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Disclaimer and Safe Harbor

The information presented herein contains express and implied forward-looking statements regarding the current intentions, expectations, estimates,
opinions and beliefs of Actinium Pharmaceuticals, Inc. (“Actinium”) that are not historical facts. These forward-looking statements include statements
regarding Actinium’s expectations for its product candidates (including their therapeutic and commercial potential, anticipated future development activities,
anticipated timing of development activities, including initiation of clinical trials and presentations of clinical data and the indications Actinium and its
collaborators plan to pursue), future results of operations and financial position, business strategy, strategic collaborations, any royalty or milestone
payments and Actinium’s ability to obtain and maintain intellectual property protection for its product candidates. Such forward-looking statements may be
identified by words such as “believes”, “may”, “will’, “expects”, “endeavors”, “anticipates”, “intends”, “plans”, “estimates”, “projects”, “should”, “objective” and
variations of such words and similar words. These statements are based on management’s current expectations and are subject to risks and uncertainties
that may cause actual results to differ materially from the anticipated or estimated future results, including the risks and uncertainties associated with
preliminary study results varying from final results, estimates of potential markets for drugs under development, clinical trials, actions by the FDA and other
governmental agencies, regulatory clearances, responses to regulatory matters, the market demand for and acceptance of Actinium’s products and
services, performance of clinical research organizations and other risks detailed from time to time in Actinium's filings with the Securities and Exchange
Commission (the “SEC”), including without limitation its most recent annual report on Form 10-K, subsequent quarterly reports on Forms 10-Q and Forms
8-K, each as amended and supplemented from time to time.

Any forward-looking statements that Actinium makes in this presentation speak only as of the date of this presentation. Except as required by law, Actinium
assumes no obligation to update its forward-looking statements whether as a result of new information, future events or otherwise, after the date hereof.
Nothing contained in this presentation is, or should be construed as, a recommendation, promise or representation by Actinium or any director, employee,
agent, or adviser of Actinium. This presentation does not purport to be all-inclusive or to contain all of the information you may desire. The content of this
presentation is subject to copyright, which will be asserted by Actinium, and no part of this presentation may be reproduced, stored in a retrieval system,
or transmitted in any form or by any means without prior permission in writing from Actinium.
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Investment Thesis: A Novel Biology-Driven Radiotherapy Pipeline

Deep understanding of disease biology shapes a differentiated radiotherapy portfolio at an inflection point with several key
2026 readouts supported by cash runway into 2028

Two Solid Tumor Assets with Pan-Cancer Blockbuster Opportunities
ATNM-400: first-in-class asset with differentiated target and compelling preclinical data in prostate, lung and breast cancer
. Actimab-A (MDSC): potential to resensitize immunotherapies by depleting MDSCs in solid tumors

+ Late-stage (Phase 2/3-ready) Actimab-A and lomab-B address the full AML treatment journey; lomab-ACT can serve as a
universal conditioning agent for cell & gene therapies - a near-term value opportunity

<
—_
\66( De-Risked, Partner-Ready Hematology and Conditioning Franchise

Robust Capabilities, Platform & Near-Term Catalysts

+ Deep R&D expertise, expanding in-house manufacturing (operational 2H:26) and robust IP (~250 patents, including Ac-225
production technology), with a cascade of significant data readouts expected in 2H:26

%
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H
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Strong Financial Position and Clean Capital Structure

« Cash runway into 2028 ($36.5M in cash and equivalents as of June 30, 2026); 31.4M shares outstanding with no debt,
$ warrants or preferred stock

5&, tinium 3
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Radiopharma Landscape: A Strategic Void Awaits Differentiated Assets

Innovation Gap Innovative Pipeline
6 Blg 3 Tal'getS . (% Bristol Myers Squibb
Pharma’s Dominate industry | %Zey
. . . . Asiralensca
with an acquired pipeline (PSMA, | ]Hi . -
. W/
radiotherapy SSTR2 & FAP) NOVAR g " conofi
presence 0
- ctinium
$1 7 Billion 300,000+ Pharmaceuticals
In high value M&A  Sq. feet of e
on late-stage underutilized radio
assets and mfg. infrastructure
infrastructure
+ Billi h Bristol Myers . $2.75B © $14B ... 40658  Philochem _$21B
$1 0 Bl"lon \ Squibb Y % Sunofl Peptide platform mariana_ Miniprotein {Radionetics PB-212 innovating ohemistry  Radiopharm
in invlt;:ysténg#s foc':cgst?d o Ve $1.75B platform $11B Platform Acg;.zrsolztate platform
nove ifferentiation in )1\ yuapTic epepl.b DLL3 & B7-H3 GCPR .
D024 - 2026 VD ') NOVARTIS REGENERON e e 5 atfor AKTIS Yoranomed ' program Q\} Telix

The radio landscape features largely undifferentiated programs by 50+ smaller companies and 6 Big Pharma players

A wave of M&A has left them with large infrastructure but sparse pipelines, creating an urgent need for truly novel assets

‘ ﬂ t ‘II]_ ‘| 11 IT] PSMA = Prostate Specific Membrane Antigen. SSTR2=Somatostatin Receptor 2, FAP = Fibroblast Activation Protein. Transaction values and manufacturing square footage via
i SEC filings and company press releases. Transaction values include total potential deal values. 4
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Actinium is Well Positioned in the Current Radio Landscape

A Transformative Pipeline Across Three High Value Pillars

Pillar Program Differentiation & Indication Stage of Development

Preclinical Phase 1 Phase 2 Phase 3

First-in-Class Ac-225 Program Targeting mCRPC,
NSCLC & Breast Cancer

Combinations with PD-1 Inhibitors to Overcome
Resistance in MDSC-Rich Solid Tumors

Solid Tumors ATNM-400 (Undisclosed Target)

Growth & Value Driver

Actimab-A MDSC

Undisclosed Targets/Theranostics  Novel Solid Tumor Programs

Actimab-A + CLAG-M Mutation Agnostic Backbone Therapy for Fit R/R AML Seeking collaborator

Hematology

Actimab-A Triplet Combo Mutation Agnostic Backbone Therapy for Frontline AML
Actimab-A Monotherapy Address Unmet Needs of High-risk HMA refractory MDS
Value Now/ Actimab-A Combinations Novel Combinations for Frontline, R/R & Maintenance —
Partner Ready (FLT3, IDH 1/2, Menin) AMLMDS
P : . K Universal Conditioning to Improve Patient Access &
cond|t|on|ng lomab-ACT Commercial CAR-T STlETTES _
Targeted Non-Chemotherapy Conditioning to Unlock

lomab-ACT BMT/ GeneTx Curative Therapies -

Future of Cell & N Conditioning for Broad Active R/R AML Patient .

Gene Tx s 2L Population Seeking partner

-;-._;?&:ti_ni_um
7; Pharmaccuticals
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Innovation Focused R&D & Manufacturing Capabilities To Drive Value

Demonstrated ability to generate novel and highly differentiated radiotherapy programs as evidenced by our highly

innovative pipeline

Strong In-house R&D to be Complemented
by RLT Manufacturing 2H:26

Mean Tumor Volume +1-SE (mm®)

Demonstrated Leading-Edge Preclinical

End-to-end Supply Chain Established at ~50
Radiochemistry & Translational Biology leading Hospitals & Redundant Isotope Supply

-
g
"

¢

22 * B3
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Proprietary Cyclotron Manufacturing Technology

Radiochemical Purity Equivalent to Gold-

Gnables Commercial-Scale, Low-Cost AC-225 ProductioD (Standard Thorium Method & No Long-Lived Contaminants>

QG of Ac Radium Recycdling

Ac-Purification Target

205 Preparation
. Ac
RaiAc Separato

) Targeat
Target Procassing

Target Iradiation

Transportation
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Pharmaceuticals

Solid Tumors: ATNM-400 &
Actimab-A

ATNM-400: First-in-class, multi-indication Ac-225 targeted
radiotherapy supported by robust preclinical data in mCRPC,
NSCLC & Breast Cancer

Actimab-A: Potential to synergize with PD-1 and other immune
checkpoint inhibitors in solid tumors by depleting CD33+ MDSCs




ATNM-400: Differentiated Radiotherapy Targeting 3 Blockbuster Indications

Potent alpha-emitter
induces double-strand
DNA breaks

Ac-225
Radiotherapy
Payload ‘

e
Prostate Cancer (~300K U.S. patients)

* Non-PSMA target differentiates from Pluvicto,
addresses non-responders/relapses and
shows synergy with ARPIs for earlier line
therapy

Lung Cancer (~200K U.S. patients)

Target is highly expressed in EGFR-mutant and
KRAS-mutant NSCLC and increases in resistant
disease, outperformed 1%, 2" and 3 line EGFR
or 1%t line KRAS therapies and is also synergistic
in combination with 15t line EGFR

Target implicated in disease biology &
treatment resistance

Q Pan-tumor potential: target expressed
across multiple solid tumor indications

Q Theranostic approach with Zr-89 for
imaging and Ac-225 for therapy

%
Breast Cancer (~300K U.S. patients)

Robust Efficacy in HR+, TNBC and HER2-
therapy-resistant models with the potential to
avoid toxicities like ILD seen with ADCs and
synergy with 15t line HER2 therapy

-:-;ﬁ&:tinium
i Pharmaccuticals
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Blockbuster Market Opportunity for ATNM-400 in Prostate Cancer

Multiple near-term opportunities in non-responders and progressors with future expansion to earlier lines of treatment

HSPC mHSPC mCRPC

A ATNM-400 Can Address
O 9 ° Broad mCRPC Population
0« ATNM-400 Potential
/- Expansion in mHSPC

& ADT # ARPI = ADT + ARPI 1??;|55th patients fail
= Primary 4 therapy
o Therapy 1
O Docetaxel
-}
i \
o}
g /\
= f \/ T \_/T Pluvicto®== 86.5K Pluvicto® eligible patients?

Pswwdmo\/ PR YR _

=

Time (Years)

ATNM-400 Addresses Blockbuster Segments of mCRPC : ARPIs: $10+ billion | Pluvicto®: $1.39 billion*

Y . » 1) Beer et al. Enzalutamide in Metastatic Prostate Cancer before Chemotherapy. New England Journal of Medicine. 2014 Volume 371 No. 5 :424-433 2) Novartis 2025
el T t]_n]_ 1in Company Reports. 3) Actinium Pharmaceuticals, Inc. company estimates 4) Astellas, Pfizer and Novartis 2024 Annual Reports

Pharmaccuticals
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Transformative Therapeutic Potential of ATNM-400 for Prostate Cancer

Robust in vivo data show ATNM-400 achieves specific tumor uptake, decreased tumor cell proliferation, and superior
efficacy versus 177Lu-PSMA-617, active agent in blockbuster radiotherapy Pluvicto®

ATNM-400 has Robust Efficacy in Prostate Cancer Xenograft Mouse Models

Specific Tumor Uptake &
with Low PSMA Levels where 177Lu-PSMA-617 is Ineffective

Decreased Cell Proliferation

[89Zr)-ATNMAOQ  [BIZr] ATNMADD Tumor Cellular C4-2: High PSMA, 22Rv1: Low PSMA, DU145: Negative PSMA
Cold ATNMA00 Proliferation High Target Moderate Target Low Target

B Vehicle I:F'BS} Mean Tumor Growth Inhibition (%TGI) Mean Tumor Growth Inhibition {%TGI} : Mean Tumer Growth Inhibition (%TGI)
at Day 21 at Day 20 : at Day 30
g 1 ATNM-400 (40 uCilkg) ;
F=} ;
2 4 \ehicle (PES) | 0% Vehicle (PES) | 0% P \ehide PBS) | 05
. tumor o ‘
/ 5
1 ¥ 17TLu-PSIAA-617 - : ATTLU-PSMA-17 Cald ATNM~400
~ BA 5 40 mCitkg % 4D mCitkg 2.5 mgikg
J 24 -

102% ATNM~400 &0 pCikg

ATNM0D &0 pCikg F ary ATNM-£20 40 pCikg

© 25 50 75 100 125 0 20 40 60 80 100 120 0 25 S 75 100 125

% TGl % TGl ' % TGI

Target Considerations ATNM-400 PSMA

Implicated in prostate cancer cell survival v’ x

Linked to rapid disease progression v x 30% mCRPC patients have low or no PSMA expression
Drives shorter time to castration resistance v b 4 Up to 70% patients do not respond

Expressed in multiple solid tumors v % Nearly all patients progress on Pluvicto® in <12-mos

ﬂ t | []_I 11 11 617 in prostate cancer models Human prostate cancer. Chin et al. Prostate Cancer Foundation Scientific Retreat 2025. 22Rv1 tumor xenografts. Models consisted of
|"'|'|'|; 1'__“:\ uticals human prostate cancer 22Rv1 tumor xenografts. 22Rv1 is resistant to Lu177-PSMA-617 and ARPI| enzalutamide. 10

A . . ATNM-400, a first-in-class Actinium-225 antibody radioconjugate, demonstrates potent anti-tumor activity and overcomes resistance to enzalutamide and 177Lu-PSMA-



Greater Efficacy and Synergy with ARPIs Supports Large Market

Mechanistic rationale & data supports potential of ATNM-400 in earlier ine mCRPC as a monotherapy or ARPI combination

ATNM-400 Monotherapy or in Combination with ARPI Enzalutamide/XTANDI is
Superior to PSMA-Targeted Agents in Prostate Cancer Model

Mean Tumor Growth Inhibition at Day 35 Body Weight Change (%) B Vehicie (Buffer)
i
Mechanistic Synergy Supports Vebicia (Bufter) S T N
Positive Results B I 225Ac-PSMA-617 40 uCikg
ATTLU-PSMA-617 (Pluvicto) € mCikg i B Enzalutamide 25 mg/kg/day
* Enzalutamide resistance . % M 225Ac-PSMA-617 40 uCilkg +
increases ATNM-400 target | g Enzalutamide 25 mg/kg/day
expression in prostate cancer —3a P B 1770Lu-PSMA-617 (Pluvicto) +
. Enzaktamide 25 mgkg/day 1
models and mCRPC patients " a0d Oays Post Dosing Enzatamde
225Ac-PSMA-617 40 wCikg » B ATNM-400 40 uCi
. . .. Enzalutamice 25 mg/kg/day . uCukg
* This provides a mechanistic Survival .
; 177Lu-PSMA-617 (Phavicto) + - = Bl ATNM-400 40 uCikg +
rationale for the strong St % ™ Ul Enzahtamide 25 mg/kg/day
combination activity observed s ]
with ATNM-400 and ARPI peeaSariacics o, & W " o _
enzalutamide ATHM-400 40 uCig * & Similar data also observed with
Enzsiutamee 25 moiidiy e 2 2 L s other ARPI’s
s A S R e ot . > (apalutamide/ERLEADA and
16! Dk Bt darolutamide/NUBEQA)

Up to 60,000 patients fail ARPI therapy and ~35% fail treatment in less than 12-months

e . . ATNM-400, a first-in-class Actinium-225 antibody radioconjugate, demonstrates potent anti-tumor activity and overcomes resistance to enzalutamide and 17 7Lu-PSMA-617 in prostate
SARCTINITM cancer models Human prostate cancer. Chin et al. Prostate Cancer Foundation Scientific Retreat 2025. 22Rv1 tumor xenografts model has low PSMA and has an ARV7 splice variant 11

Pharmaceuticals thus making it resistant to AR ligand-binding domain ARPI’s such as enzalutamide, apalutamide and darolutamide
i Wk A —



ATNM-400 Could Adress NSCLC Beyond Single-Mutation Therapies

Compelling preclinical data for ATNM-400 in NSCLC supported by target biology, the mutation agnostic mechanism of Ac-225 and combination
studies with external beam radiotherapy support backbone type of opportunity in the 2x larger than prostate cancer NSCLC market

« NSCLC accounts for ~85% of the 2+ million lung cancer cases globally, a $30+ billion market From mutation-specific to
, , , . , , mutation-agnostic potential
* No single mutation dominates NSCLC — existing therapies are segmented by mutation subtype
+ ATNM-400’s target antigen is overexpressed across NSCLC, associated with poor prognosis and 4 Current NSCLC Landscape
linked to treatment resistance, creating a large opportunity where current drugs fail Mutation-specific therapies

NSCLC is a Large and Heterogenous Market

Narrow patient populations

NSCLC Driver Mutations Major Players in NSCLC Resistancle emerges
ety S Mot KEAsGize | oo | ALK | OthrDivers SN J

(n ~741) (n ~5.263)
> 'R

AstraZeneca AMGEN U novarTis® @ Pfirer Multiple e

~

Other KRAS J&J* Players ATNM-400 Opportunity
29.9% Bochringer I Bristol Myers ® @Iﬁm Mutation-agnostic Ac225 strategy
I"II Ingelheim Squibb I : . l
( s & pfier U NOVARTIS Broad NSCLC applicability
s/ 0% -~
Lo, Potential backbone therapy
Vit \ (alone or in combination)

R = Radiotherapy Presence

ATNM-400 has potential to expand beyond mutation-specific NSCLC therapies into a broader mutation-

agnostic radiotherapy opportunity

ctinium -
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ﬂ .. Modified from Skoulidas and Heymach (2019), Nature Cancer Reviews 19:495-509



Significant Market Expansion Opportunity Across EGFR-mutant NSCLC

ATNM-400 outperformed 15t, 279 & 3" |ine approved therapies for EGFR-mutant NSCLC by 3-5x and had robust synergy in
combination with 15t line osimertinib that is supported by clinical data with EBRT

Osimertinib treatment increases ATNM-400 ) ( ATNM-400 had 3-5x greater tumor growth inhibition vs approved

target expression both in vitro and in vivo

EGFR therapies and 100% cures with osimertinib combination

20000

Target (MFI)

In vitro: Flow cytometry

*ok kK

NCI-H1975
Hm Nontreated, Unstained
mm Nontreated, Stained
m DMSO
B 0.02uM Osimertinib

P A
) g 1000 Tumor Volume E
In vivo: Western blot 3 E 2000 Tumear Volume
) =~ 8004 TGI = 14 E
g ? @ 15004
ﬁ G ¥ 6004 o< ¥
© g 720 g 10004
S 4004 5 e
Target Wl Z o 2 1 ]
> TGI=T1% = 5‘0‘}' -
GAPDH s s s 2001 % T ]
g E ] BT = 107
] 0 . ) 2 Y
5 2orereet & oW l‘ b 10t 415 20 25 10 20 30 40 50 \“HH o
= ATNM-400 dy 0 P amiventamed oy 0,2.7,9, 14, 16 L b AT ~. 100 % of mice had
5 154 W od owyuw g 8 feming dy 37 complete cure
> Dulo-OXd dy 04 ¥ ow o & auemw P
g Days Post Dosing G .0 gy 22
5 1.0 § ATRRLOATN] ST L ATRIRON] STW
& LA TP &y 22
2 0.5 -+ Vehicle (PBS) Days Post Doesing
8 = ATNM-400 (40 pCitkg) x 2 = Vehicle (PBS) x2
0.0 o N . Osimertinib (2Zmglkgidy) = ATHM-400 {40 pCilkg) = 2
&7 T atw) x 2
& + Dsimertinib (2maglkgidy) x 2
** Dato-DiXd (3 mgikg) - ATNM-400 {40 pCifkg)+
Arnhranumah 10 mag/ka/dy) Osimertinib (2mglkgidy) x 2

" a3 Dx2)x 3

Clinical rationale: EBRT + osimertinib Improved PFS vs. osimertinib (32.2 vs 20 months)

Ac-225 is 4-8x more biologically lethal than EBRT and could drive superior efficacy, reduced toxicity, and

access to earlier-line treatment segments

-;-._;?&:ti_ni_um
7; Pharmaccuticals
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ATNM-400, a first-in-class Actinium-225 antibody radioconjugate, has superior anti-tumor activity compared to approved drugs (Osimertinib, Dato-DXd, and Amivantamab) in EGFR-mutant lung cancer

preclinical models. Patel et al. AACR-NCI-EORTC International Conference on Molecular Targets and Cancer Therapeutics 2025. NCI-H1975 human lung cancer models with L885R and T790M EGFR

mutations. 1) Sampath et al. Osimertinib plus consolidative radiotherapy for advanced EGFR mutant non-small cell lung cancer: a multicenter, single-arm, phase 2 trial. The Lancet eClinicalMedicine, 13
Volume 87, 103435. https://www.thelancet.com/journals/eclinm/article/P11S2589-5370(25)00367-0/fulltext. EBRT = external beam radiotherapy



Significant Market Expansion Opportunity Across KRAS-mutant NSCLC

Broad activity across both EGFR-mutant NSCLC and KRAS-mutant NSCLC models supports the potential of ATNM-400 as a
mutation agnostic targeted alpha therapy

Approved KRAS inhibitors increase ATNM-400 target levels in ATNM-400 has superior efficacy versus approved KRAS G12C
KRAS G12C-mutant NSCLC model’ inhibitors in KRAS G12C-mutant NSCLC model’

Target expression: Sotorasib treatment Target expression: Adagrasib treatment In vivo efficacy: ATNM-400 +/- Sotorasib In vivo efficacy ATNM-400 +/- Adagrasib

-+ Vehicle (Buffer) — Adagrasib 100 mg/kg/day

—~ - Vehicle (Buffer) -¥- Sotorasib 10 mg/kg/dy QDx21 QDx21
Target expression increases with Target expression increases with mE 1000+ _, ATNM-400 30 uCilkg x2+ — ATNM-400 30 pCilkg g ATNM-400 30 uCilkg x2 +
sotorasib dose adagrasib dose = -+ ATNM-400 30 pCilkg x2 Sotorasib 10 mg/kg/dy QDx21 ”E 800 dose X2 Adagrasib 100 mg/kg/dy QDx21
= 800 £
=~ 4xq /;5 = 4xq 3.8x w =
] .5x 3.5x [77) w 600+
2 3.2x § hg %TGI=0 [
g 3 2.7x e 3 2.9x + 600 3
E 3 g 2 400
] = £ 1
€ 1.6x £ 2x- 1.7x 3 400 5
3 L] g g 200 %TGI=70.5
1.0x -
§ " g " s 1 %TGI=90 %TGIl=91.7 3 #6917
3 s E cem T R E %TGI= 110
& 0 B S ° R
s i s i Ll 0 20 40 60
[ Untreated Vehicle 10 nM 25nM 100 nM = Untreated Vehicle 10 nM 25nM 100 nM 0 20 40 60 All dosings *
Sotorasib Adagrasib All dosings * *ATNM 400 dose 2 d34 *ATNMZ-:%(‘)' dose
Days post dosing Days post dosing

« Treatment with approved KRAS G12C inhibitors, Sotorasib (Lumakras®) or Adagrasib (Krazati®), increase ATNM-400 target
expression

* ATNM-400 monotherapy is superior to approved KRAS inhibitors (sotorasib or adagrasib) and also has combination efficacy in
KRAS G12C NSCLC model

Lumakras®, Krazati® and drugs in the KRAS-mutant class in NSCLC are projected to have peak sales of over $5 billion?

Y . » 1) NCI-H358 KRAS G12C-mutant NSCLC xenograft model
SARCTINITM 2)  Wall Street equity analyst research 2026
- Pharmaccuticals 14
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Compelling Efficacy Across All EGFR, KRAS-Mutant NSCLC Settings

Results Strongly Support ATNM-400’s Differentiated Profile in the Highly Competitive NSCLC Space and Potential
Across 15t, 2nd & 3rd |ine Settings, Alone or In Combination with Successful Therapies Competing for Market Share

- AstraZeneca and J&J are competing for market share with osimertinib (TAGRISSO®) and amivantamab (RYBREVANT®) combinations
*  ATNM-400 offers a novel EGFR + radiotherapy combination supported by preclinical and clinical data

*  ATNM-400 offers a novel KRAS + radiotherapy combination supported by preclinical data

ATNM-400" Efficacy

v 3x Superior TGl

v 85% greater TGI

v' 5x Superior TGI

EGFR - 15t Line EGFR - 2"d Line EGFR - 3 Line KRAS G12C - 1st Line

85% greater TGl

Therapy & Mechanism

v' Synergy in combination

Osimertinib (TAGRISSO®)

Amivantamab (RYBREVANT®) Dato-DXd Sotorasib (LUMAKRAS®) or
+/- chemo +chemo (DATROWAY®) Adagrasib (KRAZATI®)
EGFR-TKI EGFR-cMET Bispecific Trop-2 ADC KRASC'2C inhibitors

Manufacturer

AstraZeneca (AZ)

J&J

Daiichi Sankyo/AZ

Amgen (sotorasib)
BMS (Adagrasib)

Targeted Radiotherapy
Presence

Yes - Prostate Cancer

Yes - Prostate Cancer

Yes - Prostate Cancer

Yes (BMS) — Prostate and
GEP-NETs

-:-;%%&:tinium
i Pharmaccuticals
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1) ATNM-400, a first-in-class Actinium-225 antibody radioconjugate, has superior anti-tumor activity compared to approved drugs (Osimertinib, Dato-DXd, and Amivantamab) in EGFR-

mutant lung cancer predinical models. Patel et al. AACR-NCI-EORTC International Conference on Molecular Targets and Cancer Therapeutics 2025. NCI-H1975 human lung cancer
models with L885R and T790M EGFR mutations. 2) Studies vs control and not K-Ras inhibitors




Broad Potential Demonstrated Across Multiple Breast Cancer Settings

ATNM-400’s target antigen is overexpressed in breast cancer including tumors resistant to endocrine therapies such as
tamoxifen and HER2 targeted therapies like Herceptin® as well as in TNBC

HER2 Therapy Resistance Increases Survival Monotherapy and Combinations Eradicates Trastuzumab-
Pathway via p-AKT & ATNM-400 Target Expression Resistant Tumors and Triple-Negative Breast Cancer (TNBC)

& ‘\'f%’\# Trastuzumab-resistant model BT474-Clone5 TNBC model MDA-MB-468
J fi 3/( s -+ Vehicle (PBS) -+ ATNM-400 40 Cilkg _—
PN e -0%?»“ i # Coldtarget mAb 25 mglkg - ;’ma‘:‘aﬁ’?‘:’o{i&ﬁ:g‘gw+ . -Eﬂ"’m;"bf?&"’ﬂ“ﬂ' i)
; ‘\é?\ . ‘/{& w"‘h‘* ;,g 1500~ Trastuzumab (5 mglkg/dy) HER2-Dxd 10 mglkgidy ,.E S . ATRR -G |ﬂ‘mmr
(AR, T : ] Ao
A PN 8 L
e N 2 10001 3
o L o a
e 3'\ E TGI= 50% E % TGl =66
7 S 5007 s
E TGI= 7% TGI= 100% o % TGl =103
'E c T L] T T L] T 1 E - T - T - i
5 10 15 20 25 30 o 10 n ]
N : J A4 A4 AN . .
HER2 Resistance ~ ATNM-400 Target Double-Strand DNA NGl 00se | Tammap oo D2 POSE DOSING Days post dosing
ay in lays
Marker Expression Break Marker s
_ s, P-AKT _ 23 Target _an- PH2AX * Robust efficacy and tumor regression as monotherapy and in combination with
T /= Taf O trastuzumab (Herceptin®) in trastuzumab-resistant, HR+ and TNBC models
B | B Eel | pm £ . S I
i § 10 g - - Herceptin® (Roche) and biosimilars generated sales of over $5 billion in 2025
£, = ] F 03~ e . , ,
N i 5 - Off-target toxicities like ILD with 2L therapies (HER2 or Trop-2 ADCs) restricts use
- - .0
& fr" & .pﬁ" f‘" @.ﬁ «  ATNM-400 represents a novel therapeutic approach to address the high unmet
2 2 . ¥ . . . .
& & € F needs in HR+, HER2- and TNBC as a monotherapy or in combinations
', =4 » t i I]_i 1m Anti-Tumor Activity of ATNM-400, a First-in-class Actinium-225 Antibody Radioconjugate, in Hormone-Positive, Triple-Negative, Tamoxifen-Resistant and Trastuzumab-Resistant Breast Cancer Models.
‘ Cll ll - Bardia et al. San Antonio Breast Cancer Symposium 2025. BT474-Clone5 breast cancer model is HER2 inhibitor trastuzumab-resistant. ILD - interstitial lung disease. ADC - antibody drug conjugate. p-AKT is
i Pharmaccuticals a biomarker correlated with trastuzumab-resistance in breast cancer. p-H2AX is a marker of double-stranded DNA damage. 16
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Actimab-A: Tap Into the Blockbuster PD-1 Market By Depleting MDSCs

Actimab-A can be synergistic with PD-1 inhibitors by depleting MDSCs, an immune cell subtype implicated in poor
response and outcomes to PD-1 inhibitors, potentially opening and expanding a $40+ billion market

Clinical Data Shows High MDSCs Lead to CD33+ MDSCs are Primed for Depletion with
PD-1 Treatment Failure' Actimab-A = T T-cell Proliferation
101 DG i Actimab-A  CD8+ T Cells f&"‘agf\b
2 o1 Wonwoscs £ osf | p r\f' :
0.64 0.6 :
& S o 3
§ 04 g 04 i v
5 st [ T 5 2 Tumor
0.0 J 0.0 T
0 10 20 30 0 10 20 30
Months Months
Outcomes Low MDSCs High MDSCs M2 Macrophages CD8+ T Cells NK Cells
PFS 8.39 months 1.94 months
os 15.15 months 3.03 months
Th Re-sensitize/Extend Responses Sensitize/Expand Indications
e Enhance outcomes in the existing $40 billion PD-1 Open new markets for tumors with limited PD-1 response
Op portu nity approved market (Lung, melanoma, etc.) and potential (Pancreatic, Prostate, Ovarian, etc.), representing

for new IP 400,000+ patients annually

1) Bronte et al. High Levels of Circulating Monocytic Myeloid-Derived Suppressive-Like Cells Are Assodated With the Primary Resistance to Immune Checkpoint

zﬁc t 1111 l]m Inhibitors in Advanced Non-Small Cell Lung Cancer: An Exploratory Analysis https://pmc.ncbi.nim.nih.gov/articles/PMC9043492/. Frontiers in Immunology. 2022
T Pharmaccuticals Apr 13;13:866561 17

e W B A


https://pmc.ncbi.nlm.nih.gov/articles/PMC9043492/
https://pmc.ncbi.nlm.nih.gov/articles/PMC9043492/
https://pmc.ncbi.nlm.nih.gov/articles/PMC9043492/
https://pmc.ncbi.nlm.nih.gov/articles/PMC9043492/
https://pmc.ncbi.nlm.nih.gov/articles/PMC9043492/
https://pmc.ncbi.nlm.nih.gov/articles/PMC9043492/
https://pmc.ncbi.nlm.nih.gov/articles/PMC9043492/
https://pmc.ncbi.nlm.nih.gov/articles/PMC9043492/
https://pmc.ncbi.nlm.nih.gov/articles/PMC9043492/
https://pmc.ncbi.nlm.nih.gov/articles/PMC9043492/
https://pmc.ncbi.nlm.nih.gov/articles/PMC9043492/
https://pmc.ncbi.nlm.nih.gov/articles/PMC9043492/
https://pmc.ncbi.nlm.nih.gov/articles/PMC9043492/

Actimab-A MDSC PD-1 Basket Trial: Data Expected 2H:2026

Trial supported by compelling preclinical data and mechanistic synergy will enroll patients across 4 tumor types

Actimab-A targeting of MDSCs rescues Actimab-A is cytotoxic to Actimab-A homes to tumor-resident MDSCs
T cell response ex vivo' patient-derived MDSCs ex vivo' and depletes MDSCs in vivo'
T cell Proliferation Cytokine Production
** # CotnedalUenew 1 6 Colowrs Cwrss ¥ 8 Dukewcid Caess 3 g 25
R w LirgTatied T Ly Coneer & L Sorened =
e 20 ®
ns | E o
c 200 akd @ 15 L
% gwo gt s ﬁ 10 P
2 Z100 8 ! T ! > [ ]
£ A R s,
R T S S Y g @ T, ° CD45+CD11b+
Bc8E g | *
- 8 5 < 3 Py @ Lintuzumab
s - E H T ] T F— ® Actimab-A
- IE'IH li=1mrrs: = X Al
il [T =TT

6atient Population: \ : KEYTRUDA I ﬂPﬂlﬁJ ﬁndpoints: ” : \

. (pembrolizumab) e T it «  Evaluate Safety, tolerability of Actimab-A
*  R/Rlocally advanced metastatic + Actimab-A with Keytruda® or OPDIVO®
HNSCC, NSCLC, GBM and Colorectal . Evaluate ORR. PFS and OS
Cancer* (MDSC rich tumor types) \, < _ )
< Mo prior ¢neckpoint inhibitor therapy 4 N Biomarkers:
- Adults =18 vears Real World Data *  Evaluate pattern of depletion of CD33+
=leyeans Comparator — MDSCs in TME & Peripheral Blood
k PD-1/L1 expression J N < «  T-Cell activity in Peripheral Blood /

I t 1iaum Abstract 4221. ASH 2023 Annual Meeting * High-MS| colorectal cancer 18
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A ® . 1) ) Chin et al. Targeting Myeloid-Derived Suppressor Cells with Actinium-225 Lintuzumab, a CD33 Antibody Radioconjugate to Enhance Antitumor Immunity.



Hematology Portfolio:
AML Therapeutics & Targeted
Conditioning

Actimab-A: Phase 2/3 ready, mutation agnostic Ac-225 AML therapy
lomab-B: Phase 2/3 ready BMT targeted conditioning agent

lomab-ACT: Potential universal conditioning to improve access and
outcomes for cell & gene therapies




Actimab-A: Mutation-Agnostic Combination Agent Overcomes Key AML Challenges

A universal backbone in AML that can synergistically combine with standard of care treatments across many common mutations

[Genomics Profiling Reveals Biologic][ Combinations with SOC Drugs Due to ] [Robust Combination Activity in Primary]

- - e Mutation-Agnostic Activity = A Large, . -
Reprogramming with SOC Combinations Untapped Market Opportunity across all AML AML Patient Samples Across Mutations

Actimab-A (Ac-225) Patient 1 Patient 2

+S0C FLT3 & IDH1 MNPM1
FLT3 KMT2A Lint-Ac225+ gliteritinib Lint-Acz25+ revumenit
@
|
Double Sbend NPM1 IDH1
DNA Breaks
\ y "
PO/ TDOX IDH2 TP53 % ﬁfﬁf*‘ﬁ
{ } } e >
. 33 i A “ | Highest Efficacy in Actimab-A Combo Patients
P . “ . . ” . atie atien
Actmon Cﬂj_c Mot -+ AML is a “mutation-rich” disease commonly KMT2A & FLTS P53 & DM
Sowshepoms 4 E2F Targets  Dfferntiaton treated with mutation specific drugs HntAERET rexumenth HntAcazsT araciidine
SApoptosis | G2M Syt ) , . . =
Crechponnt + Actimab-A’s mutation-agnostic profile
l { J broadens addressable population and

allows potent combinations

e/ @ Dt - Active in TP53-mutant AML where no
effective targeted therapy exists today

Reinforces AML backbone strategy across the NCI CRADA, frontline triplet, and the

registrational Phase 2/3 Actimab-A + CLAG-M program

;A ctinium
;éﬁ""'lﬂl.'ﬂ:ll:l. uticals 2
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Source: Chinet al., AACR 2026 (Poster #5827). Lint-Ac225 = lintuzumab-Ac225 (Actimab-A).



Actimab-A: Universal AML Backbone, De-Risked and Partner-Ready

Only CD33 targeting clinical stage radiotherapy supported by strong data and Actimab-A NCI CRADA

Actimab-A: AML & MDS Therapeutics

Potent Ac-225 alpha
emitter causes lethal ,’ L c%::\avti%:l:; :pl:rx'swch d
double strand DNA breaks cells

L]
Chemotherapy Immunotherapy

Overcome Turn “cold”
resistance/safely l tumors “hot”
enhance efficacy ; ; ‘

Targeted Aps engini:?:dEgti;::Cells
Mechanistic synergy/ deplete Prevent post
resistance mediators transplant relapse

Mutation agnostic Ac-225 backbone therapy with strong data in high-risk patients
Aligned with the FDA on Phase 2/3 for Actimab-A + CLAG-M in R/R AML. Actively seeking collaborator
NCI CRADA supports broad development in cost effective manner and provides benefits of NCI network and resources

NCI CRADA

Supports clinical and translational development of Actimab-A

Trial network Research partners Scientific programs

ETCTN / MCTN networks Cooperative groups Translational research

2,000+ clinical sites Academic collaborators Combination studies

MyeloMATCH program

-;-;;?&:ti_nium
i Pharmaccuticals
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Potential to Transform the AML & MDS Treatment Journey

Late-stage differentiated radio assets have strong synergy with favorable commercial dynamics and can address the unmet
needs of 110,000 patients in the U.S. and EU

Front Line R/R Conditioning Maintenance
Actimab-A + CLAG-M: R/R AML Phase 2/3
—| AML: 88K pts Q O ’ Q
Actimab-A Triplet Combo: Frontline AML Phase 1 v v v
MDS: 23K pts O
Potential Expansion Potential Expansion Potential Expansion
Actimab-A Monotherapy: High-risk MDS Phase 1
) o Key Value Drivers
Actimab-A Combinations
(FLT3, IDH 1/2 & Menin inhibitors) Planned
v Clinical Validation: Over 500 patients treated with lomab-B
Actimab-A: AML & MDS Maintenance Planned . _ _
— v Concentrated Commercial Market: Patient population largely treated in top 100
quaternary care centers in U.S. & EU
v Favorable Commercial Dynamics: Strong synergy across Actimab-A, lomab-B and
i lomab-ACT
e f‘” HI‘ g |\I I MATIONAL
¥ TAIHO ONCOLOGY m e R v Unmet Medical Need: Provides opportunity for commercial success with the only
S mm—— radiotherapies in development for these blockbuster markets
Indicates number of patients diagnosed with (incidence) or living with the disease (prevalence). Sources: 1. SEER 2. CancerMPact AML Treatment Architecture US 2022 3.
e - t i i I-T CancerMPact AML Treatment Architecture EU5 2022 4. O. Visser et al, Incidence, survival and prevalence of myeloid malignancies in Europe, 2012; RARECARE 5.
* C rl LI Competitor data 6. *High Risk MDS patient population includes select Intermediate Risk patients 22
g Pharmaccuticals 7. Leukemia & Lymphoma society Facts & Statistic
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Actimab-A + CLAG-M: Results Support Phase 2/3 Trial in R/R AML

High Rates of MRD Negativity and Improved Phase 2/3 Trial to Enroll Patients with 15t or 2"d Salvage
Survival Outcomes in High-Risk R/R Patients’ R/R AML, Group Had Best Outcomes in Phase 1b Trial
[ *  24-month median overall survival in the 70% of patients who

o Eenserd proceeded to a BMT with Actimab-A + CLAG-M

* Results compare highly favorably to <2 mo. — 4 mo. overall survival in
“a TP53+ or prior Venetoclax treated patients?3

Creerall Eurvival

=

' ™
Lintuzumab-Az225 0.50uCixg r ™)
+CLAG-M Traatment arm
|l Aa - 1 1 s a8 H El -l Eis} aa Am J . I_il'l[LI.ZIJITIab-.E\CEEE‘P ELAG_M
- ™ % . A
Lintuzumab-Ac225 0.7 5uliihg E &)
Patient segment Median Overall TeLAsH 3 Control amn
o . J 3
Negativity Survival h o & CLAG-M
e -
st/9nd = 0, 8
1=/2"d Salvage (n=14) 80% 18.4 mo. CLAGH Phase 3 Primary Endpoint: Overall Survival
= 0 . g Phase 2 Secondary Endpoints: EFS, ORR, CR
TP53mut (n=13) 83% 9.6 mo. rate. safety and PK
. Phase 2 Endpoint: Recommend Phase 3 Dose & ORR
Prior Venetoclax (n=13) 100% 7.3 mo.

Aligned with FDA on Phase 2/3 trial, Actively seeking collaborator

. . 1) Abedin et al. Phase 1 study of lintuzumab-Ac225 combined with CLAG-M salvage therapy in relapsed/refractory acute myeloid leukemia. Leukemia February
ﬂt]_l LI 2025. 2) Maiti et al. Outcomes of relapsed or refractory acute myeloid leukemia after front-line hypomethylating agent and venetoclax regimens 3) Zucenka, A., et
Pharmaccuticals al. Outcomes of relapsed or refractory acute myeloid leukemia patients failing venetoclax-based salvage therapies. Eur J Haematol. 2020; 106: 105- 1133) 23
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lomab-B/ACT: Targeted Conditioning to Unlock BMT, Cell & Gene Therapy

Only CD45-targeted conditioning radiotherapy in development — de-risked by SIERRA and 500+ patients treated

lomab-B and lomab-ACT: Targeted Conditioning, A Gateway to Curative Therapies
+ Two CD45 targeted radiotherapies designed to improve access and outcomes to BMT, Cell & Gene Therapies

* lomab-B aligned with FDA on Phase 2/3 trial in expanded R/R AML patient population. Actively seeking partner
* lomab-ACT in 3 active trials for cell & gene therapy

Lower Dose

lomab-ACT N N Outcome Study Center/
R Appication

7N

]
CD45 2%

(I'3"-apamistamab)

Fred Hutch

CAR-T ] UTSouthwestern
or Lymphodepletion Madical Center
Adoptive Cell Tx (POC data YE 26)
11— s arcr Cavtar » lomab-ACT
. Leukemia
CE"g Cri s s DSy
/ \ / -; BMT & Ge ne Reduced I;:d_ﬁ CDI 'L]'M ]:!ll h !_!;::I‘tll‘.:l‘_!l-lr:'llf::: LI FHEHESAIYE
@-;3 —— Immune Cells Therapy Intensity o
N
_/ > (POC data YE 26)
__-

Y

% B Bane Marmow
! & Stemn Cells

——F[ BMT Myeloablative
lemab-B
|

— i
L Higher Dose
7N\
ctinium
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lomab-ACT Further Expands Heme Portfolio Market Opportunity

( Commercial CAR-T Phase 1B/2 Trial

Initial PoC

Trial Initiated;) Enroliment
Actively » Data:
Recruiting J N = 30 patients Expected: 2026

(single arm)

Ei,- PRIMARY [ E’ SECONDARY ]
= OBJECTIVES - OBJECTIVES

Safety, tolerability, and efficacy Incidences of CRS, ICANS

of Iomab-_ACT CEMEIENE In vivo persistence and expansion of
with CAR-T CAR-T cells

UT Southwestern

Medical Center

Farrukh Awan, MD
Professor of Internal Medicine

) C BMT & Gene Therapy Conditioning —

Sickle Cell Disease BMT Phase 1 Trial

Trial Initiated,; | Initial PoC
’ Enrollment
Actively oTmeT Data
Recruiting J N = 24 patients Expected: 2026

[ = PRIMARY & SECONDARY OBJECTIVES ]
Safety assessment by evaluating graft failure, grades Il-IV GvHD, or death at
100 days

Advance to gene therapy conditioning

OLUMBIA UNIVIRSITY

@ COLU.“B' A :lll:lll.l BVING COMPREHENSIVE

CANCER CENTER

Markus Mapara, MD
Professor of Medicine

Early POC Data Expected 2H:2026 That Can Inform Registration Trials

ctinium
Pharmaccuticals




lomab-B: Phase 2/3 Trial Ready for Initiation and Partnering

FDA Aligned on Trial in Expanded Patient Population to Include All R/R AML Patients age 18+, Potential Future
Market Expansion Supported by Data in 5 Additional Disease Indications

> Phase 2 >> > ﬁ)ng-l ived IP: \
e Phase 3
Dose Optimization - Composition of matter patents extend to 2038

\ . Strong Existing Use Base:
Marrow Daca 10 Gy FDA Mesting ’ T ) + 24 SIERRA sites continue to have strong
\ e J E M _apamistamab, FLL, TEI interest in lomab-B
i \ Pharmacolegy. I M1 P
Marrcww Dose: 15 Gy Eﬁﬂsﬂ_lj_p'. Sﬂfn:t:lr E ;"' b # Regu |at0ry Cla rlty.
and IcxIs oo ™ . .
M=20 Revizw Sl Control arm *  Potential to leverage Phase 2 results with
:‘; 4 E Eyclnph-:rsr;r.a:nzi:;a. FLU, T2l SIERRA data
[ I LN - " -
e Do 2SS e Market Opportunity:
L R J Phase 3 Primary Endpoint: Overall Survival . ~1 50’000 addressable patients across 6
Phase 2 Secondary Endpoints: EFS and dCR . 0 e 4o H ey .
Phase 2 Endpoint: Recommend Phase 3 Dose indications via Improved BMT Condltlonlng
Robustand compelling clinical data supports near-term opportunity Strong market awareness driven by 12 oral presentations at the most
inrlr AML and indication expansion prestigious BMT, CAR-T hematology and nuclear medicine conferences
A — oG i A
ﬁ?f % @ Asrer . EHA =— “m WD SO AT _@_ G
oS B ~ S @cinvrs - 4%
400+ 12 6 Improved survival e
patients clinical trials diseases and curative é"EBMT v i()\ls SO!\O =
outcomes

SIERRA trial supports Phase 2/3 in expanded population; Actively seeking partner

;A ctinium
:_éﬁl’hm maceuticals 2
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Blockbuster Opportunities for Three First-in-Class Heme Radiotherapies

Actimab-A

lomab-ACT

| | | Number of Patients

lomab-B

Planned Trial

* Active Trial

Backbone Therapy for Myeloid Universal Targeted

160,000 - . PP
Malignancies Conditioning 150,000

140,000
124,970
120,000

100,000
100,000

88,000

80,000

60,000

40,000

23,000

20,000

MDS AML Sickle Cell Disease CAR-T BMT

ctinium
Pharmaccuticals
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Indicates number of patients diagnosed with (incidence) or living with the disease (prevalence). Sources: 1. SEER 2. CancerMPact AML Treatment Architecture US 2022 3. CancerMPact AML

Treatment Architecture EU5 2022 4. O. Visser et al, Incidence, survival and prevalence of myeloid malignancies in Europe, 2012; RARECARE 5. Competitor data 6. *High Risk MDS patient

population includes select Intermediate Risk patients 7. Leukemia & Lymphoma society Facts & Statistics 8. CDC Sickle Cell Disease Data & Statistics 9. American Cancer Sodety 10. CIBMT 27
2025 Summary Data, leukemia & Lymphoma Society Statistics
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2026 Outlook & Milestones

Transformational year with multiple first-in-class therapies reaching
inflection points supporting our vision to be a leading fully-
integrated targeted radiotherapy company




2026: A Year of Transformational Milestones and Data Readouts

ATNM-400

% Actimab-A (MDSCs)

&)

Hematology
Franchise

lomab-B/ACT
(Conditioning)

RLT Infrastructure &
Supply Chain

2H:26
FY:26

2H:26
2H:26

2H:26
FY:26
2H:26

2H:26
2H:26
2H:26
FY:26/27

2H:26
2H:26
FY:26/27

Initial tumor targeting and biodistribution data

Present additional preclinical datain mCRPC, NSCLC and Breast Cancer

Initial Phase 1 data from MDSC basket trial
Multi-tumor Phase 1 data from MDSC basket trial

Secure partner, Initiate Actimab-A+CLAG-M Phase 2/3 trial in r/r AML
Advance Phase 1 frontline AML trial with Actimab-A triplet

Present mutation agnostic data from MSKCC collaboration

Initial safety and engraftment data from SCD and commercial CAR-T trials
Advance to SCD gene therapy conditioning, explore collaborations
Additional clinical data from lomab-ACT SCD and commercial CAR-T trials

Secure partner for lomab-B Phase 2/3 Trial

Complete facility buildout
Supply first GMP clinical batch

Secure partnership to produce lower-cost Ac-225 leveraging proprietary
cyclotron technology

e W W
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Actinium is Purpose-Built to Fill Pharma’s Strategic Gaps

Multi-billion-dollar oncology opportunities addressed by differentiated assets and the capabilities to deliver

Large Solid Tumor Market Biology-Driven Edge Control of Ac-225 Supply .
< Opportunity ) Grlvmg Effective Therapies Chain* Multiple 2026 Catalysts

Vision: A fully integrated radiotherapy company with compelling data supporting first-in-class
targeted radiotherapies

Cctinium

Pharmaccuticals
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. . RLT manufacturing fadility being built out and expected to be operational in 2H:2026
I 30
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e We Nuke Cancer mm———

Thank You

Actinium Pharmaceuticals, Inc.
ATNM: NYSE AMERICAN




	Default Section
	Slide 1: Investor Presentation 
	Slide 2: Disclaimer and Safe Harbor
	Slide 3: Investment Thesis: A Novel Biology-Driven Radiotherapy Pipeline
	Slide 4: Radiopharma Landscape: A Strategic Void Awaits Differentiated Assets
	Slide 5: Actinium is Well Positioned in the Current Radio Landscape 
	Slide 6: Innovation Focused R&D & Manufacturing Capabilities To Drive Value
	Slide 7: Solid Tumors: ATNM-400 & Actimab-A 
	Slide 8: ATNM-400: Differentiated Radiotherapy Targeting 3 Blockbuster Indications
	Slide 9: Blockbuster Market Opportunity for ATNM-400 in Prostate Cancer
	Slide 10: Transformative Therapeutic Potential of ATNM-400 for Prostate Cancer
	Slide 11: Greater Efficacy and Synergy with ARPIs Supports Large Market
	Slide 12: ATNM-400 Could Adress NSCLC Beyond Single-Mutation Therapies
	Slide 13: Significant Market Expansion Opportunity Across EGFR-mutant NSCLC
	Slide 14: Significant Market Expansion Opportunity Across KRAS-mutant NSCLC
	Slide 15: Compelling Efficacy Across All EGFR, KRAS-Mutant NSCLC Settings
	Slide 16: Broad Potential Demonstrated Across Multiple Breast Cancer Settings
	Slide 17: Actimab-A: Tap Into the Blockbuster PD-1 Market By Depleting MDSCs
	Slide 18: Actimab-A MDSC PD-1 Basket Trial: Data Expected 2H:2026
	Slide 19: Hematology Portfolio: AML Therapeutics & Targeted Conditioning
	Slide 20
	Slide 21: Actimab-A: Universal AML Backbone, De-Risked and Partner-Ready
	Slide 22: Potential to Transform the AML & MDS Treatment Journey 
	Slide 23
	Slide 24: Iomab-B/ACT: Targeted Conditioning to Unlock BMT, Cell & Gene Therapy
	Slide 25: Iomab-ACT Further Expands Heme Portfolio Market Opportunity
	Slide 26: Iomab-B: Phase 2/3 Trial Ready for Initiation and Partnering
	Slide 27: Blockbuster Opportunities for Three First-in-Class Heme Radiotherapies
	Slide 28: 2026 Outlook & Milestones
	Slide 29: 2026: A Year of Transformational Milestones and Data Readouts
	Slide 30: Actinium is Purpose-Built to Fill Pharma’s Strategic Gaps
	Slide 31: Thank You


