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Introduction 3. AV-P138-Ab binds MUC16 and NaPi2b 6. A single dose of AV-P138-ADC demonstrates superior in vivo etficacy and
simultaneously and effectively durable response compared to single-agent ADCs
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to ADC with random conjugation

» AV-P138-ADC showed improved binding and internalization /n vitro, and

superior efficacy /n vivo compared to corresponding single-target ADCs. 4. AVTPI?’ 8-Ab is internalized more effectlyely. Site-specific AV-P138-ADC MUC16 ADC-DARS Random Conjugation
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» Aarvik Therapeutics and ArriVent BioPharma, Inc. collaborated on the pre-
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clinical development of AV-P138-ADC. Later, ArriVent exercised an option for

an exclusive global license to develop the molecule, now known as ARR-002.

1. AV-P138-ADC (ARR-002): MUC16/NaPi2b dual-target tetravalent ADC
designed to overcome tumor heterogeneity and widen the therapeutic window

Plasma stability of site-specific AV-P138-ADC, MUC16-ADC with DAR4 random conjugation (Sofituzumab Vedotin) in PBS +
1% BSA, human plasma, and cynomolgus monkey plasma after incubation at 37°C at 0, 1, 3, and 7 days and samples were
analyzed by LC-MS.

Abbreviations: BSA=bovine serum albumin; PBS=phosphate-buffered saline; MMAE= monomethyl auristatin E.

1 - Dual Targeting with Tetravalent Antibody (2 + 2 Format) ] 8. AV-P138-ADC displays favorable safety profile in NHP

versus traditional MMAE ADCs

» Both targets highly expressed in ovarian and endometrial cancers
» Improved internalization and anti-tumor efficacy vs. single-target ADCs
> Novel tetravalent format with IgG-like properties

A. Minimal release of payload from ADC B. Improved tolerability vs random conjugated MMAE ADCs
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» Widely reported bystander activity
» Potential to induce immunogenic cell death (ICD)

Non-binding-AFC

" Neff-Laford, H. et al. MCT 2024; Abbreviations: h00-1006: Non-targeting MMAE ADC; BV: Brentuximab
Vedotin (CD30); LV: Ladiratuzumab Vedotin (LIV1); LIFA: Lifastuzumab Vedotin (NaPi2b)

MUC16-AFC

2. MUC16 and NaPi2b are both highly expressed NaPizb-AFC

e

|
in ovarian and endometrial cancers Bivalent Bispecific-AFC

AV-P138-AFC _ reticulocyte count decreases observed only at this dose level. In contrast, random conjugated ADCs are generally tolerated

6 1 2 3 4'1 at 3-6 mg/kg and exhibit reticulocyte decreases starting at 3 mg/kg. There were no observed findings at 1 or 3 mg/kg doses

Average relative fluorescence of of AV-P138-ADC.
internalized antibody/cell

Quantification of fluorescence, an indicator of
AFC internalization in OVCAR-3 cells.

A single dose of AV-P138-ADC (9 mg/kg) was given to female cynomolgus monkeys. (A) Overlapping total Ab and total ADC
concentration-time profiles indicate stable conjugation. (B) AVP138-ADC was well tolerated up to 9 mg/kg single dose, with
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Conclusions

5. AV-P138-ADC enhances in vitro potency
versus single-agent or bivalent bispecific ADCs »AV-P138-ADC (ARR-002) is a novel MUC16 and NaPi2b dual-target

tetravalent site-specific ADC designed with best-in-disease potential for

OVCAR-3WT OVCAR-3 MUC16 KO OVCAR'3 NaPi2b KO.
(MUC16"9" NaPi2bFian) (MUC16nesatveNaPi2bia) (MUC16"19" NaPi2bressive) ovarian and endometrial cancers.
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»Strong development rationale based on high target expression and

» Analysis of RNA-seq data (log, values) from The Cancer Genome Atlas (TCGA) database . . . . . . . .
y . (log ) ( ) encouraging clinical activity observed with prior MUC16 and NaPi2b

(https://lwww.cancer.gov/tcga) reveals co-expression of MUC16 and NaPi2b in ovarian and

single-target ADCs.
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endometrial cancer samples.

=

> N= 306 (Ovarian cancer); N=200 (Endometrial cancer); R= Correlation coefficient »>Preclinical data supports that dual targeting drives superior (a)
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