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— This Slide Presentation Includes Forward-Looking Statements
This presentation contains forward-looking statements within the meaning of the Private Securities Litigation Reform Act of 1995, as amended, including, but not limited to, statements conceming: BioNTech's expected revenues
and net pmfu(lnss) related to sales of BioNTech's COVID-19 vaccine, referred to as COMIRNATY where approved for use under full or conditional marke«ing authorization, in territories controlled by BioNTech's collaboration
partners, pamcu\arty for those figures that are derived from prshmlﬂary estimates provided by B\uNTBCh*& partners; the rate and degrea of market acceptance of BioNTech's COVID- 19 vaccine and, if approved, BioNTech's

regarding the expected fiming of initiation, enroliment, and completion of studies or trials and related preparatory work and the availabiliy of resuits, and the timing and outcome of applications for regulatory approvals and
marketing : BioNTech's regarding potential fulure commercialization in oncology, including goals regarding timing and indications; the targeted timing and number of additional potentially regis
trials, and the registrational potential of any trial BioNTech may initiate; discussions with regulatory agencies; BioNTech's ions with respect ta i property: the impact of BioNTech's callaboration and licensing
agreements, including BioNTach's partnership with BMS; BloNTech's planned acquisition of CureVac: the development, nature and feasibility of sustainable vaccine production and supply solutions; the deployment of Al across
BieNTech’s preclinical and clinical operations; BioNTech's expectations with respect ta tariff policy: BioNTech's estimates of revenues, research and development expenses, selling, general and administrative expenses, and capital
expenditures for operating activities; BioNTech's expectations regarding upcoming payments relating to litigation settlements; BioNTech's expectations for upcoming scientific and investor presentations; and BioNTech's
expectations of net profit / (loss). In some cases, forward-looking statements can be identified by terminology such as “will," “may,” “should,” “expects,” “intends,” “plans,” “aims,” “anticipates,” “believes,” “estimates,” “predicts,”
“potential,” “continue,” or the negative of these terms or other comparable termi although not all forward-lacking statements contain these words

The forward-looking statements in this presentation are based on BioNTech's current expectations and beliefs of future events and are neither promises nor guarantees. You should not place undue reliance on these forward-
looking statements because they involve known and unknown risks, uncertainties, and other factors, many of which are beyond BioNTech's control, and which could cause actual results to differ materially and adversely from those
expressed or implied by these forward-looking statements. These risks and uncertainties include, but are not limited to: the uncertainties inherent in research and development, including the ability to meet anticipated clinical
endpoints, commencerment andfor completion dates for dlinical trials, projected data release timelines, regulatory submission dates, regulatory approval dates andlor launch dates, as well as risks associated with preclinical and
clinical data, including the data discussed in this release, and including the possibility of unfavorable new preciinical, clinical or safety data and further analyses of existing preciinical, clinical or safety data; the nature of the clinical
data, which is subject to ongoing peer review, regulatory review and markel interpretation; BioNTech's pricing and coverage negotiations regarding its COVID-18 vaccine with governmental authorities, private health insurers and
other third-party payors; the future commersial demand and medical need for initial or boaster doses of a COVID-18 vacrine; the impact of tariffs and escalations in trade policy: competition from other COVID-19 vaccines o related
to BioNTech’s other product candidates, including those with different mechanisms of action and different manufacturing and distribution constraints, on the basis of, among other things, efficacy, cost, convenience of storage and
distribution, breadth of approved use, side-effect profile and durability of immune response; the timing of and BioNTech's ability to obtain and maintain regulatory approval for its product candidates; the ability of BioNTech's COVID-
18 vaceines to prevent COVID-19 caused by emerging virus variants; BioNTech's and its counterparties ability to manage and source necessary energy resources; BicNTech's ability to identify research opportunities and discover
and develop Investigational medicines; the ability and willingness of BioNTech's third-party collaborators 1o centinue research and development activities relating to BioNTech's and

medicines; the impat of COVID-19 on BioNTech's development pragrams, supply chain, collaborators and financial performance; unforeseen safety issues and potential claims that are alleged to arise from the use of products and
preduct candidates developed or manufactured by BioNTech; BioNTech's and its collaborators’ ability to commercialize and market BioNTech's COVID-19 vaccme and, if approved, its plouucl candidates; BioNTech's ability to
je its development and related expenses; regulatory and political developments in the United States and other countries; BioNTech's ability to effectively scale its ies and manufacture its products and
product candidates; risks relating to the global financial system and markets; and other factors not known to BioNTech at this time. You should review the risks and uncertainties described under the heading "Risk Factors" in
BioNTech’s Report on Form 6-K for the period ended September 30, 2025, and in subsequent filings made by BioNTech with the SEC, which are available on the SEC's website at www.sec.gov. These forward-looking statements
speak only as of the date hereof. Except as required by law, BioNTech disclaims any intention or responsibility for updating or revising any forward-looking statements contained in this presentation in the event of new information,
future developments or otherwise.

Furthermare, certain contained in this on relate to or are based on studies, publications, surveys and other data obtained from third-party sources and BioNTech's own internal estimates and research. While
BioNTech believes these third-party sources to be reliable as of the date of this presentation, it has not independently verified, and makes no representation as to the adequacy, faimess, accuracy or completeness of, any
information obtained from third-party sources. In addition, any market data inciuded in this presentation involves assumptions and limitations, and there can be no guarantee as to the accuracy or reliability of such assumptions.
While BioNTech believes its own internal research is reliable, such research has not been verified by any independent source. In addition, BioNTech is the owner of various trademarks, trade names and service marks that may
appear in this presentation. Certain other trademarks, trade names and service marks appearing in this presentation are the property of third parties. Solely for convenience, the trademarks and trade names in this presentation
may be referred to without the @ and TM symbols, but such references should not be construed as any indicator that their respective owners will not assert, to the fullest extent under applicable law, their rights thereto.

An { i ry of defined terms can be found at the end of the
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Innovation Series R&D Day 2025 Agenda

Douglas Maffei, PhD,

Ri k & 4 .
aieducinty e marks Vice President, Strategy and Investor Relations

Prof. Ugur Sahin

BioNTech’s Unique Approach to Innovation Co-founder and Chief Executive Officer

BioNTech’s Differentiated Clinical Strategy to Advance the Prof. Ozlem Tiireci, M.D.
Treatment of Solid Tumors Co-founder and Chief Medical Officer

Prof. llhan Celik, M.D.
Vice President, Clinical Development

Michael Wenger, M.D.
Vice President, Clinical Development

Establishing Pumitamig! in Foundational Tumor Types

Innovating Early-Stage Cancer Treatment with mRNA Cancer Prof. Ozlem Tiireci, M.D.
Immunotherapies Co-founder and Chief Medical Officer

Ramon Zapata

BioNTech’s Path to Value Creation Chief Financial Officer

All Speakers

Q&A Panel Discussion Annemarie Hanekamp
Chief Commercial Officer




- BioNTech’s
v B Unique

Approach to
Innovation

Prof. Ugur Sahin
CEO and Co-founder
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Translating Science into Survival

Building a Global Immunotherapy Powerhouse




BioNTech — Disruptive Tech-Bio Company with Pioneering Technologies
- Developed Through Full Al Integration

Multiplatform oncology Infectious diseases

company pipeline

1 6 Clinical programs >20 Ongoing Phase 2 or 3 trials Clinical programs in high unmet
need indications

L'"' Bristol Myers Squibb .T.Genmab DualityBio é:? MediLink Therapeutics

/‘ REGENERON

OncoC

Gates Foundation C |: P |

COVID-19 vaccine Leader in integrated In-house

global impact Al capabilities manufacturing

5 . P, . e Platforms including
Billion doses distributed p InstaDeep individualized MRNA and

BioNTech Company bispecific antibodies
@ Pfizer
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Root Cause of Cancer Treatment Failure

Interindividual variability & intratumoral heterogeneity G
0.0 GO,
Mutations 1 Go

0000 8

L i g

gog 2 W — @\ B
&2 |

Individual patients Healthy Pre-cancer
cell cell

Cancer evolution 5-20 years — up to 10,000 mutations
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—— We Are Uniquely Positioned to Combine Approaches to Transform Cancer Care

——— Targeted therapies —

Precise and potent modalities for
fast onset tumor reduction

ADC as potential “augmenters”
of immunomodulators and mRNA
cancer immunotherapies

HERZ2, TROP2, B7H3, HER3,
EGFRxHER3, ADCs as
combination partners

Synergistic potential

Targeted
therapies

Immunomodulators

Space for
curative
approaches

' Synergy!

Immunomodulators

= Focus on the critical 10 pathways

« Targeting different complementary
pathways in cancer immunity cycle may

mRNA cancer
immunotherapies

promote a durable anti-tumor effect

mRNA cancer
immunotherapies
« Eliminate polyclonal residual

disease with multi-antigen and
individualized approaches

« Polyspecific activity by targeting
multiple antigens at once

Establish long-lasting
immunological memory to
prevent relapses
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—— We Are Uniquely Positioned to Combine Approaches to Transform Cancer Care

Immunomodulators

Immunomodulators = Focus on the critical 10 pathways

« Targeting different complementary
pathways in cancer immunity cycle may
promote a durable anti-tumor effect

Space for
curative
approaches

1. Synergistic potential
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Prioritized Immunomodulator Pipeline

Pumitamig®

Anti-VEGF A

Inert Fe %mﬁ
(LALA) U

PD-L1 expression or upregulation in tumors
may enrich VEGF neutralization into the

TME which inhibits angiogenesis.

Clinical status

* Registrational trials ongoing in 1L SCLC,
NSCLC, TNBC and initiating in CRC, gastric
= 12+ studies combining with chemotherapy

* 10+ novel combinations

1. Partnered with Bristol Myers Squibb; 2. Partnered with OncoC4; 3. Partnered with Genmab

Gotistobart?

Anti-CTLA4

Q7
\v 7
Optimized
Fc

Monospecific antibody with
optimized Fc targeting CTLA-4
and selectively depleting tumor-
infiltrating Tregs in the TME but
not in the periphery due

to a pH driven mechanism.

Clinical status

* Ph3in 2L+ sqNSCLC

= Ph2in PROC

= Ph1/2 in mCRPC

* Ph1/2 in multiple solid tumors

A Anti-EpCAM
BNT314/ \\
GEN1059° Q"_':W
Anti-PD-1
BNT317
Anti-TIGIT
BNT3213

Clinical status
Phase 1, Phase 1/2,
exploratory trials ongoing

Exploratory exercise: More novel
next-gen 1O molecules to come
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Pumitamig': PD-L1 x VEGF-A Bispecific Antibody

Pumitamig is an investigational bispecific antibody, targeting both PD-L1 and VEGF-A. Binding to PD-L1 is intended to restore
effector T-cell function and localize VEGF-A neutralization within the TME, reversing the negative impact of VEGF signaling on
immune cell infiltration and activation and normalizing tumor vasculature, leading to tumor growth inhibition.

PD-L1 checkpoint blockade

Reverses immunosuppression L
Anti-VEGF-A of T-cells 4

VEGF-A neutralization

F 4 Vascular normalization

+ Hypoxia
f Immune cell infiltration and activation

LALA silencing

? Dendritic cell differentiation and
mutations

Stable linkers maturation

Anti-PD-L1 VHH v Regulatory T-cell proliferation

‘ BNT327 o VEGF-Adimed
{ DALY ? PD-1

TCR-AG-MHC 2% Cytokines
complex o

Teell 1 Tumor cell

Miao X et al. AACR 2025. Poster #8061; 1. Partnered with Bristol Myers Squibb
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Pumitamig': Potent VEGF-A Neutralization and PD-1/PD-L1 Checkpoint Blockade

Pumitamig dose-dependently inhibited functional VEGF-A / VEGFR2 engagement

1000000
izati 2
300000 SR VEGF-A neutralization assay
— 600000 - Bevacizumab Antinogy €, £SDIN])
Anti-VEGF E 400000 -+ Ivonescimab analog Pumitamig (,—,:5) 0.53+0.06
nti- X o IgG1-ct-LALA :
\ Siiion N ... Noantibady Bevacizumab (n=4) 042 £0.05
. ; 4 : . lvonescimab analog (n=4) 0.56 + 0.05
0.01 01 1 10 100
Antibody concentration [nM]
AMHEPD-L1
' Pumitamig dose-dependently blocked the PD-1/ PD-L1 checkpoint
2108 = Pumitamig PD-1/PD-L1 blockage bioassay?
1.5%105 * Ivonescimab analog Antibody 1C5, £ SD (nM)
-+ Pembrolizumab
2 = ¥ o
2 108 + Bevacizumab Pumitamig (n=6) 0.84 + 0.06
S ! -+ No antibody Pembrolizumab (n=6) TAET 0T
---------- R R A Ivonescimab analog (n=5) 16.08 £ 1.76
0+ T T T |
00001 0.01 1 100 10000
Antibody concentration [nM]
Data on file. 1. Parinerad with Bristol Myers Squibb; 2. Luciferase-based reporter assays are commercially available from Promega.
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Pumitamig’: Combined Effect of Anti-Angiogenesis and Checkpoint Blockade
Through One Molecule Leads to Immune Invigoration

Anti-VEGF T cell Expansion CD107 Expression
50
1G5+ SD [ IG5 2 SD
30 T Antibody (V) IR . B Antibody (nM)
= ? + ] # b4 o .
£ 28 e B Pumitamig Geie S e Pumitamig 0.058 +
; § 2 I (n=7) 0.09 gzu ;o (n=6) 0.01
4 z Q"— Ivonescimab 247+  § 4 ” # Ivonescimab 1202+
ul: A A L analog (n=4) 095 O et g g analog (n=4) 0.57
. B e o+ T T .
f- o r = = 00001 0.01 1 100 10000
Antibody [nM] Aoy [
Cytokine secretion Tumor Cell Killing
3000 -+ Pumitamig IC5 + SD
_ _ g 1.00 + Ivonescimab analog [ askkachd (nM)
E 200 § < o5 e, 4 Bevacizumab Pumitamig 0.069 +
E = § © IgG1-ctr-LALA (n=6) 0.03
> g s 050 -+ no Antibod
& 1000 I3 E e v Ivonescimab 0.746 £
] Z 025 analog (n=4) 0.24
g .
0001 001 z '0'1 HE T ety T T T !
A Ut 00001 001 o bD\‘!y[nM] 100 10000

Immune-invigorating: Pumitamig! enhances expression of cytotoxic molecules, cytokine secretion,

CD8+ T-cell expansion, and CD8+ T-cell mediated tumor-cell killing

SIONT=CH




Pumitamig' is More than the Sum of Two Monospecific Antibodies

Pumitamig
Anti-VEGF
Anti-VEGF Anti-PD-L1 \\ ’
\( %( # 10
Anti-PD-L1
Monospecific Monospecific Bispecific
Bivalent Bivalent Bivalent

=jle))

=G




VEGF-A / Bispecific Antibody Complex Formation is a Function of Antibody-to-

VEGF-A Molar Ratio

Pumitamig / VEGF-A complexes at various molar ratios

Fou=ty
Complex formation occurs at 1001 "
= '
optimal antibody-to-VEGF-A S 807 A
e B ®©
molar ratios in a g 607
K=l
bell-shaped response curve 5 407
iy
£ 204 i
(=] -
©
hd T b 2 hd T T T T T T T T T T T
NoNpAhaN N AN N N KN 9 H,0 O
SEENE NGNS ST 6T T KT N RPN ,\?P\_.}Q
RGARTC SER R

Molar ratio Pumitamig:VEGF-A

=]le)]

=G




Pumitamig' / VEGF-A Complexation Leads to Enhanced Binding Affinity to PD-L1

At equimolar pumitamig-to-VEGF-A ratio, pumitamig shows increased On-rate and decreased Off-rate

A. Normalized SPR sensorgrams

101 -
100 P |
o 00
— 80 s oo
EE < 10ty
4 e =
Lg 60 ~— Pumitamig only g !
2.a £ 107
g S 4o- ~— Pumitamig + VEGF-A (1:1) S e
n - i~
<, " - a 2
LT 1210 1x40 1x10
Off-rate, ky;; [s™']
0+ = Pumitamig only ® Pumitamig + VEGF-A (5:1)
0 1000 2000 s Pumitamig + VEGF-A (100:1\ ® Pumitamig + VEGF-A (2:1)
Time [s] ®  Pumitamig + VEGF-A (10:1)

B. Isoaffinity graph

C. K values and association (k,) /dissociation (kg;) rates for pumitamig

Pumitamig:VEGF-A

Ky (Binding affinity) ey
molar ratia ™ k. [M's'] Fold differences
Pumitamig onl 4.915 x 1010 1.851 x 105 8.114 x 10+ : i .
100? L 3.488 % 100 2063 % 10° 7153 % 107 14 to immobilized PD-L1 by complexation of
10:1 1.317 x 100 1,684 x 105 2,217 = 104 3.7 St ok ! A
5.1 1,158 x 1010 1,977 x 105 2 289 % 10+ 42 pumitamig with equimolar VEGF-A, indicative
PH 0.4029 x 10 6.299 x 10° 2,538 % 10~ 122 ’ i
i 0.1537 x 100 1.011 % 107 1,555 x 10 32 of cooperative binding
Data on file. Partr with B rs Squibb

32-fold enhanced binding affinity of pumitamig
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Rapid anti-VEGF-A Dependent Internalisation of Pumitamig! Upon Binding
— to PD-L1* Cells

Control IgG

Anti-OVA

%%(ﬂ 60000~
— 50000
L s 5
= © 40000
8 E
3§ 30000 = PD-L1XOVA
- g5 20000 - PD-LIXVEGF-A
Pumitamig £S5
Anti-VEGF-A = 100004

0+ T b
%Wﬂ o] ’ " éx
) Time [hours]

PD-L1*A549 cells treated with antibodies which were pre-
incubated with an equimolar ratio of VEGF-A: red
flurescence indicates internalization

Rapid PD-L1 interna i y contribute to enhanced T cell activation in the presence of Pumitamig / VEGF-A complexes

Data on file. 1. Parinered wilh Bristol Myers Squibh
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Pumitamig': Synergistic Targeting of PD-L1 and VEGF-A

Pumitamig characteristics: combined tumor targeting?

Tumor
microenvironment Bispecific MOA
VEGF-A dimer (TME)
in the TME {QO) Po-L1ligand Targeting of
- A\ imor calle PD-1/PD-L1 blockade
Anti-VEGF-A (Fab) H\ [ = Anti-PD-L1 (VHH) to VEGF-A high
Pumitamig® tumors
Anti-PD-L1 (VHH) —> 1] +—— Anti-VEGF-A (Fab)
*
PD-L1ligand (O} VEGF-A dimer
on tumor cells in the TME Targeting of VEGF-A
neutralization fo
PDL1 high tumors
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Differentiation of Pumitamig’ by Binding to PD-L1 Aims Targeting to Tumor Site

Blocking of Neutralization Cooperative | TME Targeting
PD-1/PD-L1 of VEGF effect linking | by anti-PD-L1
signaling PD-L1 and
VEGF binding
Pumitamig i =S A %
PD-L1/VEGF (YES) (YES) { YES) (YES)
Bispecific Ne_zé Yo o N A L
PD-1/VEGF ) S,
Bispecific "-\YES/ \ YES' ‘\YES
PD(L)1 + TN 7T
VEGF (YES) (YES) @ @
Monospecific S ~—

Pumitamig’

Dual targeting of TME

VEGF targeted PD-L1 inhibition
Anti-VEGF-A
Anti-PD-L1

VEGF neutralization
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Pumitamig! May Drive Clinical Benefit Irrespective of PD-L1 Status

Pumitamig’ + chemo in 1L TNBC, Y. Meng et al. ESMO 2024 384MO

PD-L1 status Waterfall plots ORR
20 Objective response rate
PDL1 76.9%
: 0 97 T :
negative? 0 Pumitamig' has the potential
P | to become a backbone
20| , 10 therapy for significant
= 56.3% : z
. ¢ patient populations currently
"= — not addressed by existing 10
; 20 | ' Il | therapies
PD-L ] |
;i,gh: 2: . 100.0%
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Pumitamig® in Combination with Chemo Shows Efficacy in EGFRm NSCLC

Irrespective of PD-L1 Status

Phase 2 study* of pumitamig + carbo/pem in EGFRmut NSCLC post EGFR TKI

Adapted from Wu YL et al. ESMO 2024 1255MO

PD-L1 Negative

PD-L1 Low H
TPS 1-49% =@
50
ORR 60.9% T §_
DCR 100% 5]
—_—
= °% e®
S 20
% Negative Low High . =
a 9 Expression Expression
¢ I Il ==
£ b =
o
& -20 & T
2 il 3 5 =
o : . = ]
E -40 - 3
o = = ® SD
= 3 ® PD
-60 =SD z ® PR
=PD . » On treatment
=PR a
-80
0 1 2 3 4 5 [ 7 10 11 12 13

Median follow-up time: 7.7 months

1. Parinered with Bristo

3, *NCTO5756972

Study months

2
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Broad Combination Strategy Across Indications Aiming to Establish
Next-Generation 10-Backbone

e

Anti-PD-(L)1 approved Anti-PD-(L)1 not approved
CRC (MSI-H)
Gastric L

TNBC PD-L1 >10%HCC Breast (non TNBC)

HNSCC/nasopharyngeal
Endometrial Anti-VEGF

Anti-PD-(L)1 therapy addresses
~1 . 5 M RCC \\ (,

new cancer cases

in the US and EU annually
with medical need remaining
high (5-year survival < 50%)’

TNBC PD-L1 <10%
>1.4 M

estimated new cancer cases

CRC (MSS) in the US and EU annually
that cannot be addressed

by current 1O therapies

Melanoma : Anti-PD-L1

EGFRmut NSCLC
Pancreatic

e Ovarian
M

US and EU Cancer Incidence?
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Pumitamig': Executing a Parallel Three-Wave Strategy to Build a Proprietary 10
Franchise

Establish Expand Elevate

Synergistic Novel-
Novel Combinations

Expanding Into Multiple Disease Indications In
Combination With Standard-of-care Chemotherapy

Foundational Registrational Trials in 3 Priority Indications
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Prioritized Immunomodulator Pipeline

1. Partnered with Bristol Myers Squibb; 2. Partnered

with OncoC4; 3. Partnered with Genmab.

Gotistobart?

Anti-CTLA4

Q7
V Y a
Optimized
Fc

Monospecific antibody with
optimized Fc targeting CTLA-4
and selectively depleting tumor-
infiltrating Tregs in the TME but
not in the periphery due

to a pH driven mechanism.

Clinical status

« Ph3in 2L+ sqNSCLC

= Ph2in PROC

= Ph1/2 in mCRPC

* Ph1/2 in multiple solid tumors

5
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___ Anti-CTLA4 as a Target for Cancer Immunotherapy

Prevailing View: CTLA-4 Blockade

The Novel Concept: Selective Depletion of
Tregs in the TME

in—r >

Expansion

W Killing

Peripheral lymphoid organs Tumor microenvironment Peripheral lymphoid organs Tumor microenvironment
Anti-CTLA-4 Naive I
activation
Ab ek
priming

‘m="Anti-CTLA-4

po®
FcR
—— o W] )
CTLA4 ‘_.#
-— Ab
)
hy S X CTLA4
TAge——

Antitumor response intrinsically linked to
concomitant autoimmunity, constraining the
therapeutic window

Yang Liu, Pan Zheng et al British Medical Journal, 2018

Opportunity for better therapeutic index by
tumor selectivity
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Gotistobart: Differentiated Mechanism with Potential to Become Best-in-Class
Anti-CTLA-4 Antibody

Avoiding lysosomal degradation of CTLA-4 for safer and more effective immunotherapy may lead to uncoupling cancer
therapeutic effect from immunotherapy-related adverse effects

Gotistobart' designed to: il

Endosome 4 Recycling

pH<6.0 v endosome

pH~8.5
>
i Recycling
v

FeR

+ Allow regular recycling and enrichment of antibody
and CTLA-4 molecule

+ Selectively kill Tregs in the tumor microenvironment
» Improve therapeutic index (efficacy/toxicity ratio)
« Enhance anti-tumor immunity

Anti-tumor T T T
immunity
» Allow prolonged, repeated dosing
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Preclinical Data Demonstrate Improved Therapeutic Index of Gotistobart'

-© hilgG
—~90 - . = CTLA-4 WT
£ 201 = p 3 80000
g & HL12 4
— 154 ~¥gotistobart o 60000
g :
@ 8 S - gotistobart
S 10 - i & 20000 > Iht;;G-Fc
E =
= 3 ol toooooog

5———7T—7T—— SAEIR RPN N 20
SO FPCL 00
17 2023262932 35 QP oo V0 :
Days after MC38 inoculation Antibody Concentration(ug/mi)

Zhang et al. Cell Research 2019 Data on file.
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CD3+, CD4+ and FoxP3+ Treg Concentrations Decrease with Gotistobart'
Treatment

PRESERVE-001 Phase 1/2 Trial: gotistobart monotherapy treatment in
multiple tumor types, including sarcoma, pancreatic cancer, melanoma and ovarian cancer

Treg (CD3+CD4+FoxP3+)

cell density CD8" T cell density % Treg of CD3* T cells % Treg of CD4* T cells # Tpog per pm? CDB8" to T,eq Ratio
0.00015- 0.0020- 30 3 50 e 0.00025 10
E & 123001 £40%)
- 2
g2 Ni 2 0.0015: 101029 (C4D1) 3 2 w0 ~ 000020 0. [Py
E = 0.00010 ] = 20 8 3
g 5 7 - 0. 412004 201 0.00015-
§ E i o 2 23401 (caB1) -5 20 A A 1 0.00010; i o 108001 (C501)
2 & o.0000s: 10109 (caDny & EF AY e : £ 106001 £301) z
S8 g povos = —— 2 10 ” * 0.00005 o1 a0 n
118005 (3ot @ 18004 G301} X \ 198 &8 ey ] A S8 1EB1
0.00000 0.0000- T st e T TR con 0.00000- T o
’@9 fw 18004 (C301) 2 T18-005 (C3D1)
ey f ! f '{Fff #f f»“ f" ff“ f q,fl fo“
e
Ly & & o & 4 < & & e
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Pivotal Development of Gotistobart! in 2L Squamous Non-Small Cell Lung Cancer

Seamless Phase 3 two-stage, randomized trial evaluating gotistobart versus docetaxel in 600 patients

stage IV, metastatic NSCLC
Prior PD-(L)1 +/- platinum-based
chemotherapy

Prior 10-10 allowed

RECIST 1.1 measurable lesions

Histology (Squamous or Non-
Squamous) in Stage |
Presence of brain metastases
ECOG score (O or 1)

Region (US or ex-US)

Key Endpoints

@ Primary: 0s
Secondary: PFS, safety

Stage 1: Dose confirmation in squamous and non-
squamous NSCLC

Gotistobart 6 mg/kg
with 2 loading doses of 10 mg/kg, Q3W

R 1:1:1

Docetaxel 75 ma/kg, Q3W
(N=104)

Phase 3 Stage 1 data to be presented at NACLC

on December 6, 2025

Stage 2: Pivotal part in squamous NSCLC

Gotistobart 6 mg/kg
with 2 loading doses of 10 mg/kg, Q3W
(n=239)
R1:1

Docetaxel 75 mg/kg, Q3W
(n=239)

Benchmark Data for 2L sqNSCLC

Regimen ORR

Docetaxel 12.7%

mPFS mOsS Benchmark study
TROPION-Lung01 sq

39mo 9.4 mo Tl
population:
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—— We are Uniquely Positioned to Combine Approaches to Transform Cancer Care

1. Synergistic potential

Space for
curative “
approaches
mRNA cancer
- immunotherapies

mRNA cancer
immunotherapies
Eliminate polyclonal residual

disease with multi-antigen and
individualized approaches

« Polyspecific activity by targeting

multiple antigens at once

Establish long-lasting
immunological memory to
prevent relapses

#
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mRNA-Technology Toolbox

/ mRNA formats )

Trans-amplifying mRNA

Om IDTD

Cap gvUTR ORF  /UTR

Circular RNA,
chemically synthesized mRNA

!

A30-L-ATO

7

Nanoparticles

Uridine mRNA
paebitassts eqetesd
Cap ORF _ UTR gAJ0-LAT T T T Lipoplex
Pseudo-uridine mRNA TG o7 g7 nanoparticles
Cap UTR ORF UTR  A30-L-ATD,
;\,‘J\W& o
Self-amplifying mRNA 3. _g_ < Lipid

> N
Cap gvUTReeplicaseF3GBAntigen VUTR GA30-L-ATY) BE E&

nanoparticles

Polymer
nanoparticles

1

Encoded drugs @b

_ Transcription factors

Vaccines
(e.g. cancer, infectious disease,
autoimmunity)

Antibodies

(e.g. receptor blockade)

Signaling molecules
(e.g. cytokine)

Enzymes
(e.9. CRISPRICAS)

o Local
(e.g. Yamanaka factors)
/ Tissue-specific
Systemic

Multimodal optimization of mMRNA potency and performance over decades (>10,000x)

Holtkamp et al. Blood 2006; Kuhn et al. Gene Therapy 2010; Sahin, Tireci & Kariko Nat Drug Discovery 2014; Vogel et al. Mol Therapy 2018; Beissert et al. Mol

Therapy 2020.
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Nanoparticulate mRNA Vaccines

BNT111 mRNA LPX Vaccine

P2, P16 3 UTR _
5 ARAR @

SP MITD  Poly(A) tail
Cap analogue

Systemic Targeting to
Lymphoid Dendritic Cells

Kranz, Diken et al., Nature 2016

4

Blood Cytokines

N

/

| -
_ 200 Type-l
% 150 Interferon
200 !nnate
Z immune
£ %0 Response
0 —t—
72 144 29 50 75 100
% Vaccine dose (ug) )
Day -1 Day 64 \
- 0.01
(]
S | | ) Induction
= of Antigen
g Specific
0 i Immunity
u 5
> E
Z 53
=

o
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Nanoparticulate mMRNA-LPX Vaccines for Cancer Immunotherapy

Immature DC mauon te Toellzme
Spieen, BM, ﬁ %:m.. oc
L —

Uptakeand
lxn(m\on %
Teell priming
“"“"‘” pur e ¥
_ DG targeting, T
Ly Strong
\ - antitumoral
B .
" activity
IFNa
(early
refease)
TLRT el el L
stimulation P ST
de IFNa

Systemic RNA delivery to dendritic cells exploits
antiviral defence for cancer immunotherapy

Lena M. Kranz'**, Mustafa Diken'-%*, Heinrich Haas’, Sebastian Kreiter'-*, Carmen Loquai*, Kerstin C. Reuter?,

Martin Meng’, namdrmr Fulvia Vascotto!, Hossam Hefesha?, Christian Grunwitz2~, Mathias Vormehr™?, Yves Hiisemann®,
Abderraouf Selmi!*%, Andreas N. Kuhn”, Janina Buck”, Evelyna Derhovanessian’, Richard Rae', Sebastian Artig"
Jan Diekmann?, Robert A, Jabulos kv, Sandra Heesch®, Jessica Hassel®, Peter Langguth®, Stephan Grabbe
Ozlem Tiirec’s & Ugur Sahin' 2%

Christoph Huber',

RNA-LPX vaccine targeting dendritic cells
TLR7 driven adjuvant effect

Type-| Interferon driven innate & adaptive
immune stimulation

Universally applicable for almost all type of
tumor antigens

Overcomes tolerance against self-antigens
Excellent immunogenicity in vivo
Preclinical activity against advanced tumors
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—— We are Uniquely Positioned to Combine Approaches to Transform Cancer Care

Targeted therapies —
Space for
* Precise and potent modalities for curative
fast onset tumor reduction _ approaches
ADC tential * ters” Tergetey
. as potential “augmenters’ .
of immunomodulators and mMRNA therapies

cancer immunotherapies

HER2, TROP2, B7TH3, HER3,
EGFRxHER3 ADCs as
combination partners

1. Synergistic potential

35 SIONT=CH




ADC Innovation Cycle is Just Beginning

BioNTech is driving the development of next-generation ADCs

Distinguished ADC linker technology
»  Stability improving safety profile Antibody

» Higher efficacy + Binds to a specific antigen on the
/ surface of cancer cells

/ Linker

* Conjugates the payload to
the antibody

B . Payload
Novel mechanisms of actions * Highly potent cytotoxic \

»  Tumor specific activation compounds \
* Improved and novel payloads

Novel targets and novel epitopes
= Targeting broader spectrum of tumors
« Higher specificity

BioNTech is developing ADCs against
novel targets

Our deep understanding of ADC targets and immunology distinctively positions us to consolidate and maximize the

substantial therapeutic window offered by the next-gen ADC technology

SIONT=CH




— ADC Driven Mechanisms May Synergize with Other Immune Mechanisms

Targeted Tumor Cell Killing
Bystander Tumor Cell Killing

Immunogenic Cell Death
Promoting Innate and Adaptive
Immunity

cell death
Opportunity for Synergy with
Immunotherapy Compounds

Endometrial
cancer cell

CA19-9 é
; 2 EGFRxHER3 f
3 J

1
£
Microtubule 3
inhibition

Adapted from Fuca G, et al.
Int J Gynecol Cancer. 2024 Nov

i
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We are Uniquely Positioned to Combine Approaches to Transform Cancer Care

Targeted therapies —

Precise and potent modalities for
fast onset tumor reduction

ADC as potential “augmenters”
of immunomodulators and mRNA
cancer immunotherapies

HERZ2, TROP2, B7H3, HER3,
EGFRxHER3 ADCs as
combination partners

1. Synergistic potential

Synergy' Synergy"

Space for
curative
approaches

Synergy’

Immunomodulators

= Focus on the critical 10 pathways

« Targeting different complementary
pathways in cancer immunity cycle may
promote a durable anti-tumor effect

mRNA cancer
immunotherapies

Eliminate polyclonal residual
disease with multi-antigen and
individualized approaches

Polyspecific activity by targeting
multiple antigens at once

Establish long-lasting
immunological memory to
prevent relapses
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Pumitamig' in Combination with ADCs Showed Superior Anti-Tumor Activity
Compared with Each Treatment Alone in Pre-Clinical Tumor Models

Pumitamig’ + BNT325/DB-1305 Pumitamig' + BNT324/DB-1311 Pumitamig' + trastuzumab-pamirtecan
hTROP2-A375:hnPBMC co-injection xenograft model A375:hPBMC co-injection xenograft model B-hHER2 MC38 in wt mice
2000
2000 1 — ~e- Sallna
= S = } I E oo { + mBNTIZF Smpxt
o BNTEZD gk b BT 20t 2
g » E o0 3 } - BNTIZ 20k
£ et i Vo I S : by SR
_E o~ BNTS27 20mpe § BNTAZE impics S8 ‘é == MNTETT Sk TR i é 5
,g P 0
. menri2r
BNTI2T i aNTI2T P R Y e
BNTIZS A4 a4 BNT324 iAo Days after grouping
Days after inoculation Days after inoculation

Pumitamig’ + BNT326/YL202
B-hTROP2 MC38 in wt mice hBTH3-CT26 in wt mice hHER3-MC38 in wt mice

i_t I B~ s

« mBNTIZT tompe

H

o Saina
Saine

o meNTI2T 0mpx,
+- BNTIZ4 1ok
* mBNT327 Z0mok | BNTIZA {Dmpke**

H

o mANTIZT Smpk*
e BINTa25 20k
* mBNTIZT Smak / BNTAZS 20mpke A

e BNTIZE Sk

§¥ 1 LI' © MBNTIZ7 10mpk | BNTIZ6 Smpk
A ﬂ] 1l

Tumor velume [mm®]
8
Tumor volume [mm®]

B ﬂ‘/rrl _I
o i3]
30 NS Femncn et
o 10 20 30 40 50

Days after iraatment start

hat binds m
oups with F

pith (m)Pumitamig-monotherapy (5, 48, 444, assa )
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Pumitamig' in Combination with BNT3212 Showed Synergistic Anti-Tumor

Activity

Topoisomerase *
inhibitor

BNT3212
Anti-EGFR x HER3-ADC

2000

1500

1000

500

Tumor volume (mm?)

11
A

14 16 18 21 23
Days post incubation

@ FBS @ Pumitamig 9.6 mglkg 4 BNT32122 mglkg 4@ Fumitamig 9.6 mgrkg +

BNT3212 2 mglkg
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BNT3213 and Pumitamig® Showed Superior Anti-Tumor Activity Compared with
Each Treatment Alone in Pre-Clinical Tumor Models

anti-TIGIT

anti-PVRIG

BNT3213
Anti-TIGIT x PVRIG bsAb

2000

1500

1000

Tumor volume (mm?)

500

9 14 13 15 17
A A A

Days post incubation

@ PBS B Anti-PD-L1 mAb 20 mg/kg 4 Anti-PD-L1 mAb 20mg/kg + Anti-TIGIT mAb 10mg/kg
¥ Pumitamig il Pumitamig + BNT3213
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Combined Checkpoint Inhibition and 4-1BB Agonism of Pumitamig’ plus

BNT314/GEN10592 In Vitro

Pumitamig’ + BNT314/GEN10592 enhanced expression of cytotoxic markers and cytotoxic activity of CD8*

T cells compared to single-agent treatments in vitro
Imle et al. SITC 2025. P652

T15 8 -
o — Pumitami = Pl ,
B l ’ o é :fPD o
O 40 . .. Pumitamig + e 6 &
;B /!$ f BNT314/GEN1059 E @ UDv ”.—-....___.‘..
& { : BNT314/GEN1059 84 & -
. . 5. i o
% 5 Bevacizumab g z #v‘f -
S = Noanibody IR
=} . |
o 0 T T T 1 0 ) - T o T * 1
0.001 0.01 0.1 1 0 50 100 150
Antibody [pg/mL] Time [h]
Aﬂti-EPCAM O Tumor cells only
= £ @ bslgG1-Ctrl (0.035 ug/imL]
5 y E E ® Pumitamig (0.2 pg/mL)
BNT314/GEN1059 5% g Pumitamig (0.2 pg/mL) +
EB BNT314/GEN1059 (0,035 pg/mL)
InaiEe = (.f © BNT314/GEN1059 (0.035 pgimL)

=]
[=]

+++1 No antibody

e
~
o

[normalized AUC]
o
2z

Tumor-cell mass

2
N
3

0.00
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Novel Combination Trials Across Multiple Tumor Types

Combination Partners

Indications

+ T-Pam?

+ BNT324/DB-13112

HR+ HER2-low, ultra-low/null BC or TNBC

NSCLC, SCLC, HCC, melanoma, HNSCC, PROC

Next Gen 10 + ADC | Pumitamig’ + BNT325/DB-13052 TNBC, NSCLC, OC
+ BNT326/YL202° NSCLC, EGFRm NS.CLC‘ HER2-neg BC,
melanoma, other solid tumors
+ BNT3212 Multiple solid tumors
+ BNT314/GEN10594 MSS-CRC
Next Gen 10 + 10 Pumitamig’
+ BNT3213 HCC®
Pumitamig’ + BNT116 NSCLC
Next Gen 10 + mRNA
Gotistobarts + BNT116 NSCLC
+ BNT324/DB-13112 NSCLC
mRNA + ADC BNT116
+ BNT326/YL2023 NSCLC
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BioNTech: Advancing Tomorrow's Personalized Precision Medicine with
Integrated Capabilities Under One Roof

Fully-integrated tech-bio company

Deep genomics & immunology
expertise to analyze patient data

Individualized treatment platforms
to address inter-individual variability

Al-infused & digitally-integrated target
& drug discovery and development

Automated in-house manufacturing to
serve patients on time and globally

Capabilities to build tomorrow’s personalized precision
medicines

Personalized omics

\ Drug classes
.= mRNA
= therapeutics
-

ADCs,
Targeted
Therapies

Clinical samples

Interindividual OOO
variabilty ()

Tailored on-demand
immunotherapies

Off-the-shelf drugs
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BioNTech Operating
from Position of Strength

202

Key Areas of Focus

- v

Combination Therapy Momentum

Anticipate additional datasets from novel-novel combination trials
with pumitamig

Modalities to Disease Areas

2026 marks BioNTech’'s movement to a focused disease area
specific approach

Late-Stage Acceleration

Expect key late-stage data readouts for initial wave of oncology
assets
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BioNTech’s
Differentiated
Clinical
Strategy to

Advance the
Treatment of
Solid Tumors

Prof. Ozlem Tiireci, M.D.
Chief Medical Officer and Co-founder

SIONT=CH




N4
7|7 Trastuzumab BNT324/
pamirtecan?  DB-31%
Anti-HER2 Anti-B7-H3
ADC ADC
BNT325/ BNT326!
DB-1305 YL202*
Anti-TROP2 Anti-HER3
ADC ADC
BNT328 BNT3212
At-CAIS-S  AntEGFR/
ADC HER3 ADC

Targeted
therapies

— BioNTech’s Current Priority Programs
Targeted therapies

Immunomodulators

Space for
curative

approaches

Anti-PD-L1/
Anti-VEGF

Immunomodulators

14/

BNT3 Anti-EpCAM/
GEN1

0598 Ant-4-1B8 BNT317

Gotistobart”  Anti-CTLAG

BNT3213

Anti-PD-1/
Anti-CD39

Anti-TIGIT/
Anti-PVRIG

mRNA cancer immunotherapies

mRNA cancer

SIONT=CH

+ Adj CRC
INeST —» Suinacres + Ad Pancreatic Cancer
immunotherapies divideiized + AekBiaddecrancar
Neoanligen-Specific
immunoTherapy
BNT116
FixVac »  BNTU Lung
Cancer
1. Synergistic potential. Parinered with 2. DualityBio; 3. MediLink; 4. Bristol Myars Squibb; 5. Genentach, a member of the Roche Group; 8 Genmab; 7. OncoG4
47




Pumitamig:Executing a Parallel Three-Wave Strategy to Build a Proprietary 1O
Franchise

Establish Expand Elevate
ScLC Registrational-Intent Combining with our ADCs targeting
© 1L Ph3 (Global) R®SETTA © 1L Gastric Ph2/3 (Globa)R®SETTA . HER2 . HER3
© 2L Ph3 (China) © 1L CRC Ph2/3 (Global) R®SETTA - TROP2 + EGFR x HER3
© 1L/2L Ph2 (Global) - B7H3 + Novel targets
Signal-Seeking
NSCLC © 1LPDAC Ph2 (Global) R®SETTA © Exploring potential synergies with our 10
© 1L Ph2/3 (Global) R®SETTA © 1LPDAC Ph2 (China) agents
© 2L Ph2 (Global) © 1L GBM Ph2 (Global) ROSETTA = EpCam x 4-1BB
© 2L EGFRmut Ph2 (China) © 1LcBMPh2 (China) * TIGIT x PVRIG
© |IT neoadjuvant (China) ® 1L CRC Ph2 (China) « mRNA cancer immunoctherapy
© 1L HCC Ph2 (China)
TNBC © 1L MPM Ph2 (China) P
© 1L Ph3 trial (Global) ROSETTA © 1L NEN Ph2 (China) :
© 1L Ph3 (China) © HNSCC, RCC, CC, PROC, EC, Melanoma ':gr-N"m!;:Im:W mrdq::‘gm
Ph1/2 (China) . :
Broad Pan-Tumor Applicability With Standard-of-Care Chemotherapy
12+ Studies Expl g Pumitamig' in 10+ New Indications

Foundational Registrations
Registrational Trials with Pumitan

npact Tumors

Partnered with 1. Bristol Myers Squibb.
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Clinical Stage ADC Program

T-Pam’
HER2

Y

Target: HER2
Payload:

Clinical status

= 1,100+ patients dosed

* Ph3: HR+HER2-low mBC

= Ph1/2: multiple solid tumors
(EC cohort fully recruited)

= Ph1/2: pumitamig combo
(HR+ and HR- HER2+, low
and null BC)

BNT324/DB-1311"

S8

Target: BTH3
Payload:

Clinical status

« 600+ patients dosed

+ Ph1/2: multiple solid
tumors

* Ph1/2: combo wiith

pumitamig and BNT325

BNT325/DB-13051
TROP2

S

Target: TROP2
Payload:

Clinical status
<500+ patients dosed
+Ph1/2: multiple solid
tumors
*Ph2: combo with
pumitamig and BNT324

BNT326/YL2022
HER3

3

Target: HER3
Payload:

Clinical status

+ 800+ patients dosed

+ Ph1/2: multiple solid
tumors

* Ph1/2: combo with
pumitamig (NSCLC, other
solid tumors).

BNT329
CA19-9

3

Target: CA19-9
Payload: 1oy

Clinical status

= Ph1/2: multiple solid
tumors

More novel next-gen ADCs to come...

BNT3212
EGFRxHER3

S

Target: EGFRXHER3
Payload: t

Clinical status
+ Ph1/2: multiple solid
tumors

+ Ph1/2: pumitamig combao

Expression level

by indication?
Medium / Low
Very low [ None

Broad ADC coverage across all relevant tumors pro

Target | NSCLC | SCLC [HER2+BC| HR+BC Gastric | Ovarian | PDAC | HNSCC | Prostate |  Otherhich expression
indications
HER2 Gynecologic

nality for selecting the most suitable therapeu

UC, BTC, EC

c approach per indication

GBM, UC, RCC

310
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Pumitamig' Extensively Studied as Monotherapy and SOC Chemo Combo

Lung Breast Gyn Gl GU Other
Indication cancers cancers cancers cancers cancers cancers
g | & =
& & g | = o
S 9 T| 2|3 2 2 g | &
= = o I3 = £ 9 & Q & o 2
q Q () = o ¥ - z s Q < Q Q @ = 7] o
Regimen @ @n o z o c o) Q &) X a o Q o fis] = [4]
=z Z (%] = S w o O 0] @] a B o o o T =

Pumitamig’
Monotherapy

Pumitamig’ +
Chemo

m Registrational trial Phase 1/2 trial
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— Single Activity of ADCs Being Explored Across Indications

Indication Lung Breast Gyn Gl GU Other
cancers cancers cancers cancers cancers cancers
< : ”
2 g | E ]
O |0E T g 3 i ] @) =
Regimen g g E g 2 Eo s g 3] g 2 % 8 3] % % § % Patients
Q =
g 2/120| » | E |FR| & 8 | o |6 |6 | & || & | &£|0|% = dosed*
T-Pam’ 1,100+
BNT324/
BNT325/ 500+
DB-1305
BNT326/
YL2022 . 600+
M Registrational trial  m Phase 1/2 trial

Partnered with 1. DualityBio; 2. MediLink *Patient numbar include both China and ex-China studies, sponscred by BioNTech or partners.
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—— Expanding Pumitamig' Opportunity with Ongoing Novel ADC Combinations

indication | Lung Breast Gyn | Gl GU Other
cancers cancers cancers cancers cancers cancers
< : =
g I g
E 2 w o £ o]

S 8¢ o | o = E | 2 o 0 5 3] 2
oo 3 (35 2 BElES 2 5| o PR R 8 | ] g 3
SoRcn 2|20 3 | E|Z8| &S | S| o | o | 6| & | £ & | & i =

Pumitamig?
Chemo combo

Pumitamig’ +
T-Pam?

Pumitamig? +
BNT324/DB-13112

Pumitamig? +
BNT325/DB-13052

Pumitamig? +
BNT326/YL2023

M Registrational trial = Phase 1/2 trial

Partnered with 1. Bristol Myers Squibb; 2. DualityBio; 3. MediLink *Patient number include both China and ex-China studies, sponsered by BioNTech or partners.

52
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— Our Diverse Lung Cancer Pipeline

Targeted therapies Immunomodulators
Immunomodulators Pumitamig* Gotistobart
Anti-PD-L1/ Anti-CTLA-4
Anti-VEGF

BNT324/
mRNA cancer immunotherapy

DB-13112
Space for
curative
approaches

Anti-B7H3 gNT326/

ADC YL2023
Targeted mRNA cancer —
therapies immunotherapies craatar —»4 BNT116
mMRNA

BNT325/ Anti-HER3 ;
DB-13052 ADC y

Anti-TROP2
ADC

1. Synergistic potential; Parinered with 2 DualityBio; 3. MediLink; 4. Bristol Myers Squibb; 5. OncoCA
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BioNTech’s Currently Ongoing Trials* in Lung Cancer

Partnered with: 1. Bristol Myers

o Pumitamig aiming to improve
over SoC in 1L NSCLC and
ES-SCLC

@ Gotistobart” to provide 10 option
for 2L NSCLC Sq (high unmet
need)

istrational trials

ADC mono and FixVac data with
provided confidence to start GFR mut
combination PoC trials

o Multiple Pumitamig + ADC
PoC trials ongoing for data-
driven decision making and
inform future registrational trials
in the 1L setting

OncoC4; 3

MediLink

Pumitamig' + chemo
Hnr=*

Neoadj / Resectable ‘ 1L metastatic |

Pumitamig’ + chemo
Pumitamig’ + FixVac BOSELIALUNE U2
LuCa-MERIT-1

Pumitamig’ + ADCs
BNT324/DB-13113,
BNT325/DB-1305% BNT326/YL202¢

Pumitamig’ + chemo
ROSETTA Lung-01

2L+ metastatic

Gotistobart?
PRESERVE-003 (sq)

ADC monos
BNT324/DB-1311%,
BNT325/DB-1305°%,

BNT326/YL2024

ADC mono
BNT324/

DB-13113

W Next generation IO M Targeted therapy M mRNA immunotherapy —— Registrational trials --- Ph1/2 PoC trials

*As of Nevember 2025; *"baing conducted in China

SIONT=CH




—— Our Diverse Breast Cancer Pipeline

Targeted therapies Immunomodulators

Immunomodulators Runiami

Anti-PD-L1/

Anti-VEGF
BNT325/
DB-13052

Space for
curative

Trastuzumab )
Anti-TROP2 approaches

i 2
pamirtecan ADC

Targeted mRNA cancer

Anti-HERZ | gnTage) therapies immunotherapies
ADC YL2023
Anti-HER3
ADC

1. Synergistic potential; Parinered with 2. DualityBio; 3. MediLink; 4. Bristol Myers Squibb
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— BioNTech’s Currently Ongoing Trials* in Breast Cancer

1L metastatic ‘

Pumitamig? + chemo
ROSETTA Breast-01 (CPS<10)

o Pumitamig’ aiming to improve on
SoCin ILTNBC CPS<10,
(historically insensitive to PD-(L)1)

o Trastuzumab pamirtecan mono
Ph1/2 data informed pivotal trial in
HER2 low BC enabling first
potential BNT approval in BC

Pumitamig’ + chemo

China Phase 3 (all-comers)

th ADC mono and
i HR+ HER2
Ic

s to inform
nal trie

€ Emerging data from multiple
BNT ADCs in breast cancer
informed Pumitamig + ADC
PoC trials

o Parallelly exploring multiple
combinations to inform the
right combination for the right
patient segment & accelerate
registrational trial

Partnered with: 1. Bristol Myers Squibb; 2. DualityBio; 3. MediLink *As of November 2025

2L+ metastatic

ADC monos
BNT325/
DB-13057,
BNT326/

Pumitamig’ + ADCs
T-Pam,
BNT325/DB-13052,
BNT326/YL2023

Pumitamig’ + ADC ADC mono
T-Pam? T-Pam?

T-Pam?
DYNASTY-Breast01

W Next generation IO M Targeted therapy M mRNA immunotherapy —— Registrational trials --- Ph1/2 PoC trials

56
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— Our Diverse Gl Cancer Pipeline

Targeted therapies

Immunomodulators

BNT324 BNT326
/DB-13112 1YL202%
Space for
curative
Anti-B7H3 Anti-HER3 approaches
AEE ADC Targeted mRNA cancer
therapies immunotherapies
\\:\n‘ /,

1. Synergistic potential. Parinered with 2. DualityBio; 3. MediLink; 4. Bristol Myers Squibb; 5. Genmab; 8. Genentech, a member of the Roghe Group

Immunomodulators
s BNT314
4
R /GEN10595
Anti-PD-L1/ Anti-EpCAM/
Anti-VEGF Anti-4-1BB

mRNA cancer immunotherapy

iNeST Autogene
" Fully individualized cevumeran®
immunotherapy

57
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— BioNTech’s Currently Ongoing Trials* in GI Cancers

Adjuvant 1L metastatic 2L+ metastatic

Pumitamig! aiming to provide

Pumitamig® + chemo
10 option in CRC-MSS

(CRC - MSS) Mono Immuno-modulators /
ROSETTA CRC-203 ADCs
o Pumitamig! aiming to improve Sponsored by BMS

upon SoC in Gastric Cancer

Pumitamig’ + BNT314 /GEN1059?

Pumitamig’ + chemo Mono ADCs
ROSETTA GASTRIC-204 BNT324/DB-13113,
Sponsored by BMS BNT326/YL2024

Mono data being generated in
2L+ settings with ADCs and
immunomodulators

o In parallel, combination trials
will start to generate indication
specific data

S ; I Pumitamig’ + chemo Mono ADCs

© mRNA cancer immunotherapies ) BNT327-09' BNT329
being evaluated in randomized
clinical trials in the adjuvant
setting

W Next generation IO M Targeted therapy M mRNA immunotherapy —— Registrational trials --- Ph1/2 PoC trials

Partnere

h: 1. Bristol Myers Squibb; 2. Genmab; 3. DualitiyBio; 4. MediLink."As of November 2025
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Establishing
Pumitamig in
Foundational

Tumor Types

Prof. llhan Celik, M.D.
Vice President, Clinical Development

Michael Wenger, M.D.
Vice President, Clinical Development
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Thoracic
~ Cancer
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— Our Diverse Lung Cancer Pipeline

Targeted therapies

BNT324/
DB-13112

Anti-B7H3 gNT326/
ADC YL202%

BNT325/ Apii-HER3
DB-13052 ADC

Anti-TROP2
ADC

| Immunomodulators
Immunomodulators Pumitamig* Gotistobart
Anti-PD-L1/ Anti-CTLA-4
Anti-VEGF

Space for
curative
approaches

mRNA cancer
FixVAC

immunotherapies Off-the-shelf
mMRNA

Targeted
therapies

1. Synergistic potential; Parinered with 2 DualityBio; 3. MediLink; 4. Bristol Myers Squibb; 5. OncoCA

mRNA cancer immunotherapy

—>  BNT116
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BioNTech’s Currently Ongoing Trials* in Lung Cancer

Registrational trials in Neoadj / Resectable | 1L metastatic 2L+ metastatic

metastatic Lung Cz
-generation 1O

Gotistobart?

© Pumitamig’ aiming to improve PRESERVE-003 (sq)
E‘g;ﬁt%in HHSCLe and Pumitamig’ + chemo Part 1 data to be presented
o . ; ey 1ot ROSETTA LUNG-02 at NACLC on Dec 6, 2025
olistobart? to provide 10 option NSCLC
for 2L NSCLC Sq (high unmet ‘ﬁr x
need) without AGA

NSCLC with
EGFR mut

Pumitamig’ + chemo
ROSE Lung-01

W Next generation IO M Targeted therapy M mRNA immunotherapy —— Registrational trials --- Ph1/2 PoC trials
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Non-Small Cell Lung Cancer is One of the Highest Incidence Cancers Globally’

2030 U.S,, EU4, UK.
NSCLC incidence!

NSCLC staging distribution?

37%
44%

m Stage IV
1 Stage Il
10% 1% - Stage I
7% 8% m Stage |
us EU5

~415k

Treatment outcomes vary based on histology and PD-L1 levels
in 1L NSCLC patients without actionable genomic alterations

Non-squamous (~ 70%)? Squamous (~ 30%)°

PD-L1 2 50%
(~ 25 - 30%)45

PD-L11-49%
(~ 30 - 40%)*5

PD-L1< 1%
(~ 30 - 40%)5

5-year OS: 30% (KN-189)¢

5-year OS: 20% (KN-189)8

5.year OS: 10% (KN-189)°

5-year 0S: 23% (KN-407)"

5-year 0S: 21% (KN-407)7

5-year 0S: 11% (KN-407)"

SIONT=CH




Pumitamig' in Non-Small Cell Lung Cancer

Efficacy

Efficacy observed in patients with
and without driver mutations and

irrespective of PD-L1 levels

1L EGFR/ALK
WT PD-L1+
(TPS21) NSQ
NSCLC
20 mg/kg

Patient
Population

17
47.1
100.0

13.6
13.9

Congress

Safety Profile
Manageable safety profile with low rates of

discontinuation

2L/3L EGFR mut 2L EGFR/ALK
TKl-experienced WT PD-(L)1 rir
NSQ NSCLC NSQ NSCLC
20 mglkg 20 mg/kg
36 8
19.4 12.5
69.4 62.5
5.5 6.7
15.1 9.4
ASCO 2024

2L/3L EGFR-
mutated TKI-
experienced
NSQ NSCLC
30 mglkg

64
57.8

ESMO 2024

Focused Execution
ROSETTA Lung-02 ongoing in both non-squamous

and squamous histologies. Phase 2 part completed.
Phase 3 recruiting.

Yi-Long Wu, et. al. ESMO 2024 1255MO (pumitamig + chemotherapy)
PD-L1 Negat PD-L1 L
50 e TP
- ORR 30.3% ORR 609%
£ 40 DCR 92.8% DGR 100%
©
&
® 20 +
b 1
a3 4
0 )
E | | I
5 °m M
o -20
=]
£ e R
= -40
o
]
%60 | msD
a =PD
-80 PR
Benchmark Data? 1L NSCLC
Indication Benchmark regimen  ORR mPFS mos Study
1L NSCLC (PD-L1>50%) Pembro mono 46% 7.7 mo. 26.3 mo KEYNOTE-024*
1L NSQ NSCLC Pembro+chemo  48% 2.0 mo 220mo  KEYNOTE-189
1L SQNSCLC Pembro + chemo  62% 8.0mo 17.2mo  KEYNOTE-4078
SIONT=CH




Global Phase 2/3 Trial to Establish Pumitamig’ in NSCLC RGSETTA

LUNG-82

Seamless Phase 2/3 multi-site, randomized trial of pumitamig in combination with chemotherapy in 1L NSCLC

Phase 2 ‘ Phase 3 |

Treatment naive Stage LUl Pumitamig 1,400 mg, Q3W + carboplatin + Pumitamig RP3D+
oxe +
IB/IC or IV NSCLC R i rnionence carmopialn + pemeke EHERE S
Non- . i
RECIST 1.1 measurable soumiions
q Pumitamig 2,000 mg, Q3W + carboplatin +
disease Heekt emetrexed followed by pumitamig + L, Pembrolizumab + —fgibrolizumab +
e e amig carboplatin + pemetrexed for 4 cycles pemetrexed

ECOG PS O or 1

REEElaleciE s Pumitamig 1,400 mg, Q3W + carboplatin + Purmitamig RP3D +
Substudy B paclitaxel followed by pumitamig ’—' carboplatin + paciitaxel for 4 cyeles Pumitamig RP3D
maintenance P Y
Squamous

pemetexed maintenance

R

NSCLC Pumitamig 2,000 mg, Q3W + carboplatin + L,

Pembrolizumab +

carboplatin + paclitaxel for 4 cycles g LY

axel followed by pumitamig

aintenance
Key Endpoints Benchmark Data 1L NSCLC
(’ Primary: PFS {B|CR). 0s Histologies Regimen ORR mPFS mOS Study
O Secondary: PFS (inv), ORR NSQNSCLC ~ Pembro + chemo? 48% 9.0mo 22.0 mo KEYNOTE-189*
SQNSCLC Pembro + chemo® 62% 8.0 mo 17.2mo KEYNOTE-4075
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Squamous NSCLC Remains an Area of High Unmet Need

By 2030

55k squamous

patients start in 1L
(non-AGA population) !

"'300/0 continue

into 2L treatment and
are |0 addressable

Amongst NSCLC, metastatic
squamous NSCLC is seen as #1 area
of unmet need for improving
treatment amongst NSCLC?

Limited treatment options for
patients without actionable genetic
alterations in squamous NSCLC

<25% respond to 2L Multiple efforts failed to
In 2L, current chemo- . )
based SOC shows 10 chemo-based SOC improve therapeutic
months median OS in (docetaxel £ outcome in 2L
clinical trials ramucirumab) squamous NSCLC in

recent years
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Data Support Initiation of Pivotal Phase 3 Trial Evaluating Gotistobart!
in CPl-resistant NSCLC

PRESERVE-001: Phase 1/2 multicenter, non-randomized, open-label, multiple-dose, FIH trial
He K. et al. ASCO 2023 #9024.

Anti-tumor activity observed in ICl-resistant ORR: 29.6% (22.2% confirmed & 7.4% unconfirmed) Manageable adverse events
NSCLC patients (n=27) DCR: 70.4%
Target lesion best overall response (n=27 evaluable) Target lesion percentage change over time (n=27 evaluable)
Dosing 10 mg/kg x 2, then 6 mg/kg, q3w (2 pts.: 10 mg/kg x 4, q3w) Dosing; 10 mg/kg x 2, then 6 mg/kg, q3w (2 pts.: 10 mg/kg x 4, q3w)
100 100

50

Percentage change of Target
Lesions from baseline

Percentage Change of Target
Lesions From Baseline

-100

CR

Subject Days from C1D1
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Pivotal Development of Gotistobart! in 2L Squamous Non-Small Cell Lung Cancer

Seamless Phase 3 two-stage, randomized trial evaluating gotistobart versus docetaxel in 600 patients

stage IV, metastatic NSCLC
Prior PD-(L)1 +/- platinum-based
chemotherapy

Prior 10-10 allowed

RECIST 1.1 measurable lesions

Histology (Squamous or Non-
Squamous) in Stage |
Presence of brain metastases
ECOG score (O or 1)

Region (US or ex-US)

Key Endpoints

@ Primary: 0s
Secondary: PFS, safety

Stage 1: Dose confirmation in squamous and non-
squamous NSCLC

Gotistobart 6 mg/kg
with 2 loading doses of 10 mg/kg, Q3W

R 1:1:1

Docetaxel 75 ma/kg, Q3W
(n=104)

Phase 3 Stage 1 data to be presented at NACLC
on December 6, 2025

Stage 2: Pivotal part in squamous NSCLC

Gotistobart 6 mg/kg
with 2 loading doses of 10mgl/kg, Q3W
(n=239)
R1:1

Docetaxel 75 mg/kg, Q3W
(n=239)

Benchmark Data for 2L sqNSCLC

Regimen ORR

Docetaxel 12.7%

mPFS mOS Study

TROPION-Lung01 sq

3.9mo 9.4 mo il
population’
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Extensive-Stage Small Cell Lung Cancer is a High-Incidence Cancer
with Poor Long-term Survival Rates

2030 U.S., EU4, UK.
SCLC incidence!

~60k

SCLC staging distribution?

us EU5

m Extensive Stage

u Limited Stage

High unmet need for ES-SCLC patients as long-term survival
outcomes remain very poor

Limited-Stage SCLC Extensive-Stage SCLC

cCRT: ~25 - 30 mos

mos (CONVERT)? Atezo + chemo: 12.3 mos
Durva consolidation: 56 mos (IMPower133)%8
(ADRIATIC)*
cCRT: ~ 50% (CONVERT)? D

24 mos 08 Durva consolidation: 68% a;:;gv:e:r;;;: s 25%
(ADRIATIC)*

5-year survival?  20% 3%




Expeditious Set Up of Global Phase 2 Trial To Confirm Optimal Dose For Pivotal

Development

Cohort 1: Untreated ES-
SCLC or LS-SCLC with
TFI<6 months since last

treatment I
Pumitamig (20 mg/kg Q3W) + chemotherapy

Key Endpoints

@ Primary: ORR, safety
Secondary: PFS, OS

Partnered with Bristol Myers Squibb; 2. L. Horn atal N. Engt J. M

Pumitamig (30 mg/kg Q3W) + chemotherapy

Fully enrolled Global Phase 2 dose-optimization of pumitamig® + chemotherapy in patients with 1L/2L SCLC

Treatment continued
until
disease progression
or
intolerable toxicity

Three cohorts based on previous treatment for patients and chemo option used to combine with pumitamig

Each cohort randomized to receive two different dose levels pumitamig with chemo

=]le)]

=G




Pumitamig! Combined with Chemotherapy Indicated Encouraging Efficacy in
1L ES-SCLC in Phase 2 Study

Efficacy
Encouraging efficacy observed across

treatment lines, including >95% disease

control rates in 1L-ESCLC

2L sCLC 2L sCLC
Patient China China
Population 10 Naive 10 Treated

22 43

50.0 37.2

81.8 90.7

55 5.4

renie) 14.7 14.3
Congress ELCC 2025

30 mg/fkg Q3W 30 mg/kg Q3W

Safety Profile

Consistent and manageable safety profile
across studies with low discontinuation rates

and no new safety concerns

1L ES-SCLC 1L ES-SCLC 1L ES-SCLC
China Global Global
30 mgrkg Q3W | 20 mgikg Q3W 30 mrgfkg Q3w
48 20 18
85.4 85.0 66.7
97.9 100 100
6.9 6.3 7.0
16.8 - -
ELCC 2025 WCLC 2025

NTech's inves!
nterpreted with

Best Change from Baseline (%)

Heymach et al. WCLC 2025 Oral #0A13.02 (pumitamig + chemotherapy)

cORR 86.0%
= CR

Consistent Clinical Profile
Activity and safety confirmed in
China and global datasets,
supporting frontline benefit

cORR 66.7%

: Eg 20 mg/kg 30 mglkg
Benchmark data? 1L ES-SCLC
Regimen ORR mPFS mOS Study
Atezo + Chemo 60% 5.2 mo 12.3 mo IMpower133%
Durva + Chemo 68% 5.1 mo 12.9 me CASPIAN®

sroducts or
gland Journa

defi




Pumitamig’ Shows Early Signs Of Durable Antitumor Activity in SCLC

mDoR: 4.9 months (overall)

Pumitamig 20 mg/kg + EC

Pumitamig 30 mg/kg + EC

mPFS: 6.8 months (overall)

E: 1.0
F mDoR, months (95% Cl): mDoR, months (95% CI): = g
E 4.9 (3.7-NE) 5.4 (4.1-NE) £ o
3 2 o
] £ 08
£ X
§ —=+ 3 os mPES,
= 04 months (95% Cl)
q T 03| =Pumitamig 6.3
=
§ 3 s 20 mglkg + EC (5.1-NE)
F] 011 = Pumitamig 7.0 + Censored
£ P o 30 mg/kg + EC (5.6-NE)
. X
@ 100 A ey S o ¢ 12z 3 4 5 & 7 8 @8 1w
o 0 4 8 12 16 20 24 28 32 36 40 0 4 8 12 16 20 24 28 32 36 40
5 Progression free survival (months)
Overall treatment duration (weeks) Overall treatment duration (weeks) No. of patients at risk
22 20 19 18 17 15 9 2 2 o 0
® CRO®FR®FPD® SO NE® NA Aongaing Pumitamig 21 18 16 16 1B 12 5 2 1 1 0
30 mgikg + EC
Data cut-off: 07 Aug 2025; median follow-up 28.3 weaks (min, max 3.9,, 45 6) overall. Median trealment duration: 25.3 weeks (@1 12.9, Q3 30.6)
72 SIONT=CH




Global Phase 3 Trial to Establish Pumitamig? in ES-SCLC RGSETTA

LUNG-

Phase 3 multi-site, double-blinded, randomized trial of pumitamig in combination with chemotherapy compared to
atezolizumab with chemotherapy in previously untreated ES-SCLC

Key Inclusion Criteria Stage 1 ‘ Sl

+ Histologically or cytologically
confirmed ES-SCLC

Atezolizumab + CTx* followed by atezolizumab maintenance

No prior systemic therapy for

Pumitamig 1400 mg, Q3W + CTx followed by

ES-SCLC pumitamig maintenance

ECOG O or1

Treatment arm selected:

Pumitamig 1500 mg, Q3W + CTx followed by
pumitamig maintenance

= 1 measurable lesion
(RECIST v1.1)

Pumitamig 2000 mg, Q3W+ CTx followed by
pumitamig maintenance

*CTx = carboplatin AUC 5 with a total dose of <750 mg IV on D1 + etoposide 100 mg/m IV on D1-3, Q3W for 4 cycles

Key Endpoints Benchmark Data for 1L ES-SCLC
@ Primary: 0s Regimen ORR mPES mos Stufy
Secondary: PFS
Atezo + chemo 60% 5.2 mo 123mo  IMpower133?
Partnered with Bristol Myers Squibb; 2. L. Horn et al., New England Joumal of Medicine, 2018, NCT06712355.
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BioNTech’s Currently Ongoing Trials* in Lung Cancer

ADC mono and FixVac data
provided confidence to start
combination PoC trials

Multiple Pumitamig + ADC
PoC trials ongoing for data-
driven decision making and

inform future registrational trials

inthe 1L setting

Neoadj / Resectable ‘ 1L metastatic |

Pumitamig® + ADCs
BNT324/DB-13113,
BNT325/DB-1305% BNT326/YL202¢

LC h
GFR mut

2L+ metastatic

FiXvac + Gotistoba

Ca-MERIT
t

ADC monos
BNT324/DB-1311%,
BNT325/DB-1305%,

BNT326/YL2024

ADC mono
BNT324/
DB-13113

W Next generation IO M Targeted therapy M mRNA immunotherapy —— Registrational trials --- Ph1/2 PoC trials
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—— Our Diverse Lung Cancer Pipeline

Targeted therapies

BNT324/
DB-13112

Anti-B7H3 gNT326/
ADC YL202°

BNT325/ Apii-HER3
DB-13052 ADC

Anti-TROP2
ADC

Immunomodulators

Synergy'

Space for
curative
approaches

mRNA cancer

Targeted
immunotherapies

therapies Synergy!

1. Synergistic potential; Parinered with 2 DualityBio; 3. MediLink; 4. Bristal Myers Sg

b; 5. OncoCA4.

SIONT=CH
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High B7-H3 Protein Expression Observed in Various Solid Tumors

B7-H3 IHC analysis in tumor microarrays

100
g 80
H
o
gf o
5§
o
3 w
i
[
20
"P\Q & ,\é’-‘\@ "\,.;is”'\“ "3\'\9‘@@ "3\@@@@@:\
4@000@"’0 Qz\aﬁ & d" & c?\ P P
Q,“O L EE g 9%“ *"Ep £ 'D& & @ Q'vt‘@d
“‘Qy Y :P ® 06\ Cﬁ

H-score = 201-300 = 101-200 = 1-100 = O

© H-score of B7-H3 expression on tumor cells in each sample was calculated.
© Numberin parentheses indicates the number of samples.

B7-H3 IHC analysis in tumor vs. normal tissue

Esophageal
cancer
Normal
d esophagus tissue
o O adjacent to tumor
P \-3'
CITEE— S
Arrow, vasculatt ium; d, fibrous stromal cells;

asterisk, basal cells. Scale bar, 100 ym

© B7-H3 expression is predominately low in normal tissues,
but overexpressed in various solid tumors

© B7H3 is also expressed in tumor associated

vasculature/endothelium and stromal cells ‘Yamato et al., Mol Cancer Ther 2022
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BNT324/DB-1311" Monotherapy Development Focused on Fifteen Phase 2
Dose Optimization and Expansion Cohorts

Phase 1/2 dose escalation, optimization and expansion evaluating BNT324/DB-1311 in patients with
advanced/metastatic solid tumors unselected for B7-H3 expression

Phase 1: Dose escalation (complete) Phase 2: Dose optimization/expansion (engeing). 6 or 9 mg/kg Q3W

anced or metastatic solid tumor
/after ste Dose optimization

r 12 mglkg Q3W 3 I: 8 mg/kg IV Q3WE

.
10.5 mglkg Q3W Cohortd4  CRPC
m Cohort14  PROC
Cohort9  HNSCG
I_, 6mgkgQ3W Cohort 13 HNSCC

Dose expansion

“q43"
+ backfill

3 malkg Q3W
Cohort3  ESCC

BNT324/DB-1311 IV Q3W Cohort 5 Melanoma

Until disease progression/unacceptable toxicity Cohort 6 HCC
Cohort 7 Cervical cancer
) - Cohort 8 Other solid tumors
Key Endpomts Cohort 10 Rare tumors
Primary: DLT/MTD (Phase 1), safety and ORR (Phase 2) o e
O Secondary: DCR, DOR, PFS, OS, and B7-H3 expression Gohort45  DDI Cohort
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Early Signs Of Encouraging Activity With BNT324/DB-1311" in NSCLC

Non-squamous Squamous
NSCLC NSCLC
n=41 (n=25)
9(22.0) 4 (16.0)
[10.6, 37.6] [4.5, 36.1]
5(12.2) 0
3 4
33 (80.5) 15 (60.0)
[65.1,91.2] [38.7, 78.9]
3-month PFS rate 74.5 50.5

EGFRm NSCLC (n=14) ORR: 3 (21.4%)

Best change from baseline (%)

60

40

20

=20

—40

EGFRm

Cheng Y et al. ESMO Asia 2024 570.

Non-squamous NSCLC Squamous NSCLC

Data cut-off: 27-Sep-2024
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Encouraging Antitumor Activity BNT324/DB-1311" in SCLC

Pending confirma
DCR, n (%)

o Cl]
3-month PFS rate,

Prior 10 + no prior TOP1i
ORR, n (%)
Confirmed ORR, n (

18 (54.5)
[36.4,71.9]

9(27.3)
6

20 (87.9)
[71.8, 96.6]

67.4

n=15
7 (46.7)
3(20.0)

SCLC
9 mg/kg
(n=34)
20 (58.8)
[40.7, 75.4]
12 (35.3)
4

31(91.2)
[76.3, 98.1]

79.3

n=27
19 (70.4)
11 (40.7)
4

Change from baseline (%)

100

SCLC 6 mglkg (n=33)

100

Higher ORR with 9 mg/kg in patients who received prior 10 but no prior TOP1i (79% of the patients)

SCLC 9 mg/kg (n=34)

0 6 12 18 24 30 36 42

Weeks
— Prior 1O + no prior TOP1i

PR

6 12 18 24 30 36 42
Weeks

SD @ PD
Data cut-off: 27-Sep-2024
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BNT324/DB-1311" Safety Profile

© More Grade 23 TRAESs with © Gastrointestinal and hematological © Hematological TRAEs occurred
9 mg/kg, but similarly low rate of events, primarily Grade 1-2, were more frequently with 9 mg/kg
TRAES leading to discontinuation the most common TRAEs than with 6 mg/kg
Overall Population Parsonson A et al. ASCO 2025 5015
n (%) Overall* 6 mg/kg 9 mglkg
b
{n=465) (n=119) (n=332) Naussa J17 504 485
Any TRAE 429(92.3) 110(92.4) 306 (92.2) Anemia | [ERA 437
i i Neutrophil count | .5:\ 294 407
Grade 23 TRAE 220 (47.3) 34 (28.6) 178 (53.6) i
Fatigue 12,6 220
TRAE leading to: WBC count | B:4261 404
Dose reduction 71(15.3) 6 (5.0 59 (17.8) Decreased appetite s 277 &mglkg 277 9 mglkg
o (n=119) (n=332)
Vomiting |7 185 24.1
Interruption 100 (21.5) 16 (13.4) 81(24.4) Grade Grade
Diarrhea 10,1 1-2 13.9 1-2
Discontinuation 30(6.5) 6 (5.0) 22 (6.6) Platelet count | I25151 =34 325 34
TRAE leading to 0 10 20 30 40 50 60 70 80 50100 O 10 20 30 40 50 60 70 80 90 100
) 2(04) 0 1(0.3) Patients (%) Patients (%)

deatht

ILDs/pneumonitis reported in 5 patients receiving 8 mg/kg and 15 receiving 9 mg/kg, all
Grade 1-2 except 2 Grade 3 events in two patients receiving 9 mg/kg.
Data cut-off: 04-Mar-2025




Evaluating BNT324/DB-1311" in Combination with Pumitamig? in Patients With
Advanced Lung Cancer

Two-part study to evaluate efficacy and safety of a combination therapy with BNT324/DB-1311 and pumitamig in
patients with advanced lung cancer

Part 1: Dose escalation Part 2: Dose optimization and signal-seeking ]
(BOIN Design)

Cohort Indication

Histologically or cytologically

confirmed unresectable @ Dose optimization cohorts
adv./met. SCLC or NSCLC £| bLo-1: DLA-1: DL2-1:
= 2D
T Dot 1L nsg NSGLG AGA- g~ IEETTEEN
Measurable disease (RECIST _% {: P
g : [ e |
3 poz2 2L+ SCLC (post-chemo + 10} iR -I: m
ECOG PS 0-1 ‘E’
Eligible regardless of PD-L1 E Slgnaeenking conorts
status = 5 2L+ nsq NSCLC AGA-
BNT324/DB-1311 dose level (mglkg) (post-chemo * 10)
4 1L 5q NSCLC AGA-
Key Endpoints . 2L+ 5 NSCLC AGA- RP2D from Part 1
Primary: Safety (Part 1 and Part 2 Cohorts 1 and 2), (post-chemo + 0)
ORR (Part 2, all cohorts) 8 2L+ nsq NSCLC AGA+ (post-TKI)
Secondary:  PFS, OS (Part 2 all cohorts),
ORR (Part 1), safety (Part 2, Cohorts 3-7) 7 1L ES-8CLC
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—— Our Diverse Lung Cancer Pipeline

Targeted therapies

Immunomodulators

Synergy'

Space for
curative
BNT326/ approaches
¥L2023
Targeted 2 mRNA cancer
therapies Synergy! = Immunotherapies
Anti-HER3 ynergy
ADC
1. Synergistic potential, Parinered with 2 DualityBio; 3. MediLink; 4. Bristol Myers Squibb; 5. OncoC4
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Evaluating BNT326/YL202'in Patients with Advanced NSCLC and BC

Sacie Inclusion BC Dose escalation (n=80):
aclnnce Unresectable, A BOIN dose escalation scheme was used for bL?
:;’r“ﬂht:ﬁizm escalation/ de-escalation decisions, followed e
Aaiis by cohort backfill at selected doses. BLs
HR+ and HER2- DL5
(IHC 0, 1+,
2+/ISH-)
¢ DL4
Previous treatment
with endocrine 1
CTx. and anti-PD- :‘rl‘:’:a[‘é;amhingg DL3 BNT326/YL202
L an}{?l’)c = inhibitor and 1-2 DL2
0G PS 2
ECUGroeihle ECOG PS o010 2 =
Key Endpoints i N
@ Primary: Safety and tolerability, MTD
Secondary: Tumor activity Target: HER3
Payload:
DAR =8
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BNT326/YL202': Encouraging Activity and Near-Complete Disease Control in
Patients with Advanced Disease

FIH Phase 1 study: Clinical activity, best percent change from baseline in target lesion size (n=51%)
Cheng, Y. et al. ASCO 2024 #3034.

A A AAAAAAAAAAAAALAAAAK K

O A AAAAS A AANA

60 0.5mg/kg 1.0mg/kg 20mg/kg 3.0mgkg 4.0 mgkg
I (n=3) (n=4) (n=7) n=10)  (n=18) e o i
ORR(CRIPR) % 333 0.0 429 60.0 375 0 3.3 . B0t » S v
(95%Cl) (0.8,908) (0.0,708) (99,816) (262,87.8) (152,648) (187,81:3) (0.8,908) (28.7.56.8) . 20mgkg m 55mgky A SD

9 DCR (CRIPRISD) % 66.7 100 100 100 93.8 923 100 94.2 u 3.0 mglkg ® FD
=180 (95%cI) (9.4,99.2) (29.2,100) (59.0,100) (69.2,100) (69.8,99.8) (79.1,98.4) (75.3,100) (84.1,98.8)

45mglkg 55mgkg Overall
(n=10) (n=3) (n=52)

Best % change in sum of diameters
of target lesions from baseline




Broad Phase 2 Study to Evaluate BNT326/YL202" as a Monotherapy in Various
Cancers

Phase 2 trial enrolling patients in China across NSCLC/BC/HNSCC and more
« Pretreated advanced
or metastatic solid
tumors
D

Phase 2 dose expansion cohorts

2L HR+, HER2- BC post CDK4/6i
2L+ HNSCC

+ ECOG PS 0-1

* Naive to HER3-

il -

Key Endpoints

@ Primary: ORR & RP2D
Secondary: PFS, OS, safety

L1
L2
DL3

SIONT=CH




Evaluating BNT326/YL202" in Combination with Pumitamig? in Patients with
Advanced Non-Small Cell Lung Cancer

600+ patients have been treated with BNT326/YL202; being also evaluated in combination with pumitamig in NSCLC
across histologies, treatment lines

Part 1: Dose expansion

Part 2a: Dose expansion Part 2b: Dose optimization and contribution of components

2L+, sq or non-sq NSCLC, Cohort A: 2L+, sq or non-sq NSCLC, AGA-

Cohort C: 2L+, sq or non-sq NSCLC, AGA-negative or
. Advanced AGA-::!st.. any PD-L1 neg/pos., any PD-L1 EGFR-activating mutation, any PD-L1., any PD-L1 N i
ional: Arm 1: BNT326/YL202 + pumitamig, DL1
SqUAIPLE BNT326/YL202 (DL3) + . g ‘
or non- pumitamig IV BN A 2: BNT321 2 + pumitamig, DL2
squamous 1
(all cohorts) L, . Monotherapy: BNT326/Y1.202, DL1 or DL2
YL202 (DL2) +

NSCLC \

Measurable
disease
defined by
RECIST 1.1

Colior B2 A1 4 or e-sq NSCLC ABAeg, Cohort D1: 1L, sq or non-sq NSCLC, AGA-negative PD-L1 250%
any PD-L1 (n = 40-80) [l /™ {0 BNT326/L202 (DL2) + pumitamig

BNT326/Y1202 (DL1)
pumitamig IV

R 5
LR * _Arm 2 - SOC: pembrolizumab
I_' Arm 3 — Monotherapy: pumitamig

Cohort D2: 1L+, sq or non-sq NSCLC, AGA-negative PD-L1 <50%

+ ECOGPS<1

Key Endpoints

R—h Arm 1: BNT326/YL202 (DL2) + pumitamig
Part 1 Part 2a Part 2b W1, A 280G pembrolizumab + CTx
@ Primary: Safety ORR and safety ORR
Secondary: PFS, OS
Partnered with: 1. MediLink; 2. Bristol Myars Squibb; (BNT326-02, NCTO7111520)
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—— Our Diverse Lung Cancer Pipeline

Immunomodulators

Synergy!

— mRNA cancer immunothera
Space for Py

curative
approaches

Targeted mMRNA cancer FIxVAC
therapies immunotherapies chnins, EEE
mMRNA

1. Synergistic potential; Parinered with 2 DualityBio; 3. MediLink; 4. Bristol Myers Squibb; 5. OncoC4
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BNT1167-Induced T-Cell Responses Have Been Observed in NSCLC

Vaccine induced CD4+ and CD8+ T-cell responses observed consistently
Oven BB, et. al. AACR 2024 CT051

Best va. nse per pa cell type and ta
CLDNG | KK-LC-1 MAGE-A3
CD4"

cDs'  cpa’  cD§®  cD4'  cDg’
03016
o
03018

M Induced T cell response (ex vivo ELISpot)

measured by IFNy ELISpot postVS
MAGE-Ad MAGE-C1
cb4"  cDs' D4

cDg* cD4" cD8"

No respense (ex vivo ELISpot)

" PRAME
Patient ==

Summary of vaccine responses measured post-IVS by IFNy ELISpot and response per RECISTv1.1

> 90% of NSCLC patients express = 1 TAA

> 60% of NSCLC patients express = 2 TAA

Regeneron

De novo and vaccine-expanded T-
cell responses were observed
across patients

Atmaca A, et. al. SITC 2024 P 1486

2 patients

3 patients
M De novo response  l No vaccine response

Amplified response B Nodata W Stable response
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Broad Evaluation of FixXVac mRNA Immunotherapy in Combination with ADCs
and Immunomodulators in Lung Cancer

Histologically confirmed NSCLC

Cohort 1-4, 7-9, 11:
unresectable Stage Ill or
metastatic IV

Cohort 5, 11:
unresectable Stage Il

Cohort 6:

resectable Stage Il or Ill
Cohort 2, 4-6, 10, 11:

must tolerate anti-PD-1 therapy
Cohort 2, 3, 6, 7-9:

ECOG PS <1

Cohort 1, 4, 5,10, 11:

ECOG PS 0-2

n=280

|
Key Endpoints
Primary:  Safety
@ Secondary: ORR, DoR, DCR, PFS, OS

tnered with: 2. DualityBio; 3. OncoC4; 4. M

@

Optional: cemiplimab add-on from cycle 3 onwards (if eligible)

After prior platinum-based therapy and PD-1 inhibitor (if eligible)

Cohort 1, n=30 BNT116 monotherapy
Cohort 2, n=20 BNT116 +
PD-L1 TPSz 50%, after prior 1L/adj PD-1/PD-L1 inhibitor
Cohort 3, n=20 BNT116 + docetaxel
Cohort 4, n=20 BNT116 + (frail patient:
Cohort 5, n=20 BNT116 + (after concurrent CRT)

Frail patients not eligible for 1Lchamnlhsrapy. PD-L1 TPSz 1%

Cohort 7, n=30

Cohort 8, n=30

Cohort 8, n=30

Cohort 10, n=30

Cohort 11, n=30

5. Bristol Myers Squibb;

Cohort 6, n=20
L

NG

Unresectable Stage |l NSCLC after chemoradiotherapy

BNT116 + cemiplimab + carboplatin + paclitaxel (necadjuvant) >
surgery > BNT116 + cemiplimab (adjuvant)
Resectable Stage Il and IIl NSCLC eligible for neoadj. treatment

®
@
@
Xe

BNT116 + gotistobart®
After prior platinum-based chemotherapy and PD-1i (if eligible)

BNT116 + BNT324/DB-13112 (B7H3 ADC)
After prior platinum-based chemotherapy and PD-1i (if eligible)

BNT116 + BNT326/YL202 (HER3 ADC)
After prior platinum-based chemotherapy and PD-1i (if eligible)

BNT116 + pumitamig® (frail patients)
Frail patients not eligible for 1L chemotherapy

BNT116 + pumitamig® (after concurrent CRT)
Unresectable Stage Ill NSCLC after chemoradiotherapy

Diadziuszko R et al

Csite > 2023
Deme D et al.

sitc2024
Atmaca A et al.

AAGR 22

QGven BB et al.

AACH 1 ANNUAL

m.m

IASLE 2025 Word
Confarence on Luag Cancer

Atmaca Aetal.

=]le)]
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BNT116 Has Shown Clinical Activity as Single Agent & in Combination with
Chemo or Anti-PD-1 in Advanced NSCLC in Phase 1 Trial

BNT116 monotherapy plus
cemiplimab add-on from cycle 3
Deme et al. SITC 2023

Progression after PD-(L)1 therapy, platinum-based
chemotherapy, and one other systemic therapy

BNT116 plus docetaxel
Oven et al. AACR 2024

Progression after PD-(L)1 therapy and platinum-
based chemotherapy

40 8
2 2 w
S ¥ -
wE W SE a0
2T o e
R g2”
25 ™ 23 °
£ Eoa
o - M 20
o 5 a T
-40
] L
mEW mE
E& I aa
] 5
£ 804 £ 8
o 15
100 - <100

0 7 142128 35 42 llg 56 63 70 77 84 91 96 105112118126
Weeks since treatment initiation

BOR Status. Overall response

SD==PO0  » Onteatment ODeath ®pPR ®SD MPD ANA

Combination therapy with BNT116 f

cemiplimab is active with DCR of 45%
heavily pre-treated lung cancer pati

collabaration with Regeneron; NCTD5142188

Weeks since treatment initiation

Overall response

BOR Status
SD EPD ANA

—PR—SD==PD > Onfreatment O Death ®PR

Combination therapy with BNT116 plus

cetaxel is active with ORR of 30%, DCR of
0 and mPFS of 4.4 months

BNT 116 plus cemiplimab
Atmaca et al. SITC 2024

that progressed after
PD-(L)1 therapy as first-line or adjuvan

NSCLC with PD-(L)1 TPS 250"

c8s8eE

from baseline (%)
]

58

Change of target lesions.

g

Weeks since treatment initiation

Overall response

BOR Status.
SD MFD ANA ®NE

—PR—5D=FD ® On lratment O Death  ®FR

cemiplimab is active with DCR of 8
mPFS of 5.5 months
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BNT116 Has Shown Clinical Activity in Combination with Anti-PD-1 in Advanced

NSCLC in Phase 1 Trial'

BNT116 plus cemiplimab in frail patients
Dziadziuszko et al. AACR 2025

Frail patients unfit for 1L chemotherapy with TPS 21% advanced NSCLC
40

Change of target lesions
from baseline (%)

— T T T T T T T T T T

T
0 7 14 21 28 35 42 43 56 63 70 77 B4 91 98 105
Weeks since treatment initiation

BOR Status. Overall response
—PR —SD =—PD ®Onieament ODeath ®PR @SD EFD ANA

Combination therapy with BNT116 plus cemiplimab is active in frail
patients with advanced NSCLC with ORR of 45 5% and
mPFS of 9.9 months

BNT 116 plus cemiplimab as consolidation treatment
Atmaca et al. WCLC 2025

Advanced NSCLC patients after concurrent chemoradiotherapy

1 L3 1 L2 e o [l Ouration of BNT116
: Duration of cemipiimab
‘. @® nNon-PD
PD
L 3 L ] L ] TN L]
T = ¥ > @ Notevaluable
3 = = . 4 BOR = Non-PD
% —3 35— _, =
f——— BOR =PD
I E— W End of treatment
—_—
—— ] X Death
i
E—— = = On-treatment
MR .
3 X W FO-L1TPS>50%
= - s . < PD-L1 TPS < 50%

4 B 12 16 20 24 28 32 36 40 44 48 52 56 60 64
Duration on trial (weeks)

Combination therapy with BNT116 plus cemiplimab indicated encouraging

clinical activity with 12-month OS rate of
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Ongoing and Next Steps | Thoracic Cancer

Establishing pumitami nti ROSETTA Lung-01' ROSETTA Lung-02'

frontline treatment for |l.ll'|g cancer Pumitamig + ot Pumitamig + chemotherapy
in 1L in 1L NSCLC

mbinations to identify PRESERVE-003?

ure standards-of-care Gotistob:
in 2L+ s

Part 1 non-pi | data to be nted at IASLC-NA on December 6, 2025

ing n Pumitamig'/ FixVac + ADCs Pumitamig’ + FixVac
10 experienced SqNSC in metastatic dis in early disease

Novel comb on data to be pre

Partnered with: 1. Bristol Myers Squibb; 2. OncaCA.

92
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—— Our Diverse Breast Cancer Pipeline

Targeted therapies | Immunomodulators

Immunomodulators Pumitamig*

Anti-PD-L1/

Anti-VEGF
BNT325/
DB-13052

Space for
curative

Trastuzumab )
Anti-TROP2 approaches

2
pamirtecan’ ADC

Targeted mRNA cancer

Anti-HER2 e therapies immunotherapies
ADC YL2023
Anti-HER3
ADC

1. Synergistic potential; Parinered with 2. DualityBio; 3. MediLink; 4. Bristol Myers Squibb
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BioNTech'’s Currently Ongoing Trials* in Breast Cancer

Registrational trials in

1L metastatic ‘ 2L+ metastatic
metastatic breast cancer

o Pumitamig’ aiming to improve on
SoCin 1L TNBC CPS<10,
(historically insensitive to PD-(L)1)

Pumitamig’ + chemo

ROSETTA Breast-01 (CPS<10)

o Trastuzumab pamirtecan mono
Ph1/2 data informed pivotal trial in
HERZ2 low BC enabling first
potential BNT approval in BC

Pumitamig’ + chemo

China Phase 3 (all-comers)

HR+ HER2
low

HER2+ BC

W Next generation IO M Targeted therapy M mRNA immunotherapy —— Registrational trials --- Ph1/2 PoC trials

Partnered with: 1. Br wdiLink *As of November 2025
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TNBC Patients Face Poor Outcomes Due to Limited Therapeutic Options

2030 U.S., EU4, UK.
TNBC incidence!

~65k

BC staging distribution?

m Stage IV
1 Stage 11
m Stage Il
m Stage |
Stage 0

Treatment outcomes vary based on PD-L1 levels in 1L TNBC

PD-L1 CPS <10 (~ 55%)34 PD-L1 CPS > 10 (~ 45%)*

mos Chemo: 15.0 mos Pembro + chemo: 23.0 mos
(KN-355) 4 (KN-355) 4

4-year Chemo: ~15-20% Pembro + chemo: ~ 25 - 30%

0s (KN-355) 4 (KN-355) 4

5-year

survival 10%

Stage V2

>ublique (FR): AIOM (IT); Cancer Research UK 2. Car

cture EUS and US 3. Danziger N, et al, Oncologist,
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Pumitamig' in 1L Triple Negative Breast Cancer

Clinical Benefit Irrespective of PD-L1 Status Manageable Safety Profile Novel Combinations Being Evaluated in Parallel

Jiong Wu et al. SABCS 2024 PS3-08

Patient PD-L1 PD-L1 PD-L1 Phase 1/2 Study": Interim overall survival (pumitamig + nab-paclitaxel)
Population T2 CPS<1 15CPS<10 CcPsS210 10
N 42 13 16 8 08
cORR (%) 738 76.9 56.3 100.0 g 06 |
952 100.0 23.8 100.0 ; mm ‘ =0%
DCR () } i ' ’ = 04 cPs <1
e 15CPS 510 L
mPFS (months) 13.5 18.1 14.0 10.8 -] 0.2 cPs=10
- e Censorad
a
1mogs 697 769 64.6 56.6 0.0

rate % T T T T

0 2 4 6 8 10 12 14 16 18 20 22 24

Follow-up time (months)

Congress SABCS 2024

Benchmark data? 1L TNBC

Regimen ORR mPFS moS Study
Chemo (CPS <10) 35% 5.6 mo 15.2 mo

KN-355%
FEniR e 53% 97 mo 230mo

(CPS210)

NTech's inv




Pumitamig' Global Phase 2 in Combination with Chemotherapy for 1L/2L Triple
Negative Breast Cancer

Trial enrolling heterogenous population across 1L/2L, IO naive and experienced

confirmed,

A"““ L Pumitamig + taxane B
Investigator ‘
choice =

Pumitamig + anti-metabolite + alkylating

- ECOGPSO0,1
Arm 2

Key Endpoints
@ Primary: ORR per RECIST v1.1 and safety
according to NCI-CTCAE v5.0

Data expected at SABCS 5

1. Partnered with Bristol Myers Squibb 2. Cortes, J, et al. N. Engl. J. Med. 2|
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Phase 3 Study of Pumitamig’ in Combination ROSETTLA

with Chemotherapy in PD-L1 negative TNBC

Phase 3, multi-site, randomized, double-blind trial of pumitamig in combination with chemotherapy versus placebo with
chemotherapy in previously untreated locally recurrent inoperable or metastatic PD-L1 negative TNBC

* Locally recurrent inoperable
or metastatic TNBC
Ineligible for PD-(L)1 +
chemo per their tumor PD-L1
expression status

No prior systemic therapy for
TNSC i tie advanced a4 Placebo + chemotherapy of physician’s choice

Pumitamig + chemotherapy of physician’s choice

n=558
R1:1

setting

Key Endpoints Benchmark Comparator Data for 1L TNBC (CPS <10)
@ ) Primary: PFS (BICR) and OS Regimen ORR mPFS mOS Benchmark study
Chemotherapy 35% 5.6 mo 15.2 mo KEYNOTE-3552

with Bristol Myers Squibb; 2. Cortes, J, et al. N. Engl. J. Med. 2022; NCT07173751
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—— Our Diverse Breast Cancer Pipeline

Trastuzumab
pamirtecan?

Anti-HER2
ADC

Targeted therapies

Immunomodulators

Space for
curative
approaches

mRNA cancer
immunotherapies

Targeted
therapies

1. Synergistic potential; Parinered with 2. DualityBio; 3. MediLink; 4. Bristol Myers Squibb

101
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Evaluating T-Pam? in Patients With Advanced HER2-Expressing Solid Tumors

Part 1: Dose escalation (n=88 patients) » Part 1: Dose escalation (n=88 patients)
HER2 IHC 3+, I[HC 2+, IHC 1+ or ISH+, or HER2 Trastuzumab-treated HER2+ (IHC3+, IHC2+/ISH positive) gastric or GEJ adenocarcinoma,
amplification and mutation by NGS) esophageal carcinoma and CRC

Pretreated advanced
or metastatic solid
tumors

Both HER2 overexpression and HER2 low (IHC3+,2+,1+ or
ISH positive) endometrial carcinoma
RP2D/
MTD

8.0 HR+/HER2 Low (IHC2+ /ISH negative, or IHC1+) breast cancer

HER2-positive or

HER2-expressing

cancers 7.0 mg/kg (RP2D=8 mafka) HER2+ (IHC3+, IHC2+/ISH positive) breast cancer

Previous systemic i PR ;

therapies 6.0 mg/kg | NSCLC with activating HER2 mutation

ECOG PS 0-1 44mdig | HER2+ or HR+/HER2-low breast cancer with treatment failure of trastuzumab deruxtecan
2.2 maikg (HER2+ BC; HR+/HER2-low BC)

Key Endpoints
@ Safety, tolerability, pharmacokinetic, preliminary anti-
tumor activity at the selected MTD/RP2D

SIONT=CH




Trastuzumab-Pamirtecan! Demonstrates Encouraging Antitumor Activity in
— HERZ2-Expressing Patients

Phase 1/2a*: Clinical Efficacy

Moore K. et al. ASCO 2023 #3023,

Anti-tumor activity
in heavily pretreated HER2-

expressing patients %
c
ORR, % DCR, % ]
n
o
All patients o
(n=52) 442 88.5 g
HER2+ E
breast cancer 50.0 96.2 £
(n=26) S
HER2 low F
breast cancer 385 846 o -100
(n=13)

SH+

+
o
@

SH+
SH+
ISH+

+ o
LT
]
oo

HER2 |HC Status: @1+ @2+ @3+ 00000 0000000000000 0000000000000 0700001 00000000000

Dose Level: ®2.2 mg/kg ®m4.4 mg/kg =6 mg/kg m7 mg/kg =8 mg/kg 10 mg/kg

1. Partriered with DualityBio; "NCT05150691
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Phase 3 Trial Design T-Pam’ in Chemotherapy-Naive Patients with HR+ HER2-

Low Breast Cancer

y Inclusion Criteria

Adult participants, aged 18 years and
older

Documented advanced or metastatic
HR+/HER2-low (IHC 1+ or IHC 2+/ISH-)
breast cancer

Progressed on at least 2 lines of prior
ET or within 6 months of first line ET +
CDK4/6 inhibitor in the metastatic setting
No prior chemotherapy for advanced

or metastatic breast cancer®

ECOG performance status 0 or 1

Key Endpoints

@ Primary: PFS
Secondary: 08, ORR, safety

Experimental arm:

Trastuzumab-pamirtecan
8 matkg IV, Q3W

Investigator's chaice single agent chem:
(paclitaxel or nab-paclitaxel or cape

Historical efficacy chemotherapy in BC patients:?
ORR = 11-36%;

mPFS = 3-8 months;

mOS = 8-16 months

Randomized patients are
treated until:

RECIST 1.1 defined
disease progression
or

unacceptable toxicity
or

withdrawal of consent
or

any other criterion for
discontinuation is met

v. or met diseas 2 months.
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BioNTech'’s Currently Ongoing Trials* in Breast Cancer

1L metastatic ‘ 2L+ metastatic

ADC monos
BNT325/
DB-13052,
BNT326/

YL202%

Pumitamig’ + ADCs
T-Pam?,
BNT325/DB-1305%,
BNT326/YL2022

HR+ HER2
low

o Emerging data from muitiple
BNT ADCs in breast cancer
informed pumitamig + ADC
PoC trials

Pumitamig’ + ADC
T-Pam?

o Parallelly exploring multiple
combinations to inform the HER2+ BC
right combination for the right
patient segment & accelerate
registrational trial

W Next generation IO M Targeted therapy M mRNA immunotherapy —— Registrational trials --- Ph1/2 PoC trials

Partnered with: 1. Bristol Myer:

bb; 2. DualityBio; 3. MediLink *As of November 2025
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— Our Diverse Breast Cancer Pipeline

Targeted therapies

Immunomodulators

Synergy'

Space for
Trastuzumab curative
pamirtecan® approaches
Targeted : mRNA cancer
Anti-HER2 therapies Synergy" immunotherapies
ADC ‘ 8

1. Synergistic potential; Parinered with 2. DualityBio; 3. MediLink
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T-Pam: Phase 1/2 Study of T-Pam' in Combination with Pumitamig? in Advanced
Breast Cancer

Phase 1/2 trial to evaluate efficacy, safety and pharmacokinetics of T-Pam in combination with pumitamig in participants
with advanced breast cancer

Part 1: Dose escalation Part 2: Dose optimization cohorts ‘

R A RP2D: T-Pam + pumitamig

] Starting dose JXEF RP2D or lower dose: T-Pam +
At least ane line of § artng 4o R umitamig
Piior T et o | TPamDLO+ |T-PamDL1+ | T-PamDL2+
therapy 3 | but DL DL foams Meonotherapy: T-Pam
=]
Ohe 1o Eibe e of E| TPamDLO+ TPamDL1+ T-PamDL2+ LTIl Monotherapy: pumitamig
prior CTx E i itami it
DLO DLO DLO
g Exploratory cohorts Part 2: Exploratory cohorts
T-Pam dose level Cohort 2
¢ HR- or HR+, HER2-positive BC
« At least one prior line of
combination with HER2-targete
Cohort 3
Key Endpoints + HR#, HER2-null BC after ET
1-3 prior lines of CT: T-Pam + pumitamig
) Part 1 Part 2 Gobortd
O Primary: Safety ORR - TNBC :
Secondary: ORR DOR, DCR, PFS + Atleast one prior line of ther

include CTx with or without an anti-PD(L)1
inhil

SIONT=CH




— Our Diverse Breast Cancer Pipeline

Targeted therapies

BNT326/
YL2023

Anti-HER3
ADC

Immunomodulators

Synergy'

Space for
curative
approaches

Targeted 2 mRNA cancer
therapies Synergy! immunotherapies

1. Synergistic potential; Partnered with 2. DualityBio; 3. MediLink

108

SIONT=CH




Phase 2 Trials Evaluating BNT326/YL202" as a Monotherapy in Patients with
Advanced Breast Cancer

\ |
Phase 2 trial to evaluate Global Phase 1/2 randomized, open-label, adaptive, two-part trial to evaluate
BNT326/YL202 in patients with BNT326/YL202 as monotherapy and in combination with pumitamig in across solid,
advanced/metastatic breast cancer  including breast cancer

_ Part 1: Safety & dose expansion Part 2: Combination therapy

Cohort A: TNBC {Mcnoliiziany) Cohort 2A: 2L+ Cutaneous melanoma
HER2 IHC score of 0, 1+, 2+/ISH-, estrogen Cohort 1A: 2L+ Cutaneous 7

receptor (ER) and progresterone receptor (PR) ~ melanoma Cohort 2B: HER2-negative breast cancer
Sxpresslon <1% Cohort 18: 2L+ NSCLC

Cohort B: HR+ and HER2-null and HER2- Eofiort 16,2l F EGERMIBCES

low expression) Cohort 1D: Rare melanoma
HR+ and HER2-null expression (HER2 no (acral/uveal/mucosal)
expression, HER2 ultralow expression [0 < R
IHC < 1+]) and HER2-low expression (IHG Cohort 1E: Other advanced solid
score of 1+, 2+/ISH-) tumors

Cohort C: HER2-low/null BC post ADC

treatment

HER2-low/null BC patients who have failed
prior HER2-ADC or TROP2-ADC treatment

108 SIONT=CH




Establishing pumitamig’ as a potential
frontline treatment for TNBC

Evaluating no pumitamig® + ADC combinations to
bring checkpoint inhibition to additional breast
cancer subtypes and treatment settings

Establishing trastuzumab pamirtecan?
as a backbone for HER2-expressing breast
cancers

DualityBio.

ROSETTA Breast-01'

Pumitamig + chemotherapy
in 1L TNBC CPS <

Pumitamig' + ADCs

Novel combination data ex

DYNASTY Breast-022

pamirte in
HR+, HER-2 loy

Data expected in 2026

China Phase 3
Pumitamig +

Data expected in 2026

py in 1L TNBC

SIONT=CH




Gynecologic
~ Cancers
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—— Our Diverse Gyn Cancer Pipeline

Targeted therapies Immunomodulators

Immunomodulators Pumitamig*

BNT324/
e Anti-PD-L1/
Anti-VEGF

Anti-B7H3 BNT325/

ADC DB-1305%

Space for
curative

Trastuzumab )
Anti-TROP2 approaches

2
pamirtecan’ ADC

Targeted mRNA cancer

Anti-HER2 e therapies immunotherapies
ADC YL2023
Anti-HER3
ADC

1. Synergistic potential; Parinered with 2. DualityBio; 3. MediLink; 4. Bristol Myers Squibb
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BioNTech’s Currently Ongoing Trials* in Gynecologic Cancers

1L metastatic | 2L+ metastatic

© Registrational trial with
trastuzumab pamirtecan? in

Pumitamig’
endometrial cancer Cervical

Pumitamig’ + ADCs

registrational trials

o it
© Pumitamig’ demonstrated Pumitamig
encouraging efficacy as

monotherapy in gyn cancers

© Emerging ADC data informed Cancer
the start of PoC trials for
pumitamig’ + ADC
combinations

ADC monos
Pumitamig® + ADCs

umab pamirtecan? Phase 2

o Combination data will inform HER2 expressi

future registrational trials

Endometrial

Trastuzumab pamirtecan? Phase 3

HER2 expressing

W Next generation IO M Targeted therapy M mRNA immunotherapy —— Registrational trials --- Ph1/2 PoC trials

Partnered with: 1. Bristol Myers

*As of November 2025
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—— T-Pam? Clinical Activity Across HER2-Expression Levels in Endometrial Cancer

Phase 1/2 FIH study: Clinical Efficacy
Moore K. et al. Presented at ESGO 2023. Abstract # 430

+ HER2 tumor expression of IHC 1, 2 and 3+: 31%, 41% and 25%, respectively. Clinical response observed across HER2-expression levels, including IHC 1+.

+ Patients received median 2 lines of prior treatment. ~60% of patients had prior 10, ~38% pricr anti-HER2 antibody.

Dose Dose
E ion E ion

7 mglkg 8mg/kyg 8 mglkg Total

Response? (n=4) (n=4)° (n=9)"  (n=17)"

Unconfirmed ORR, n (%) 2(50) 4 (100) 4 (44) 10 (59)

Confirmed ORR, n (%) 1(25) 3(75) 0 4(24)
Pending confirmation

ORR. n (%) 1(25) 1(25) 4 (44) 6 (35)

Unconfirmed DCR, n (%) 4 (100) 4 (100) 8(89) 16(94)

@ By investigator. ® Response-evaluable subjects, which includes subjects with
21 postbaseline overall response.

Benchmark Data for 2L+ Endometrial Cancer

Regimen ORR mPFS mos Study
Single-agent chemo 16% 3.8mo 11.4 mo KEYNOTE-775%
Partnered with DualityBio; 2. N V. etal NEJM TT population), NCT05150691

Best change from baseline (%)

8

o

b
a

8

8

Dose level M7 mg/kg ® 8 mg/kg

ISH+ ISH+ ISH+ ISH+ ISH+
L] o L ] L] L] ° L ] L ] ° L] L] . L L] # L ]
HERZ IHC status @ 1+ ® 2+ @3+
Subject

Data cut-off: May 8, 2023
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Phase 3 Trial of T-Pam'vs Chemotherapy in 2L+ HER2-Expressing Endometrial

Cancer

+ Recurrent, metastatic endometrial cancer
(including HER2 1+, 2+, or 3+ score on IHC by
central testing)

At least 1 prior line of platinum-based therapy

(in any setting) and prior ICI (in any setting), up
to three lines of prior therapy (excluding
endocrine therapies)

Measurable disease per RECIST v1.1
+ ECOGPSOQor1

Key Endpoints

@ Primary: PFS

Trastuzumab-pamirtecan =

monotherapy Treatment continued

until

Disease progression
or
Unacceptable toxicity

Investigator's choice
single-agent chemo

Benchmark Data for 2L+ Endometrial Cancer

Regimen ORR mPFS mOosS Study
Single-agent chemo 15% 38mo 114 mo KEYNOTE-775%

SIONT=CH




Evaluating BNT325/DB-1305" as a Monotherapy in Platinum Resistant Ovarian
Cancer

A multicohort, first-in-human Phase 1/2 trial evaluating BNT325/DB-1305" in patients with advanced/metastatic solid
tumors unselected for TROP2 expression

Phase 1: Dose escalation Phase 2a: Dose optimization
218 years of age Cohort 3 in 2L-5L PROC
21 measurable lesion per RECIST
EC:)G PS 0-1 2 ma/kg Dose + 58 patients with
., i up to 5 mg/kg optimization n=20 ovarian cancer
Adeqiatsoid g IV, Q3W started with received 21
Asymptomatic brain metastases are 4 R1 -
A Exposure-response 4 mg/kg and was dose of DB-
n=18 —> : . changed per 1305/BNT325
(E-R) relationships SMC quid "
for efficacy and ghichce + 3 mglkg (n=30)
3.5 mg/kg after + 8
. safety were n=20 dose identified
QOvarian cancer, primary peritoneal performed to 10 patients had 3.5 mglkg Q3W for further
cancer, or fallopian tube cancer support dose received 4 mg/kg R2 expansion
(high-grade serous histology) Identification 3mglkg Q3W

1—4 prior lines of systemic therapy
PROC disease

Key Endpoints
@ Primary: ORR, safety
Secondary: DCR, DOR, PFS, OS

Partnered with DualityBio
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BNT325/DB-1305" Shows Durable Antitumor Activity in Previously Treated

Ovarian Cancer

Encouraging antitumor activity in
previously treated ovarian cancer

Best change from baseline (%)

-100

2mg/kg m3mgkg m 3.5mgkg

m 4 mgfkg 5 mgikg

Overall mPFS of 7.4 months

Responders* (n) 8
mDOR (months) 7.3
60 100
40 20
20 / 80
70
0 =60
-20 80
—40 e e & a0
e
G : 30
e 20
-80 . 10
-100 . S— — . S— 0
0 6 12 18 24 30 36 42 48 012345678 9101112131415
Weeks Months
— 2-5 mg/kg
¢CR o PR xSD ACR — 3mgkg

Data cut-off: 15-Dec-2024

Rubinstein et al SGO 2025
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BNT324/DB-1311" Shows Emerging Activity in Melanoma, HCC, Cervical Cancer
and HNSCC

HN
cc HCC HNSCC Melanoma cc HCC scc Melanoma
— _— I
Treated, n g 12 7 12 2
Evaluable for efficacy, n 4 12 a 1 F 20 I
@
ORR, n (%) 3(75.0) 3 (25.0) 3(100) 4 (36.4) % 0
[95% Cl] [19.4,99.4]( [5.5,57.2] [29.2,100] [10.9,69.2] E
-20
£
Confirmed ORR, n (%) 3(75.0) 2 (16.7) 2 (66.7) 2(18.2) 2
o —40
Pending confirmation, n 0 1 1 2 g
5 60
DCR, n (%) 4 (100) 11 (91.7) 3(100) 9 (81.8) K
[95% Cl] [39.8,100] [[61.5,99.8] [29.2,100] [48.2,97.7] |@ —80
-100

Data cut-off: 27-Sep-2024




Pumitamig' in Combination with Novel ADCs in High Unmet Need Indications

Ongoing, first-in-human Phase 1/2 trial evaluating BNT325/DB-13052 and pumitamig in patients with
advanced/metastatic solid tumors: DB-1305-0-1001 study

clusion Criteria Part 1: Dose escalation Part 2: Dose expansion (n=30)

+ 218 years of age

’ Cohort Indication
=1 measurable lesion per
RECIST v1.1 . bL2: BNTa2508-1205 [ PM1 1-2L NSCLC AGA-

- ECOG PS 0-1 + backiil |" 3.5 mglkg Q3W Pumitamig PM2 2L nsq NSCLC AGA+
Adequate organ function 30({';%“9 PM3 1L Cervical cancer

+ Asymptomatic brain * PM4 2-4L PROC
metastases allowed PM5 1L TNBC

Key Endpoints

@ Primary: DLT, safety, ORR
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Preliminary Data Combining Pumitamig! with ADC Showed a Manageable Safety

Profile with Few Overlapping Toxicities and Signs of Clinical Activity

Phase 1/2: Pumitamig' combined with TROP2 ADC BNT325/DB-13052 in 2L-4L PROC

Erika Hamilton et al. AACR 2025 P648

TRAESs occurring in 210% of patients receiving BNT325/DB-1305 +

pumitamig’ Q3W (N=67)

Stomatitis

Anemia

Nausea

WBC count decreased
Hypercholesterolemia
Hypoalbuminemia

AST increased

Epistaxis

Lymphocyte count decreased
uTl

Patients, %

1164
16.4
19
1.9

1 10.4
10.4
B 104
10.4

. 56.7
1 239

Grade
1-2 3

0

20

40

60

80 100

Waterfall plot for PROC from dose expansion cohort in 2-4L PROC (N=13)

Best chanFe from baseline in sum of
targeflesion diameters (%)

40
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—— Our Diverse Gyn Cancer Pipeline

Targeted therapies | Immunomodulators

Pumitamig*

Immunomodulators

Anti-PD-L1/
Anti-VEGF

Space for
curative
approaches

mRNA cancer
immunotherapies

Targeted
therapies

1. Synergistic potential; Parinered with 2. DualityBio; 3. MediLink; 4. Bristol Myers Squibb

121 SIONT=CH




Evaluating Pumitamig' Monotherapy in Patients with Advanced CC and PROC

20mglkg Q2W
7 n=73
+ Advanced or metastatic
CC (< 2 prior treatment lines) and
PROC (,‘ 1 prior l_reatmept line 30mglkg Q2W CC cohort Treatment continued until
after platinum resistance) =1 —
a) Disease progression

Age 18-75 years ) prog
ECOG PS 0-1 20mgkgQIW | b) Intolerable toxicity
Adequate organ function n=7
Exclude evidence of significant
bleeding and coagulation disorder
or other significant bleeding risk 45"‘9::‘_96(33\"\'

-

Key Endpoints

@ Primary: ORR per RECIST1.1
Secondary: DCR, PFS, safety
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Pumitamig' as Monotherapy Showed Encouraging Efficacy Signals

in Patients with PROC

Phase 1/2 trial: Efficacy signals PROC
Wu, L. et al. ASCO 2024 #5524

80 PROC

-40
-80
-80)

012345678 91011121314151617181920
Study Months

PR m SD m PD PR m SD m PD

b On Treatment

Change from Baseline (%)
9]
(=}

Best Change from Baseline (%)

PROC: N=34 | 7 PR | 16 SD | ORR of 20.6% and DCR of 67.7%

90 ‘ : PROC
o & | N:34 Events:23
e | Median(95%Cl): 5.52(1.51,8.28)
60! 8 |
= b - - 50%
40 A
30 ; .H.'fl
20 ! —y

0 2 4 86 8 10 12 14 16 18
Progression Free Survival (months)

Progression Free Survival Probability (%)
o
=]

+ Censored
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Pumitamig' as Monotherapy Showed Encouraging Efficacy Signals

n Patients with CC

Phase 1/2 trial: Efficacy signals CC
Wu, L. et al. ASCO 2024 #5524

g g
o 100] Cervical Cancer = Cervical Cancer =
£ 80 - 2
= ] £ 100+ "
& 60 £ 2 45 % Cervical Cancer
g 0 3 g% e,
E 20 = E = \; N:45 Events:23
£ ol £ 3 & L Median(35%Cl): 8.34(545.15.1)
g-20 ] . £ - 5 50 SEEE S G - 50%

[ g
£ -40 @ S i
H & a %0 R
£ 60 £ - 30 ; '
o s @ i +—+
= -80 i £ 20 :
7] o. w
2-100 P e “ 0
o 0 2 4 6 8 10 12 14 16 18 20 22 5%

3

Study Months § 0 2 4 & 8 10 12 14 16 18 20
CR = PR m SD mPD CR =PR mSD mPD g‘ Progression Free Survival (months)
b On Treatment -

CC: N=45| 1 CR | 18 PR | 23 SD | ORR was 42.2% and DCR 93.3% |

ORR in patients with PD-L1-positive tumors was 52.4% mPFS was 8.3 months

Progression Free Survival (months)
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e

-
Ongoing and'Next Stepsy| Gynecelogical Cancer.
&

Establishing trastuzumab pamirtecan? in Single arm registrational Phase 2
HER2-expressing endometrial cancer Trastuzumab pamirtecan? in 2L+ HER2

BLA submission planned for 2026

Data to be presented in 2(

Evaluating ADC monotherapy and novel Pumitamig’ + ADCs
pumitamig? + ADC combinations in Novel combination data to be presented in 2026
ovarian and cervical cancers

Confirmatory Phase 3

zumab pamirtecan? in 2L+
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Gastrointestinal
Cancers
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— Our Diverse Gl Cancer Pipeline

Targeted therapies

BNT324
/DB-13112
Anti-B7H3 BNT326
ADC YL2028
Anti-HER3
ADC

Immunomodulators

Space for
curative
approaches

mRNA cancer
immunotherapies

Targeted
therapies

1. Synergistic potential; Parinered with 2. DualityBio; 3. MediLink; 4. Bristol Myers Squibb; 5. Genmab; 8. Genentech, a member of the Roghe Group

Immunomodulators
s BNT314
4
R /GEN10595
Anti-PD-L1/ Anti-EpCAM/
Anti-VEGF Anti-4-1BB

mRNA cancer immunotherapy

iNeST Autogene
" Fully individualized cevumeran®
immunotherapy

127
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- BioNTech’s Currently Ongoing Trials* in GI Cancers

Adjuvant 1L metastatic 2L+ metastatic

Pumitamig! aiming to provide

Pumitamig® + chemo
10 option in CRC-MSS

(CRC - MSS) Mono Immuno-modulators /
ROSETTA CRC-203 ADCs
o Pumitamig! aiming to improve Sponsored by BMS

upon SoC in Gastric Cancer

Pumitamig’ + BNT314 /GEN1059?

Pumitamig’ + chemo Mono ADCs
ROSETTA GASTRIC-204 BNT324/DB-13113,
Sponsored by BMS BNT326/YL2024

Mono data being generated in
2L+ settings with ADCs and
immunomodulators

o In parallel, combination trials
will start to generate indication
specific data

S ; I Pumitamig’ + chemo Mono ADCs

© mRNA cancer immunotherapies ) BNT327-09' BNT329
being evaluated in randomized
clinical trials in the adjuvant
setting

W Next generation IO M Targeted therapy M mRNA immunotherapy —— Registrational trials --- Ph1/2 PoC trials

Partnere

h: 1. Bristol Myers Squibb; 2. Genmab; 3. DualitiyBio; 4. MediLink."As of November 2025
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MSS CRC: Significant Global Incidence with Unmet Need for New Therapies

2030 U.S., EU4, UK. Patients with metastatic MSS-CRC have few treatment options and
CRC incidence! ~470 k require new therapeutic strategies
CRC staging distribution?
dMMR / MSI-H pMMR / MSS
36% JPRM 3.5%-5% of Stage IV
8 colorectal cancer mos Pembro: 77.5mo Bevacizumab / Cetuximab +
tumors are MSI-H? (KEYNOTE-177)3 chemotherapy: ~30mo* ®
Pembro: ~55% Bevacizumab / Cetuximab +
S-year OS (KEYNOTE-177) chemotherapy: ~15-25%* 5
m Stage IV
u Stage Il
m Stage |l
H Stage |
us EUS
1. Globocan — Cancer Tomomow. 2. CancerMPact® 2024 Treatment Architecture EUS and US. 3. André, Ann Oncol., 2024, 4. Cremolini, Lancet, 2015, 5. Venook. JAMA, 2017
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Phase 2 Signal Seeking Trial of Pumitamig! in Combination with Chemotherapy
in Colorectal Cancer

Phase 2, multicenter, open label trial to evaluate efficacy and safety of pumitamig in combination with chemotherapy in
1L MSS or MSI-L/pMMR metastatic CRC

confirmed metastatic R4
colorectal cancer

* Histologically or cytologically "230{ Pumitamig DL1 + CTx regimen 1, IV, Q2W

Pumitamig DL2 + CTx regimen 1, IV, Q2W

No dMMR or MSI-H

No prior systemic anti-tumor
therapy for CRC n=10 { Pumitamig DL1 + CTx regimen 2, IV, Q2W

+ Measurable lesions per @
RECISTS v1.1

+ ECOGPS0Oor1

Pumitamig DL2 + CTx regimen 2, IV, Q2W

Key Endpoints

@ Primary: ORR, safety
Secondary: DOR, DCR, PFS, OS
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Phase 2/3 Study with Pumitamig’ in Combination ROSETTL
with Chemotherapy in Patients with CRC CRC-283

Phase 2/3, randomized study to evaluate safety and efficacy of pumitamig in combination with CTx vs. Bevacizumab in
combination with CTx in participants with previously untreated, unresectable, or metastatic CRC

Phase 2 (n=90) Phase 3 ‘
dose optimization/POC registration

Pumitamig DL1 + FOLFOX/FOLFIRI Q2W

Pumitamig +

FOLFOX/FOLFIRI/CAPOX

R Pumitamig DL2 + FOLFOX/FOLFIRI Q2W R

Bevacizumab +
FOLFOX/FOLFIRI/CAPOX

Bevacizumab + FOLFOX/FOLFIR| -

Q2w
Key Endpoints Benchmark Data for 1L MSS CRC
@ Phase 2 Phase 3 Regimen ORR mPFS mOSs Benchmark study
Primary: ORR PFS Bevacizumab + FOLFIR| 65% 9.7 mo 258mo TRIBE
Bevacizumab + FOLFOX 47% 9.4 mo 21.0mo NO16966

SIONT=CH




Gastric Cancer: Poor Outcomes and Restricted Therapies in Biomarker Negative
Patients

2030 U.S., EU4, UK. High unmet need for metastatic gastric cancer patients as long-term survival
gastric cancer ~75k outcomes are very poor and treatment options remain limited to
incidence! chemotherapy in biomarker negative patients

Staging distribution?

HER2 positive (~15-20%) HER2 negative (~80-85%)

38%
Pembro! + trastuzumb? + chemo
Nivolumab + chemotherapy

mOS: 13.8mo
(CheckMate-649)*

PD-L1,CPS=1 mOS: 20.1 mo
(~80%) 2-year OS: 41%
(KEYNOTE-811)2

M Sirage: v Trastuzumab? + chemo Chemotherapy
Stage Il PD-L1, CPS <1
m Stage Il (~20%) mOS: 20.4 mo mOS 12.5mo
H Stage | (KEYNOTE-811)? (CheckMate-649)*
us EU5
1.1. Globocan — Cancer Tomorrow: 2. CancerMPact(® 2024 Treatment Architecture EUS and US; 3. Janjigian, NEJM 2024; 4. Janjigian, JCO 2024
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Phase 2/3 Study with Pumitamig’ in Combination with ~ RESGET T &
Chemotherapy in 1L Gastric Cancer GASTRIC-28Y

Phase 2/3 study of pumitamig in combination with chemotherapy to evaluate safety and efficacy in
1L Gastric Cancer

Phase 2 dose
optimization/POC

Pumitamig DL1 + FOLFOX
Pumitamig +
FOLFOX or CAPOX

Pumitamig DL2 + FOLFOX

Phase 3 registration ‘

+ Advanced or metastatic
GC/GEJ/EAC

+ No prior systemic therapy

. PD-L1CPS>1
« HER2 negative "

[
|

Nivolumab +
FOLFOX or CAPOX

Nivolumab + FOLFOX

Key Endpoints Benchmark Comparator Data for HER2-negative gastric cancer
(PD-L1CPS =1)
Phase 2 Phase 3
@ Primary: ORR PFS, 0S Benchmark regimen ORR mPFS mOSs Benchmark study
Nivolumab + chemo 60% 7.5mo 13.8 mo CheckMate-649
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Evaluating BNT314/GEN1059" in Combination with Pumitamig? in Patients with
- Metastatic Colorectal Cancer

Phase 1/2 trial across 482 patients to evaluate combination BNT314/GEN1059 and pumitamig and chemotherapy in
patients with advanced metastatic CRC

Uni
tologically confirmed
noma of the
colon or rectum

Confirmed non-
microsatellite instability-
high (non-MSI-

) MR mCRC.

rable disease
by RECIST

Have ECOG 0 - 1.

Part A: Safety run-in

3L+ MSS/pMMR mCRC
BNT314/GEN1059 + Pumitamig*
DL5: BNT314/GEN1059 + 1
pumitamig
A-DL4: BNT314/GEN1059 +
pumitamig

A-DL3: BNT314/GEN1059

pumitamig

A-DL2: BNT314/GEN1059 + ‘ ]
pumitamig
A-DL1: BNT314/GEN1059 +
pumitamig

Key Endpoints
Part A Part B PartC
@ Primary: Safety Safety, ORR  PFS
Secondary: ORR,DOR, DOR,DCR ORR, OS,
DCR safety
Partnered with: 1. Genmab; 2. Bristol Myers Squibb. 3. Bennouna J. et al. Lar 0

Part B: Dose optimization

2L MSS/pMMR mCRC
R B1-DL1: BNT314/GEN1059 +
& pumitamig + chemotherapy

B2-DL2: BNT314/GEN1059 +
pumitamig + chemotherapy

1L MSS/pMMR mCRC

B3-DL1: BNT314/GEN1059 +
pumitamig + chemotherapy

R
I B4-DL2: BNT314/GEN1059 +
pumitamig + chemotherapy

Part C: Phase 2

2L MSS/pMMR mCRC

C-TA1: BNT314/GEN1058 +

pumitamig + chemotherapy

iR W C-TA2 (SOC): Bevacizumab +
chemotherapy

C-TA3: Pumitamig +

chemotherapy

134
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Pancreatic Cancer Patients Have Poor Long-Term Survival Rates and Limited

Treatment Options

2030 U.S., EU4, UK.

pancreatic cancer ""'1 53 k

incidence!

Staging distribution?

m Stage | - Il
m Stage IV

us EU5S

High unmet need for pancreatic cancer patients as long-term survival

outcomes are very poor and treatment options remain limited to
chemotherapy

mOS

24 mos OS

5-year
survival

Stage I-lll + Stage IV Stage IV metastatic

resectable
GnP: 8~9 mo
Chemo: 53.5 mo (MPACTY?
(PRODIGE-24) FOLFIRINOX: ~11 mo
(PRODIGE-IV)>
GnP: 10%
70% (MPACT)*
(PRODIGE-24) FOLFIRINOX: 10%
(PRODIGE-IV)®
43% 6
(PRODIGE-24)? n

310
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Phase 2 Trial with Pumitamig® in Combination R SETTA

with Chemotherapy in Patients with PDAC PDAC-189

Patient Population

1L PDAC patients

Key Endpoints

@) Primary: ORR, safety

Pumitamig + chemotherapy option 1

Pumitamig + chemotherapy option 2

Benchmark Data for 1L PDAC

Benchmark regimen ORR mPFS mOS Benchmark study
mFOLFIRINOX 32% 6.4 mo 11.1 mo MPACT?
GnP 23% 5.5 mo 8.7 mo PRODIGE-IV?
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Exploring CA19-9-ADC BNT329 To Build Presence in Gl Cancers

CA19-9 as an ADC target' First-in-Human trial with BNT329

© CA19-9 s highly expressed in PDAC and other Gl cancers? Key In

Tumor Site CA 19-9+/ total (%) + No patient pre-selection based on CA19-9 expression
o + All comer tumor indications known to express CA 19-9
pancnds EHE ) (PDAC, Gastric, Endometrial, Colorectal cancer)

Bile Duct 10/11 (91%)
Transitional (bladder) 22/29 (76%) Dose Level 7
Distal esophogus/stomach 21/30 (70%)
Colon 36/51 (71%) cEeulove s
Ovary 22/37 (69%) Dose Level 5
Endometrium 27/44 (61%)

[>W CohortA
2L+ PDAC

Dose Level 4
Pancreatic ductal adenocarcinoma

Colon carcinoma Decalaria

Lung adenocarcinoma

© Cohort B
2L+ Basket (Gastric, CR

E‘ Urinary bladder, mucinous adenocarcinoma Dose Level 2

E‘ Colon metastatic to ovary
Breast carcinoma, lymph node Dose Level 1
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Ongoing and Next Steps | Gastrointestinal Cancer

ablishing pumitamic ROSETTA CRC!

gastrointestinal cancers Pum
in 1L

Pumitamig’ +
immunomodulator
monotherapy in late-stage disease

Partnered with: 1

138

ROSETTA Gastric-204'

Signal-seeking Phase 2

+ chemott
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Genitourinary
Cancers
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— Our Diverse GU Cancer Pipeline

Targeted therapies Immunomodulators
Immunomodulators Pumitamig® Gotistobart*
Anti-PD-L1/ Anti-CTLA-4
Anti-VEGF
BNT324
/DB-13112 s
pace for
curative
Anti-B7H3 approaches
ADC b =

mRNA cancer
immunotherapies

Targeted
therapies

1. Synergistic potential; Parinered with: 2. DualityBio; 3. Bristol Myers Squibb; 4. OneoCA
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— BioNTech’s Current Development in GU Cancer

1L metastatic 2L+ metastatic

© RCC: Pumitamig' demonstrated
encouraging efficacy as

monotherapy in RCC . .

B China Phase 1/2 China Phase 1/2

@ Prostate: Encouraging data
for BNT324/DB-13112 and
gotistobart® in
late line mMCRPC

© Ongoing trials will inform
future registrational trials

pumitamig’ pumitamig’
(non-clear cell) (clear cell)

ADC mono
(BNT324/DB-13112)

Immunomodulator + RLT
(Gotistobart?)

W Next generation IO M Targeted therapy M mRNA immunotherapy —— Registrational trials --- Ph1/2 PoC trials

Partnered with: 1. Bristol My

alityBio; 3. OncoCA
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Evaluating Pumitamig' Monotherapy in Patients with 2L Clear Cell RCC and 1L
Non-Clear Cell RCC

Phase 1/2 multiple cohort monotherapy trial to evaluate safety and efficacy of pumitamig in patients with advanced solid
tumors, including RCC

+ Locally advanced inoperable or metastatic RCC with
or without sarcomatoid component

* ccRCC: progress on prior 1L VEGF TKI +/- 10O

» nccRCC: no prior systemic therapy n=53 Treatment continued
until disease progression

or intolerable toxicity

Pumitamig, iv,

Q2W or Q3W

Malignant tumor confirmed by histology or cytology
Adequate organ function

= 1 measurable lesion not been previously treated
(RECIST 1.1)

ECOG 0-1

Key Endpoints

Primary: ORR
O Secondary: DCR , DOR, PFS, safety
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Pumitamig! Showed Encouraging Anti-Tumor Activity in Patients with 2L+ Clear

Cell RCC

ORR: 25.0%; DCR: 82.1% (n=28)

mDOR: 19.6 months

Pl ORR: 25.0% *ICitreated  wPD
T 60 DCR: 82.1% =SD DOR:
£ PR
5 40 DOR:195M  204M
g NONDNDND'N P~ N P N ND N 'ND N NDNDNDNDNDND ey
3 0 7 B
£ .0 [NDNDP N N P NDN N i ‘ 1
& 0 0.
g .
5 60 | PD.L1: N=<1% P=21% ND =None Done DOR: 2.8M
S 80 | IMDC: F = favorable, | = intermediate. PR = poor DOR: 9.8M
& 100 — o m—— —
F I I | FPePrPrPr | Pr Il Pt FF LI LFE I 0 L Pt | Pri —— o —
.
2
4 — — — ————  DOR: 4.2M
mPFS: 10.9 months 2 [ ——————
[ ————
—
1.0 |- Gensored ——
——
@ 08 mPFS: 10.9(95%C1 5.7,NE) —— —
3 ——
z sot —
3 o0s — X 0
% — & SD
— A PR
z 02 — On treatment
a0
0 2 4 L} 0 12 14 16 18 20 22 24 26 28 30 [ 3 B 9 12 15 18 21 24 27

Study Months
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Pumitamig' Showed Encouraging Anti-Tumor Activity

in Patients with 1L nccRCC Across Subtypes

ORR: 36.4%; DCR: 90.9% (n=22)

DOR of up to 24.9 months

£ w0 ORR: 36.4% 2
£ DCR: 90.8% = DOR: 24.9M
£ 2 DOR: 14.3M
: o [ I | | ND ND ND ND ND ND N _ND ND ND ND ND ND ND ND N _ND P DOR: 13.8M
|ND ND ND ND bl B | l
E 2 [
H ————————
§ -0 | — —————  DOR: 711
8 gy | PDL1:N=<1% P=21% ND =None Dona o e, DOR: 4. 1M
S | mgso fc? éivu;ﬁgle |h= intgrlge::iate‘ PR = poor e
7 -80 =Papillary O=Other 2 ; -
L (O O T R T T T T R - S T R T | —— i —
g i, DOR 4 2M
£ 2 =
. o . a
mPFS: 15.1 months ——t—————
—— —
—— ——
1.0  Censored mp—— DOR: 3.2
——— DOR: 4.8M
g 02 [E—
o
5 06 BO% —— X PD
Z 04 I— ® sp
3 — A PR
% 02 — On treatment
<00
0 2z 4 6 B 10 12 14 16 18 20 2 24 26 28 30 0 3 8 9 12 15 18 21 24 2
Study Months
1 [} r i
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— Our Diverse GU Cancer Pipeline

Targeted therapies

Immunomodulators

BNT324
/DB-13112 s
pace for
curative
Anti-B7H3 approaches
ADC i 1
Targeted mRNA cancer
therapies immunotherapies

1. Synergistic potential; Parinered with: 2. DualityBio; 3. Bristol Myers Squibb; 4. OneoCA
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Broad Exploration of BNT324/DB-1311"

Phase 1/2, multicenter trial of BNT324/DB-1311 enrolling 465 patients with advanced/metastatic solid tumors unselected

for B7TH3 expression, including in Prostate Cancer

Phase 1

Dose escalation/backfill
Adequate organ function Huss
Progressive mCRPC (seru Cohort 4
testosterone <50 ng; (Dose optimization)
as defined by PCWG3 criteria)

Cohort 11

(Post Lu-177)
Prior BTH3 targeted therapy
Prior TOP1 ADC

Cohort 12

(Taxane-naive)

Key Endnoints

@ Primary: ORR, safety
Secondary: DCR, DOR, rPFS

= Prior docetaxel; docetaxel rechallenge allowed
= Prior NHT

1-2 lines of systemic chemotherapy, including
docetaxel

= Prior NHT
= Prior Lu-177 radioligand therapy

= Taxane-naive; prior (neo)adjuvant use >12 months

earlier allowed

= Prior NHT

3 mglkg up to 12 mg/kg IV Q3W

9 mglkg IV Q3W

6 mg/kg IV Q3W

6 mg/kg IV Q3w

— pT—— e |

=]le)]

=G




Encouraging Efficacy with BNT324/DB-1311" in Late-Line mCRPC

Overall 6 mg/kg 9 mg/kg — a0 Parsonson A et al. ASCO 2025 5015.
(n=73) (n=38) (n=33) =1
5 20
Response evaluable, n 52 24 28 _ﬂ% é
423 4.7 429 22 IEREEANN NN
[28.7, 56.8] [22.1,63.4] [24.5, 62.8] ES
30.8 29.2 321 £s
[18.7,45.1] [12.6, 51.1] [15.9, 52.4] g5
5 3 2 55 ©
90.4 91.7 89.3 H E 80| memgkg
K . . @35
[79.0,96.8]  [73.0,99.0] [71.8,97.7) & _qgp! = 9mgkg
mDOR," months ne ne ne
&) 1 [4.0, ne] [4.2, ne] [4.0, ne) 100 _
Evaluable for rPFS, n 68 33 33 e ﬁ‘—L—b‘_l—
! nel5.7,ne] ne[57,ne] nel5.6, ne] & B s cs a I
14 (20.6) 8(24.2) 6(18.2) " 25| —6mgkg
rPFS rate, 9 mglkg
6-month 67.7 67.1 62.7 0 q 2 3 4 5 6 7 8 9 10 1" 12
9-month 58.0 58.7 ne Monthis

Data cut-off: March 04, 2025
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Ongoing and Next Steps | Genitourinary Cancer

China Phase 1/2

Pumitamig? in 2L+«

Partnered with: 1. Bristol Myers Squibb.
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Innovating Early-
Stage Cancer
Treatment with

MRNA Cancer
Immunotherapies

Prof. Ozlem Tiireci, M.D.
Chief Medical Officer and Co-founder
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—. SARS-CoV-2 mRNA Vaccines Sensitize Tumors to CPI

COVID-19 mRNA vaccines are associated with improved survival in patients with NSCLC or metastatic melanoma
receiving immunotherapy in study with over 800 patients
©® ~25% of these patients received mMRNA COVID-19 vaccines within 100 days of initiating immunotherapy
© Demonstrates potential of MRNA vaccines to stimulate innate immunity
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mRNA Immunotherapies for Systemic Delivery and Induction of Potent
Polyspecific Inmune Responses Against Cancer Antigens

Uridine-based mRNA-lipoplexes (RNA-
LPX) administered IV for preferential
delivery to the APCs in spleen, lymph
nodes and bone marrow

RNA-LPX g 1

RNA-LPX is optimized for immune
response stimulation

Migration to T-cell Transfected maturs DC
o1 i \

ne, |

RNA-LPX combines targeted antigen
delivery with stimulation innate immune
signature

RNALPX oyines, , .+
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stimulation

Secretory signal peptide
for translocation of the nascent polypeptide
chain into the endoplasmic reticulum

5’ cap

5'UTR

RS - @) [
1 | l

3 UTR

MITD (MHC class |
trafficking domain)

Poly (A) tail

5'cap, UTRs, poly(A) tail engineered for optimized stability and translational performance
Long single-stranded mRNA format, uridine chemistry and LPX to activate innate immune signature
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Full Exploitation of Cancer Target Space for Induction of Anti-Cancer Immunity

Cytokines | NSCLC, BNT116, LuCa-MERIT-1 trial
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1 Partnered with Genentech, a member of the Roche Group. 2 Antigens vary across programs; 3. T-cell re:
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Clinical Trial Execution Across iNeST and FixVac Portfolios

Individualized immunotherapy: iNeST

Autogene cevumeran’

BNT1112 BNT113

BNT116

Data presented
from epi sub-study
at ASCO 2024 and
from biomarker
sub-study at
ESMO-GI 2024

Data from Phase 1
trial published in
2023 (Rojas et
al., Nature)

Follow up data
published in
February 2025
(Sethna et al.,
Nature)

Primary endpoint
(significant PFS
improvement) not
met. Numerical OS
benefit trend
observed. Data
presented at ESMO
2025

Data published
(Lopez et al.,
Nature Medicine
2025)

Positive topline
data announced in
2024

Data presented at
ESMO 2025

Trial updated to
Phase 2/3

Adjuvant 1L R/R RIR L Multiple settings
MIUC CRC PDAC Melanoma Solid tumors Melanoma Hpvdgggg"“ NSCLG
Phase 2 Phase 2 Phase 2 Phase 2 Phase 1 Phase 2 Phase 1&2
Phase 2/3
Mono & combinations,
oY + i Monotherapy and i M including
Nivolumab Monotherapy Aiezaiizima Pembrolizumab 4 Cemiplimab Pembrolizumab BNT324/DB13117,
mFOLFIRINOX Atezolizumab BNT326/Y1202' and
Pumitamig?
Recruitment Recruitment Recruitment Trial completed Trial completed Trial completed Recruitment Recruitment
ongoing ongoing ongoing (n=125) (n=272) (n=184) ongoing completed in Phase

2in 1L NSCLC?

Presented at SITC
2023, AACR 2024
and SITC 2024.

Data in frail
patients presented
at AACR 2025

Data in patients
after cCRT
presented at
WCLC 2025

1. Partnered with: 1, Genentech

a membar of the Roche

ip: 2. In collabaration with F
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iNeST' Phase 2 in 1L Melanoma — Study Design and Primary endpoint

Trial Design

Key inclusion criteria
* Unresectable/metastatic

melanoma - Pembrolizumab N=41
+  Naive to metastatic '
treatment setting ‘ 10 patients crossed over after confirmed PD

Stratification factors
PD-L1 (25% vs. <5% or
unknown) Ker Ensisaig

+ M-stage & LDH @ G A

Primary endpoint: PFS
Secondary endpoints: OS and safety

n=125

Key Findings

+ PFS: not met
O8S: difference at 12 and 24 months in favor of the combination

Immunogenicity: robust neoantigen-specific T-cell responses with
multi-epitope breadth; vaccine-expanded clones persisted well
beyond induction

Safety: well tolerated; mostly Grade 1-2 TRAES; no new safety
signals

Percentage of Patients

Investigator-assessed PFS Sullivan et al. ESMO 2025 #954P

100

80

60

40

20

Median PFS
ArTr k 1ab): 7.9 months (95% CI 2.8, 22.7)
Arm B (Autogene Cevumeran + Pembrolizumab): 8.3 months
~— (95% CI 6.9, 26.9) Hazard Ratio: 0.79 (95% Cl 0.49, 1.27)
(p=0.3284)

+ Censored

0 3 6 9 1215 18 21 24 27 30 33 36 39 42 45 48 51 54 57 60 63
Time (Months)
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Autogene Cevumeran Drives Broad, Durable T-Cell Responses in Majority of
Patients

© ©

Sulliva

High patient-level Breadth, not just Vast majority are de novo 84% “immune responder” Neoantigen specific T-cell
immunogenicity: 47/56 presence: Median 3 CD8+ T cell responses rate; 16% had no ELISpot clones were detectable up to
(84%) patients mounted immunogenic necantigens and they are of high signal at the measured 1.5 years after last autogene
21 ex vivo T-cell response per patient (range ~1-13) magnitude timepoint(s) cevumeran dose (median
longitudinal follow up: 154
days, range 21 — 559 days).
»
- Longitudinal analysis of neoantigen-specific CD8 T-cell clones
@ § I
s 8 e as
2 E e - mﬂgﬁ?‘"“ ati
EgQ [
3£ OF 25 ® Last autogene cevumeran
z g E E 20 dose before last sample
£§15
s 3
ggo
7 2% BuikpemCs CD8'T cells 3 s
® e fus.e LLLLTETY
H 3; 5’888_\.. 8 0
S o
@ e
Zx 2000 Induction Maintenance
1 [ dosing dosing
2 1000

Patients

Days Post Baseline

T-cell clones were detect-able up to 1.5 years after last autogene cevumeran dose
(median longitudinal follow up: 154 days, range 21 — 559 days).
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__ Autogene Cevumeran' Phase 2 in 1L Melanoma

=100 - Cut-off at >1 = 100 " Cut-off at >2

< w0 | TR S e

gw| O e —— g L To—pr

§ 4 - § 40 = — i - -

& 20 | + Censored HR:0.36 & 2| + Censored HR:0.28

CsD1 — 0 ] 12 18 24 30 36 42 48 54 CsD1 — 0 ] 12 18 24 30 36 42 48 54
Arm  No. at risk Month Arm  No. at risk Month
Bs1 1" ] 4 4 4 3 2 2 1 NE B2 17 2 7 ] 5 4 2 2 1 NE
B>1 23 17 15 13 10 9 7 5 1 1 B>2 17 14 12 1 9 8 T 5 1 1
A 21 17 13 12 12 " 6 3 2 NE A 21 17 13 12 12 1 6 3 2 NE

Cut-off at >3 Cut-off at >4
— 100 — 100
“=al =

§ % _“‘_“‘—‘—‘—‘—L._.._._._._. é % :

2 60 L £ 60 e

5 40 — Hr— bj b i 5 40

= s ]

& 23 + Censored HR:0.10 g Zg + Censored HR<0.01

C8D1 — 0 6 12 18 24 30 36 42 48 54 C8D1 — 0 6 12 18 24 30 36 42 48 54
Arm  No. at risk Month Arm  No. at risk Month
Bs3 22 12 10 8 7 6 4 1 NE B 26 15 12 10 ] 8 5 4 2 NE
B>3 12 1 11 10 7 6 5 4 2 1 B 8 8 F 7 5 4 4 3 NE 1
A 21 17 13 12 12 " 6 2 NE A 21 17 13 12 12 " 6 3 2 NE

— Combination, higher breadth Combination lower breadth — Pembrolizumab arm

Trend of incremental PFS improvement observed in patients with higher neoantigen response breadth?

1. Partnered with Genentech, a member of the Roche Group; 2. Explorat:

y, non-powered analyses; Group "<= cutofl” includes ELISpot negat
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Autogene Cevumeran' Phase 2 Data in 1L Melanoma Yield Insights That Support
Current Development Focus

Numerical overall survival trend favoring the combination A trend of improved OS in patients with immune cell PD-L1 High

observed at 12-month and 24-month; no formal testing was vs. PD-L1-Low in the autogene cevumeran combination arm vs.
performed for this secondary endpoint? the pembrolizumab arm

100 Secondary Endpoint: Overall Survival - (ITT) 10D Overall Survival
B0 Arm A (Pembrolizumab) — Arm A PD-L1 IC-High

= — Arm B (Pembrolizumab s 75 Arm A: PD-L1 IC-Low
£ 80 +autogene cevumeran) e — Arm B: PD-L1 IC-High
2 w + Censored E P Arm B: PD-L1 IC-Low
@ =
E 20 x 25 Arm A (Pembrolizumab)

0 0 Am B (Pembrolizumab +

0 3 6 9121518212427303336394245485154576063 [

0o 10 20 30 40 50 60 autogena cavumeran)

Time (Months) Time (Months)

A trend of improved OS in patients wi with low mutation burden treated with autoc
pembrolizumab arm

cevumeran combination vs. the

100 Overall Survival

i, Overall Survival - TMB-L
Sullivan et al. ESMO 2025 #354P
75

&

= — Arm A: TMB-High 2

= © 1.0

= Arm A: TMB-Low = i
i o

£ 50 — Arm B: TMB-High %; I I L

s Arm B: TMB-Low

g % g oz1 |02 |022

e
g

Arm A (Pembroizumeb)
| Am B (Pembroizumab + autogene cevumeran)

0 10

AmA|BE% 81N TE% S6% M% 20% 15%
AmB|87W 73N 62% 48w 38% 24% 8%

40 50 60

0% 25° 0% 5% 90%
24) (87) (99) (155) {@50) {31) (77)

20 30
Time (Months)

Quantile Cutoff
r PFS was 36 mc

ar of the Roche Group; 2. The primary analysis occurmed after 79 nths and for OS was 45.1 montns

madian follow-up tima
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Ongoing and Next Steps | MR @an@8lmmunotherapies

Evaluating autogene cevumeran? Phase 2 Phase 2

in adjuvanl-stage disease Autogene cevumeran? in adjuvant Autogene cevumeran? +
ctDNA+ stage |l (high risk) / stage Ill  chemotherapy + atezolizumab
MSS-CRC in adjuvant PDAC

Update planned for 2026
& L Phase 2

Autogene cevumeran? +
chemotherapy + nivolumab
in adj. MIUC

Evaluating novel combinations Phase 2/3 BNT116 + pumitamig’

for FixVac BNT113 + pembrolizumab in BNT116 + gotistobart?
HPV16+, PD-L1+ 1L HNSCC
BNT116 + ADCs

DEEG PRI LA Novel combination in 2026

T

Partnered with: 1
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BioNTech’s
Path to Value

Creation

Ramon Zapata
Chief Financial Officer
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Key 2025 Achievements Position BioNTech for Continued Oncology Innovation

and Future Growth

v" Launched variant-adapted
COVID-19 vaccine

v" Leading COVID-19 market
share globally (>50%)

Maintained
Leadership in the
COVID-19 Space

v" >20 phase 2 and 3 oncology
trials ongoing

¥" 30+ novel-novel combination
cohorts ongoing across tumors

Advanced Key
Oncology Pan-Tumor
Programs and Clinical

Execution

v Completed Biotheus
acquisition

v Strategic BMS partnership to
maximize pumitamig

Executed Key
Strategic
Partnerships and
Acquisitions

¥ Increased 2025 revenue
guidance to €2.6-2.8 billion’

¥" €16.7 billion in cash, cash
equivalents and securities?

Strengthened
Financial Position
to Drive Sustained

Innovation
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Driving Impact with Expansion of Later-Stage Oncology Pivotal Trials, While
Maintaining R&D Expenditure

Phase 2 and 3

Oncology

Trials

Ongoing:

Annual R&D 2023 2024 2025
Spend: €1.8 billion €2.2 billion €2.0 - 2.2 billion
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Financial Levers Enable BioNTech's Dynamic R&D Investment

Active portfolio management strategy sets high bar for late-
stage investment and balance with high risk/reward programs

R&D
InveStment > Innovative, tailored partnerships to advance priority

programs cost effectively, while strengthening P&L

Control
Levers

Early-stage programs empowered with dedicated budgets
and opportunistic biotech in-licensing agreements
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Innovative BMS Partnership Structured to Accelerate and Maximize Pumitamig,
While Strengthening BioNTech Short- and Long-Term P&L

BIONT=CH Ul Bristol Myers Squibb
Anti-VEGF-A

\ , = Advancing frials in 10+ indications, including registrational trials, and plans to initiate in 1L
microsatellite stable CRC and 1L gastric cancer

+ 50/50 partnership and cost sharing structure de-risks R&D activities

+ $3.5 billion up-front and non-contingent payments + $7.6 billion in milestone payments
Anti-PD-L1

Maximizing potential of next-generation PD-L1xVEGF-A bispecific antibody, pumitamig,

with global co-development and co-commercialization BMS partnership
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BioNTech Key Principles on the Path to Value Creation

Strategic Portfolio Management: Shift to Later-Stage De-risked Programs

Shifting pipeline focus to later-stage programs with higher POS and de-risk through partnerships

’A Optimizing Productivity: Do More with Less Through Operational Excellence

Focus resources on highest priority programs, optimize cost base to support sustainable development trajectory

& Financial Efficiency: Ensuring Cash Runway and Capital Resilience

Strong financial position provides strategic optionality

Ensure operational agility and organizational readiness to scale rapidly, build commercial infrastructure, prioritize speed to market

_K.’ Speed and Scalability: Commercial Readiness and First-to-Market Approach
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BioNTech Operating
from Position of Strength

202

Key Areas of Focus

- v

Combination Therapy Momentum

Anticipate additional datasets from novel-novel combination trials
with pumitamig

Modalities to Disease Areas

2026 marks BioNTech's movement to a focused disease area
specific approach

Late-Stage Acceleration

Expect key late-stage data readouts for initial wave of oncology
assets
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Q&A Panel Discussion

Prof. Ugur Sahin, M.D.
Chief Executive Officer
Co-founder

Annemarie Hanekamp
Chief Commercial Officer

Prof. Ozlem Tiireci, M.D.
Chief Medical Officer
Co-founder

Prof. Ilhan Celik, M.D.
Vice President, Clinical Development

Ramoén Zapata
Chief Financial Officer

Michael Wenger, M.D.
Vice President, Clinical Development
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Appendix
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— BioNTech’s Oncology Pipeline — Phase 2 and Phase 3 Clinical Trials

Phase 3

Pumitamig’ (PD-L1 x VEGF-A)
1L HCC + CTx®

Pumitamig? (PD-L1 x VEGF-A)
1L/2L+ (ES-)SCLC, + CTx

Gotistobart! (CTLA-4)

PROC, + pembrolizumab
Pumitamig® or BNT325/DB-1305 +
BNT324/DB-1311? combination
Multiple solid tumors
Trastuzumab-Pamirtecan® (HER2)
multiple solid tumors

Autogene cevumeran?
Adj. ctDNA+ stage Il or Ill CRC

Autogene cevumeran?
Adj. PDAC, + atezolizumab + mFOLFIRINOX

Autogene cevumeran?
Adj. MIUC, + nivolumab

BNT116°
1L adv. PD-L1 = 50% NSCLC, + cemiplimab

W Next generation 10 B Targeted therapy

Partnered with 1. Bristol Myers Squibb; 2. Genentech, member of Roche Groug

B RNA mmunotherapy

3. DualityBio; 4. OncoC4; 5. I collaborat

Pumitamig" (PD-L1 x VEGF-A)
20 NSGLC, + CTx

Pumitamig_‘ (PD-L1 x VEGF-A)
PDAC, +CTx

Pumitamig! (PD-L1 x VEGF-A)
1L/2L met. TNBC, + CTx

Pumitamig' (PD-L1 x VEGF-A)
2L ES-SCLC, + CTx®

Pumitamig! (PD-L1 x VEGF-A)
GBM

Pumitamig' (PD-L1 x VEGF-A)
1L ES-SCLC + CTx?
Pumitamig? (PD-L1 x VEGF-A)
EGFR TKI experienced,
EGFRm NSCLC, + CTx#
Pumitamig® (PD-L1 x VEGF-A)
1L MPM, + CTx®

Pumitamig' (PD-L1 x VEGF-A)
1L CRCS

Pumitamig' (PD-L1 x VEGF-A)
2L NEN, + CTx®

PLANNED

PLANNED

NEW

1 with Regeneron; 6. Trial engoing in China

Pumitamig’ (PD-L1 x VEGF-A)
1L SCLC, + CTx

Pumitamig’ (PD-L1 x VEGF-A) ’ PLANNED
1L CRC, + CTx

Pumitamig? (PD-L1 x VEGF-A)
1L NSCLC, + CTx

Pumitamig (PD-L1 x VEGF-A)
AL TNBC, + CTx

PLANNED

Pumitamig? (PD-L1 x VEGF-A)
2L 8CLC, + CTx®

Pumitamig? (PD-L1 x VEGF-A) " pLanneo
1L Gastric cancer

Pumitamig" (PD-L1 x VEGF-A)
1L TNBC, + CTx

Gotistobart* (CTLA-4)
aPD-1/PD-L1 experienced squamous NSCLC

Trastuzumab-Pamirtecan® (HER2)
HR+/HER2-low met. breast cancer

Trastuzumab-Pamirtecan’(HER2) NEW
2L HER2+ endometrial cancer

BNT113

1L r./met. HPV16+ PD-L-1+ HNC,

+ pembrolizumab
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— BioNTech’s Oncology Pipeline — Phase 1 and Phase 1/2 Clinical Trials

Phase 1

Phase 1/2

BNT314/GEN10592 (EpCAMx4-1BB)
Multiple solid tumors

BNT317
Multiple solid tumors

BNT326/YL2025 (HER3)
Multiple solid tumars

BNT211 (CLDNE)
Multiple solid tumaors

BNT116
Adv. NSCLC

B next generation 10 B Targeted therapy

Partnered with: 1. Bristol My

\mab; 3. DualityBio; 4. Onc

Pumitamig? (PD-L1 x VEGF-A)
1L TNBC®

Pumitamig? (PD-L1 x VEGF-A)
Multiple solid tumors®

BNT312/GEN10422 (CD40x4-1BB)
Multiple solid tumors.

Gotistobart? (CTLA-4)
mCRPC, + radictherapy

Gotistobart® (CTLA-4)
Multiple solid tumors.

F '+ BNT3213 binati
1L HCC®
Pumitamig’ + BNT314/GEN10592
combination
Advanced CRC

+/- BNT3212

R/!ultipEe solid tumors.

B mRNA immunotherapy

5. MediLink; 6. Trial ongoing in China.

NEW

NEW

Pumitamig? + T : s
Adv. or metastatic HR+/- HER2-low, ultra-low or null breast cancer

Pumitamig’ + BNT324/DB-1311% combination
Adv. or metastatic HNSCC, HCC, CC, PROC, NSCLC

Pumitamig’ + BNT324/DB-1311% combination
Adv. or metastatic NSCLC or SCLC

Pumitamig + BNT325/DB-1305% combination
Multiple solid tumors, PROC, OC, TNBC, NSCLC

i
Pumitamig' + BNT326/YL202% combination NEW
Multiple solid tumors
Pumitamig' + BNT326/YL2025 combination NEW
Advanced NSCLC

BNT324/DB-13113(B7-H3)
Multiple solid tumors

BNT325/DB-1305° (TROP2)
Multiple solid tumors

BNT329 - NEW
Multiple solid tumors




Upcoming Data Readouts at Medical Conferences in 2025

Indication Milestone Congress

1L/2L TNBC Global Phase 2 dose optimization data SABCS

Gotistobart? 2L sq NSCLC Phase 3 Stage 1 data NACLC

BNT324/DB-13113 CC and PROC Phase 1/2 data ESMO ASIA

BNT326/YL2024 HR+HER2-null or low BC Phase 1/2 data SABCS
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Select Data Readouts Set BioNTech Up For Catalyst-Rich Period Ahead

Indication

1L NSCLC
e 1L/2L TNBC

1LTNBC
Gotistobart? 2L sq NSCLC

2L+ HER2-expressing EC
Pamirtican 2L HER2-Low BC

Trastuzumab-

BNT324/DB-1311 CC and PROC
BNT326/YL202 HR+HER2-null or low BC
Autogene cevumeran? Ee{lNEREET MO

FixVac BNT113 HPV16+ H&N

Milestone

Global Phase 2 data

Global Phase 2 dose optimization data

China Phase 3 data

Phase 3 Stage 1 data / Phase 3 Stage 2 data
Phase 2 data

Global Phase 3 data

Phase 1/2 data
Phase 1/2 data
Phase 2 update

Phase 3 data

Expected Timing
2026

2025

2026

2025/ 2026

2026

2026

2025

2025
2026

2026
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Abbreviation Directory (1)

CD137
nth line

ion for Cancer F

(bispecific) Antibody

Anti-drug antibody

(bispecific) Antibody-drug conjugate
Antibody-dependent cell-mediated cytotoxicity
Antibody-dependent cellular phagocytosis
Adjuvant

Adverse event

Actionable oncogenic alteration

Artificial intelligence

Anaplastic large-cell lymphoma kinase
Aspartate aminotransferase

American Society of Clinical Oncology
Absorvance unit

Area under curve

B7 Homolog 3
Breast cancer
Blinded independent central review
Biologics License Applications
Bristol Myers Squibb

Bayesian optimal interval

Best overall response
Serin/Threonin-Kinase

Biliary tract cancer

Cycle 1 day 1
Carbohydr:
Cervical cancer

ntigen 19-9

Cholangiocarcinoma
Concurrent chemoradiotherapy
Cluster of differentiation
Cyclin-dependent 4/6

Chromatin Immunoprecipitation
Confidence interval
Claudin 6

Checkpoint inhibitor
Combined positive score
Complete response
Colorectal cancer

Circulating tumor DNA

Cytotoxic T-lymphocyte-associated protein

Control

Chemotherapy
Drug-antibody ratio
Dendritic cell

Disease control rate
Drug-drug interaction
Disease-free survival
Dose level

Dose limiting toxicity
Deficient mismatch repair
Desoxyribonucleic acid
Dose optimization
Duration of response
Esophageal adenocarcinoma

Castration resistant prostate cancer
(Concurrent) Chemaradiation therapy

Endometrial cancer

Eastern Cooperative Oncology Group
Epidermal growth factor receptor
European Lung Cancer Congress

Europ. O jion. for R hand Ti

Epithelial cell adhesion molecule
Esophageal squamous cell carcinoma
European Society for Medical Oncology

Extensive-stage small cell lung cancer
Esophageal

Endocrine therapy

European Union

Fragment antigen binding

Fragment crystallizable region

Food and Drug Administration

First in human

Fixed Antigen Vaccine
Forkhead-Box-Protein P3
Glioblastoma multiforme
Gastric/Gastro-esophageal junction cancer
Gastrointestinal

Gemcitabine plus nab-paclitaxel

Granzyme B

Genotype-Tissue Expression
Genitourinary
Gynecological

Human

Hematoxylin and Eosin

of Cancer

European Society for Medical Oncology Gastrointestinal
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Abbreviation Directory (2)

Head and neck

Hepatocellular carcinoma

Human epidermal growth factor receptor 2/3
Human leukocyte antigen

Head and neck squamous cell carcinoma
Human papilloma virus

Hormone receptor

International Association for the Study of Lung
Cancer

Immune checkpoint
Half maximal inhibitory concentration
Immune checkpoint inhibitor
Interferon
Immunoglobulin G

Immunohistochemistry

Investigator initiated trial

Interstitial lung disease

Interleukin x

International Metastatic Renal Cell Carcinoma
Database Consortium

Individualized NeoAntigen-Specific Therapy
Immuno-oncology

Ipilimumab

In-situ hybridization

Intention to treat

Intravenously
in vitro stimulation

Journal of the American Medical

mono
MPM
MRD

Association

Journal of Clinical Oncology
Dissociation constant
Kita-Kyushu lung cancer antigen 1
19G1 variant L234A/L235A
Lactate dehydrogenase
Limit of detection

Lipoplex

Lung adenocarcinoma
Lung squamous carcinoma

Melanoma antigen A3
Mitogen-activated protein kinase kinase
Major histocompatibility complex
Microtubule interacting and trafficking
domain

Muscle-invasive urothelial carcinoma
Months

Mechanism of Action
Macrophage

Monotherapy

Malignant pleural mesothelioma
Minimal residual disease
Messenger ribonucleic acid
High(low)-frequence microsatellite
Instability

Microsatellite stability

Maximum tolerated dose

Not applicable

Nort America conference on Lung Cancer
National Cancer Institute

NCI PRO-
CTCAE

National Cancer Institute Patient Reported Outcome Common
Terminology Criteria for Adverse Events

National Cancer Institute Surveillance, Epidemiology, and End
Results

National clinical trial

Not evaluable for response

The New England Journal of Medicine

Neuroendocrine neoplasm

Next gene n sequencing

Novel hormonal therapy

National Institutes of Health

Non-Obese Diabetic-Severe Combined Immunodeficiency
National clinical trial

Not evaluable for response

The New England Journal of Medicine

Neuroendocrine neoplasm

Next generation sequencing

Novel hormonal therapy

National Institutes of Health

Non-Obese Diabetic-Severe Combined Immunodeficiency
Not reached

Non-small cell lung cancer

Qwarian cancer

Operation

(confirmed) Objective response rate

Overall survival

Ovalbumin

Profit and loss statement

Poly (ADP-ribose) polymerase
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Abbreviation Directory (3)

Peripheral blood mononuclear cell
Phosphate buffered saline
Prostate Cancer Working Group 3
Progressive disease
Pharmacedynamics

P: ic ductal adenoc:
Programmed cell death protein (ligand) 1
Pembrolizumab
Progression-free survival
Potentia hydrogenii
(clinical) Phase x
Pharmacokinetics
Proficient mismatch repair

Pemetrexed

Proof of concept

Point of sale

Partial response

Progesterone receptor

Preferentially expressed antigen in melanoma
Platinum-resistant ovarian cancer

Poliovirus receptor-related immunoglobulin
Randomized

Renal cell carcinoma
Research and development

Response Evaluation Criteria in Solid
Tumors

Radioligand therapy

Relative light units

Recommended phase 2/3 dose
Ribasomal Protein L18

Relapsed/refractory

Real-time quantitative polymerase chain
reaction

San Antonio Breast Cancer Symposium
Squamous cell carcinoma of head and neck
(Extensive/ stage} small cell lung cancer
Standard deviation

Stable disease

Selenocysteinyl-tRNA

United States Securities and Exchange
Commission

Surveillance, epidemiology, and end results
Standard error of the mean

Saciety of Immunotherapy of Cancer
Single Nucleotide Polymorphism
Standard of care

Surface Plasmon Resonance
(non-)squamous
Tumer-associated antigen

The Cancer Genome Atlas
T-cell receptor

Tissue engineering acoustopharetic
Treatment-free interval

T cell immunoreceptor with Ig and ITIM
domains

Tumor-infiltrating lymphocytes

Tyrosine kinase inhibitor

Toll-like receptor
i1 Tumor mutational burden-high or low
Tumaor microenvironment.
Triple-negative breast cancer
Tumeor necrosis factor

Transmembrane phosphatase with tensin homology
Treatment-related adverse event

Regulatory T cell
Helmhaltz Institute for Translational Oncology
Trophoblast cell-surface antigen 2

Tyrosine

Urothelial cancer

United Kingdom

Upper limit of normal

United States

Urinary tract infection

Untranslated region
£ Vascular endothelial growth factor (receptor) A
Heavy chain variable

World Conference of Lung Cancer

World Health Organization

Wild type

Year to date
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