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Item 2.02 Results of Operations and Financial Condition

On November 9, 2023, Acrivon Therapeutics, Inc., or the Company, issued a press release announcing its financial results for the quarter ended
September 30, 2023 and providing business updates. A copy of the press release is furnished as Exhibit 99.1 to this Current Report on Form 8-K and is
incorporated herein by reference.

Item 7.01 Regulation FD Disclosure

On November 9, 2023, Acrivon Therapeutics, Inc. also updated its corporate presentation. A copy of the corporate presentation is attached hereto as
Exhibit 99.2 and is incorporated herein by reference.

The information contained in Item 2.02 and Item 7.01, including Exhibit 99.1 and Exhibit 99.2, shall not be deemed “filed” for purposes of Section 18
of the Securities Exchange Act of 1934, as amended, or otherwise subject to the liabilities of that section, nor shall it be deemed incorporated by
reference into any other filing with the Securities and Exchange Commission made by the Company, regardless of any general incorporation language in
such filings.

Item 9.01 Financial Statements and Exhibits.

(d) Exhibits:

Exhibit Number Exhibit Description

99.1 Press Release dated November 9, 2023
99.2 Acrivon Therapeutics, Inc. Presentation

104 Cover Page Interactive Data File (formatted as Inline XBRL).



SIGNATURES

Pursuant to the requirements of the Securities Exchange Act of 1934, the registrant has duly caused this report to be signed on its behalf by the
undersigned hereunto duly authorized.

Acrivon Therapeutics, Inc.

Dated: November 9, 2023 By: /s/ Peter Blume-Jensen

Name: Peter Blume-Jensen, M.D., Ph.D.
Title:  Chief Executive Officer and President
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Acrivon Therapeutics Reports Third Quarter 2023 Financial Results and Business Highlights

WATERTOWN, Massachusetts, November 9, 2023 — Acrivon Therapeutics, Inc. (“Acrivon” or “Acrivon Therapeutics”) (Nasdaq: ACRV), a clinical
stage biopharmaceutical company developing precision oncology medicines that it matches to patients whose tumors are predicted to be sensitive to
each specific medicine by utilizing its proprietary proteomics-based patient responder identification platform, today reported financial results for the
third quarter ended September 30, 2023 and provided business highlights.

“Acrivon remains committed to being science and data-driven as we continue advancing our clinical and preclinical pipeline of precision oncology
medicines, enabled by our highly differentiated Acrivon Predictive Precision Proteomics (AP3) platform,” said Peter Blume-Jensen, M.D., Ph.D., chief
executive officer, president, and founder of Acrivon. “Our recent presentations at the AACR-NCI-EORTC International Conference on Molecular
Targets and Cancer Therapeutics further demonstrate the unique and broad capabilities of AP3 and our drug-specific OncoSignature assays. As part of
our third quarter highlights, we are also pleased to provide initial clinical readouts for ACR-368 and plan to present more mature data at a major medical
conference during the first half of 2024. We are also very excited about the advancement of our novel, internally-discovered development candidate
ACR-2316, a dual WEE1/PKMYT1 inhibitor specifically designed by AP3 for superior, single agent activity, as demonstrated in preclinical studies
compared to benchmark clinical compounds. We plan to submit an IND for ACR-2316 in the fourth quarter of 2024.”

Recent Highlights

. Continued enrollment of patients in the multicenter, registrational-intent Phase 2 study based on OncoSignature-predicted sensitivity to
ACR-368 in patients with locally advanced or metastatic, recurrent platinum-resistant ovarian cancer, as well as endometrial
adenocarcinoma or urothelial cancer, two tumor types predicted to be sensitive to ACR-368 through OncoSignature screening and not
previously evaluated in past clinical trials. Initial clinical observations are encouraging and support the ongoing trials.

. Consistent with the overall favorable tolerability profile previously observed in multiple past single-arm trials conducted at
recommended Phase 2 dose (RP2D), drug-related adverse events were primarily hematological, reversible, and manageable

. In the limited number of patients evaluated by imaging to date, preliminary evidence of clinical activity was observed in
OncoSignature-positive patients across all three tumor types treated with single agent ACR-368 at RP2D

. Consistent with AP3-predicted tumor sensitivity to the combination of ACR-368 and low dose gemcitabine (LDG) in
OncoSignature-negative patients, early imaging-based evidence of clinical activity across all three tumor types was also
observed in patients treated with ACR-368 at RP2D and LDG during the dose escalation phase



Presentation of two posters demonstrating the broader capabilities of the AP3 platform, including unbiased characterization of clinically
actionable ACR-368-induced phosphoproteome alterations and extensive evaluation of the ACR-368 OncoSignature assay for patient
responder identification at the AACR-NCI-EORTC International Conference on Molecular Targets and Cancer Therapeutics

The poster titled “Identification of Biomarkers Predictive of Sensitivity to the CHK1/2 Inhibitor ACR-368 Using High-
Resolution Phosphoproteomics and Development of an ACR-368-Tailored Patient Responder Identification 3-Marker Test,
ACR-368 OncoSignature” showed data leveraging the company’s AP3 approach, including ultra-high resolution,
quantitative mass spectrometry-based phosphoproteomics profiling combined with proprietary approaches to identify three
classes of functionally orthogonal candidate biomarkers specifically predictive of sensitivity to ACR-368. The company’s
ACR-368-specific OncoSignature assay accurately predicted sensitivity to ACR-368 in genetically non-modified ovarian
cancer patient-derived xenograft (PDX) models with an area under the curve (AUC) of 0.9 (95% confidence interval: 0.71
to 1; p-value = 0.025). These data support the use of the company’s ACR-368 OncoSignature assay in its ongoing
registrational-intent Phase 2 clinical trials, and demonstrate the distinctive, practical application of the company’s AP3
platform.

The poster titled “Validation of the OncoSignature Assay, an ACR-368-Tailored Response-Predictive Quantitative
Multiplexed Immunofluorescent Assay for Prediction of Sensitivity to the CHK1/2 Inhibitor ACR-368 in Individual
Patients with Cancer” provided data validating the ability of the AP3-derived ACR-368-specific OncoSignature assay to
predict tumor response to ACR-368 in multiple blinded, prospectively-designed preclinical studies, including two separate
studies on pretreatment tumor biopsies from past Phase 2 clinical trials in patients with ovarian cancer and in tumor types
predicted sensitive to ACR-368, including endometrial cancer. In the two pretreatment tumor biopsy studies, the ACR-368
OncoSignature test was overall able to segregate responders from non-responders with high accuracy and enrich for
responders, achieving an overall response rate of 47% and 58% with strong statistical significance. Additionally,
endometrial and bladder cancers were identified as new tumor types predicted sensitive to ACR-368 in 30-40% of cases.

Continued advancement of IND-enabling studies for ACR-2316, the company’s internally discovered, selective dual WEE1 and PKMYT1
inhibitor, specifically designed using the AP3 platform and rational drug design based on co-crystallography to achieve potent single agent
activity. The company anticipates IND submission in the fourth quarter of 2024 and plans to then initiate clinical monotherapy
development in tumor types predicted sensitive to ACR-2316 through ongoing AP3-based indication finding and subsequent treatment of
patients based on OncoSignature-predicted sensitivity.



Anticipated Upcoming Milestones

. Company plans to present more mature clinical data from the ongoing Phase 2 ACR-368 monotherapy single-arm trials and the Phase 1b/2
ACR-368 and LDG combination single-arm trials at a major medical conference during the first half of 2024

. Completion of IND-enabling studies for ACR-2316 to support IND submission for this novel drug candidate in the fourth quarter of 2024

Third Quarter 2023 Financial Results

Net loss for the quarter ended September 30, 2023 was $14.5 million compared to a net loss of $9.2 million for the same period in 2022.

Research and development expenses were $10.3 million for the quarter ended September 30, 2023 compared to $7.9 million for the same period in
2022. The difference was primarily due to the continued development of ACR-368, inclusive of progression of the ongoing clinical trial, as well as
increased personnel costs to support these development activities and costs associated with our preclinical programs, including ACR-2316.

General and administrative expenses were $5.9 million for the quarter ended September 30, 2023 compared to $1.6 million for the same period in 2022.
The difference was primarily due to the increased cost of operating as a public company, inclusive of increased personnel costs and non-cash stock
compensation expense.

As of September 30, 2023, the company had cash, cash equivalents and marketable securities of $142.1 million, which is expected to fund operations
into the second half of 2025.

About Acriven Therapeutics

Acrivon is a clinical stage biopharmaceutical company developing precision oncology medicines that it matches to patients whose tumors are predicted
to be sensitive to each specific medicine by utilizing Acrivon’s proprietary proteomics-based patient responder identification platform, Acrivon
Predictive Precision Proteomics, or AP3. The AP3 platform is engineered to measure compound-specific effects on the entire tumor cell protein
signaling network and drug-induced resistance mechanisms in an unbiased manner. These distinctive capabilities enable AP3’s direct application for
drug design optimization for monotherapy activity, the identification of rational drug combinations, and the creation of drug-specific proprietary
OncoSignature companion diagnostics that are used to identify the patients most likely to benefit from Acrivon’s drug candidates. Acrivon is currently
advancing its lead candidate, ACR-368, a selective small molecule inhibitor targeting CHK1 and CHK2 in a potentially registrational Phase 2 trial
across multiple tumor types. The company has received Fast Track designation from the Food and Drug Administration, or FDA, for the investigation of
ACR-368 as monotherapy based on OncoSignature-predicted sensitivity in patients with platinum-resistant ovarian or endometrial cancer. Acrivon’s
ACR-368 OncoSignature test, which has not yet obtained regulatory approval, has been extensively evaluated in preclinical studies, including in two
separate, blinded, prospectively-designed studies on pretreatment tumor biopsies collected from past third-party Phase 2 trials in patients with ovarian
cancer treated with ACR-368. In addition to ACR-368, Acrivon is also leveraging its proprietary AP3 precision medicine platform for developing its
internally-discovered preclinical stage pipeline programs, consisting of its development candidate, ACR-2316, a selective, dual WEE1/PKMYT1
inhibitor, and additional programs targeting these two critical nodes in the DNA Damage Response, or DDR, pathways.



Forward-Looking Statements

This press release includes certain disclosures that contain “forward-looking statements” within the meaning of the Private Securities Litigation Reform
Act of 1995 about us and our industry that involve substantial risks and uncertainties. All statements other than statements of historical facts contained
in this press release, including statements regarding our future results of operations or financial condition, business strategy and plans and objectives of
management for future operations, are forward-looking statements. In some cases, you can identify forward-looking statements because they contain
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words such as “anticipate,” “believe,
“project,” “should,” “target,”

contemplate,

continue,” “could,” “estimate,
will,” or “would” or the negative of these words or other similar terms or expressions. Forward-looking statements are

B

» e

expect,” “intend,” “may,

»

plan,

2

potential,” “predict,”

based on Acrivon’s current expectations and are subject to inherent uncertainties, risks and assumptions that are difficult to predict. Factors that could
cause actual results to differ include, but are not limited to, risks and uncertainties that are described more fully in the section titled “Risk Factors” in our
reports filed with the Securities and Exchange Commission. Forward-looking statements contained in this press release are made as of this date, and

Acrivon undertakes no duty to update such information except as required under applicable law.

Investor and Media Contacts:
Adam D. Levy, Ph.D., M.B.A

alevy@acrivon.com

Alexandra Santos
asantos@wheelhouselsa.com

Acrivon Therapeutics, Inc.

Condensed Consolidated Statements of Operations and Comprehensive Loss

(unaudited, in thousands, except share and per share data)

Operating expenses:
Research and development
General and administrative
Total operating expenses
Loss from operations
Other income (expense):
Other income, net
Total other income, net
Net loss

Net loss per share - basic and diluted
Weighted-average common stock outstanding - basic and diluted

Comprehensive loss:
Net loss
Other comprehensive loss:
Unrealized gain (loss) on available-for-sale investments, net of tax
Comprehensive loss

Three Months Ended September 30,

Nine Months Ended September 30,

2023 2022 2023 2022
$ 10,267 $ 7942 $ 30,546 $ 18,087
5,870 1,633 15,504 4,625
16,137 9,575 46,050 22,712
(16,137) (9,575) (46,050) (22,712)
1,671 377 4,914 474
1,671 377 4,914 474
$  (14466) $ (9,198) $  (41,136) $  (22,238)
$ (066) $ (517) $ (1.87) $  (12.55)
22,081,162 1,778,255 21,991,509 1,772,491
$  (14466) $ (9,198) $  (41,136) $  (22,238)
125 (133) (207) (133)
$  (14341) S (9331) $  (41,343) $  (22,371)




Acrivon Therapeutics, Inc.
Condensed Consolidated Balance Sheets
(unaudited, in thousands)

September 30, December 31,

2023 2022
Assets
Cash and cash equivalents $ 29,859 $ 29,519
Short-term investments 112,231 98,232
Long-term investments — 41,881
Other assets 9,002 11,594
Total assets $ 151,092 $ 181,226
Liabilities and Stockholders’ Equity
Liabilities 12,943 10,751
Stockholders’ Equity 138,149 170,475

Total Liabilities and Stockholders’ Equity $ 151,092 $ 181,226
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ACRIVON PREDICTIVE PRECISION PROTEOMICS (AP3)
OVERCOMING LIMITATIONS OF GENETICS-BASED PRECISION MEDICINE

CORPORATE PRESENTATION
NOVEMBER 2023



. FORWARD-LOOKING STATEMENTS

Certain information contained in this presentation includes forward-locking statements within the
meaning of the Private Securities Litigation Reform Act of 1995 regarding our future results of operations
or financial condition, business strategy and plans and objectives of management for future operations. In
some cases, you can identify forward-looking statements because they contain words such as “anticipate,”
“believe,” “contemplate,” “continue,” “could,” “estimate,” “expect,” “intend,” “may,” “plan,” “potential,”
“predict,” “project,” “should,” “target,” “will," or “would” or the negative of these words or other similar
terms or expressions. Our forward-looking statements are based primarily on our current expectations
and projections about future events and trends that we believe may affect our business, financial condition
and results of operations. The outcome of the events described in the forward-locking statements is
subject to risks and uncertainties, including the factors described in our filings with the U.S. Securities and
Exchange Commission. New risks and uncertainties emerge from time to time, and it is not possible for
us to predict all risks and uncertainties that could have an impact on the forward-looking statements
contained in this presentation. The results, events, and circumstances reflected in the forward-looking
statements may not be achieved or occur, and actual results, events, or circumstances could differ

materially from those described in the forward-looking statements.

You are cautioned not to place undue reliance on these forward-looking statements, which are made only
as of the date of this presentation. Ve undertake no obligation to update any forward-looking statements
or to reflect new information or the occurrence of unanticipated events, except as required by law.

ACRIVON THERAPEUTICS




ACRIVON: NEXT GENERATION PRECISION ONCOLOGY

OVERCOMING LIMITATIONS OF GENETICS-BASED

Clinically Actionable
Resistance Mechanisms
Raticnal drug combinations |

OncoSignature
Proprietary, drug-ailored

patient responder —N Precision Proteomics

identification tests

of Potential First-in-
Class Innovation

Experienced team focused on execution with cash runway into 2H 2025

PRECISION MEDICINE

ACR-368 (Phase 2)

CHE 112 inhibitar in
regiscrational intent trials in

muktiple solid umer types

ACR-2316 (IND-enabling)
Dial WEE L/PEMYT | inhibitor

with superior selectivity and @
single agent activity

Preclinical Drug

Discovery
Additional AP3-enabled,
co-crystallography-driven

precision oncology programs

ACRIVON THERAPEUTICS




ACCOMPLISHED LEADERSHIP TEAM

Peter Blume-Jansen, M.D., Ph.D. Rasmus Holm-Jorgensen Kristina Maszson, Ph.D. M.BA Erick Garnelin, M.Dv., Ph.D, Eric Drevroe, Ph.D. Mary-Alice Miller, |0

CEQ, President, Founder Chief Financia! Officer Site Heod Acrivan AB, Co-Founder Chief Medica! Officer C.ll.e,rOperaLulg Officer Chvief Legal Officer
EVP Business Operatians

Executive Serano, Merck & * Meve Mordisk Finance and +  Cross-functional Leadership = Professor, CEQ, large * Founder and CEQ, Opsonix  «  Ower 20 years corporal
Co, Daiiehi Sankyea L3 Merrimack Pharmaceuticals, natianal cancer center and = Business executive MD legal experience
C50 Metamark - Marketed *+ Synageva pipeline expansion MIT/BROAD hospital Anderson Cancer Center = Served as general couns
prostate proteomic st and $%bn sale vo Alexion « Founder and CED, *  Executive Amgen, Plizer, and Mommark of 2 companies taken
ProMark® +  Kiniksa founding team, PO OncoSignature AB (scquired Drynavax, MacroGenics = EIR Wyss Institute, Harvard public

«  Imventor Acriven Predictive and commercial launch by Acriven Therapeutics) CMO STEP Pharma = Associate. Flagship = Boston Business Journal
Precision Proteomics (AP3) = >|00 ph 1-3 oncology trials Pioneering 4 Under 407

3

Jon jung. PhD,

Adam Levy, PhDL MBA Menica Phadan

i

Jwhn van Duger, Ph,D Parvin Migh Dharvied Proia, Fh.D.
SVP. Irveitev Rekotion S¥E, Cleical SWE, CMC d VB, Head, Data VP, Mead, Human VP, D ug Discoery and
and Corporate Affoirs Oberations Scieace Resourees
Praseen Marapaia, PO Earl Hgu, M.D. Bruce Close, M8, Baphres Kandads, MAL Katie Petersan, C.PA Phichad Shapicsin
SV, Globa! Regedatory WP, Clinical Development WP, Quakty ond VP, Bassiness Development VP, Finance and WP, Romank
Affoirs Complance Accounting Developrme
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t zentalis I novar
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ACRIVON THERAPEUTICS AT A GLANCE

Development Sité (Boston)) Precision-Proteomics Site {EupdiCspenhageii)
= Drugand clinical biomarker assay development * Early pipeline drug pEdgrams

* Clinical trials * BM identificationganddiug profiling .

+ Market access pending approval * Mass spectrom ety

PROTEOMIC HUB LOCATED IN MEDICON
VALLEY - NORTHERN EUROPE'S LEADING LIFE
SCIENCE CLUSTER

HQ LOCATED IM BOSTOM - ACCESS TO LEADIMNG
DRUG DIECOVERY, BIOTECH. AND PHARMA,

o

i

Poter Bluma-Jensen  Kristina Masson Jesper ¥, Qlsen

CED, President. EVP, Bus Ops,  Academic Co-Founder.
Co-Founder Sive Head and  Mowo-Mordisk Foundation
Co-Faurder Prouein Center, Cph,

Founded 2018, IPO November 2022 (NASDAQ:ACRY)

For more information, please visit https:/acrivon.com
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. ACRIVON PREDICTIVE PRECISION PROTEOMICS, AP3

DNA | ?@%’%

Pty - Genomic Biomarkers are useful for patient selection in the smaller
* ‘ subset of cancers (<10%) with single gene driver mutations or known

y i *
RNA HW synthetic lethal context

Protein

CANCER IS CAUSED BY DYSREGULATED PROTEIN ACTIVITY

Acrivon’s AP3 platform directly measure the disease-driving,
dysregulated proteins and is designed to enable an exact match with
the drug mechanism-of-action independent of genetic alterations

(Acrivon meaning: “Exact, Accurate”)

*Oncogenic Kinase Signaling: Blume-jensen, P, and Hunter, T, Nature (2001)
Synthetic lethality os an engine for qnncrr{l'mg target discoveny; Hl.'nr.\g_ A etal NnchuDrl.-ngsu: 2020
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AP3 PLATFORM ADDRESSES HIGH UNMET NEED BEYOND
NGS-BASED PRECISION MEDICINE

Acrivon Positioned to Increase Precision Oncology Market Size

Current Precision Oncology Approaches Only Scratching the Surface

71 unique approvals
Precision Oncology 1.0

51 drugs
Herceptin E
31 genomic indications I‘ o 3 -
Approved indications: Approved indicotione:
18 cancer types
. HER2# Breast Cancer CHL (BCR-ABL)
1" Gen Precision Oncology HERY+ Gastric Cancer Ph+ ALL

Currently Unaddressed

Precision Oncology 1.0

T BPOS ignyta
Sabd Tumars (NTRE]) IOH mutatien n AML MECLC (NTRKJand  MSCLC (KRAS GI2C)
TYRA CINNATE FCORAN e
95% of patients are currently unaddressed by Bisdder (FGFR3) Clase @ and 1 BRAF Sakd Tumert (NAGI)

ldnaso altsrationy MIA

traditional genetics-based precision oncology

Predictive Precision Proteomics
Acrivon

Therapeutics

Aiming to make targeted therapeutic solutions
available to broader group of cancer patients

Sources: Company Filings, ATS, COC. MCI, Wl Soreet Research (2022

ACRIVON THERAPEUTICS




AP3 PLATFORM: DRUG RESPONSE PREDICTION IN INDIVIDUAL PATIENTS

FROPRIETARY WORKFLOW INTEGRATING PROVEN TECHNOLOGIES

THERAPEUTIC PACKAGE PATIENT RESPOMNDERS

BIOMARKER. IDENTIRCATION Acriven drug with predictive BM assay Optimal indications and combinations

AP DRUG PROFILING
HIGH RES PROTECHICS BT MG

2@ . g

Al-DRIVEN Mo benefic  Benefit

Signature®

CLIMICAL SIGNATURE ASSAY FROSPECTIVE RESPOMSE FREDICTION

OM FRETREATMEMNT BIOFSY

3-& BIOMAREERS

BICHMARKER VALIDATION
CELL LINES, PO, MUBAN TESLE

"Drpidi s Pabrwdy-Baied Ml
LSO 71004 TETTAS. b

37 EF 3 319 589, fwed Juse 10, 2005
1382205

OncoSignature”
Predicted Predicted
Mon-responder  Responder

CLASS |
BM

Patients without biomarkers critical
for drug sensitivity efficiently excluded

CLASS 2
BM

CLASS 3
BM

ACRIVON THERAPEUTICS



. ACRIVON PIPELINE

Ay D Sy e

Single-Arm Trials Based on OncoSignature Prediction

Platinum-Resistant ACR-368 Monotherapy
Crwarlan Cancer

LDG Combination

ACR-168 Ma Y Clinical Data ar Major
. ACR-168 . B notherapy memwm—_.- Medical Canfarance
(CHKIICHKZ) LDG Combination IH 2024

ACR-368 Monotherapy L

Bladder Cancer
LDG Combinatian

Option to Initiate Additional Trials in HPY* SCC (H&N, Anal, Cervical) and sarcomas

Onco
e || Fred o-En IND Filing in Q4 2024
Additional Development
Candidates

MNotes

ACR-368 Hom} Registrational intent Phase 2 single arm trials based on predicted sensitivity to ACR-368 monotherapy in OncoSignature-positive patients
LDG Combination Exploratory Phase 1b/2 single arm trials of ACR-368 in combination with low dose gemcitabine, or LDG, in OncoSignature-negative patients

ACRIVON THERAPEUTICS




. ACR-368: A CLINICALLY ACTIVE PHASE 2 CHKI/2 INHIBITOR

* ATP-competitive inhibitor of CHK1 (0.9 nM) and CHK2 (8 nM) ‘o My, N2
* Good ADME properties, minimal drug-drug interaction (DDI) potential Wﬂ’”‘rfj/
* Discovered by Array Biopharma, acquired by Eli Lilly & Company o

* CoM patent exp. Oct., 2030; Salt-form exp. Apr., 2037 .

ACR-IEE (MW): 1654

| G, G1/S-defective cancers

, Cancer " Di:m:e G It;S rely on CHK |-regulated
G2/M Checkpoint oE Cell Cycle i cell cycle checkpoints
@ y S Phase CHK I pauses cell cycle to
S Checkpoint enable DNA repair
Durable monotherapy activity: Platinum-resistant ovarian and squamous cell cancers (Anal and H&N)

Large safety database, favorable safety profile: > 1,000 patients treated (~50% mono, ~50% in combination)

Ideal for AP3 method: Proven clinical activity, but requires patient responder identification to achieve sufficient ORR

G,

L

ACRIVON THERAPEUTICS



. CLINICAL OVERVIEW OF ACR-368 MONOTHERAPY (PAST DATA)

HGSOC* (BRCA wild type, primarily Phase 2 single center 29% =10 months® Lee et al, Lancet
platinum-resistant) (NCI) Oncology, 2018
HGSOC (BRCA wild type and mutant;  Phase 2 multi-center 12.1% (platinum-resistant) 5.6 months Kenstantinopoulos
platinum-resistant and refractory) (Lilly) et al; Gynec.

Oncol.: 2022
Squamous cell cancer (anal cancer, Phase |b multi-center 9% HPV+ H&N 7 months (HPV+ H&N) Hong etal, CCR,
head & neck cancer [H&N]) (Lilky) 15% anal cancer 12 months anal cancer 2018

Dosing and Administration
* IV ql4d (RP2D = 105 mg/m?)

Safety summary
* Acceptable safety profile in > 1,000 patients
- Mo clinical or regulatory holds imposed across all clinical studies to date
* Primary adverse events 2 grade 3 were hematological (manageable neutropenia and thrombocytopenia)
* Limited = grade 3 non-hematological toxicities (<7% for all AEs)
* Drug-related discontinuations <I1-2%

*High grade serous ovarian cancer; “Updated post-publication; ® Overall response rate; *Duration of Response

11 ACRIVON THERAPEUTICS



. PAST PHASE 2 TRIALS IN HIGH GRADE SEROUS OVARIAN CANCER

MNCI single-center Phase 2 study (N=28) Lilly-sponsored multi-center (46 center, 8 country) Phase 2 study (N=169)
* Heavily pre-treated patients; median 5 prior lines « All lines of prior therapy, BRCA wt and mt, incl. prior PARPi
+ Pretreatment tumor biopsies mandated + Pretreatment tumor biopsies mandated
RESULTS RESULTS
+  ORR 29%; mDoR >10 menths (post-publication) + ORR 12.1% (excl. unconfirmed); mDoR =5.6 months
+ No genetic correlation with p53™, DDR™, or CCNEI * Mo correlation with genetic alterations
e

LSRN 2 S COHORT DESCRIPTION PERCENT CONFIRMED ORR
Best responze (95% C.L)

0 N = 24 evaluable patients) Cohort 1 (53) Plat resistant BRCA wt; 23 lines of 11.3(4.3t0 23.0)
prior therapy

£
o e — Cohort 2 (46) Plat resistant BRCA wt; < 3 lines of 13.0 (4.9 to 26.3)
i “m=n I -
£ 5o Plat resistant BRCA mt, any line of 12.2(4.1t0 26.2)
s e therapy (must include prior PARPI |
Plat refractory, any BRCA, any line of 6.9 (0.8 1o 22.8)

Cohort 4 (29)
® Paaticum-sanyicive ® Patirum-rasivsant ® Platinum-refractory ¥ el on sty therapy

Lee et al; Lancet Oncology: 2018 Konstantinopoulos et al; Gynec, Oncal: 2022

v Past trials suggest unenriched all-comer ORR in HGS ovarian cancer is ~15-20%
v" Durable clinical activity in most responders

v" No predictive biomarkers identified, need for alternative biomarker approach (ideal for AP3)

ACRIVON THERAPEUTICS




. DEVELOPMENT OF AP3-BASED PATIENT SELECTION ONCOSIGNATURE TESTS

) Technical Validation Functional Validation
P-proteomics Cellular MOA, : »
(Intended use tissue) (Intended use tissue)
Quantitative mapping Dose respanse, BM antibody valldation ( H“I“E‘;‘:“:r":::::m"ﬂ» \
=20,000 p-sites; kno:kdc!m.:.dn.m by quantizative IF an ki Jryir il
25% drug-related combinations human and POX, megﬂ‘;ﬁ:’;
= P samples
F s . — T
al - o . -
= - 7 B
-y Final
Drug-regulaed :
e - 5 2 B T
biclogical processes Assay

~ o’ &
if -

Pathway visualization Target engagement.
and reconstitution cell assays, imaging

Prediction of drug
sensitiviey in cancer cell
lines and PDX madels

- -
e .
e y
Ill -
Patient respander

prediction on pres
wrEAlent tumar biopdies

Literature and
database mining

4R s

OncoSignature”

|

-
-
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. ONCOSIGNATURE TESTS: USAGE IN THE CLINIC

Pretreatment Treatment decision
tumor biopsy based on patient
stratification
‘W7
' ) )
. Predicted Predicted
Sample processing - Responder  MNon-responder
L)

/'_"\1 P .

{ |
x ERTe
Biapey i A red OncoSignature®
e e : p, ®

s e *  Pretreatment tumor biopsy test
+  Compatible with 5 business days turn-around
+«  Offered by CDx partner under exclusive
license from Acrivon
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CONSISTENT ACR-368 ONCOSIGNATURE PERFORMANCE ACROSS
PRECLINICAL STUDIES

OncoSignature®

*  Prediction of the fraction of human tumors sensitive to

single agent ACR-368
o Selection rate 30-40% across lead indications

* |dentification of additional human tumor types predicted

sensitive to single agent ACR-368
o Endometrial and bladder cancer

*  Prediction of treatment outcome in human PDX models
o ORR enrichment to = 55%:; AUC of 0.88 and 0.9

* Two separate, prospectively designed, blinded studies of
biopsies from past Phase 2 trials with ACR-368 in patients
with platinum-resistant ovarian cancer

o ORR enrichment to 47% (NCI) and 58% (Lilly multi-center)

15 ACRIVON THERAPEUTICS



ACR-368 ONCOSIGNATURE PREDICTION OF DRUG SENSITIVITY:
BIOMARKER QUANTITATION ACROSS HUMAN CANCER PATIENT SAMPLES

Class | BM Class 2 BM Class 3 BM
Patient
High
Predicted Responder
Patient with drug target dependency
OncoSignature”
Class | BM Class 2 BM Class 3 BM E
Patient -
Low (LS —
E I. | ‘E 7 :
Patient with no drug target dependency efficiently excluded

ACRIVON THERAPEUTICS




Tumor fractional change

BIOPSY STUDY

OncaoSignature scores were generated blinded to treatment outcome at Acrivon and analyzed by 3™ party biostatistician in prospectively

designed study

o

0.6

a3

o0

9.3k

GncoSignature Prediction:

Men-Responders

l: SUBSTANTIAL RESPONSE AND PFS BENEFIT IN
PREDICTED RESPONDERS (BLINDED, PROSPECTIVELY DESIGNED STUDY)

Available pretreatment tumor biopsies from past phase 2 trials at NCI with ACR-368 in platinum-resistant ovarian cancer were obtained

OncoSignature Predicton:

il
=

Responders

[

Predicted Responders
mPF5 = 7.9 months

I
[
S0 I
|
I
—
—

(0.6}

0.9y

FD 5D FD FD PD 5D 5D 5D

ORR = 0%

Y

OncoSig

gl ‘"-llllllI”“ s=

o
nature”

Predicted Non-Responders
mPFS = 2.2 months

ORR = 47%

PFD SD 5D 5D 50 5D SD 5D FR PR PR FR FR PR PR Q 100 00 300 400 500 &00 00

Result: ORR ~47%; mPFS = 7.9 months
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TWO ADDITIONAL HIGH UNMET NEED SOLID CANCERS PREDICTED
ACR-368-SENSITIVE THROUGH HUMAN TUMOR SAMPLE SCREENING

HGS Ovarian Sq. NSCLC Bladder cancer Endometrial cancer

OncoSignature-positive = 30% OncoSignature-positive = 0%

{ORR in past trials: 124% and 29%) {ORR in past trial: 0%) OncoSignature-positive = 30-50% OncoSignature-positive = 30-40%

ACRIVON THERAPEUTICS



. TWO ATTRACTIVE ACR-368-SENSITIVE CANCER TYPES IDENTIFIED

Bladder cancer patient samples Endometrial patient samples
Patient | LOW Patient 2 HIGH Patient | LOW Patient 2 HIGH

Class | BM

Class 2 BM

Class 3 BM

A re—— N

Predicted Predicted Predicted Predicted
Mon-Responders Responders Mon-Responders Responders

ACR-368 OncoSignature screening of human cancer samples

ACRIVON THERAPEUTICS
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A SUBSET OF ENDOMETRIAL AND BLADDER PDX MODELS ARE HIGHLY
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. AP3 UNCOVERS ACTIONABLE ACR-368 RESISTANCE MECHANISMS
UNBIASED AND INDEPENDENT OF GENETIC INFORMATION

T-test significant
Proteins, FDR=0.05

Unsupervised COME2
Hierarchical

Clustering Resistant Farental ABCC

S
CHD1

L coxs
s Upregulated in
—— ACR-368 Resistant Cells o
*
"~
B Downregulated in ACR- )
368 Resistant Cells

Data suggest that gemcitabine might be a rational combination to overcome DDR suppression

G1/5 CELL CYCLE

DMA DAMAGE REPAIR
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. LOW DOSE GEMCITABINE SENSITIZES OVARIAN CANCER CELL LINES
TO ACR-368

Ovarian-Parental Ovarian-Resistant i i
150m i Gemcitabine alone
- Mo Gem Mo Gem 14
i (LD R Gam = .53 AM Gafm
g ; & 2.7 M Gam g o 27 oM Gem & CNCARLF
fme I-F a + (VCARLR
NN I e e S i |k
i J £ . N 2w
A Prrnniartib Al £y ? Froxsartib b [ i b5} 13 ¥ ]
AR TN " ; { —— : e
et Y /[ ST VRN VR g - o .
3 CR . 3 i . 3
. S e S # ! . :
o 3 3 3 + ‘ 4
ACR-368 Logl0 (M) Gemcicabine Log 10 (M)
Bliss synergy score: 14.52
P
Bliss Syrsergy scone;

=10 Diag imderaction is likely anlagenistic
<10 ko 10: Dvug inkeraction is likely additive
=10 Drug ivteraction is iy synorgistic
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ENROLLING AND DOSING ACR-368 IN THREE HIGH UNMET NEED
INDICATIONS: OVARIAN, ENDOMETRIAL AND BLADDER CANCER

RP2D of ACR-368 based on
predicted sensitivity using our
ACR-368 OncoSignature Assay
run by our CDx partner

58 sites currently activated'

Key opinion leaders, some with
extensive experience using
ACR-368 from previous trials
are actively participating

OncoSignature+

(|

OncoSignature-

f

Owvarian
Endometrial
Bladder

Single Arm Simon 2 Stage Monotherapy
Phase 2b with Registrational Intent

Stage | Stage 2
(N= 13 per cohort) (M= 48 per cohort)

Single Arm Phase | b/2 Exploratory
Combination with Low Dose Gemcitabine

Phase Ib Phase 2 Expansion
(N==~21) (M= 33 per cohort)

FDA Fast Track Designation granted May 8, 2023 for ACR-368 monotherapy in OncoSignature-
positive patients with Platinum-Resistant Ovarian Cancer and Endometrial Cancer

'hetpsiiclinicaktrials gowetdishow NCTOS 548296
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. ENCOURAGING INITIAL CLINICAL OBSERVATIONS

* Consistent with the extensive experience and tolerability profile from past trials,
drug-related adverse events are primarily hematological, reversible, and manageable

* In the limited number of patients evaluated by imaging, preliminary evidence of
clinical activity has been observed in OncoSignature-positive patients across all
three tumor types treated with single agent ACR-368 at RP2D

* Consistent with AP3-predicted tumor sensitivity, early imaging-based evidence of
clinical activity across all three tumor types was also observed in OncoSignature-
negative patients treated with ACR-368 at RP2D and LDG during the dose
escalation phase

As of November 3, 202
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WEEI AND PKMYTI| VALIDATED CANCER TARGETS: IDEAL FOR
AP3 APPROACH

*  WEEI and PKMYTI regulate S and G2-M cell cycle checkpoints to ensure 62/M CHECKPOINT MITOSIS EXIT
proper DNA replication and mitotic comgleticn through phosphorylation
and inhibition of CDK2 and CDK | and CDKI, respectively q Q

Tyrls
*  WEEI inhibition propagates genomic instability by premature DNA .
replication and cell cycle progression, resulting in mitotic catastrophe A

*  PKMYTI inhibition results in premature mitotic entry and cell death

»  Strong preclinical data and emerging clinical data:
— Adavosertib (AstraZeneca)
— Debio0123 (Debiopharm)
— Azenosertib (Zentalis Pharmaceuticals) INTRA § CHECKPOINT
— 5GR-3515 (preclinical, Schrodinger) Ghelli Luserna di Rori et al. . Hematel Oncol, 2020
— Lunresertib (Repare Therapeutics)

" Single agent clinical activity (WEE| and PKMYT)
Synergy identified with dual inhibition, potential for strong monotherapy clinical activity
Correlation with genetic alterations challenging, CCNE| association being explored by others

Acrivon intends to leverage OncoSignature for optimal patient selection

ACRIVON THERAPEUTICS



. INTERNAL PIPELINE: ADVANCING DEVELOPMENT CANDIDATE
ACR-2316 AND OTHER DDR PROGRAMS - LEVERAGING AP3

Rationale

* Leveraging our AP3 patient selection platform for high clinical POS High throughput AP3 profiling

*  Potentially optimal profile for monotherapy clinical development Global analyss P
>10 k:i_i‘t_e&ﬂlﬁ\ft‘ﬁ. FDR=0105 Violcanoghat, FDR=0.05

ACR-2316 and other DDR programs T

* >40 high resolution co-crystals (1.5-3.1 A) and AP3-driven SAR ' ‘- o <

. MNovel WEEI - and PKMYT | -selective structural series and lead candidates
. Optimal selectivity profiles generated based on AP3 profiling

ACR-2316 advancing in IND-enabling studies -+ . oo SN
. High resolution co-crystals with WEEI and PKMYT| .‘ A _ GSEA
. Movel, potent dual inhibitor (single digit nM potency) R 1

WRLLILL

. Designed to overcome WEEI and PKMYTI single inhibitor resistance

+  Potent, selective single agent activity =i
AP3 used for biologically relevant selectivity profiling

ACRIVON THERAPEUTICS




. EXECUTIVE SUMMARY: ACR-2316 DEVELOPMENT CANDIDATE

Accelerating IND-enabling studies and planning for monotherapy clinical development

AP3-based SAR optimization facilitated by co-crystallography with WEEI and PKMYTI
— Quantitative visualization of drug-regulated global protein activity in cells not possible with standard methods
= Unbiased detection of WWEE| inhibitor-induced resistance mechanisms overcome by balanced PKMYT| inhibition

*  Single digit ntMWEEI! inhibition with carefully optimized ratio of PKMYT| inhibition in cells

*  Superior target selectivity and cell growth inhibition across human tumor cell lines vs clinical benchmark VWEE|
and PKMYT | inhibitors

*  Superior preclinical anti-tumor activity in tumor-bearing mice, including tumor regression, surpassing that of
clinical benchmark molecules

*  In vitro ADME, PK, and oral bioavailability profiles meet pre-specified development candidate criteria

*  On track for Q4 2024 IND with safety observed in MTD studies consistent with predicted desirable human
exposure

*  Generating ACR-2316-OncoSignature test for indication finding and to guide monotherapy clinical
development

ACRIVON THERAPEUTICS



DUAL WEEI/PKMYTI

POTENCY AND SELECTIVITY

KinomeScan

(106 kinases @ 1000 nM)

Benchmark

WEEL inhibitor
WEE1 / i}

Benchmark
PEMYTL inhibitor

Dual inhibitor ™
ACR-2316

WEE1

Kinome Selectivity (535)
2

=
=

=
Y

=
ki

ACR-2316 is highly selective based

on Kinome Scan

=
Targat Engagement #
«  PEMYTL inhibitor Min :
3318 e N Max | ~+WEE1
o WEE1 inhibitor PHMYT1

<
A/_.-\-* PEMIYTL

2=

A compound Subdel (n=13)

123=

INHIBITOR ACR-2316 DEMONSTRATES STRONG

ACR-1316 potently inhibits tumar cell viabilicy

-+ ACR-2316
v + WEEL inhibito
v PEMYTL inhibi

-
e

Towm a4

B 1 0 100
Drug conc (nM)

1000 10000

Dual inhibitor show potent cell cycle effects with pronounced 5-G2/M accumulation

DM50

o, o
Tramet”

WEEI Inhibitor PKMYTI Inhibitor

DNA content

ACR-2316

100 M, 24 hour
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. ACR-2316 SHOWS SUPERIOR ACTIVITY VS BENCHMARKS
ACROSS ALL HUMAN TUMOR CELL LINES TESTED

i

Human Tumer Cell Line 1

100 _l'-‘l-w._!\. T
s 3 " + PHMYT1 inhibiior
3 w k| * WEE1 Inhibitor 1
2L e e e N A ini 3
£ RN + ACR-ZI6
° . l\-\_‘l
<2 T T T T 1
&1 1 18 108 1000 10000
[Drug], M
FEMYT] inhilibor 1 WEEL Inhibitor 1 WEEL inhibitor 2 1050 ACR-2316 W50
W50 {nw] 150 M) | ] 1 init)
340 1 | & I 7
Human Tumor Call Line 3
120
LB
el ey * PKMYT1 Inhibitor
Ew i = WEE1 Inhibitor 1
4 w1 L, . S = WEE1 Inhibitor 2
£ @ - * ACR-EVIE
E T X
' .
2t
(1] 1 L] LT
[Drug]. nk
FEMYT] Inhibsitor 1 WEER inhibsor 1 WEEL Inhibitor 2 MCR-2V16
1E50 ] W58 (M) 1E53 i) 1E58 |rb)
35 13 | (1] b

Human Tumar Call Line 2

128
108 rH'f-'L-i i
e ik | + PHMYT1 inhibitor
E e ® WEE1 Inhibitor 1
el e T - WEE1 Iny 2
£ = + ACR-ZIE
»
L]
<28t T T T )
011 M0 100 1800 10000
[Drug], nk
FRMYTL inhibitor 1 | WEES inhibitor 3 | WEEL inhibinor 21050 | ACR-T316 150 [aM)
> 1000 1000 > 1000 T
Humisn Tumor Cell Lims 4
e .
"y b = PHMYT1 inhibitor
u H ! n \: » WEE1 Inhibitor 1
bl ..-..........-.....--‘l..,..... = WEE1 Inhiblior 2
5 e * ACR-ZIE
£ n
- "

L& 1 w 108 1000 10000

[Drug]. nM
PFEMYT] inhibioor || WEEL inhititor 1 | WEED Inbibitor ACR-216.
150 jnb) 150 |rib) I S0 [nht) 1E58 k).
7 71 | [31] )

Example: Ovarian human cancer cell lines

|9 ovarian and other human tumor cell lines tested to date
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ACR-2316 IS HIGHLY POTENT ACROSS HUMAN TUMOR CELL
LINES AND PATIENT-DERIVED EX VIVO TUMOR MODELS

Human tumor cell lines Patient-derived ex vivo tumor models
Breast [ g::: ::::: ;: S T CTG17034+ =+
Lung — cellLinecH + == CTG-2884 |,
Medulloblastoma —  Call Line D - ¢ + 0 CTG-3718 -
- Cell L?ne E 4 . ' CTG-0856 » -
CellLineFo = -
Cell Line G+ s = CTG-3383 = = =«
CellLineHo = +m @® ACR-2316 CTG-2733 = .' .
Cell Line | = . me d . )
Cell Line J - s B+ G CTG-1448 -
Ovarian | Cell Line K . .o u . CTG-14984 +
CellLineL< =« " e & PRMYTLI CTG-3226=| » = =+
Cell Line M« . = I 4 = N
Cell Line N e CTG-1692 '
Cell Line O - % CTG-1301« = LE
Cell Line P < « CcTG-07034 « =
L CellLineQs + =
Prostate — Cell Line R+ . m CTG-2561 = m>
Renal — CellLineS<d « = » CTG-3522- « = .
ST T [r——y——
10 100 1000 1 100 10000
IC50, nM IC50, nM
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ACR-2316 DEMONSTRATES POTENT MONOTHERAPY ANTI-
TUMOR ACTIVITY IN TUMOR-BEARING MICE

ACR-2316 anti-tumor activity (QDx7; PO) ACR-23 16 anti-tumor activity (5d on/2d off; PO)

€ VYehicle, (BIDxT) -+ Vehicle, PO QD

» WEE1i, 30 mg/kg PO QD

+ WEELi, 60 mg/kg PO QD
¥ ACR-2316, 30mg/kg PO QD
-+ ACR-2316, 60mg/kg PO QD

ACR-2318, 15 mg/kg (QDxT)

-« WEELi, 48 mg/kg (QDx7)
T 4 PEKMYTL, 18 mg/kg (BIDx7)

* ACR-2316, 30 mgfkg (QDxT)

“ LI T LI L] L] 1
* ACR-2316, 60 mgikg (QDx7) L . LR L
0 H H H H H H ¥ Days after treatment start

Days after treatment start

A427 Tumor Volume (mm?)
Mean -/+ SEM
8
A427 Tumor Volume (mm?)
Mean -/+ SEM

ACR-2316 demonstrates potent anti-tumor activity, including tumor regression,
compared to benchmark WEE| and PKMYT | inhibitors
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ACR-2316 EMERGING SAFETY PROFILE FROM PRECLINICAL
ANIMAL STUDIES APPEARS PROMISING
Mice:

* ACR-2316 is well-tolerated at target doses up to <60 mg/kg daily oral dosing
resulting in tumor regression in xenograft mouse models

* No obvious anemia, neutropenia, or thrombocytopenia, moderate reticulopenia,
monocytopenia, and lymphopenia

Rat and dog MTD:
* MTD 2 30 mg/kg in both species

* Plasma PK exposure consistent with projected human exposure levels required for
potential anti-tumor activity

* Reversible hematological effects (white blood cells), no thrombocytopenia

ACRIVON THERAPEUTICS




STREAMLINED AP3-BASED BIOLOGICAL SAR OPTIMIZATION FOI
SINGLE AGENT ACTIVITY OF PRECLINICAL PROGRAMS

-~ e, = .
Weel 0
/ - :\ /Quantitativa mapping (>35,000 phospho-sites covering >4,500 proteins) \
Drug treatment - H e \
I L ‘E.‘ = P 4

'

Proteolysis
P-peptide enrichment

e M WAV
s
v

Peptide :I:a,n up \%

Ultra high resolution
P-proteomic profiling

High resolution and throughput MS-based P-proteomics Proprietary pipe for automated AP3 analyses with actionable results

b >
B
| It D ——
Drug-regulated phospho-sites and biological process enrichment

Turnarour
<2 week:
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. AP3: TIGHT, HIGH-RESOLUTION DATA WITH DEEP COVERAGE

35IEE psites 15733 p-sites
Up Asnctation
O - Confioent of Wanaton O - Phrasphonites (dantification per Sample 06 - Prosein identéication per Sample

S

v" Acrivon proprietary compound data (~30 million data points per experiment); dozens of compounds profiled
v" Miniaturized, high throughput, scalable: <2 weeks turn-around, automated Al computational analyses in | day
v" Actionable results: Resistance mechanisms, rational combinations, drug-tailored OncoSignature patient selection
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KinomeScan @ IuM

AP3 REVEALS DRUG-REGULATED KINASE ACTIVITY IN
INTACT CELLS NOT DETECTABLE BY STANDARD METHODS

Drug-regulated kinase activity™ in intact cells

ACR-2316

58
ACR-2316
Traditional
selectivity
* . . .
'S profiling §
& :
i
—-— "
-

Therss : 60 minutes
Dorse : TOnM

i AP3-based
! pathway

profiling

“Kinase activity based om subntrate motil anabyiis wing &
proprietary FTM:SEA hybrid method

"P"' 1:"!

Pﬂr
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OPTIMIZED DUAL INHIBITORS SHOW DESIRABLE PATHWAY
EFFECTS

Optimized dual WEE1 and PKMYT1 inhibitors affect cell cycle and canonical MAPK pathways in desirable manner

Substrate motif-inferred Benchmark® WEEL + PKMYT1
: gt ACR-2743 e : i
kinase activities Inhibitors in combination

Einaso activity based on progrictany PT- Acthity (NES)
SEA-based hybrsd workflow and analyses e -] 5
[ TITEEY Y

*Clinical-stage sebective YWEEI and PEMYT | inhibivers
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B e

AP3-DERIVED DUAL POTENCY OPTIMIZATION TO OVERCOME
INHIBITOR RESISTANCE: RECIPROCAL QUENCHING

. Cell cycle and cancer

DNA damage 'y
responses

Frotein set name

PUJANA_CHEK2 _PCC_MNETWORK

Resistant

WEELi

PUIANA_BRCAL_PCC_NETWORK
PEMYTLi

REACTOME_CELL_CYCLE

REACTOME_SERARATION_OF_SIST
ER_CHROMATIDS
ECT5
Comprehensive annatation,
— weighted for protein set size
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AP3 RECIPROCAL QUENCHING REVEALS OPTIMAL TARGET POTENC
PROFILE FOR DUAL WEEI/PKMYTI INHIBITOR

Sensitive Resistant Sensitive Resistant

WEEI and PKMYT i dual inhibition synergy

= a
EEEE
100 —
Ex E S $
[=]
Target substrates E
E %
Target substrate of ACR-368 g
&
COK1 T14 M1 Target substrate of PKMYTLi “ i '
=i Ry -
Target substrates WEE1 inkilbitos sensitivity (Mean AUC)
Paarson i = 068
p valos = 00453

HIOL. Eudidean

Optimal potency ratio results in significant synergy

WEE i and ACR-168

200
g 2*
e gx Jo—
D 00
as
E E:' L
50 5 n
ATy e
Centered log2FC E o By o v
[treated vi. DMSDH s é i
PRu !
=104 =104

1643 p-sites from. 258 proteins. 'WEE] inhibitor sensitivity (Mean AUC)

Pearsen £ = 0,71
- p value = 0.0324

/I
g

"’t‘{,
e

ACRIVON THERAPEUTICS




ACR-2316 MEETS PRE-SPECIFIED DEVELOPMENT
CANDIDATE CRITERIA

MOA * AP3 phosphoprotecmics-based, optimized MOA,; selective, dual WEEI/PKMYT | inhibition v
Potency *+ In vitro kinase activity, 1C;, = 10 nM v
+ Potent in cell target engagement in optimized ratio v
+ Activity across sensitive human tumor cell lines, IC;, <20 nM v
Selectivity + Kinase panel profiling — highly selective (kinome selectivity) v
= AP3 profiling confirms desirable CDK and PLK activation for mitotic catastrophe/apoptosis v
ADME/PK * Orally bicavailable v
+ TY suitable for once/day dosing v
In vitro safery + Low in vitro hERG (=10 pM) and CYP inhibition and induction (=1 pM) v
Solubility + > 50 pM for active compounds v
PPB + < 90% v
In vivo efficacy + Demonstrated potent target engagement intratumorally in vivo v
+ Potent single agent activity in CDX models v

ACRIVON THERAPEUTICS




EXPEDITING ACR-2316 TOWARDS CLINICAL
MONOTHERAPY DEVELOPMENT

iy
AR

Rational Design

Superior Profile

A novel, AP3-enabled, internally discovered dual WEEI / PKMYTI inhibitor

Streamlined Development

Co-crystallography-driven
programs specifically
optimized via AP3 SAR

AP3-enabled design with
optimized WEE1 / PKMYT1
target engagement
properties and ratio

AP3-based optimization of
functional target profile

ensuring PLK and CDK1/2-
driven mitotic catastrophe

Demonstrated preclinical
superiority in target
selectivity / potency and vs.

benchmark WEE1 and
PKMYT1 compounds

Stronger anti-tumor activity
in tumor bearing mouse

models vs. benchmark WEE1

and PKMYT1 compounds

(@)——

*  Aiming for expedited

monotherapy development
(clinically validated targets)

* Rapidly advancing towards

IND (expected Q4 2024)

*  OncoSignature test in

development for indication
finding and patient selection

* Dose optimization (Project

Optimus) to be guided by drug
target engagement (BM2)
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. AP3: BROAD APPLICABILITY AND UNTAPPED POTENTIAL

41

D

Patient responder
identification

Patient selection for
broadly applicable drugs

(CDE4/6, K-RAS, ADCs)

[)
e

Al

Resistance
mechamisms

ie

Pharmacodynamic (PD)
biomarkers

DELIVERABLES
®
Indication Rational drug
finding combinations
AP3

Rational drug design SAR
(druggable drivers, drug MOA,
rational drug combinaticns

APPLICATIONS

Patient selection for novel
targens and drugs

(CRISPR, degraders, epigenetic)

2,

Continued in-licensing
(active drugs. no patient
selection path)
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AP3 IS BROADLY APPLICABLE ACROSS DRUG DISCOVERY
AND DEVELOPMENT

Clinical Biomarkers Indication Finding
Predictive OncoSignature tests Sensitive tumor types

Drug Discovery SAR Informs in-licensing
Optimal target selectivity AP3 profiling of candidates

Intellectual Property
De novo exclusivity &
protection against generics

Resistance Mechanisms
Ratienal drug combinations

Predicted
Responder PD Markers
~6,000 per compound

ACRIVON THERAPEUTICS




. THE AP3 APPROACH IS MODALITY AND DISEASE AGNOSTIC

Therapeutic . \I; 4 ==

) - Oligo/RNA
modalities Antibody s Bifunctional 0"

&
q malecule

Small

malecule
Cancers with
DDR stress

Oncology

Therapeutic
areas Fibrotic and

inflammatory

Autoimmune

Current focus

Infectious, CNS, and
other diseases
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FINANCIAL HIGHLIGHTS AS OF Q3 2023

Cash and marketable securities Projected runway into Fully Diluted Shares Outstanding

$142.1M H2'25 27.6M

Balance sheet Current operating plan, assuming

Shares and equity grants
30-5ept-2023 no additional financing

outstanding 30-5ept-2023

Unaudited.
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. ACRIVON ADDRESSABLE MARKETS (US & EU INCIDENCE)

Prioritized indications for single agent ACR-3868

Prioritized indications

Bladder Cancer (N=742,000)
Endometrial Cancer
HPY* 5CC Potential additional
Qwarian cancer *Currently enrolling indications
Pae and dasing (N = 634,000)
© 8 8 8
g 8§ 8§
Other cancers
Potential additional indications for single agent ACR-368 predicted to have
~45%
DDR stress
Colorectal Cancer g
Pancreatic Cancer
= All cancers US and Europe
2 E 2 § g Est. >6.3M cases/year

= ~30% (M = 223,000) of prioritized indications predicted sensitive to single agent ACR-368

« WEE! andfor PKMYT I inhibitor combinations with ACR-368 might further expand addressable fraction within sensitive tumor types

U5 cancar waty arn based on ACS 2012 peblcation and wibtype astimation fram teraturss BL cancer s5ats are based on LARG N0 pablcasion and wibiype astimation from Btarstirs,
Cancers with DDA scress are csomaced 10 be 675 which i ciostared from FSEIMPACT parient samples wich DER rebevant moators and CHs. such o TREL KEAS, SONE . enc.
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TEAM HAS PIONEERED OUTCOME-PREDICTIVE
QUANTITATIVE PROTEOMIC MULTIPLEX IN SITU TEST

Prostate cancer 8-marker biopsy test developed and launched by Founding team

Rarey berape Epithelium Classified Muchi Classified RO Maligraint Epichelm

Protein Current

Ideal test multiplex CDx
in situ test | tests
pre— Quantitative and automated v ()
RO - Subseliine Validated Abs and reagents v ()
G BM ¥ Analysis F.BM 2 Aralysis E BM | Analysis Tumaes Compartment

Drug target and pathway v
activation context
Biomarkers measured in
relevant region on tumor "y
biopsy
Imaging algorithm (tissue v
pattern)

ProMark®: Marketed, automated in situ proteomic test for

Rt S Addresses tumor

human outcome prediction included under NCCN guidelines et oe ety v

Founding team: Has pioneered p-proteomics and quantitative _ :

multiplex imaging including double-blinded clinical validation* E;:;t:;::_:'“d'd' Prospective v ()

*Blume-Jensen et al: Development and clinical validation of an in situ biopsy-based multimarker assay for risk
stratification in prostate cancer, Clinical Cancer Research [2015]
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PROOF-OF-CONCEPT FOR PROTEIN BIOMARKER SIGNATURE:
MARKETED, OUTCOME-PREDICTIVE MULTIPLEX CANCER TEST

Biology of Human Tumors Clinical

Cancer
Research

Development and Clinical Validation of an /In Situ
Biopsy-Based Multimarker Assay for Risk R
Stratification in Prostate Cancer =

Peter Blume-Jensen', David M. Berman?, David L. Rimm?, Michail Shipitsin', Mathew Putzi®,
Thomas P. Nifong', Clayton Small', Sibgat Choudhury', Teresa Capela', Louis Coupal®,
Christina Ern5t1. Aeron Hurleyl. Alex Kaprelyants]. Hua Cha ng‘. Eldar Giladi'. Julie Nardone‘.
James Dunyak', Massimo Loda®, Eric A. Klein’, Cristina Magi-Galluzzi®, Mathieu Latour®,
Jonathan I. Epstein'®, Philip Kantoff®, and Fred Saad®

43

Third-party blinded clinical validation, bioinformatic analysis (U. Montreal)

Validation of locked ProMark™ test on single institution biopsy cases (N=274)
Secondary validation on multi-center biopsy cohort (N=359) for clinical use indication
Marketed test included under NCCN Guidelines and Medicare coverage
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PIONEERING PHOSPHO-PROTEOMICS STUDY IDENTIFIES
NOVEL PI3'’K PATHWAY INHIBITOR BIOMARKERS

Science RESEARCH ARTICLE
Translational

Medicine CANCER DRUG DEVELOPMENT
A'anas| Pathway-Based Identification of Biomarkers for

. Targeted Therapeutics: Personalized Oncology
3114 Gote, with PI3K Pathway Inhibitors

Jannik N. An-dllritn,"‘ Sriram S-Ithjrlnluy'n'm" Alessandra Di Bum,' An Chh.' Theresa Illvlrlg,1
Albert H. Chen,” Brian Dolinski,” Manfred Kraus,' Brian Roberts,” William Arthur,®

Rich A. Klinghoffer,'" Diana Gargano,'* Lixia Li,' Igor Feldman,' Bethany Lynch,' John Rush,”
Ronald C. Hendrickson,®® Peter Blume-Jensen,'*' Cloud P. Pawelerz’

Editorial Highlights:

VOLUME 28 NUMBER 10 OCTOBER 2000 NATURE BIOTECHNOLOGY TOWARD CUSTOMIZING TUMDR
Tracing cancer networks with M TREATMENT
phosphopmteomics :JLIS'C as_nur view of Earth has become

increasingly global, cells are now seen as
Darvid B Solit & Inge K Mellinghott complex networks of interacting and
A mass-spectrometry approach for identifying downstream events in cancer inmfmng Signaling pﬁtmfs rather than a
signaling pathwayi may help (o tailer therapies ta individual patients. collection of mgmated genes.

Nature Reviews Cancer | AOP, published online 19 August 2010; dod:1001038/nrc 2922
@ 3090 Mature America, Inc. All rights ressrved.

A discovery strategy for novel cancer biomarkers
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. OLSEN LAB-EXAMPLES OF DEEP PROTEOMICS DRUG PROFILING

Sclence Signaling (2018) Cell Systems (20017) Mature Communications (2020)
LO¥378, TAEGBA, crizotinib, lorkatinib, Deepest proteome resolution of a human cell to date Hil;t‘::" throughput, sensitivity, and scalability to date
- AATICL

Rapid and site-specific deep phosphoproteome
prodiling by data-independent acquisition
without the need for spectral libraries

ot B e | i 88 i) Mo vt . B toms a3 e et
Toim Gt . Dot s Wb i e 7 e . (e ™

Nature Communications (2021)
Subcelllar compartmental proteomics

Integrated proximal protecmict revesh 1182
i determanant of cell isrvival s
ALE- i Frnslalid Do

e e s s i e e e sy
prempy ey ——

Cell Reprores (2018)
SHP2-i: SHPDIS -allosteric inhibitor.

AETCLE -
! T
Cell (2019) _ . o Spatial-pratesmics reveals phospha-signaling
Functional mapping of differential signaling by RFTK mutants dynamics at subcellular resobution
Oncogenic Mutations Fewire Signaling Pathsvrms i . R d i
Iy Swaitching Prodoin Rocruitment -
z o Phoaphatyrosing Sibes
e e e T i e P St i Dt e
Cell Rgpnrts (2017) : T e e e . Mature Communications (2021)
CHEL-i: SCHR00T 76, ATM-i: KUS5933 . e e e Clinically actionable resistance mechanisms
AATRCAE a—-

[
Proteomics. of resistance to Motchl inhibition in
acute lymphoblastic leukemia reveals targetable
kinase signatures

o om0 o b b s e i s Mt e | Mo S a M
.

Cell Reports (2017) ONGOING [MULTICENTER): Profiling of DDR and ¢
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ADVISORS AND COLLABORATORS

SAB

Geerge Demetri, MD,,
FACF, FASCO, FAACR

David Berman, M.D., Ph.D.

Professor, Director,
Queen’s Cancer Res. Inst,
Cntario Canada

Robert Abraham, Ph.D.
EVP, Head Cancer Biology,
Odyssey Therapeutics

Adj. Prof. , Burnham Inst.
Adj. Prof. UCSD

Timaothy Yap, MB.B.S.,
Ph.D. FRCP.

Associate Prof, MD
Anderson Cancer Center,
Medical Director, Inst. for
Applied Cancer Science

Professor, Harvard Med.

Seheol, Dir, Dana-Farber
Cancer Institute & Ludwig
Center, Boston

Leader in Precision Oncology
Key contributor to
development and rapid
approvals of Gleevec, Sutent,
Stivarga. Zelboraf. Votrient,
and Yendelis

Expert in signal transduction-
based R&D

Previously SVP and WWW Head,
Oncology RED, Plizer

VP, Oncology Res., Wyeth
Professor, Burnham Institute
Professor, Duke University

* Expert on DDR accelerated
clinical development and
predictive biomarkers

* Previously oncologist Royal
Marsden, London and Inst.
Cancer Res, London

* Lead/P.l. on numerous DDR
trials

* GU Pathologist: bladder cancer

expert

* Expert on protein biomarkers

and quantitative tissue imaging

* Academic lead on ProMark®

Jesper V. Qlsen, Ph.D,
Fi Academic Co-Founder

— Professor, Move-Mordisk
Feundation Protein
Center, Cph. University

* Recognized pioneer and
leading authority in
phosphoproteomics and
proteomic systems analyses

* Top 0.1% most cited scientist
in protein sciences

Jung-Min Lee, M.D.
NCI Collaborator

Investigator, Lasker
Climical Research
Schalar, MNCI

Expert on women's cancers and
DMA damage response (DDR)
Lead and co-Pl on numerous
HGSOC &TNBC trials

Lead Pl on ACR-368 platinum-

resistant ovarian trials

*
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. AP3 IS APPLICABLE ACROSS DRUG DEVELOPMENT STAGES

-
- o
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e S Approval &
IE”—E.EI = mw tarl."“ Glica Late Slinical i i0
y alizatic
/7 =
r A

Y

ID druggable
driver target.

AP3 drug profiling:
Unbiased drug target engagement & PD biomarkers

_— AP3 is also applicable in preclinical phase

1

Resistance Mechanisms
Rational Combinaticns

Indication Finding:
OncoSignature patient sample screening

i

OncoSignature patient responder identification
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. AP3 ANALYSIS: ACR-2316 REGULATES CELL CYCLE AND MITOSI
MORE POTENTLY THAN BENCHMARK WEEI INHIBITOR

60rmin WEEI inhibitor =~ ACR-2316

200nM . "7\ Tight junction

" Post-synaptic
transmission Autophagy

Sensitive

".'.". .
‘ Mitotic 1
pathways Cell cycle
Resistant
-y
g AP SREBP

Cell cycle
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AP3 ANALYSIS: ACR-2316 REGULATES CELL CYCLE AND MITOSI
MORE POTENTLY THAN BENCHMARK PKMYTI| INHIBITOR

40 PKMYTI inhibitor ACR-2316

200nM . "7\ Tight junction

" Post-synaptic
transmission Autophagy

Sensitive
FITK-MI\F‘K/J'- ' '

frash) |

0 pathways Cell cycle

| s
Resistant ;fﬁi%ﬁ, i
T T LGk 5 SREBP
- 7 : i _ Cell cycle
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AP3 REVEALS SINGLE AGENT SENSITIVITY CONTEXT AND RATIONAL
DRUG COMBINATIONS INDEPENDENT OF

Cell Reports

Phosphoproteomics of primary AML patient samples
reveals rationale for AKT combination therapy and
p53 context to overcome selinexor resistance

Graphical abstract
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Authors

Kristina B. Emdal, Nicolas Palacio-Escat,
Caroding Wigerup, ..., Krsting Masson,
Peter Blume-Jensen, Jesper V. Olsen

Correspondence
pub.saez@uni-heidelbarg.de (J.5.-R.),
kmasson@acrivon.com (K.M.},
phlumejensen@acrivon.com (P.B.-J.),
jesper.clsen@oprhu.dk (JV.0)

In brief
Emdal et al. combine
phasphoprateomics of samples from
patients with AML and lunclional
phosphosite scoring 1o uncover clinically
actionable molecular context for

or efficacy, Sensitivity 1o selineror
correlates with functional p53 and is
enhanced with nutlin-3a, while resistance
is associated with dysregulated AKT-
FOX03 signaling and overcome by
combining with MEK-Z206.

GENETIC INFORMATION

Using spatial phosphoproteomics
(Nat. Commun., 2021) Acrivon’s
AP3 platform can uncover single
agent sensitivity and rational drug
combinations for targets with
complicated mechanism of action

Cell Reports, August 9,2022
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. ELI LILLY ACR-368 HIGH LEVEL LICENSE TERMS

* In-licensing completed 27 January 2021

WW exclusive rights with rights to sub-license
$5M up front and low single digit percentage equity subject to ordinary dilution going forward

Aggregate development and commercial milestone payments of up to $168M, of which $5M is due

prior to NDA

Tiered percentage royalty on annual net sales ranging from low single-digit up to a maximum of 10%

subject to certain specified reductions
Drug product as well as drug substance sufficient to treat several hundred patients

Limited right of first negotiation expiring 45 days upon completion of certain clinical milestones
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