the
use of neflamapimod in the treatment of DLB in patients pure DLB

Awarded Innovation Passport Designation under UK Innovative Licensing and Access Pathway (ILAP) for DLB treatment

Based on independent scientific publications, expanded into rare neurologic disorders
» Phase 2a nonfluent variant primary progressive aphasia (subtype of FTD) fully enrolled; biomarker results at CTAD2026
* Phase 2 study in ALS to start in Q4’26 (under UK-government funded rolling Phase 2 study)
$ CERVOMED




DISEASE OVERVIEW

Dementia

|
DIAGNOSIS

Rapid progression. Neurologist-managed.
Significant impairment in ADLs. Highly specific clinical criteria.

Wi t h Lewy » Progresses faster than AD (~2 yrs
Bodies

« Clinical diagnostic criteria carry

from diagnosis to nursing home >90% specificity

care) allowing for observable

Clinical effeCt in Shorter StUdieS ° Patients managed by neurologists’
enabling a focused, commercial

» Greater functional disability and strategy with a targeted HCP base

Most common degenerative higher economic costs than AD

dementia
[

TREATMENT GAP

DLB Patients without a-synuclein aggregates. No approved therapies.

AD co-pathology Basal forebrain atrophy. Focus on managing symptoms.
(i.e. “pure” DLB)

» Characterized by widespread cortical :
e — : . * No approved treatments targeting
Progressive condition characterized by: and sub-cortical Lewy bodies the underlying disease process

« Cognitive decline * Atrophy of basal forebrain cholinergic
Fluctuating attention system is primary driver of early-
Visual hallucinations stage disease expression and
Parkinsonism progression
REM sleep behavior disorder

» Acetylcholinesterase inhibitors are
mainstay of treatment

$ CERVOMED

ADLs = Activities of daily living; AD = Alzheimer’s Disease



A maijor driver of disease expression and progression in DLB is dysfunction and
degeneration of basal forebrain cholinergic system

Basal Forebrain Cholinergic Complex

« Central hub for cognition and behavior, providing
cholinergic input to cortex and hippocampus that drives
memory, executive function, mobility, and attention

* Highly vulnerable to pathogenic mechanisms that
impair axonal transport, due to long axonal
projections

Basal Forebrain  Hippocampus  Mechanistically validated therapeutic target, where
restoring cholinergic function offers broad clinical
impact in high-unmet-need indications

Release of acetylcholine through cortical connections
modulate cognitive and motor tasks

Disease processes in basal forebrain can be reversible

7  Adapted from Alam & Nixon, Molecular Neurodegeneration, 2023. & CERVOMED




Approximately 50% of diagnosed DLB patients do not have evidence of advanced
neurodegeneration (versus only ~10% of AD Patients)

Presence of Tau-Related Neurodegenerative Marker Elevation in CSF (Cerebrospinal Fluid)

Alzheimer’s Disease (n=133) Dementia with Lewy Bodies (n=109)

Elevation of total tau
(with or without
elevation of ptau181)

Without elevation of either CSF
total tau or ptaul81

Without elevation of either
CSF total tau or ptaul81

Elevation of ptaul81, no
elevation of total tau

Elevation of ptaul181, no
elevation of total tau

Elevation of total tau
(with or without
elevation of ptau181)

8 ! Positive Tau: increased CSF levels of ptau181; “Neurodegeneration”: Increased CSF levels total tau. Jain et al, Alzheimer’s & Dementia, 2023. & CERVOMED




DLB without AD co-pathology (“pure DLB") offers clear target and focused drug
development opportunity with potentially faster timeline to approval

I Diagnosis of DLB by consensus clinical criteria’ I

PET Scan, CSF evaluation or blood test (pTau181) positive
for Alzheimer’s pathology?

Yes (50%) No (50%)

DLB with AD Co-Pathology DLB without AD Co-Pathology ("Pure DLB”)
* More advanced disease with significant * Disease primarily of synaptic dysfunction in
neuronal loss in hippocampus basal forebrain cholinergic system, with no to

« Have primarily irreversible deficits limited neuronal loss in hippocampus

« Requires12- to 18-month clinical studies to * Have a reversible component of disease

demonstrate efficac
y » Efficacy demonstrable in < 6-month duration

clinical studies

9 ! As specificity (confirmed by autopsy) of clinical diagnosis is >90%, biomarker confirmation of DLB diagnosis is not required. Schumacher et al, Brain (2022) 145:1773-1784; Alam et al, Neurology, (2023) 101 s CERVOMED
(17) e1708-e1717; Schumacher et al. Alz Res & Ther (2025) 17:28. . Pure DLB is defined as patients with DLB without AD co-pathology.




Therapeutic opportunity in DLB without AD co-pathology (“pure” DLB)

 DLB is primarily a disease of reversible
synaptic dysfunction in the basal forebrain
cholinergic system

Some Reversal of Clinical Progression Provides Ability to Demonstrate
Efficacy in <6 Month Duration Clinical Studies

» Patients with AD co-pathology (aka “DLB-AD”)
also have neuronal loss in the temporal lobe 6 months after
(including hippocampus) start of treatment

« Successful treatment of the underlying disease
process in DLB without AD co-pathology
would lead to both initial reversal of clinical
progression (i.e. a “‘symptomatic effect”) in
the near term, as well as slowing of further
decline in the long-term

\o

: Pure DLB

AD/ DLB-AD

Start

Treatment Placebo

Cognition and Function

* Provides opportunity to demonstrate efficacy in
with 6-month treatment duration in Phase 3 Diagnosis Time 18 months
with ~150 patients per treatment arm

10 § CERVOMED




DLB without AD co-pathology (“pure” DLB) represents a large, underserved

global specialty market

150,000-180,000 DLB patients w/o AD
co-pathology in US

~6M individuals with dementia’

5-6%of all cases are diagnosed to be DLB?

Total prevalence of diagnosed DLB is ~300,000 —
360,000 pts; ~50% don’t have AD co-pathology

~280,000-420,000 DLB patients w/o AD
co-pathology in EU

gj’a ° *  ~14M individuals with dementia3
*  4-6% of all cases are diagnosed to be DLB
g < ‘(::’j « Total prevalence of DLB is ~ 560,000—-840,000 pts

~50% don’t have AD co-pathology

~100,000-150,000 DLB patients w/o AD
gJ\\? co-pathology in Japan

« ~5M individuals with dementia*
*  4-6% of all cases are diagnosed to be DLB®
* Total prevalence of DLB is ~200,000-300,000 pts;

~50% don’t have AD co-pathology

11

1. Hogan et al. 2016; 2. GBDF Collaborators 2022, Fang et al. 2025; 3. Alzheimer's Disease International; 4. MHLW estimates; 5. Awata et al. 2020, lkejima et al. 2009.

Current Treatment Landscape

Acetylcholinesterase inhibitors are the mainstay of
treatment

«  Provide transient improvement in cognition, but no
improvement in motor function

There are no approved therapies that target
the underlying disease process in the US or EU

Patients are generally managed by neurologists

$ CERVOMED



Interplay of a-synuclein and neuroinflammation is a critical pathogenic driver of
DLB / basal forebrain cholinergic dysfunction and degeneration

Key Evidence: a-synuclein

v

12

APP and a-synuclein additively and selectively lead to basal
forebrain cholinergic neuronal loss/pathology?-23.4

Lewy body pathology is the primary driver of basal forebrain
cholinergic atrophy in human studies, with basal forebrain atrophy
as the MRI signature of CSF a-syn-positive dementia®®

Axonal transport defects associated with a-synuclein are mediated
by p38a, and inhibitors correct axonal transport defects’

Overexpression of a-synuclein disrupts APP and endo-lysosomal
axonal trafficking in a mouse model of synucleinopathy?

Rab5 abnormalities involved in neurotoxicity on a-synuclein®10
Toxicity and propagation of a-synuclein exacerbated by IL-1p11.12

p38a inhibition decreases synaptic degeneration in an a-synuclein
induced mouse model of DLB/PD13

1.Huang et al., 2024; 2.Spencer et al., 2016; 3.Mandler et al., 2019; 4. Bassil et al.,, 2020; 5.Teipel et al, 2020; 6.Wisse et al, 2024; 7.Yang et al, 2024 8.Lin et al, 2023; 9.Sung et al., 2001;
10.Obergeister et al., 2018; 11.Bavatil, et al., 2024; 12.Muhammed et al., 2023;13.Ibq, et al., 2023; 14. Sekiya et al, 2022.

Pathological Mechanism'4

(A) Aggregation process of a-synuclein (aSYN)

a-synuclein
O — —

Protofibril Fibrils

Monomer Oligomer

(B) Temporal transition of aSYN aggregates (hypothesis)

n

A

aSYN oligomer ‘ Neurodegeneration

Pathological change

v
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Recent, robust scientific evidence implicates cytokine (IL-1(3, IL-6) signaling as a

key therapeutic target for DLB

1. Biofluid samples

[ =] i

spinal fluid (CSF)
AD=1,157 PD =739
DLB=37FTD=46C0O =726 L'

Plasma
AD=1,123PD =779

Cerebro

DLB=122FTD=42CO =943

2. Neurodegenerative diseases

Alzheimer’s Parkinson’s Dementia with Frontotemporal
disease (AD) disease (PD) LE!W\! bodies (DLB) dementia (FTD)
I ‘ S "' » e - o‘ .
b ‘ ), _o oy 'I

- k)
s

4. Pathways & Mechanisms

3. Proteomic Analysis Results

AD 105
(2.03%)

210 _
(4.06%)

1134
(21.9%)

FTD

Venn diagram of proteins identified in CSF

'SharedacrossNDs || AD 1 | DLB T B
— | — —_— S — S— — — 1 i___ —
i ;} -_{u i}_ _,vo ER stress = lf,PR FGFR@ Hormone
e "—_-'q__‘::q__ |
Macrophage Tceil Mlcroglla | |- etycoproteins 3 = 'c:‘?ggi::}"st i Eﬂ I /©5:b
0...*_ vvcv — ‘ v — ‘ \
Cy:o:ines i ool cﬂmh;omec ! u.-e IL-18
| proteins '. __”G Q | \ /
Inflammation Apoptosis . 'e Effectors = 5
Immune Ll ATF4& PERK | | FGFR&Interleukin | | | Glycoprotein
: Glycosylation & B T et - : :
Dysregulation Apoptosis ! Signaling Signaling | |Hormone Disruption|

13 | Neuron 114, 1-17, July 15, 2026.

Authors

Muhammad Ali, Jigyasha Timsina,
Ying Xu, ..., Yun Ju Sung, Laura Ibanez,
Carlos Cruchaga

Correspondence
cruchagac@wustl.edu

In brief

Ali et al. analyze over 5,700 cerebrospinal
fluid and plasma samples across
Alzheimer’s disease, Parkinson’s
disease, dementia with Lewy bodies, and
frontotemporal dementia. They identify
shared immune dysregulation and
distinct pathway alterations, including
glycosylation and interleukin signaling,
and develop predictive models that
accurately classify each disorder,
highlighting biomarkers and pathways for
therapeutic targeting.
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By blocking p38a, neflamapimod aims to reverse synaptic dysfunction and
improve neuron health

14

a-synuclein build-up
and toxicity!314

4

Basal Forebrain

Cholinergic Neuron .
Lewy body

Neuroinflammation3+4

pro-
inflammatory
factors

Activated

Microglia /

References: 1. Asih, 2020 2. Son |, 2023 3. Prieto, 2015 4. Yang , 2023 5. Stefanoska , 2022 6. Yeganeh, 2025 7. Gibbs, 2018 8. Scali 2003 9. Ehrlich, 2012 10. Gamage, 2023 11. Jiang, 2022

12. Alam & Nixon, 2023. 13. Borland, 2022 14. Yang, 2025.

(hyperactivation'2)

e

p38a

o

Neflamapimod
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Increased tau
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Impaired retrograde
axonal transport’12

Reduced
acetylcholine
Release1:12

transport
vesicles

Impaired NGF
signaling'?

Synapse

Synaptic
Dysfunction8-10
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Across preclinical and Phase 2a data, neflamapimod shows reversal of basal
forebrain cholinergic dysfunction and benefits on clinically significant endpoints

Preclinical Disease processes in basal forebrain reversed’ ) Cholinergic Neurons in Basal Forebrain

Healthy Diseased Diseased Mice
. . . . . . . . Mice Mice Treated NFLM
When administered in mice that develop basal forebrain cholinergic degeneration, neflamapimod:

Reduced Rab5 activity and Tau phosphorylation

Reversed loss of cholinergic (ChaT+) neurons in the basal forebrain; and

Normalized performance in behavioral tests of cholinergic function? . .
Neflamapimod preserved cholinergic neurons
in the basal forebrains of mice

Phase 2a Clinical Improvement on multiple clinical and endpoints ) frre commuicatons 3

Article hitps:f/doi.org 10.1038/s41467-022-32944.-3

Preclinical and randomized clinical
In AscenD-LB, a 91-patient, 16-week, placebo-controlled Phase 2a trial in patients with DLB, evaluation of the p38a kinase inhibitor

neflamapimod: neflamapimod for basal forebrain
cholinergic degeneration

Significantly improved dementia severity (assessed by Clinical Dementia Rating Sum-of Boxes,

(CDR-SB), p=0.023 vs. placebo) e e Ve s o Pl e, et Do,
23 August 2022 Sandeep Malampati’, James Peddy’, Cynthia Bleiwas’, Monika Pawlik'?,
D . h .. | ff 40 B I D d I . II . f I ff b d . h Published onling: 21 Scptember 2022 ::pammt;:j::;ﬁ:%_\:ﬂ i :mﬁwmb:g:iw’
ose response, with minimal efficacy at 40mg and clinically meaningful effects observed wit Er— D ey Amands Gardner ot
4 0 m g T I D John E. Harrison ®*", Philip Scheltens® & Ralph A. Nixon*'?

Association of Plasma Phosphorylated Tau With the
Response to Neflamapimod Treatment in Patients With
Dementia With Lewy Bodies

Reduced levels of plasma GFAP (glial fibrillary acidic protein), a biomarker of neurodegeneration

Results most prominent in patients without concomitant AD (i.e., patients with low plasma pTau181

John J. Alam, MD, Paul Maruff, PhD, Susan R. Doctrow, PhD, Hui-May Chu, PhD, Jennifer Corway, BS, Correspondence
levels) Sesan N, Gompors,MD, 0, CroroeTeen £ St

jalam@eippharma.com
Neurology ® 2023;101:e1708-¢1717. doiz 10.1212/WNL.0000000000207755

15 1. Alam & Nixon, Molecular Neurodegeneration, 2023. 2. Nature Communications, 13: 5308 (2022). https://www.nature.com/articles/s41467-022-32944-3 s CERVOMED
2. Neurology® 2023;101:e1708-e1717. doi:10.1212/WNL.0000000000207755 (&



https://www.nature.com/articles/s41467-022-32944-3%203
https://www.nature.com/articles/s41467-022-32944-3%203
https://www.nature.com/articles/s41467-022-32944-3%203
https://www.nature.com/articles/s41467-022-32944-3%203
https://www.nature.com/articles/s41467-022-32944-3%203
https://www.nature.com/articles/s41467-022-32944-3%203
https://www.nature.com/articles/s41467-022-32944-3%203

RewinD-LB Phase 2b study in DLB: A two-part study design

PATIENTS

159 patients with

dementia with Lewy

bodies by consensus

clinical criteria Part A Part B

CDR global score of

0.5 or 1.0 at baseline PLACEBO-CONTROLLED

Baseline plasma PHASE OF STUDY NEFLAMAPIMOD ONLY EXTENSION PHASE

pTau181 < 27.2 B} (16 weeks) B
pg/mL (Simoa v2.1) o o
% N — Placebo TID
Sy
SELECTED KEY b2 S Neflamapimod 40mg TID
CLINICAL OUTCOME S
Week 16 Extension Week 16 Extension Week 32
MEASURES o o o o
Primary: Clinical Efficacy Analysis of Efficacy Analysis of Efficacy Analysis of
Dementia Rating Sum Randomized Phase Week 16 Extension Phase Week 32 Extension Phase
of Boxes (CDR-SB) (Dec 2024) (Mar 2025) (July 2025)

Secondary: Clinical
Global Impression of
Change (CGIC),
Timed Up and Go,
Neuropsychological
Test Battery

16 $ CERVOMED




In the Placebo-Controlled phase of RewinD-LB, no significant difference between
neflamapimod and placebo was observed in ITT population

1.4
(a1] 1.2
?
14 1
(]
(&) ()
- ® 0.8
-; o
o = 0.6
c
©
N o 0.4
O
0.2
0

Randomized Phase (16 Weeks),
Mean Change in CDR-SB

Hm Placebo

Week 8

N=78

N=77

= NFMD (Batch A)

Week 16

N=77

N=74

Conclusion

The Phase 2a clinical study findings were not

replicated in Phase 2b, due to the inclusion of a

higher proportion of patients with AD co-

pathology than targeted and the use of neflamapimod

drug product that did not achieve expected plasma

drug concentrations.

17 Linear Mixed-Effects Model for Repeated Measures (MMRM) with baseline CDR-SB, Sex, Age and Mini-Mental State Examination (MMSE) as covariates. Batch A data includes participants in Groups 1, 2, and 3 at s CERVOMED
Week 8 and in Groups 1 and 2 at Week 16. DP Batch B data includes participants in Groups 4 and 5 at Week 8 and Groups 3, 4, and 5 at Week 17. See Slide 16 for additional details. b




pTau181 subsets within the study have progressively higher proportion of patients
without AD co-pathology

No. of Participants in

Estimated % of Participants Without AD Co-Pathology by Plasma pTau181 Cut-off Phase 2b Subset

Stricter cut-off — purer DLB population

50% 60% 70% 80% 90% 100%
< 27.2 pg/mL 60—65% | Placebo=79
Phase 2b Inclusion Criteria NFMD=79
v
Placebo=70
< 25.2 pg/mL 70-75% |
NFMD=66
v
Placebo=57
< 23 pg/mL 75-80% |
NFMD=56

’ a
i <21 pg/mL 80-90% | Placebo=46 i
i Phase 3 Inclusion Criteria NFMD=48 :
| |
I 1

Optimal pTau181 cut-off of <21pg/ml validated externally in large (N=1,298) third party validation study published in February 2025"

18 NFMD = neflamapimod. 1. Doecke et al. 2025, Alzheimer's & Dementia, 2025;21:e14573. t CERVOMED




In Randomized Phase of RewinD-LB, neflamapimod favored mean change in CDR-

SB in patients with low plasma pTau181 levels (<21 pg/mL) and above median C

Placebo-Neflamapimod (DP Batch A)
Difference in CDR-SB

trough

Neflamapimod Effect on Change in CDR-SB by Plasma
pTau181 Cutoff

m<272 m<252 m<23 <21 (pg/mL)

0.1 T

0.1 B
o
)

-0.3 3)
£
Q

0.5 2
©
o

0.7 =
L
2

-0.9 p=0.054 g
Q
s

-1.1

13 N=79,79 N=70,66 N=57,56 N=46,48

Number of participants (placebo, neflamapimod)

Output from Mixed-Effects Model for Repeated Measures (MMRM) with baseline CDR-
SB, Sex, Age and Mini-Mental State Examination (MMSE) as covariates

19 | Note: Cirougn>median = effective dose. Only patients that received a C,, concentration are included in the analysis.

Worse

Change in CDR-SB During Placebo Controlled Phase by
Trough Plasma Drug Concentration in <21 pTau181 Subset

1.3
p=0.038, Jonckeere-Terpstra Trend Test

1.1

Ctrough >
Median

0.9 B Placebo m Ctrough <
' Median

0.7
0.5
0.3

0.1

-0.1 N=45 N=17 N=18

Placebo

-0.3 Neflamapimod

Median Observed Cy,qn = 3.64 in <21 pg/mL subset

$ CERVOMED




At the optimal pTau181 cutoff and expected plasma drug concentrations, patients
demonstrated highly significant and clinically meaningful effects in RewinD-LB

1.9 r-=-=-=-==== 1
Phase 3

Hm Placebo DP Batch B Population

—_
IS

0.9

0.4

Worse

-0.1

Mean (SE) Change in
CDR-SB over 16 Weeks

pTau181 Cut-off <27.2 pg/mL <25.2 pg/mL <23 pg/mL m

Number of
Participants

NFMD-Placebo -0.08 -0.55 -0.71
Difference

P-value NFMD vs. p=0.9 p=0.044 p=0.034

Placebo

— e - o - =
|
=
.
=
=N

20 NFMD = neflamapimod. 1. Group 4 and Group 5 Patients, i.e. >12 weeks DP Batch B Treatment During 1st 16 weeks of Extension. Pure DLB is defined as patients with DLB without AD co-pathology. t CERVOMED




Change from baseline to Week 16 (pg/mL)

Neflamapimod treatment achieved significant reduction in GFAP, a key biomarker of

neurodegenerative disease activity

Median Change from Baseline to Week 16 Median Change from Start to Week 32 of
During Placebo-Controlled Phase Extension
10
10 c
i} p=0.014 DP Batch B vs. DP Batch A
s +5.4 g 5
£2.0 3
] S 0
0 & -0.1
35
] 2E 5 o
5 ‘a) )
[l -
£e 3
10 8 0
£
o
-15 S -15
g -16.0 ***
£
-20 @) -20
H Placebo (N=74) H NFMD (DP Batch A, N=72) EDPBatchA (N=14) DP Batch B (N=1°7,

***p<0.001 for reduction from start of Extension for

participants that received DP Batch B

Within-Participant Comparison (N=48) of Effect
on Plasma GFAP: DP Batch B vs. Placebo

Change in Plasma GFAP

20

10

10+

=20

p=0.016 DP Batch B vs Placebo
(Randomized Phase)

-

=30

T T
Placebo DP Batch B
Baseline to Wk16 Wk16 to Wk48

Median difference -23.1 pg/mL
(~50% of disease-specific elevation)

21 | Incenter panel, Batch A data includes participants in Group 1 and DP Batch B includes all other participants. In right panel, DP Batch B data includes participants in Groups 2, 3, 4, and 5 who received placebo s CERVOMED

during placebo-controlled phase of study.




BF volume increased on neflamapimod vs. placebo (16 wks), remained stable
through 48 wks, and stabilized in prior placebo recipients once treatment began

% Change in Right Basal Forebrain

Volume Over 16 Weeks

P =0.0282 g
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Neflamapimod Placebo
(N=8) (N=10)

22 | Source: CervoMed RewinD-LB Ph2b; Poster presentation at AAIC Annual Meeting, July 2026. BF= Basal Forebrain.
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In contrast to placebo patients, which mirror DLB natural history, patients treated
with neflamapimod over 48 weeks demonstrated stabilization of BF volume.

Neflamapimod Over 16-week placebo results (N=10) projected
48 Weeks of Treatment (N=7) out to 48 Weeks
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23 | Source: CervoMed RewinD-LB Ph2b; Poster presentation at AAIC Annual Meeting, July 2026. Liner regression lines with 95% confidence intervals are shown. BF= Basal Forebrain. t CERVOMED




New, stable crystal form of neflamapimod supports target plasma exposure in
planned Phase 3 trial

PK profiles of DP Batch B
and the new, stable crystal
form of neflamapimod are
largely overlapping

Plan to increase dose to
50mg TID in future trials to
maintain plasma drug
concentration observed
with DP Batch B

With 50mg TID of the
stable crystal form, expect
~90% of participants to
achieve individual patient
Cirougn target of 4ng/mL

24 PK = Pharmacokinetic.

Plasma Drug Concentration
(ng/mL)

Mean (95% CI) and Individual Profiles After Single Doses of One or Two 40mqg Capsules

30-

40mg dose
(1 capsule)

80mg dose
(2 capsules)

2% : .| Blue: Stable Crystal Form

Time Post Dose (hours)

$ CERVOMED




PK-PD correlations for clinical activity are consistent with the potency and
concentration relationship for primary pharmacology

Percent of patients who Clinical Activity

achieve C,,,q4n 2 4 Ng/ML

40mg BID

o . . "y
(Phase 2a only) 25% No discernible activity

40mg TID Batch A Marginal clinical activity, except

(Phase 2b) 50% potentially in those who achieve Cy,4,
target
40mg TID Batch B 759 Demonstrated improvement on CDR-

(Phase 2b) SB, CGIC and plasma GFAP

' Planned Phase 3
- formulation and ~90% (Estimated) TBD
' dose (50mg TID)

25 $ CERVOMED




Secured alignment from global regulatory authorities and completed activities to
support improvements in drug product formulation

KEY PARAMETER
Planned Phase 3 Placebo-Controlled Study of Neflamapimod in Patients with DLB E

(32 weeks) * DLB by consensus
4 criteria, enriched for
5 — z pathology (pTau181 <
I N 2t poiml
~ « Primary endpoint:
Enrollment Week 32 =
Change in CDR-SB
o o) o) :

* Approximately 300
>60 sites anticipated participants

« Single Phase 3 clinical trial of 32 weeks duration, with change in CDR-SB as primary endpoint
« 50mg TID dosing regimen with new, stable crystal form; initial clinical batches manufactured and released

+ >90% statistical power to achieve similar clinical effect as observed in Phase 2b study

26 | Completion of Phase 3 is subject to the Company’s receipt of sufficient funding. t CERVOMED




CervoMed is advancing neflamapimod as a potential first-in-class therapy for

the treatment of DLB

Well documented
scientific rationale and
clinically validated
mechanism of action

27

&5

Full Phase 2b data set
demonstrates durable,
clinically significant effect
of neflamapimod in
patients without AD co-
pathology

DLB without AD co-
pathology represents a
large market opportunity
with high unmet need

2
X

Potential registration
path

$ CERVOMED




Anticipated milestones have potential to drive value in coming months

Select dose and dosing regimen for planned Phase 3 trial (1Q26)

Present additional Phase 2b clinical data in DLB at AD/PD Conference (1Q26)
Full 12-week and initial 24-week Phase 2a biomarker data in nfvPPA (4Q26)
First patient dosed with neflamapimod in EXPERTS-ALS trial in ALS (YE26)
Topline Phase 2a clinical data in RAS (2H26)

Continue to advance strategic objective to establish partnership to advance DLB into Phase 3 (2H26)

O000 X~ X

|
0 24-week Phase 2a clinical data in nfvPPA (1Q27)

0 24-week Phase 2a clinical data and additional biomarker data in nfvPPA (1Q27)
O Biomarker data from EXPERTS-ALS trial in ALS (2H27)’

28 | 1.Subject to first patient being dosed by YE26 and sufficient funding. nfvPPA = non-fluent variant primary progressive aphasia. RAS = recovery after ischemic stroke. & CE RVOMED




Experienced leadership team, committed to making a difference in age-related

brain disorders

BOARD OF DIRECTORS

John Alam, MD

President, CEO & Co-Founder, Director

Former CMO and EVP Medicines Dvlpt., Vertex;
Former Global Head Alzheimer’'s R&D at Sanofi;
Led clinical development of Avonex for multiple
sclerosis at Biogen

Joshua Boger, PhD (Chair)
Executive Chair, Alkeus Therapeutics.
Founder, former CEO, Vertex Pharmaceuticals

Sylvie Gregoire, PharmD

Co-Founder; Board member, Abivax, F2G;
Former Executive VP, Biogen; Former
President, HGT Division, Shire Pharmaceuticals;
Former Board member Novo Nordisk, Revitty,
ViFor, Corvidia, Cubist

Jeff Poulton (Chair of Audit Committee)
CFO, Alnylam Pharmaceuticals (Nasdaq:ALNY)
Former CFO, Shire Pharmaceuticals; CFO,
Indigo Agr.

29

Jane H. Hollingsworth, JD
Managing Partner, Militia Hill Ventures
Former Chairman of the Board, Diffusion
Pharmaceuticals

David Quigley

Former Senior Partner McKinsey & Company;
Served as Global Head of Private Capital, North
America Head of Life Sciences, and Global Lead
of Life Sciences Commercial practices

Marwan Sabbagh, MD

Prof. of Neurology at the Alzheimer’s and Memory
Disorders division of the Barrow Neurological
Institute at Dignity Health/St Joseph’s Hospital in
Phoenix, Arizona

Frank Zavrl
Former Board Member, Puma Biotechnology
Retired Partner, Adage Capital

SCIENTIFIC ADVISORS

Ole Isacson, MD (Chair)
Prof of Neurology (Neuroscience) Harvard Medical School

Lewis Cantley, PhD

Professor of Cell Biology, Harvard Medical School,
Dana-Farber Cancer Institute; Laureate,
Breakthrough Prize in Life Sciences

Heidi McBride, PhD
Professor, Dept. of Neurology & Neurosurgery,
McGill University

$ CERVOMED
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Concentration-pharmacodynamic (PD) relationship effect in vitro and in patients
with early Parkinson’s Disease

In Vitro: IL-1b stimulated IL-8 In Patients with Early AD:
Production from PBMCs Change in CSF IL-8 After 6 Weeks of
Neflamapimod Treatment
1007 o Cirough VS % Change in CSF IL-8 Levels
] 300~
E
e a -
g 2 200
o 50— g
\2 8 1004 r°=0.98
° £
; :
g 0
0 T T T ® g ;  ® ; 1I° ng/mL
0.01 01 1 10 100 2 °
Log,o NFMD (ng/mL) 10 Clotoyr (NG/mL) 0N Day 41
In vitro EC50 (n=5) = 3.1 =1.4 ng/mL In vivo ECg, = 3.4 ng/mL

Maximal PD effect in patients achieved at ~4 ng/mL, i.e. when EC50
is exceeded in plasma (2X EC50 in brain)

31 Source: CervoMed Inc Data on File t CERVOMED




Cirough threshold of 4 ng/mL for clinical activity PK-PD analysis of 24-Week
placebo-controlled study in early AD (Reverse-SD Study)

Change from baseline to week 24 in primary endpoint

Placebo with AD med
Placebo - no AD med

Fay
o]
NFMD with AD med ;
L NFMD-noADmed © |

Combined Change in z-scores of
Total and Delayed Recall (HVLT-R)
o

]
b Cippdboiboppl b D

Ctrough (ng/mL)

32 | Primary endpoint: Combined z-score of total and delayed recall in HVLT-R (word recall test)

16
14

RN
N

Percent (%)

Percentage of patients with
>1 SD decline

0%*
Placebo  NFMD > 4 ng/mL
(N=78) (N=23)

*p=0.06 vs. placebo, two-sided
Fisher’'s exact test

$ CERVOMED
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