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Next-generation precision medicine powered by AP3
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Acrivon Predictive Precision Proteomics (AP3) 

• AI-driven, proteomics-based rational drug design 

and informed clinical development 

• AP3 enables an exact match between the 

disease-driving, dysregulated pathways with drug 

mechanism of action (Acrivon meaning ≈ exact, 

accurate)
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Acrivon Therapeutics overview

Development Site (Boston) 
• Drug development and clinical biomarkers

• Clinical leadership and trial oversight

• ML/AI-driven AP3 analyses

Precision Proteomics Site (Lund/Copenhagen)
• Early drug discovery

• BM identification and drug profiling

• AP3 mass spectrometry
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Acrivon pipeline

Anticipated                 

Next Milestone
Phase 3Phase 2Phase 1Preclinical

ACR-368 
(CHK1/CHK2)

Single-Arm Trial Based on OncoSignature Biomarker Prediction

Addtl. Clinical Data & 

Dose Expansion, 2026

Clinical Update Mid-2026

Endometrial Cancer

AP3-Identified 
Tumor Types

Future Development 

Candidates 
Auto-Immune/Inflammatory

ACR-368 Monotherapy  Breakthrough Device & Fast Track Designations   Arm 1

ACR-2316   
(WEE1/ PKMYT1)

Early 

Discovery

Dose Escalation and Expansion

AP3-Identified 

Tumor Types

CDK11 

PROGRAM
IND Filing, 1H 2027IND-Enabling

Single-Arm Trials without Pretreatment Biopsy or Biomarker Stratification

ACR-368 + ULDG Sensitization      Arm 3 Prespecified Interim 

analysis and data update 

2H 2026

BM+ patients, 

registrational intent

Serous all-comer arms, 

registrational intent
ACR-368 Monotherapy     Arm 4



Acrivon AP3-based precision medicine

Tissue ID BM1 BM2 BM3
Fov010719 0.96 0.68 0.78
Fov060075 0.54 0.51 0.38
Fov020069 0.31 0.30 0.38
Fov010809 0.94 0.16 0.36
Fov030970 0.93 0.28 0.33
Fov010892 0.95 0.72 0.32
Fov040102 0.98 0.23 0.29
Fov050734 0.95 0.22 0.25
Fov040164 0.94 0.69 0.21
Fov020776 0.60 0.18 0.19
Fov050764 0.77 0.35 0.17
Fov060380 0.98 0.58 0.17
Fov010172 0.85 0.51 0.17
Fov100051 0.92 0.21 0.16
Fov100142 0.58 0.82 0.14
Fov020160 0.58 0.30 0.14
Fov010252 0.96 0.21 0.14
Fov050617 0.61 0.76 0.14
Fov060302 0.24 0.29 0.13
Fov050836 0.79 0.28 0.13
Fov060050 0.86 0.25 0.12
Fov041285 0.50 0.15 0.11
Fov030109 0.97 0.39 0.10
Fov020386 0.58 0.08 0.09
Fov020067 0.96 0.44 0.08
Fov110030 0.92 0.39 0.08
Fov041267 0.44 0.39 0.06
Fov100004 0.95 0.36 0.05
Fov060003 0.78 0.24 0.05
Fov020061 0.87 0.20 0.05
Fov041269 0.70 0.38 0.04
Fov010873 0.97 0.53 0.03
Fov041300 0.90 0.27 0.03
Fov060152 0.63 0.59 0.02
Fov060265 0.48 0.38 0.02
Fov100146 0.66 0.63 0.01
Fov060382 0.28 0.37 0.01
Fov010706 0.87 0.70 0.01
Fov060133 0.93 0.69 0.01
Fov020059 0.97 0.27 0.01
Fov010682 0.85 0.59 0.01
Fov100220 0.69 0.18 0.00
Fov010750 0.98 0.81 0.00
Fov060434 0.91 0.56 0.00
Fov050840 0.16 0.23 0.00
Fov040044 0.81 0.54 0.00
Fov030062 0.10 0.17 0.00
Fov010563 0.71 0.58 0.00
Fov010903 0.82 0.09 0.00
Fov050139 0.40 0.57 0.00
Fov020262 0.91 0.09 0.00
Fov060553 0.84 0.08 0.00
Fov050417 0.72 0.26 0.00
Fov050855 0.92 0.61 0.00
Fov060371 0.81 0.82 0.00
Fov040694 0.59 0.81 0.00
Fov030128 0.99 0.68 0.00
Fov020497 0.83 0.59 0.00
Fov050700 0.37 0.25 0.00
Fov060210 0.48 0.22 0.00
Fov020106 0.95 0.07 0.11
Fov041138 0.27 0.06 0.00
Fov020002 0.57 0.06 0.08
Fov020111 0.16 0.05 0.11
Fov040872 0.31 0.04 0.01
Fov050666 0.99 0.03 0.00
Fov050659 0.81 0.03 0.00
71768C3 0.44 0.03 0.05
Fov050555 0.20 0.02 0.01
Fov020193 0.69 0.02 0.00
Fov031530 0.81 0.01 0.10
Fov030763 0.59 0.01 0.29
Fov021215 0.52 0.01 0.07
Fov040855 0.11 0.01 0.04
Fov050706 0.12 0.01 0.00
Fov030120 0.70 0.01 0.00
Fov030286 0.10 0.00 0.00
Fov020132 0.03 0.00 0.01
Fov020486 0.03 0.00 0.00
Fov050816 0.03 0.25 0.00
Fov020263 0.01 0.29 0.06
Fov050388 0.01 0.00 0.05
Fov010181 0.00 0.00 0.00
Fov150230 0.00 0.06 0.19

AP3

Clinical Biomarkers

Predictive OncoSignature tests 

Single agent activity

Target/pathway addiction

Resistance Mechanisms 

Rational drug combinations

Drug Discovery SAR  

Optimized pathway effects

PD Markers

~60,000 per compound

Informed in-licensing

AP3 profiling of candidates

Indication Finding

Sensitive tumor types

Therapeutic Index

Dial out AE liabilities

Novel Target Identification

Activated druggable targets – diseased vs normal 

Streamlined Clinical Development 

Predicted sensitive indications with informed dose optimization

Predicted

Responder



AP3 reveals suboptimal mitotic pathway regulation by clinical 

WEE1/PKMYT1 inhibitors and guides discovery of ACR-2316

• WEE1 and PKMYT1 regulate S and G2-M cell cycle checkpoints to ensure 

proper DNA replication and mitotic completion

• Defective DNA repair is highly prevalent in cancers, creating a dependency 

on checkpoint proteins

• AP3 was applied to design a molecule with potent single agent activity and 

exquisite selectivity to achieve expanded Therapeutic Index

• AP3 enabled identification of ACR-2316 based on desirable pathway effects, 

including quenching of resistance mechanisms and PLK1 activation

20 min 60 min 240 min 20 min 60 min 240 min

A CDK1 substrate A PLK1 substrate

Poster session A, A082

WEE1/PKMYT1 regulates compensatory CDK1 signaling

AP3 enabled drug biological SAR

WEE1/PKMYT1 kinases are critical cell 

cycle checkpoints in cancer
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AP3 biological SAR: phosphoproteomic pathway 

signatures guide prioritization of ACR-2316

AP3 defines the mechanistic therapeutic index derived 

from the combination WEE1/PKMYT1 inhibition

AP3 profiles phosphoproteomic signaling across internal development candidates,

enabling compound prioritization based on established desirable pathway signatures

Poster session A, A082
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ACR-2316: uniquely designed by AP3 for superior 

single-agent activity over WEE1 and PKMYT1 inhibitors 

ACR-2316 designed to quench dominant resistance 

mechanisms originating from PKMYT1 identified by AP3

Reciprocal quenching

Potent pro-apoptotic 

mitotic catastrophe

Sensitive

PKMYT1i

Resistant

PKMYT1iWEE1i

WEE1i

EC75

ACR-2316 designed using AP3-based generative AI 

to potently activate both CDK1/2 and PLK1 ensuring 

strong tumor cell death



ACR-2316 is highly potent across human tumor cell lines 

and induces complete tumor regression

Human tumor cell lines 

(not genetically selected)
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A human lung tumor 

cell derived xenograft



ACR-2316 demonstrates durable clinical activity in 

heavily pretreated patients with lung cancer
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RECIST 1.1:

On treatment 

as of May 1

Non Q ’d data based on EDC as of 5/1/2026

• Two w  k   o    dosi g   gim  s  st b ish d;   i i      tivit  obs  v d  t ≥120 mg

• DCR (Target lesion) across all tumor types 79%

• Initial clinical activity and DCR (7/8) observed in lung cancer (median 3 prior lines therapy, incl. ICI and chemo)



ACR-2316 demonstrates a favorable clinical safety profile 

limited to transient, mechanism-based hematologic toxicity

Summ    of ≥ G  d  3 TRAEs
Subjects treated up to or at established weekly dosing regimens · N = 20 · bar length = number of grade 3/4 total events

Grade 3 Grade 4

TOTAL
 r ≥3

Anemia 1 (5%)
1 (5%)

Gr 3: 1 (5%)
Gr 4: 0 (0%)

Leukopenia 1 (5%) 1 (5%)
2 (10%)
Gr 3: 1 (5%)
Gr 4: 1 (5%)

Neutropenia 4 (20%) 1 (5%)
5 (25%)

Gr 3: 4 (20%)
Gr 4: 1 (5%)

Lymphopenia
0 (0%)

Gr 3: 0 (0%)
Gr 4: 0 (0%)

Thrombocytopenia
0 (0%)

Gr 3: 0 (0%)
Gr 4: 0 (0%)

ALT increased 1 (5%)
1 (5%)

Gr 3: 1 (5%)
Gr 4: 0 (0%)

0 1 2 3 4 5 6 7Number of subjects

TOTAL
unique subjects · any ≥  r 3

6 (30%) 1 (5%)
7 (35%)

Gr 3: 6 (30%)
Gr 4: 1 (5%)

NOTE: Subjects counted once at their maximum grade, not the sum of the rows above (9 event occurrences across 7 subjects).

TRA s with  rades 3 4  ercentages ≥5% are included. No fatal TRA s.
EDC extract April 14, 2026

0 (0%)

0 (0%)

• Only transient, mechanism-

based hematological AEs, 

primarily neutropenia.

• No other types of toxicities 

observed (N = 13) above 

tolerated weekly doses.

• Notable absence of GI 

toxicities, long-lasting 

myelosuppression or more 

severe non-hematological 

AEs commonly seen with 

ADCs and chemotherapy.



AP3 enabled rational compound design

✓ Identified adaptive resistance mechanism induced by WEE1 inhibition

✓ Validated dual WEE1/PKMYT1 inhibition to quench resistance

✓ Selected lead candidates based on desirable signaling pathway activity, including potent PLK1 activation

ACR-2316: novel WEE1/PKMYT1 inhibitor with potent single agent activity

✓ Complete tumor regression across in vivo models

✓ High selectivity (co-crystallography) and short elimination T1/2 to ensure transient, mild AEs

✓ Potent WEE1 inhibition, balanced PKMYT1 inhibition, overcomes resistance and enables robust activation of 

CDK1, CDK2, and PLK1 for mitotic catastrophe

✓ Durable clinical activity observed in AP3-predicted tumor types, including SCLC, SqNSCLC and adenoNSCLC

✓ Favorable safety profile, limited to short-lived hematological AEs.

AP3 provides a broadly applicable, biology-driven, modality-agnostic platform for rational drug design by 

directly measuring signaling pathway activity states using proprietary phosphoproteomics and AI

Summary



A sincere thank you to our talented colleagues at Acrivon, 
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