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Disclaimer

This presentation, which comprises the presentation slides (the “Slides”) and any information communicated during any delivery of the presentation whether orally or in writing, including talks given by the
presenters, any question and answer session and any documents or materials distributed in connection with the presentation (together the “Presentation”), has been prepared by Thalia Therapeutics plc (the
“Company”) for the sole use of investors attending a presentation concerning the Company.

The contents of the Presentation have not been examined or approved by the Financial Conduct Authority (“FCA”) or London Stock Exchange plc (the “London Stock Exchange”), nor is it intended that the
Presentation will be so examined or approved. The information and opinions contained in the Presentation are subject to updating, completion, revision, and amendment in any way without liability or notice to any
party. The contents of this Presentation have not been independently verified and accordingly no reliance may be placed for any purpose whatsoever on the information or opinions contained or expressed in the
Presentation or on the completeness, accuracy or fairness of such information and opinions. No undertaking, representation or warranty or other assurance, express or implied, is made or given as to the accuracy,
completeness or fairness of the information or opinions contained or expressed in the Presentation and, save in the case of fraud, no responsibility or liability is accepted by any person for any loss, cost or damage
suffered or incurred as a result of the reliance on such information or opinions. In addition, no duty of care or otherwise is owed by any such person to recipients of the Presentation or any other person in relation to
the Presentation.

The Presentation Materials do not constitute or form any part of any offer or invitation to sell or issue or purchase or subscribe for any shares in Thalia Therapeutics plc nor shall they or any part of them, or the fact of
their distribution, form the basis of, or be relied on in connection with, any contract with Thalia Therapeutics plc relating to any securities. Any decision regarding any proposed purchase of shares in Thalia
Therapeutics plc must be made solely on the basis of the information issued by Thalia Therapeutics plc at the relevant time. Past performance cannot be relied upon as a guide to future performance. The
Presentation Materials do not constitute or form part of a prospectus prepared in accordance with the Prospectus Rules (being the rules produced and implemented by the Financial Conduct Authority (“FCA”) by
virtue of the Prospectus Rules Instrument 2005) and have not been approved as a prospectus by the FCA (as the competent authority in the UK). The Presentation Materials do not contain any offer of transferable
securities to the public as such expression is defined in section 102(b) FSMA or otherwise and do not constitute or form part of any offer or invitation to subscribe for, underwrite or purchase securities nor shall they,
or any part of them, form the basis of, or be relied upon in connection with, any contract with the Company relating to any securities.

The Slides contain statements that are or may be deemed to be “forward-looking statements”, which relate, among other things, to the Company and its subsidiaries’ (the “Group”) proposed strategy, plans and
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objectives. Forward-looking statements are sometimes identified by the use of terminology such as “believes”, “expects”, “may”, “will”, “could”, “should” “shall”, “risk”, “intends”, “estimates”, “aims”,
“predicts”, “continues”, “assumes”, “positions” or “anticipates” or the negatives thereof, other variations thereon or comparable terminology. Such forward-looking statements include all matters that are not
historical facts. They appear in a number of places in the Slides and in the information incorporated by reference into the Slides or in an accompanying verbal presentation and include statements regarding the
intentions, beliefs or current expectations of the current directors of the Company concerning, among other things, the results of operations, financial conditions, liquidity, prospects, growth and strategies of the
Group and the industry in which it operates. By its nature, such forward-looking information requires the Group to make assumptions that may or may not materialise. Such forward-looking statements may involve
known and unknown risks, uncertainties and other important factors beyond the control of the Group that could cause the actual performance or achievements of the Company to be materially different from such
forward-looking statements. Forward-looking statements are not guarantees of future performance and may prove to be erroneous. The Group’s actual results of operations, financial condition and prospects,
liquidity and the development of the industry, markets and sectors in which it operates may differ materially from the impression created by forward-looking statements contained in the Slides or incorporated by
reference into them or given in an accompanying verbal presentation. Past performance of the Group cannot be relied upon as a guide to future performance. No statement in these Slides or information
incorporated by reference into them or given in an accompanying verbal presentation is intended as a profit forecast or a profit estimate and no statement in these Slides or an accompanying verbal presentation
should be interpreted as to mean that earnings per share for the current or future financial periods would necessarily match or exceed historical published earnings per share. The Company accepts no obligation to
disseminate any updates or revisions to the Slides or any such forward-looking statements, other than as required in accordance with the London Stock Exchange’s AIM Rules for Companies or another regulatory
requirement to which the Company is subject. As a result, you are cautioned not to place any reliance on such forward-looking statements. These slides contain certain financial information which is subject to
rounding or approximation.



THALIA

Ancient Greek origin, meaning to flourish or bloom

Building a new RNA therapeutics leader

A diversified portfolio of innovative RNA therapeutics
to treat cancer and cardiovascular disease

Led by experienced management
with proven track records in RNA therapeutics
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Acquisition transforms Thalia into clinical stage company and emerging
RNA therapeutics pioneer

Targeted delivery - Nuvec® SiRNA mMiRNA

= Versatile drug delivery system with many = SiRNA silences specific genes that cause disease = MiRNA regulates gene expression
advantages over lipid or viral approaches

= Thalia is developing a bispecific sSiRNA » miRisten is an anti-miR-126 therapeutic
» Optimizes proprietary pipeline

= Addresses two key pathological targets of = Targets the root cause of acute myeloid
» Qut-licensing potential atherosclerotic cardiovascular disease (Lp(a) and leukemia (AML)

PCSK9), thus reducing cardiovascular risk

THALIA 4



Transformational acquisition with significant value creation potential
Adds clinical stage asset in new RNA therapeutic modality opening significant market opportunity

SANMIRNA ACQUISITION » Differentiated Phase 1 asset (City of Hope) targeting the root cause of AML

miRisten, a clinical stage RNA
therapeutic for rare disease acute
myeloid leukemia (AML)

= Clinical asset is a key valuation driver for public markets

= Acquisition and milestone structure minimizes dilution to existing shareholders

£2.75M OVERSUBSCRIBED » Funds pipeline development through miRisten Phase 1 readout in H1 2027

FUNDRAISE strengthens Thalia’s
balance sheet to continue
executing strategy

= Funds IND-enabling studies of Thalia’s own assets

= Enables shareholders to participate in long term value-creation

= Transforms Thalia into clinical stage RNA company
KEY STEP IN TRANSITION

to RNA therapeutic leadership » Adds second asset in pipeline of differentiated, validated therapeuticsin a

new class of RNA therapeutics

THALIA



Recent peer review validation of miRisten in AML

W) Check for updates

Regular Article

MYELOID NEOPLASIA

Pharmacological inhibition of miR-126 enhances
venetoclax activity in acute myeloid leukemia

Lianjun Zhang,'* HyunJun Kang,':* Melissa Valerio,* Dinh Hoa Hoang,' Khyatiben Pathak,”* Krystine Garcia-Mansfield,”* Xiyuan Lu,"

Wancheng Guo,' Yu-Hsuan Fu,"” Xin He,

Ying-Chieh Chen,' Zhenhua Chen,” Lucy Ghoda,' Ralf Buettner,’ Zhuo Li,

Amanda Blackmon,” Ling Li,' Bin Zhang,' Patrick Pirrotte,”” Guido Marcucci,’ Ya-Huei Kuo,' and Le Xuan Truong Nguyen

"Dep of Malignancies T: Science, Gehr Family Center for Leukemia Research, Beckman Research Institute, City of Hope

Naucm\ Medical Center, Duarte, CA; ?Early Detection and Prevention Division, Translational Genomics Research Institute, Phoenix, AZ; *Integrated Mass

Spectrometry Shared Resource, City of Hope National Medical Center, Duarte, CA; *Department of Nutritional Sciences, Dell Pediatric Research Institute, The

University of Texas at Austin, Austi, TX; “Irell and Manela Graduate School of Biological Sciences, Beckman Research Instiute, City of Hope, Duarte, CA;

“Department of Systems Bmlogz Beckman Research Institute, City of Hope, Monrovia, CA; and ”Hematology Malignancies Research Institute, Gehr Family
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mechanistic explanation for infection risk
with BCMA-targeted bispecific anti-
bodies. These insights should inform
individualized prophylaxis and guide the
design of safer immunotherapy regimens
in combination. As we embrace the
promise of bispecific antibodies for all
patients, balancing efficacy with immune
competence will be key to optimizing
patient outcomes.

Conflict-of-interest disclosure: C.F.d.L. re-
ports participation on the advisory boards
of Johnson & Johnson, Bristol Myers
Squibb (BMS), Amgen, Pfizer, Sanofi, Bei
Gene, GSK, Roche, and Menarini; hono
raria from Amgen, Johnson & Johnson,
BMS, GSK, Sanofi, Plizer, BeiGene, and
Miltenyi; and grants from BMS, Johnson
& Johnson, Amgen, and GSK. m

© 2026 American Society of Hematology. Published by
Elsavior Inc. All rights are resorved, inchiding those for
toxt and data mining, Al training. and similar
tachnologles.
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Tuning mitochondrial fate
to disarm leukemic stem

cells

Center for Leukemia Research, 9Beckman Research Institute, Electron Microscopy Core Facility, and *Division of Leukemia, Department of Hematology and REFERENCES
Hematopotetic Cell Transplantation, City of Hope National Medical Center, Duarte, CA 1. Jelinek T. Zihal Xufeng Chen | The University of Texas MD Anderson Cancer Center
ECITTIOM Loukemic stom cells (LSCs) in acute mysloid leukemia (AML) depend on oxidative phos- e : In this issue of Blood, Zhang et al' report that pharmacologic inhibition of
phorylation (OXPHOS) d by fatty acid oxidation (FAO) and mitochondrial fusion wod w - miraRNA26 (mif-126) ubing the CpO-conjupated antl-mit-126 oy
1 h A Abs 1 . B . B
2 “Dnz.lbi::':":::'::l (mitofusion). In this study, we demonstrate that microRNA-126 (miR-126) maintains LSC cleotide, named miRisten, potently perturbs the metabolic homeostasis and
T function by promoting Bcsil lymphoma 2 (BCL-2)-dependsnt FAO, OXPHOS, and mito- 2. Charl A, Minnema M ( leukemogenic activity of leukemic stem cells (LSCs) in acute myeloid leuke-
mitofusion, promoting | fusion, wh its inhibition disrupts A PO S S MR i e by mia (AML). Furthermore, miRisten resensitizes AML cells to the US Food and
:';‘I'b:::m c:‘”“ fission (mitofission), and triggers apoptosis. Mechanistically, miR-126 stabilizes BCL-2 s g — Drug Administration (FPAF PP! d B."f".';' ph 2 (BCL'.Z) inhibitor
activity in AML LSCs. through the SPRED1/. ignal-regulated kinase axis, which upngulatn 2 venetoclax (VEN), offering new mechanistic insight and translational prom-
CPT1B (FAO) and NRF2 (i id. whils recud iodkondeald g 3 s ise for overcoming VEN resistance.
P 2 )
though DRP1 phoiphorylatlon (inhibiting mitofission) and MFN1/2 phosphorylation < r

synergizes with the

a CpG d anti-miR-126 oligonucleotide now

AML remains difficult to cure largely
because therapy-resistant LSCs survive

found that miR-126 is highly expressed in
AML LSCs, which effectively locks LSCs in

BCL-2 inhibitor VEN to | in clinical trials (NCT07025564), lynwglzod with venetoclax (VEN) to suppress ¢ o 5 . x )

,.wngm“uw eliminate L5Cs and PAG/OXPHOS, R ARG e ot ey b y initial treatment and drive relapse. a prosurvival, low-reactive oxygen species

VER activity in AML oo 0 VEN. promote mitofission, and impair n vivo, g MM Notably, LSCs are known to depend on | state. By intersecting miR-126 with known

iated the VEN/azacitidi gimen, an US Food and Drug Administration- i mitochondrial  oxidative metabolism, | signaling and metabolic pathways, they

Review Series -pprovod therapy for older or unfit patients with AML, significantly prolonging including  oxidative  phosphorylation | uncovered a regulatory network that links

hemophagocytic survival in patient-derived graft models. VEN/, bination also reduced LSC burden and restored VEN 5 i EF hy (OXPHOS) and fatty acid oxidation miR-126 to BCL-2 and lipid metabolism. In

l,mpuom«-o(ym.‘ = bliching miR-126 inhih e = B e AN t ; (FAO), to meet their bioenergetic noeds, | AML cells, high miR-126 suppresses
» o Y P 9y ¢ Oyslomk: 3 by rendering them more wulnerable to routy-related EVH1 domain-containing
o Blood 9 sprouty 9

CPX vs DA and gemtuzumab 0 mitochondrial targeting regimens, in protein 1 (SPRED1), thereby driving

e cluding VEN.™ In fact, LSC-like AMLs are | extracellular signal-regulated kinase (ERKY/

» 6. KA, Joi) € A, Mate

y 7 - more sensitive to VEN treatment | cAMP response element-binding protein

TR haen eroyler. Introduction é‘r“‘,‘;‘““”‘ e el ‘ comparod with monocytic AMLs,” and | (CREB)-modiated phosphorylation and
Acute myeloid leukemia (AML) is a complex hematologic | agents (HMAS) for AML trea % Bayond its proapop . :‘fzc"“’z:;y";l :Z;bs:l';/x:’m:““;" ;"’b"'a’;""‘(‘o"mgl;,?ﬂ ll"":z‘l’::r"’ ?fct:’

Expression and targeting of malignancy driven by leukemia-initiating cells, or loukemia stem | activity, VEN/HMA reduces OXPHOS by decreasing succinate s : Lk Ppe:

BCMA and GPRCSD in MM ) E v files, making mitochondrial metabolism/ | erythroid 2-related factor 2 (NRF2)-

C cells (LSCs). This primitive subset of leukemic cells has sel- | dehydrogenase glutathionylation, thereby inhibiting electron s o Sha e A it Dt <
renowal capacity and sustains disease growth indefinitely. | transport chain complex Il, which helps lower LSCs burden.' " 7. Har L o | SIVCUNG o PPURC. gets PIICIE SIS . e

Long-term outcome of MRD- Becaiise of 2 2 hay e Recent studies have identified a quies- related protein 1 (DRP1, a GTPase that

cause of their high treatment resistance, LSCs are considered However, VEN/HMA therapy is not curative, and most patients nd ) ~

gu- ed lhlupy in RELAZA2 . ‘ cent, chemotherapy-resistant LSC subset drives mitochondrial fission) and to
one of the root causes of therapy failure in AML."* Targeting relapse without subsequent allogeneic stem cell trans tient that is marked by low OXPHOS siana S gaptenion; of ‘carmitne
and eliminating LSCs is therefore essential for a cure. Unlike | plantation.'” Reported mechanisms of VEN resistance include . Y 9 9 e S

IFN-y regulates é-globin g ! s 1450 tures and high miR-126, a key regulator | palmitoyltransferase 1B (CPT1B, the rate

expression normal hematopoietic stem cells (HSCs), LSCs primarily rely on upregulation of other antiapoptotic proteins (eg, MCL-1), of LSC homeostasis.”'® This suaqests limiting en: of FAO), Therefore, miR-

o hponed mitochondrial oxidative phosphorylation (OXPHOS) to maintain | TP53 mutations,'”'” and increased fatty acid oxidation (FAO) 8 R iy . 9904 g ’
their activity.”“ Mitochondrial dynamics, including fission and | and amino acid metabolism that sustain OXPHOS. i that miR-126 helps maintain LSC quies- 126 upregulates FAO while maintaining

PD-1 blockade pre-ASCT in . ] c 2 ; v 3, prophy {

R/R HL P : fusion processes, are crucial for maintaining survival and treat- f Sopcaymac uata ¥ AL Thoreby « | hused - mRochondl networkd -
ment resistance of LSCs. Despite elevated OXPHOS, LSCs MicroRNAs are short noncoding RNAs that regulate target P COMTUPNg 1o ey OAeaNCy:; o el’ 'QS;I?;C: l:b;)poploys ) A
remain Quiescent with low reactive oxygen species (ROS) and | mRNA and protein expression. Aberrant microRNA expros pevay p : Vma Y b CNRVINON | UpregUIias
high exp of antiapoptotic protein B-coll lymphoma 2 | sion occurs in AML and contributes to LSC self-renewal, " fh’ss'uﬁ’y'z"“"ghz‘ a'*"’”‘"‘*f‘("”f" fPRFDkC“L'"Z""":"_";‘]" ERK “““"‘Bs‘;‘;’
(BCL-2), an emergent therapeutic target in AML maintenance, and therapy resistance.”’* Among them, 9. 1 > a compaling machanistic axplanation for o R rdokriibona)

¢ " how miR-126 controls LSC fate. They | mediated mitochondrial fission and
© blood" 5 MARCH 2026 | VOLUME 147, NUMBER 10 1083 »d* 5 MARCH 2026 | VOLUME 147, NUMBER 10 1011

Blood. March 2026;147(10):1083-1097

https://doi.org/10.1182/blo0d.2025029875
THALIA



https://doi.org/10.1182/blood.2025029875

A transformational step to drive further value creation

Rationale for transaction Pre-clinical to clinical Phase 1 case studies
« Adds key value driver for public markets: clinical stage
asset in new RNA therapeutic category Company | Indication Preclinical to Oninitial data
Phasel
 Differentiated approach addressing root cause of rare Avidity From ~$0.8B From $570M
aggressive blood cancer To $1.16B To $1.6-1.9M
~45% 50-100%
* Significant market opportunity with high unmet need, Dyne DM1/DMD From $447- From $760M
~22,000 new US patients annually, 33% 5-year survival $770M To>$1.1B
>70% >100%
. Acceleratgs Thalia’s strategy to create an RNA - CNE e From ~$350M To $2B+ with
therapeutic leader To~$470M datain Oct 2024
~35% ox lift
* Funding required to conclude study not commence -
Study already underway funded by Clty Of HOpe (COH) DMD: Duchenne Muscular Dystrophy; DM1: myotonic dystrophy type 1

THALIA



Acquisition of Sanmirna brings miRisten asset
Key transaction terms and timeline

= Sanmirna shareholders to receive up to £16.675M, including up to £13M deferred milestone payments

Consideration

to Vendors » £3.675M initial consideration comprised of 485,107,215 shares and £764,357 convertible loan note*

= Exclusive global development and commercialization rights to miRisten technology

miRisten asset » Global patent portfolio (compound, composition, methods of use) to 2040-45 (US)

» Under the license to Sanmirna, CoH will be reimbursed up to $1.2M clinical costs within 5 years

Balance sheet B £2.75M oversubscribed fundraise enables execution of strategy to value-creating events

Y gl P4t o[ TO NI . Finonces completion of phase 1 miRisten trial and IND-enabling studies of Thalia bispecific sSiRNA

» Transaction approved by Thalia Board and Sanmirna Board

= Transaction expected to close on17 July 2026

*Vendors limited to no more than 29.9% of Thalia’s issued share capital

THALIA



Value accretive merger grows RNA therapeutic pipeline

Pipeline
candidate

miRisten
(THAT-001)

THAT-002

THAT-003

THALIA

Target

Anti-miR-126
LP(a)-PCSK9 -
GalNAc

LP(a)-PCSK9 -
GalNAc-Nuvec

Indication

Acute myeloid
leukemia (AML)

Atherosclerotic

cardiovascular disease

Atherosclerotic

cardiovascular disease

Discovery

Preclinical/
IND enabling

Phase |

Phase lI-1ll

Milestones

Phase 1 data
H1 2027

Preclinical PoC
H12027

Preclinical PoC
H12027

Nuvec® proprietary nucleic-acid delivery technology facilitates

Out-licensing opportunities
Enhancement of pipeline assets




Thalia joins a blossoming RNA therapeutics landscape

RNA therapeutics an expanding class

‘20356

15+
93025 siRNAs
Six siRNAs approved
o approved ~$10B+
2018 ~$3-4B
First siRNA sales
approved

amvuttra & onpqttroé LoIvLAART

rr. fcfs:.h. LLENETUS UBa
(patisiran) jaacmexine: gl‘u'OSIraﬂ)

THALIA

With significant future market opportunity

= Focus extending from rare liver disease to broader markets
e.g., cardiovascular and cancer

= Majority of late-stage RNA-based clinical trials are in sSiRNA

= MIRNA represents a new potential class of RNAI
therapeutics reaching the marketin ~2030s

SiRNA temporarily silences specific genes that cause disease

mMiRNA regulates gene expression

10



Experienced management team with domain expertise

David Solomon

Chief Executive Officer

Over 30 years of
international leadership in
biotech including as former
CEO of Nasdaqg-listed RNA
therapeutics company
Silence Therapeutics, as
well as CEO of Zealand
Pharma, where he led the
company through its IPO

ZEALSEY

ZEALAND PHARMA

THALIA

Fiona McLaughlin
Head of R&D

Highly experienced oncology
drug developer with 30
years of experience in
research and translational
drug development. Former
CSO of Avacta Therapeutics,
with senior research roles at
Algeta, Antisoma, BTG

SILENCE Avacta

THERAPEUTICS

THERAPEUTICS

Mark Edbrooke
Head of Strategy

Expert in nucleic acid
therapeutics and cellular
delivery systems including
25 years at GSK, where he
set up their therapeutic
nucleic acid unit, and 3
years in in oncology with
AstraZeneca working with
lonis and Moderna

(S Astrazeneca

Simon Bennett

Head of Business Dev

Seasoned business
development executive,
with significant experience
supporting business
development, licensing and
fund-raising. Successfully
advised and supported over
80 commercial deals

(i Bristol Myers Squibb

Margaret Courtney

Head of Pharma Dev

Expert in transition from
bench to clinical studies and
commercialization. Specific
expertise in drug delivery
systems, including lipid and
silica nanoparticles for
delivery of small molecules
and nucleic acids

University of

Glasgow

Strathclyde

Rachel Schiller

Director of Operations

Over 15 years of experience
in drug discovery research
including at Adaptimmune.
Rachel also bring significant
experience project
managing complex and
cross-functional projects

%\(@Adaptimmune

1



Board of Directors

Dr Chris Britten

Non-Executive Chair

Over 30 years of leadership
experience in pharma &
biotech including senior
corporate and BD roles at
Neuraxpharm, Sandoz and
Sanofi Pasteur. Former SVP
Global BD at Griinenthal,
leading M&A licensing post-
merger integration and
partnering

sanofi @00 }

Dr David Solomon

Chief Executive Officer

Over 30 years of
international leadership in
biotech including as former
CEO of Nasdaqg-listed RNA
therapeutics company
Silence Therapeutics, as well
as CEO of Zealand Pharma,
where he led the company
through its IPO

SILENCE

THERAPEUTICS

ZEALAND PHARMA

THALIA

Luke Cairns

Executive Director

Over 25 years’ experience in
capital markets advising
growth companies on IPOs,
fundraisings, acquisitions
and corporate
restructurings. Former Head
of Corporate Finance and
Managing Director at
Northland Capital Partners,
later acquired by SP Angel

7" NORTHLAND

CAPITAL PARTNERS LIMITED

Dr Alastair Smith

Non-Executive Director

Scientist and entrepreneur
with extensive experience
building and scaling
biotechnology businesses,
including as founder and long-
serving CEO of AlM-listed
Avacta Group. Led the
company through its AIM IPO
and subsequent M&A-led
expansion

Avacta

THERAPEUTICS

C@ TheraCryf

Edward Wardle

Non-Executive Director

Experienced business leader
and investor with expertise in
strategy, governance and BD.
Representative of Northern
Standard Limited, Thalia
Therapeutics’ largest
shareholder. Board role with
AlM-listed TheraCryf PLC;
senior executive at AIM-listed
Ironveld PLC

Dr Michael G Palfreyman

Non-Executive Director

Over 40 years of drug discovery
and development experience
across major pharmaceutical
and biotechnology companies.
Co-founder and senior advisor
at AINivo Therapeutics, with
multiple successful biotech
exits, including the sale of
Scriptgen to Roche for US$230
million

) HELUS
PHARMA

<BISRI
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m | R | Ste n (TH AT-OO 1 ) Novel approach to treat Acute Myeloid Leukemia (AML)

Targeting micro-RNA 126



Acute Myeloid Leukemia: a rare blood cancer with significant unmet need

Acute myeloid leukemia (AML) is a rare ~83,000 people with AML in the US?
and aggressive cancer of the white
blood cells characterized by a build up
of leukemic blasts in the bone marrow

~11,500 deaths annually
and blood

~22,000 new cases annually

32.9% 5-year survival

Red Blood Cells — 4P - .

White Blood Cells

Leukemia Cells [ S| . & \ ngh relapse rates to ChemOtherapy;
<A precision therapies transforming treatment potential

v' Gene targeted and better tolerated
v’ Driving market size from $3.9B to $9.8B in 20352

Yet no treatment targets leukemic stem cells, the root of AML

Patient can rapidly develop resistance to

AML treatments venetoclax and azacitidine

L SEER, 2023 https://seer.cancer.gov/statfacts/html/amyl.html
2Source: Fortune Business Insights, March 2026

THALIA
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miR-126: a validated target for AML

microRNAs (miRs) miR-126 in AML
= Short non-coding single-stranded » Qver-expressed in AML and
RNA molecules, that regulate mRNA associated with poor prognosis

stability and function
= Promotes leukemia stem cell

= Can regulate multiple genes survival and renewal
= Nobel Prize in 2024 in medicine » Promotes chemotherapy
awarded to Victor Ambros and Gary resistance

Ruvkun who discovered miRs

THALIA

Inj;!ibiting miR-126 stops
the genevgtlon of
leukemia stem cells and

JEEG LIV re%e
to chemotherapy Ao §
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miRisten mounts triple attack on AML

Depletes miR-126 from leukemia stem cells:
1. Eliminates the source of leukemic blasts by stopping leukemia stem cell regeneration
2. Shifts leukemia stem cells out of quiescence (hibernation), making them vulnerable to anti-cancer therapy

3. Sensitizes blasts and leukemia stem cells to chemotherapy or tyrosine kinase inhibitors

This innovative validated®?mechanism is expected to limit development of treatment resistance

and relapses in AML patients

1Zhang L. et al. Targeting mir-126 in inv(16) acute myeloid leukemia inhibits leukemia development and leukemia stem cell maintenance. Nature Communications 12, 6154 (2021).

https://doi.org/10.1038/s41467-021-26420-7
2Z7Zhang L, Kang H, Valerio M, et al. Pharmacological inhibition of miR-126 enhances venetoclax activity in acute myeloid leukemia. Blood. 2026;147(10):1083-

1097. https://doi.org/10.1182/blood.2025029875

THALIA 16
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Once daily dosing significantly prolongs survival in AML mouse models

Median survival significantly increased from 89 to 154 days Median survival significantly increased from 117 to 136 days
in treated mice vs untreated control in treated mice bearing human tumor vs untreated control
== Control (n=7) == Control (n=6)
Treatment
+— == miRisten (n=7) _ ) == miRisten (n=6)
100 : - 100+ = .
S S
2 80 _ g 80-
» 60 » 60+
T M E
& 40 o 40- :
5 20 - - > g 20 Tireatmeémt
o . .
o P p=0.0013 - ; |
0 e v v . —H —— . v
0 60 120 180 240 0 60 90 120 150
Time (days) Time (days)

= No toxicity was seen in rodent and primate studies

» Sustained depletion of LSC reduces capacity to initiate disease

Source: Zhang, et al., Nature Communications(2021) https://doi.org/10.1038/s41467-021-26420-7. Assess impact of daily treatment of miRisten (20mg/kg) vs control for 3 weeks in mouse models

THALIA


https://doi.org/10.1038/s41467-021-26420-7
https://doi.org/10.1038/s41467-021-26420-7
https://doi.org/10.1038/s41467-021-26420-7
https://doi.org/10.1038/s41467-021-26420-7
https://doi.org/10.1038/s41467-021-26420-7
https://doi.org/10.1038/s41467-021-26420-7
https://doi.org/10.1038/s41467-021-26420-7

Phase 1 study in AML patients ongoing with data due H1 2027

Single arm open label dose-escalation study in
up to 20 patients with relapsed or refractory AML
00O

Primary objective ﬂ(hﬂl-]]

= Evaluate safety and tolerability of miRisten

000
» Determine optimal dose and recommended Phase 2 dose [\_l-]\q_l-ﬁ-lp Dose 4

Secondary objectives

(mrhm ‘ Pose 3

= Evaluate anti-leukemic .a(.:tlwty: c.omple’l[e remlssmn,- Schematic only
overall response and minimal residual disease negative rQToﬁ Single patient per dose in
. . accelerated dosing schema until

rate and duration over the study period m m hl Dose 2 s

toxicity is reached at which point it
= Estimate overall survival, progression free survival and ‘ Dose 1

Twice daily 30-minute infusion
ondays1-5, 8-12,15-19 of 3-week period
Follow up 30 days, 3m and 6m after treatment

switches to a 3+3 dose escalation
duration of response at 6 months

= Establish pharmacokinetic profile Phace 1 triak NCTO7025564
ase rial:

Data readout: H1 2027

THALIA
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Targeting Lp(a) has the potential to
significantly impact atherosclerotic
cardiovascular disease

= Silent genetic risk factor: Lp(a): a genetically determined
“sticky” LDL-like particle that significantly increases the
risk of cardiovascular disease

= Prevalent: Up to 10% of the population worldwide have
Lp(a) above 80mg/dL, which doubles their risk of
myocardial infarction

= Untreated: Lp(a) levels are not significantly modifiable
through diet or approved pharmacologic therapies

Advances in nucleic acid-based gene silencing
treatments offer new potential to target Lp(a)

THALIA

Cardiac function with low Lp(a)

Normal aortic valve Arterial flow
unrestricted

C

Cardiac function with high Lp(a)

Severe aortic stenosis Atherosclerosis
restricts flow
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SiRNA against Lp(a) validated by growing body of evidence

Lp(a) normalized

1.4-
1.2~
1.0
0.8+
0.6

SiRNA approach validated

Lp(a) siRNA reduces Lp(a) over 2+ months*

-o- Control

70

0.4+ -+ Active
0.2-
0.0 | | | | 1 'I ' | | 'I ' | | ' 1
0 7 14 20 30 40 50 60
Day

*Source: Amgen, AHA 2016

AMG 890 chart reproduced from Melquist et al “Targeting apolipoprotein(a) with a novel
RNAIi delivery platform as a prophylactic treatment to reduce risk of cardiovascular
events in individuals with elevated lipoprotein(a)” AHA 2016 Scientific Sessions

THALIA

Lp(a) target validation

= Surgical removal of Lp(a) reduces major adverse
cardiovascular events 61-81%!

= PCSK9 inhibition reduces Lp(a) and is shown to reduce
cardiovascular risk 12

= Novartis is evaluating the impact of lowering Lp(a) on
cardiovascular events. Phase 3 data due early 20283

1. Nugent et al. Lipoprotein Apheresis: First FDA Indicated Treatment for Elevated Lipoprotein(a),
Journal of Clinical Cardiology Vol. 1, Issue 1, DOI: https://doi.org/10.33696/cardiology.1.002

2. Bittner VA et al. ODYSSEY OUTCOMES Committees and Investigators. Effect of Alirocumab on
Lipoprotein(a) and Cardiovascular Risk After Acute Coronary Syndrome. J Am Coll Cardiol. 2020
Jan 21;75(2):133-144. doi: 10.1016/j.jacc.2019.10.057. PMID: 31948641.

3. Novartis/lonis’ pelacarsen is an antisense oligonucleotide targeting hepatic LPA mRNA
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Bispecific-Lp(a)-PCSK9: potential complementary strategy to reduce CV risk

Inhibiting PCSK9 improves the body's ability Advantages of Thalia’s
to clear LDL (bad) cholesterol and Lp(a) bispecific siRNA-Lp(a)-PCSK9

Two PCSK9 antibodies are approved as biweekly treatments: Addresses two independent
drivers of cardiovascular risk -

one genetic and one behavioral

generating sales of $3.8B in total in 2025 (Repatha and Praluent)

PCSK9 siRNA Novartis’ Leqvio (inclisiran) approved more recently, a

twice annual subcutaneous injection: Potential for additive or

= Leqvio peak sales expectations $2-4B synergistic Lp(a) lowering

= Novartis is exploring combination treatment with Lp(a) lowering

treatment (pelacarsen, once monthly subcutaneous injection) Long-acting monotherapy:

6-month to annual administration
(superior compliance)

Fast time to market with

validated targets and regulatory
pathway

THALIA 22



Long-acting bispecific siRNA to reduce cardiovascular risk

Simultaneously silences
Lp(a) and PCSK9 genes, two
clinically validated targets

Evaluation of different ratios
of siRNAs enabled by two
targeted delivery systems in
THAT-002 and THAT-003

Both medicines use GalNAc
to target liver cells where
the target genes are
expressed

THALIA

THAT-002
LP(a)-PCSK9 - GalNAc

= Direct delivery of siRNA by
GalNAc to liver hepatocytes

= Clinically validated with nine
approved siRNA and/or
antisense oligonucleotide
products using GalNAc

PCSK9 siRNA Lp(a) siRNA

v
N %
% Cleavable linker \' GalNAc

ligand

THAT-003
LP(a)-PCSK9 - GalNAc- Nuvec®

« Versatile loading of siRNA in
Nuvec® for optimal dosing

 Targeted delivery of Nuvec® to
liver hepatocytes via GaINAc
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Development plan for THAT-002 and THAT-003

Current status
= [P filed in 2026
= Bispecific sSiRNA offers potential for fast regulatory path approval on a single pivotal trial following primate data

» Study also is expected to provide proof of concept for Nuvec® proprietary targeted delivery system for RNA therapeutics

Next steps
» Entering rodent and NHP toxicology studies simultaneously in mid 2026
= Preclinical proof of concept expected in H1 2027

= Working to submit IND in H2 2027

THALIA
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Targeted drug delivery for RNA therapeutics

Nuvec®



Nuvec®: Engineered to solve the challenges of RNA delivery

A silica-based nanoparticle that can
hold therapeutic RNA within its spiky

surface structure. ) ) )
Structure supports versatile loading of multiple payloads

specific cell types or tissues

@ Modifiable nanoparticles enable targeted delivery to

Nanoparticles significantly enhance the stability of RNA
therapeutics

Licensing potential Non viral and non lipid based: avoids immune
with many advantages 3;% complications and enables repeat dosing
over existing delivery systems
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Next steps



Value-creating milestones

v" Acquisition of THAT-001 THAT-001 THAT-001

THAT-001
differentiated clinical Phase 1 interim Phase 1 topline enters Phase 2 results
stage AML treatment, results data Phase 2 and submit
miRisten, THAT-001 NDA

v’ Bispecific siRNA Bispecific siRNA THAT-002 THAT-003 THAT-002 THAT-002 and
patents filed enters toxicology preclinical preclinical and-003IND -003 enter
marking initial studies proof of proof of submission Phase 1
RNA therapeutic concept concept

pipeline candidate

THALIA
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Investment case: Differentiated RNA therapeutics addressing significant
unmet needs in cancer and cardiovascular disease

. . . = THAT-001: First-in-class miRNA therapeutic targeting root cause of AML in Phase 1
Growing pipeline of

o [N IV G AYE] T Y Il = THAT-002 & THAT-003: Long-acting bispecific siRNA to reduce cardiovascular risk
RNA therapeutics

» Nuvec®: Versatile RNA delivery system with many advantages over standard approaches

. . = Acquisition and milestone structure minimizes dilution to existing shareholders
Upcoming milestones

provide path to value = Funded through next key value inflection milestone, miRisten Phase 1 data in AML

creation
» Second RNA therapeutic for cardiovascular disease working to submit IND in 2027

= Experienced management team, expertise in RNA therapeutics

Underpinned by
solid foundations

» Supported by long-term investors and vendor investment

= Strict capital discipline in executing strategic transformation
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