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Disclaimer

This presentation has been prepared by INmune Bio. Inc. (‘INmune Bio” or the “Company”) solely for information purposes and does not
constitute investment, legal, or medical advice. The Company makes no representation or warranty, express or implied, as to the accuracy,
completeness, or timeliness of the information or opinions contained in this presentation, and no reliance should be placed on them. Readers
should conduct their own independent evaluation.

This presentation does not constitute an offer to sell or the solicitation of an offer to buy any securities of the Company, nor shall there be any
sale of securities in any jurisdiction in which such offer, solicitation, or sale would be unlawful prior to registration or qualification under the
securities laws of any such jurisdiction.

Any pricing, reimbursement, market size (TAM), revenue potential, and cost-of-goods (COGS) figures are illustrative, based on internal models
and external sources believed to be reliable, and subject to significant uncertainties, including clinical outcomes, competitive dynamics, payer
coverage and utilization management, health technology assessments, negotiated discounts/rebates, country-specific policies, and
macroeconomic factors. Actual results may differ materially.

This presentation contains data, estimates, and other information derived from third-party publications, databases, and reports. Although the
Company believes these sources to be generally reliable, such information is subject to interpretation and cannot be verified with complete
certainty due to limits on the availability and reliability of raw data, the voluntary nature of the data gathering process and other inherent
limitations and uncertainties. The Company has not independently verified any of the data from third party sources referred to in this
presentation and, accordingly, the accuracy and completeness of such data is not guaranteed. The Company does not assume any
responsibility for the accuracy or completeness of this information or for any failure by any such other persons to disclose events which may
have occurred or may affect the significance or accuracy of any such information but which are unknown to the Company.

References to other products or companies are based on publicly available information as of the date of this presentation and may not be
complete or current. Inclusion does not imply endorsement or direct comparability




FORWARD-LOOKING STATEMENTS

This presentation contains “forward-looking statements” Forward-looking statements reflect our current view about future events. When used in this presentation,
the words “anticipate,” “believe,” “estimate,” “expect,” “future,” “intend,” “plan,” or the negative of these terms and similar expressions, as they relate to us or our
management, identify forward-looking statements. Such statements, include, but are not limited to, statements contained in this presentation relating to our
business strategy, our future operating results and liquidity and capital resources outlook. Forward-looking statements are based on our current expectations and
assumptions regarding our business, the economy and other future conditions. Because forward-looking statements relate to the future, they are subject to inherent
uncertainties, risks and changes in circumstances that are difficult to predict. Our actual results may differ materially from those contemplated by the forward-
looking statements. They are neither statements of historical fact nor guarantees of assurance of future performance. We caution you therefore against relying on
any of these forward-looking statements. Important factors that could cause actual results to differ materially from those in the forward-looking statements include,
without limitation, our ability to raise capital to fund continuing operations; our ability to protect our intellectual property rights; the impact of any infringement
actions or other litigation brought against us; competition from other providers and products; our ability to develop and commercialize products and services;
changes in government regulation; our ability to complete capital raising transactions; and other factors (including the “Risk Factors” contained in our most recent
Annual Report on Form 10-K and any other filings that we have made or may make with the SEC in the future), such as those relating to our industry, our operations
and results of operations. Actual results may differ significantly from those anticipated, believed, estimated, expected, intended or planned. Factors or events that
could cause our actual results to differ may emerge from time to time, and it is not possible for us to predict all of them. We cannot guarantee future results, levels of
activity, performance or achievements. Except as required by applicable law, including the securities laws of the United States, we do not intend to update any of the
forward-looking statements to conform these statements to actual results.

bIN13

Clinicaltrials are in early stages and there is no assurance that any specific outcome will be achieved. Any statements contained herein related to the development
or commercialization of product candidates and other business and financial matters, including without limitation, trial results and data, including the results of the
Phase 2 MINDFuL trial, the timing of key milestones, future plans or expectations for the treatment of XPro™, and the prospects for receiving regulatory approval or
commercializing or selling any product or drug candidates may constitute forward-looking statements as that term is defined in the Private Securities Litigation
Reform Act of 1995. Any forward-looking statements contained herein are based on current expectations but are subject to several risks and uncertainties. Actual
results and the timing of certain events and circumstances may differ materially from those described by the forward-looking statements because of these risks and
uncertainties. CORDstrom™, XPro1595 (XPro™, pegipanermin), and INKmune®™ have either finished clinical trials, are still in clinical trials or are preparing to start
clinical trials and have not been approved by the US Food and Drug Administration (FDA) or any regulatory body and there cannot be any assurance that they will be
approved by the FDA or any regulatory body or that any specific results will be achieved. The factors that could cause actual future results to differ materially from
current expectations include, but are not limited to, risks and uncertainties relating to the Company’s ability to produce more drug for clinical trials; the availability of
substantial additional funding for the Company to continue its operations and to conduct research and development, clinical studies and future product
commercialization; and, the Company’s business, research, product development, regulatory approval, marketing and distribution plans and strategies. These and
other factors are identified and described in more detail in the Company’s filings with the Securities and Exchange Commission, including the Company’s Annual
Report on Form 10-K, the Company’s Quarterly Reports on Form 10-Q and the Company’s Current Reports on Form 8-K. The Company assumes no obligation to
update any forward-looking statements to reflect any event or circumstance that may arise after the date hereof.




@;) Late-Stage Pipeline Across Inflammation & Immunology

. Two Late-Stage Assets: Leading with CORDStrom™ (RDEB) and XPro1595™ (Alzheimer's), both entering regulatory/pivotal phases.

. Near-Term Commercialization: CORDStrom™ targeting MAA filing (UK/EU) in mid -2026 and BLA (US) in late 2026.*

. Regulatory-De-Risking: RPDD + ODD received (RDEB). FDA alignment on XPro Phase 2b/3 design confirmed.

. Capital Efficiency: Clear path to Priority Review Voucher (PRV) monetization to fund operations.

. Upside: Proprietary innate immunology platforms, CORDStrom™ + XPro™, addressing multi-billion-dollar markets (Rare Disease + Neurodegeneration).

CORDStrom™ XPro1595™
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® Mid-2026 ————@® Mid-2026 ———— @ Late 2026
MAA Submission MAA Submission BLA Submission

Accelerated by Rare
Pediatric Disease Designation

*Estimated dates subject to change — See “Forward-Looking Statements”



W ) Key Patents & Exclusivity Position

CORDStrom™ XPro1595™
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*additional patent properties pending *additional patent properties issued/pending

Eligible for Ref. Biol. Product Exclusivity (~12 years) Eligible for Ref. Biol. Product Exclusivity (~12 years)
ODD Exclusivity (RDEB) ~7years 5




INmuneBio

C O R D St rom ~ ( pobistrocel )

for EB

Beyond Topical Care: Disease-Modifying Systemic Therapy



@ ) Summary: A DRisked, Scalable Asset for an UlRare Disease

The Asset The Market Opportunity The Innovation
CORDStrom (Pooled Allogeneic RDEB is devastating and costly Proprietary
Umbilical Cord MSCs). A ($90K/year/patient for bandages manufaf:turing yie.lc.zls > 300,000 doses
. not a topical cream. alone). Current treatments fail to from just 4 umbilical cords. Solves
address and consistency issues.
The Catalyst The Path*

UK MAA targeted
Orphan Disease Designation and Rare
Pediatric Disease Designation granted in the US.

Phase Il MISSION-EB data: clinically
meaningful reduction in
Commonly ranked as the most burdensome symptoms,

significant improvements in and EA MAA targeted
US BLA targeted
https://www.youtube.com/live/lds1WAe5Czo *Estimated dates subject to change — See “Forward-Looking Statements”



https://www.youtube.com/live/Ids1WAe5Czo​

@) The Burden of RDEB is Systemic andllfeting

@0

Al

Esophageal
strictures

&
Malnutrition

A

Fused Hands/Feet
(fused by scar tissue)

Squamous Cell
Carcinoma

( lifetime risk)

Squamous Cell Carcinoma (SCC) is the leading
cause of death (84% mortality by age 40).

Aligning with the FDA's Patient-Focused Guidance

Regulatory Insight

The FDA acknowledges
that reduction in Itch and
Pain are valid clinical
endpoints for RDEB,
moving away from ‘wound
surface area' as the sole
metric. Our Phase Il data
focus is optimized for this
patient - centric regulatory
reality.

https://www.youtube.com/live/lds1WAe5Czo
https://academic.oup.com/ced/article/50/6/1125/7985666
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https://academic.oup.com/ced/article/50/6/1125/7985666​
https://www.youtube.com/live/Ids1WAe5Czo​

@3 CORDStrofY: A Systemic Disease Requires a Systemic Solution

Clinical Manifestation of RDEB

Severe, non-healing wounds characterize RDEB.

* The Disease: Recessive Dystrophic
Epidermolysis Bullosa (RDEB). A
devastating, ultra-rare pediatric disease.

* The Reality: RDEB is not just skin blisters.
It is a systemic failure.

» Systemic Symptoms:
- Chronic internal wounds;
- Mucosal involvement (Esophagus, Eyes);
- Fusion of fingers and toes;
- Severe chronic pain and itch

* The Gap: Current standard of care
(creams/bandages) and competitors only treat
accessible skin. They fail to address the internal
systemic pathology that drives mortality.

(Source: FDA PFDD Meeting)
https://www.youtube.com/live/lds1WAe5Czo
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Patients identify Pruritus (ltch) as their #1 or #2 concern, driving disease progression.

"| don't sleep because of the itch.

"The itch is a monster... an itch that ((( o )))
| just wait for the sun to come up."

feels like it's inside my bones."
Severe
Pruritus
(Itch)

"The itch is just a different e "| just wait for the sun to come up so
form of pain.” Sy e | can start the cycle of bandaging
| the damage | did in my sleep."

(Source: FDA PFDD Meeting)
https://www.youtube.com/live/lds1WAe5Czo ‘I 0



The Progressive Nature of RDEB

18 Months to 10 Years: The Critical Therapeutic Window

Journal of

4 ScienceAssist
Dermatology and Venereology «

The Natural History of Severe Recessive Dysirophic Epidermolysis
Bullosa - 4 Phases Which May Help Determine Different

Therapevutic Approaches
Bageta ML'*, Yerlett N2, McGrath JA?, Mellerio JE¢, Petrof G', Martinez AE'

0-18 18 months-10
months years

—11

Over 20 Squamous cell
years carcinoma




What Treatments do People Living with DEB Want Right Now?

Prioritisation survey
865 members EB

global community
oeTopBissues

3. Mental health children/YP

Setting Partnership

identifies research priorities for the
four main types of epidermolysis bullosa

12



Group 1

Group 2

Screening Day 0

Mission EB Phase lll: Randomized, Plac&atrolled Crossover Trial

Washout

MSCs At Placebo
(Days 0-90) (Months 9-12)
Crossover
Design
Placebo Washout MSCs
(Days 0-90) | E—— (Months 9-12)
1 1 1 1 1 1 1
3-months 6-months 9-months 12-months 15-months End of

crossover

Study Details

- Design: Randomized,
double-blind, placebo-
controlled.

e - Population: Children with
ﬂ\ Recessive Dystrophic
Epidermolysis Bullosa.

- Dosing: Intravenous
. Stromal cell Infusions
(Systemic delivery).

13



Comprehensive Organ System Improvements*

ISCOREB Improvement Scores*

Pain Indicies

20+
B CS3m

33 Placebo 3m
154 mm CS6m

=3 Placebo 6m
10+

Improvement Score

] | 1 I
Skin Mouth Eye Joint

Site

Pain Scores

Placebo

CORDStrom

Pain Score (e.g., 0-10)

Weeks O 2 4 6 8 10 12

CORDStrom™ is potentially the first systemic therapy with itch and pain relief benefits as key differentiation

factors in quality of life.

* Period 1 at 3 and 6 months

14



ltch Man

ﬁ) Comprehensive Organ System Improvements
)

Itch Man Categorical
mITT

40~ CORDStrom Placebo

*®)
®)

] O\O

o’ 3

)

(&]

Q2

®

&2

c

Q2

0 1 2 3 4 g

Comfortable, Itches a little; ftches more; Itches a lot; Itches most terribly;

no itch does not interfere | sometimes interferes difficult to be impossible to sit
with activity with activity still, concentrate still; concentrate

© 2000 Shriners Hospitals for Children. Reprinted with permission. All rights reserved.

Severity level 2 = “ltch sometimes interferes with my activity”
Severity level 3 = “ltches a lot and | find it difficult to be still and to concentrate”

15



W Comprehensive Organ System Improvements
)

IscorEBImprovement Scores

Gastrointestinal symptoms Wellbeing
20+ 30

15+ 20-

o o
S = 9 B CS3m
»n 104 » 104
= % 3 Placebo 3m
£ . I mE CS6m
§ > § =1 Placebo 6m
S 3
E o ] = 10+
LI L
-5 T T -20 T T T T T
Eating Bowel General Sleep Hands Leisure School
Site Site
\ ¢ 2
} ‘) -/v/ . k
T ;‘\\"“ ~/ IR /
Reduced Itch Reduced Pain Better Sleep Increased Energy
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W) Comprehensive Skin Quality Improvements*
)

IscoreEB& EBDASI Improvement Scores*

Clinician EBDASI Skin Score
Incidence of improvement vs worsened Wellbeing

. . = Placebo 3m
iscorEB Skin Score 30+
=1 Placebo 6m
~ 100- B CS3m
(%)) 301 Q\O, - 20=
.E o i . _ B CS6m
2 50- B3 Placebo £ ] 3 .
g 2 50- 3 10 o |
- Em CORDStrom s ] é
o o g o IJ
Q0 — 0~ Q
£  0q o E
=) = -104 |
= 10 g
- © =50 I I ' ' 0 Genleral SI(-;ep Ha:1ds Leislure Scf:ool
-20 \QJ6 \‘?’é \Qp \Q’6 Site
& Qoo Qoo Qoo
2 @ D Z @ D <
L T EL o o o o
0" & ol & F F OO
é N é N Q\'b'o Q\'bg

CORDStrom is potentially the first systemic therapy with itch and pain relief benefits as key differentiation
factors in quality of life.

* Period 1 at 3 and 6 months 17



CORDStroY Mechanisms of ActionIDO/PGE2 to M1 to M2 Differentiat

Effect of CPD on cytokine synthesis

. 25000 - 200
Itch & Painq. IL-31& T5/p . FGF1
—
REDUCTION " ‘/ - - 20000+ | 150 = FGF2
N, B HGF
— 15000 5
E | 100 © =W VEGF
[=) 3
2 10000 = =3 IL-8
5000 50
04 )
0P O PP O OO
_ CORDStrom Qc?Qc? Qcf%c? 0c?gc? Q<530c? Qc?Qc?
.ﬂe(er\‘"a“o“ PGE2 L P P PP P
20
— W IDO IL-8 S 40+
'a TGF-b/VEGF/ 92 Intracellular IDO
HGF 2 30
3
.Activates M2 & induces M2 migration to % 20
wounds Enhances g
PMN g 101
activation o |-| |'|
TGF-b / VEGF / IGF-1/ HGF / e ¥ T N I
CCL13/17/18/22 * LA RPNV D N 4% &
< INFECTION 0090 090 c,i ﬁ‘%‘%‘%ﬁ & ZOQQOQQ<§2
ENHANCED WOUND PO ORAPPRPRPREX PP
HEALING L |1 '
<20 CPD '>20 CPD
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CORDStronMechanisms of ActionlL-31 Reduction

Itch & Pain g, IL-31& T5/p

REDUCTION ; Dl RS Effect of CPD on cytokine synthesis
25000 r 200
= FGF1
20000 L 150 = FGF2
= 15000 =] = HeR
E 100 & mm VEGF
2 10000 = = IL-8
5000 50
0- Lo
LL LL LL L L
CORDStrom &03(90 §3@° &03(90 &03(&0 1593“90
= IDO IL-8 - o
clj TGF-b/VEGF/ é;f Intracellular IDO
HGF 3 30-
g
Activates M2 & induces M2 migration to § 207
< wounds - Enhances g |
PMN 5"
TGF-b /VEGF /IGF-1/HGF/ activation E o-
CCL13/17/18/22 ¥ SIS e E TS s
INFECTION S8 oS00 %050 %%
ENHANCED WOUND P o .
HEALING ' <20 CPD " S20cPD
Monocyte differentiation in vitro
1000000 = 80000
= CD14
3( Em CD86
T 500000 L 40000 W CDB80
3 = CD163
= -
L 50000 B HLA-DR
0 -0

MO M1 control M1 CS s/n M2 control
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®

CORDStronMechanisms of Action
TI1L-31 & TNF reductionitch and Paitmproved

TNF-a In vivo Itch & Pain - IL‘S" & TSLP
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Why Historical MSC Development Failed:

The Problem of Heterogeneity

The Heterogeneity issue

Inconsistent Identity: Donor Variation:
High heterogeneity
Lots of subsets from donor-to-donor
(with unknown and source-to-source
(Bone marrow
vs. Adipose).

potency or MOA.

Senescence:

Cell Population
Doubling reduces
potency over time.

The Consequence

Clinically Naive
Assumptions.

The assumption that "all MSCs are
the same" led to few approvals. Past
failures were not due to a lack of
therapeutic potential, but a lack of
product consistency.

21



TheCORDStrorf Solution: Engineered Homogeneity Through
ldentity Selection and Pooling

Minimum
4 "selected” UC Donors

Source

Umbilical Cord Tissues
(Superior expansion potential and
lower heterogeneity
vs. adult tissue).

Proprietary
Pooling Process

Identity

Characterized by standard markers
(CD73/90/105) PLUS potency-specific
markers (CD10, CD29, CD44,MSCA-1,

and others).

High Potency
High Reproducibility
Master Cell Stock

Advantage

Pooling minimizes donor variation,
creates a highly reproducible product,
and enables massive scalability.

22



CMC Process in Place

i

 ——

e 1

Test/select/pool
v

Scale up

v = Scale out ' a—
S / ~

A

~ 40 x 200M WCB Bags

~ 200 Doses

(30 patients’ annual treatment) 23



@) CORDStrom™: The Path To Commercial Approval

RPDD approved gggﬂ?ﬁtgg&ﬁ;gél F-2-F pre MAA Submit MAA to
by FDA manufacture (Catapult UK) meeting MHRA MHRA and EMA
ODD approved PP ngF ‘?oig:melzggﬁ’(tprir: l ) -
by FDA response Submit BLA
MHRA Submit for to FDA
Breakthrough

designation in US

Dec 2024 Jan 2025 Dec 2025 Mar 2026 May 2026 June 2026 Q3 2026 Q4 2026

Secondary Endpoints from MISSION EB

for MAA submission:
IscorEB, ltch, CHU-9D, Clinician Skin
Score

FDA = Food and Drug Administration; MHRA, EMA = regulatory agencies in UK and EU; ODD = Orphan Drug Designation; MAA = Market Authorization Application; BLA = Biologics Licensing Application; RPDD = Rare Pediatric Disease Designation 24

*Estimated dates subject to change — See “Forward-Looking Statements”



@ ) CORDStrom™: Rare Disease Therapy with Systemic Treatment Needs

Anticipated treatment schedule

* Onetreatment (2 doses over 14 days) every 4 months: 3 Rx (6 doses)/yr
* Anticipated Annual COG per treatment: $120 -180K (scale dependent)

Anticipated reimbursement per treatment:
- CORDStrom as the only systemic treatment estimated ~$700,000 per year
Potential TAM SUSD:
2000- 4000 RDEB cases - >$1.4bn annual turnover

Competitive Positioning
* VYJUVEK topical skin cream $750,000 per year = ~$400m turn over 2025
Krystal Biotech ~$8b market cap
« ZEVASKYN Coll7a gene-modified topical skin graft >$3m per treatment / per
lesion

* FILSUVEZ topical cream for skin lesions $27,000 per 15 tubes — 1 tube per
lesion/Rx

TAM =Total addressable market; Vyjuvek = Product of Krystal Biotech, Inc.; Filsuvez = Product of Chiesi Farmaceutici S.p.A.; Zevaskyn = Product of Abeona Therapeutics Inc. 25

The TAM is an estimate based on internal assumptions and third-party sources, is a forward-looking statement and does not guarantee any future performance. Actual TAM may differ materially. See “Disclaimer” and “Forward-Looking Statements”



@) CORDStrorff RDEB Summary

 Beyond topical care: First-in-class systemic therapy addressing multi-organ pathology of RDEB
« CORDStrom i.v. infusions significantly improve multiple SYSTEMIC symptoms of RDEB and improve
clinical skin scores in a randomised, double blind, placebo-controlled trial
« EBDASI & iscorEB skin scores
* ltch
 Multiple pain indices
* Quality of life
 Excellent safety profile:
* allage groups
* All patient disease severity groups
e Commercial readiness:
* scale-out and scale-up options
* Clinician-friendly packaging and supply chain delivery
e CMC locked
* Potency assays validated
* Regulatory engagement underway and on time

INmune Bio is moving from a clinical development company to a commercial provider
26



Parent Quotes

When she has been gettingl she hasjust
beenrecoveringin the same time asher
brother, normally iliness affects hermuch
more because it causes inflammation.We
havejust been able to cope with everything
so much better and have lots of energy andl
suppose life has felt normal

| think R gjusttbeen lovely to seehim having
energyand having an appetite | suppose

actually a 6 ctlept10 1J HOq) 6 R hbitEdzas) b 2 1J
well, she has put on weight



11 UKt WAz Yaqldt

It was less painful, when | itclR ap&ihful so
YH2RY 2t fotceDafadtable bt | had
less pain, myskin was less itchy, my hands
were less hot and when theyare hotl itch.
That was not happening that much

Normally it would hurt when | have a bath
but lately R q) KO8 lseenUnhdisting

28



@) CORDStrorff RDEB Summary

MISSION EB Team
Quote from a parent: ) 2024 -

LIf it makes only one per cent
I RnnlJl JUHIJe KOag 6 1J 1
come whenever they call us
for the trial because that one b
Gl |'OFT|.JU(]] IOR | UB(]]
Uc'! HIJPORG]BI loU Y
somebody, butR q Bt HKO¢ HO{l Y
one per cent less pain for him
IS one per cent more real Ilfe -



™

.
GGl Y¢ HO RUD L. Iy

ﬁ'ideiJ;Jalasé’r Weé t We UW ’
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Strong Evidence for anti-TNF to Treat Alzheimer’s Disease

TNF Inhibitors Reduce Evidence linking TNF to AD

RISk Of Deve|°P|n9 AD S TNF increases TNF levels increase beginning tfeB4h
%\’} with Age decade of life and correlate with &ge
TNF increased in Plasma and CSF TNF levels increased in AD
+800% AD Patients patient3 TNF celocalizes with amyloid
_ plaques TNF levels correlate with disease
Rheumatoid progressiof
Arthritis
_ Q _ TNF causes AD TNF increases amyldifland Ta&??
Risk of General G2 pathology in animals TNF causes cell loss and cognitive
Population impairment3
Rheumatoid Arthritis
-60% + TNF inhibitors Anti-TNF therapi€sreduce the risk of
Anti-TNF treatment Qy  reduce risk of AD AD in humans by up to:
Epidemiological studies including a meta-analysis of more 6 0 /0

than 60 million cases linking TNF Blocking Agents to

. 1. Torres-Acosta N, et al. J Alzheimer’s Dis. 2020;78:619-626 8. Blasko et al. FASEB Journal. 1999, 13(1):63-68
reduced risk of AD 2. FillitH, et al. Neurosci Letters 1991;129:318-320 9. Gorlovoy et al. FASEB Journal. 2009, 23(8):2502-2513
3. Tarkowski E, et al. J Clin Immunol. 1999, 19(4):223-230 10. Montgomery et al. Am Journal Pathology. 2013, 182(6):2285-2297
. 4. Dickson DW. J Neuropathol Exp. Neurol 1997;56:321-339 11.  Janelsins et al. Am Journal Pathology. 2008, 173(6):1768-1782
Ada ptEd from PMID: 2 7470609' 3 3 01 691 4 5. Paganeli R, et al. Experimental Gerontology. 2002;37:257-263  12. Lee et al. Molecular Med Rep. 2014, 10(4):1869-1874
6. Parker et al. The Journals of Gerontology (2019) 74(3):283 13. Heetal.JCell Biol. 2007, 178(5):829-841
7. Lahiri et al. J Alzheimer’s Dis. 2003;5(2): 81-90 3 1



%) Biomarker Enrichment Rationale

~ D Week Week Maonth
Tlle. (_ lla-lle.llge A llSCRP ays to Weeks p ESR eeks to Months
TNF is the therapeutic target TNF = IL-6 = hepatic CRP production TNF - fibrinogen -» rouleaux formation
Zelnlnie richment Delayed but stable systemic marker of TNF-driven Slow rise, prolonged elevation reflecting chronic
acute-phase response inflammatory burden
6 HbA]_c Weeks to Months Z APOE 84 Constant

TNF = insulin resistance (INK/IKKB) = glycemic Amplifies TNF production in microglia and
load astrocytes
Integrates metabalic consequences of chronic TNF Genetic variants (Arg112/Arg158) drive lifelong glial
signaling inflammatory priming

11 distinct qualifying biomarker combinations — built-in
Captures Multidimensionality - Accommodates Biological Heterogeneity - Reduces Misclassification redundancy against single-assay failure

o =2 of 4 Composite Design

Enrichment is predictive uj, identifying patients with TNFdriven disease biology most likely to benefit from XPro1595.
hypothesis -driven precision medicine.

I'5A I 1ETKSAYSNHE 544881488 6AGK LYTFEEYYFGA2Yy ® [/ dzi 2 FF& YUKEIAWE S5 wipp ZYH KA @ 9{w BmMAn YYKKNE | 6! mO b c:zReferericds vaille upon redudést St S o

gyazéKY



6-month RCT - N =206 (mITT: XPro n=139, placebo n=67) - ADi enrichment: =2 of 4 biomarkers AND amyloid positive (n=100)

ﬁ‘) MINDFulPhase 2: Consistent SignalADI

Key Findings: ADi Enriched Population

median age - 51% female - 45% MCI

. 5 Clinicall
/ EMACC (primary) d=0.27 me;nr:?r?gzjl
APOEA4 carriers highest ARIA risk : : _ Clinically
population Cortical Disarray (PerpPD+) d=0.32 meaningful
N _ Clinically
amyloid positiver confirmed AD NA e Sl d=0.23 meaningful

atholo
P gy GFAP (plasmaj

| 5A LRLMz | GA2Y

biomarkers) pTau217 (plasma)

ADi=! 1 KSAYSNHA 5AasSlas srak WMy Tt vyl aa #2028l Atainment Scale
biomarkers: hsCRP >1.5 mg/L, ESR >10 mm/hr, HbA1C >69
XM 't h9 ¥ n |t fc&firSed amylid goskiAty i

Ly a2 ISRL

t2aA0A0S /2KSyUa R FI@2NA -t NEmMphp® R x ndu I aylff odz
= directionally supportive. ARIJ2 LJdzf A2y Ol Y@t 2AR LIRaAGADS ' b5 xH 2F n Ay’
Ff mMmnnovo

Dosecompliant analyses show increased effect sizes for NPL53dlgwand GFAP

T effects attributable to greater XPro1595 exposure s



Differentiated Safety Profile

No ARIA - Immune Function Preserved - SAEs Lower on Drug

Placebo infection rates

2% higher

Despite a highisk population: XPro1595 preservesystemic immune function
68.5% APOE4+ - 34% with microbleeds T selectivelyinhibiting inflammatory TNF (sSTNF)
27% on antithrombotic while preserving protective TNF (tmTNF)

ARIA Events

ISR & Blinding Considerations

ISR rates higher on drug (79%6)majority were mild and transient,
characterized by an independent safety board as "more nuisance than
safety." Blinding strategy addressed in Phase 3 design.

Serious & Severe AEs Lower on Drug

Both serious and severe events were less frequent on XPro1595 than
placebo. Severe events®ore frequent on placebo. Zero fatal events
across 206 patients.

Safety profile supports Phase 3 advancentergredictable, manageable, with no unexpected signals
34



Phase 2b/3 Adaptive Trial Desygri-DA Aligned

End-of-Phase 2 Meeting Completed Q1 2026

Timeline & Treatment Arms
6 - g 1:1 Randomization
ﬂqﬁtf; )

Study Population
e } XPro1595 Arm

Weekly subcutaneous injections
of 1.0 mg/kg XPro1595

Phase 3

Baseline 9 months 18 months T e Ee )

Cognition and function measured by

. ﬁyﬁ . 4 T Secondary Metrics include
Studysize * Enrichment Biomarkers } Placebo Arm 0/No-Go Decision Gate additional Clinical (cognitive
Requires success on EMACC orpTau217; . . ¢
Phase 2b will target ~300 ADiis d 4) of function, Patient reported
3 will target ~1000 outcomes) and Biomarker

assessments (blood and imaging)

includes Phase 3 sample
Matching subcutaneous size re-estimation

placebo injection

Phase 2b Decision Point

Assessment of co-primary endpoints:
Cognitive Performance (EMACC) and
plasma biomarker (pTau-217).

FDA Alignment

@ Enrichment © Design © Endpoint © Exploratory
ADi biomarker strategy endorsed Adaptive 2b/3 with decision CDRSB as sole Phase 3 primary  Nonenriched cohort
gate accepted recommended
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CDRSB Confidence: Why 18 Months Will Work

‘. EMACC — Cognitive Sensitivity u CDR-SB — Functional Impact
What it measures What it measures
Measures subtle cognitive changes — word recall, Clinician and caregiver-rated assessment of whether
fluent speech, processing speed — too subtle for cognitive deficits interfere with daily activities —
conventional clinical scales appointments, finances, conversations
Why it detects change early Why it requires more time
Captures early changes such as slower performance or Broad scoring categories (none, slight, mild) don't reflect
fewer words recalled in individuals that remain small changes. Requires observable change in day-to-day
independent - A “Stress Test for the brain” activities.
MINDFuL Phase 2 (ADi, 6 months) Phase 3 Registration (ADi, 18 months)
d — 0.2 Primary endpoint for FDA

27 approval

The Confidence Bridgean external AD cohorts, correlation between cognitive composites andSED&Rrengthens over time:

r = 0.41 (early) - r = 0.65 (18 mont hs) .
Cognition precedes function the same temporal pattern seen in lecanemab and donanemab.

@ Phase 2b: 3 more months « 8ample @ Anti-amyloid precedent: CDRB @ We have the early signal.
™M Y2NBE GAYS T2N LJ | OSo2 &patafioh ghterged at 18 months Now we need the time.

36



Why CDRSB Requires More Time: Evidence from External AD Cohort

MINDFuL Phase 2b Phase 3
6 mo 9 mo 18 mo
How to Read This Chart
High . )
8 EMAC (captures subtle cognitive change early :i::;ﬁjb"'wm Gl TR LT T

X-axis: Time / disease progression.
Horizontal band: Detection threshold — where
enough signal accumulates to measure a difference.

the leading indicator.

EMACC (blue curve)

Cognitive composite measuredon a continuous
scale. Crosses threshold early — detected
treatmentsignal at6 months (d=0.27).

CDRSEBEcaptures cognitive and functional

consequences later lagging indicator and CDR-SB (magenta curve)
registrational endpoint Broad scoring categories need larger functional
change to register. Crosses threshold much later

when daily activities are impacted.

Ability to detect change

Key: Same pattern as lecanemab and donanemab —
cognitive separation first, functional later.

Disease Progression

Conceptual framework. Curves are illustrativenot derived from trial data. 37



XPrd* Summary: A Targeted Approach to Early AD and Inflammation

Phase 2 MINDFuL Trial Outcomes

Consistent Efficacy
Across All Modalities
-Cognitive
- Neuropsychiatric
-Biomarkers

7%‘
Absolute Cohen's d effect

sizes favored XPro across
endpoints.

uperior Safety Profilée
with Zero ARIA

&

No amyloid-related imaging

abnormalitles (ARIA-E or

ARIA-H) were detected in
206 participants.

Biomarker Signal in
pTau-217 and GFAP

K

pTau-217 GFAP

Exploratory endpoints showed XPro
slowed the accumulation of critical
neurodegenerative and
inflammatory biomarkers.

Strategic Roadmap: Phase 2b/3 Design

FDA Alignment on
Target Population

fodlsl

Early AD

Regulatory agreement focuses
on patients with early
Alzheimer's and at least two
inflammatory biomarkers.

Dual-Phase
Efficacy Endpoints

Phase 2b (Month 9)

p-Tau217

Phase 3 (Month 18)

De-risked Staged
Investment Model

Decision milestone
before full
expenditure

38



@g ) XPro1595 Path to Execution

0 Staged Investment: The Phase 2b/3 design stages the capital commitment. The Phase 2b
serves as a de-risking milestone with a built-in go/no-go decision before full Phase 3
expenditure.

0 Partnership Strategy: With all this data in hand, we will run a structured global process to
identify a strategic partner for the registration program. This will likely include assistance from a
third-party advisory firm.

0 Capital Markets: As catalysts mature across our pipeline, including CORDStrom, we expect
improved access to capital markets on favorable terms.

0 CORDStrom Optionality: A successful CORDStrom program generates both revenue potential
and a Priority Review Voucher, either of which strengthens our financial position for XPro
development.

0 Advancing Now: Protocol development is underway. CMC scale-up planning has been

initiated. Site feasibility assessments are in process. Our intent is to be clinic-ready in 2027. .



@) INmuneBio Strategy

The Anchor The Upside
CORDStrom XPro Phase 3
Approvals Expected Readiness
(2027) « De-risked Protocol
7 TSN » Biomarker-Driven
» US, UK, & EU Markets o P Y/ Precision K-
« Transition to Revenue (F- o/ ' ers SRS
) « Massive Alzheimer’s | S
Generation AN Opportunity Do

« PRV Asset Realization
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Thank You!

INmune Bio Inc.

225 NE Mizner Blvd. Ste. 640
Boca Raton, FL 33432

+1 5617100512

info@inmunebio.com

Investor Relations:
Daniel Carlson
+1 415 509 4590

dcarlson@inmunebio.com

INMB (Nasdaq)
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