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Harmonization reduces technical noise and

Continuously expanding atlas . . |
enhances biological signal

Proteogenomic clinical atlas with diverse cancers and conditions
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The atlas is continuously
expanding by integration of
data from several sources.
Datasets, study design and Curation
clinical annotations are ARV el

standardised, followed by data

We introduce a novel atlas containing large-scale and harmonized proteogenomic data and demonstrate its use for From batch to breast cancer subtypes Amplifying prognostic signal in Lung
biomarker and target discovery. The atlas contains high-quality datasets of proteomics and post translational modifications,
derived from clinically annotated patient samples of both disease and normal tissues. It includes samples from cancer
patients, as well as Crohn's and Colitis disease, and is continuously expanding to include additional indications. The clinical
annotations incorporate treatments, outcomes and general medical data. The atlas offers insights into patient outcomes

and drug sensitivities in tumor and normal samples, supporting precision medicine applications.

Harmonization overcomes batch effects between
different labs, studies, methods and protocols. In
this case, breast subtypes from two different
studies of different labs are presented, showing

By leveraging a larger sample size, this approach enables
identification of a biomarker that remained undetected
when analyzing each dataset separately. This finding
highlights the importance of harmonization for revealing
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From mutations to function

MEK activation biomarker

Improved biomarker for Selumetinib (MEK1i)

Membrane proteins are widely detected

Glycoproteins unlock potential for new ADC

e A high quality, routinely updated, clinical atlas of cancer
proteomics and PTMs is presented.
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The biomarker captures MEK1 activated tumors that are BRAF/KRAS WT

Indication expansion potential

The membrane proteins selected were present in at least two
of three datasets: the Cell Surface Protein Atlas, Uniprot, and

and could therefore be
missed.

indication expansion for ADC targets under development.

i i iDi i i COMPARTMENTS database (9).
Protg;)mlcbl blomgrrer » ex.r:cll?lts Leveraglr\g ' .thle | e>§cten5|ve MUC16 (CA-125) is a membrane protein utilized as a prognostic
considerable potential In ldentilying  proteomic clinical atlas of tumor : R marker in ovarian cancer. The expression of MUC16 by itself
2 2 LSCC patients who may benefit from and normal samples, our ADC target discovery pipeline does not differentiate between tumor and normal samples. References
0 2 . .. . . . L .
S M 9 KRAS-MUT A MEKi therapy. Additionally, the analysis = phospho-proteomic biomarker Membrane proteins undergo several filtration steps, which However, MUC16 S highly glycosylated in tumor compared. to | | o |
High Low High sheds light on patients from other demonstrates significantly include differential expression in tumors compared to normal (8), revealing a potential tumor-normal expression 1. Shenoy et al. Integrative Proteomic Profiling in High-Grade Serous Ovarian
Proteomic biomarker score Proteomic biomarker score indications where our biomarker  higher activity in tumor samples normal tissues at the post-translational modification (PTM) window, needed for ADC therapy. Carcinoma: Unraveling Biomarkers and Therapeutic Targets. ESMO; 2024. FPN #
. . . . . 1957P
suggests a potential for therapeutic @ compared to normal ones. level, possessing an extracellular domain, and having , L
s . . : : P 2. Perez-Riverol et al. Nucleic Acids Res. (2022)
. indication expansion and improved e contident identification through mass spectrometry (Ms). MUC16 protein MUC16 glycopeptide (12272)  MUC16 glycopeptide (12586) 3. Gillette et al. Cell (2020)
ns I I *ekdk . .
1.0 = 15 patient sefection. e - 4. Asleh et al. Nature Communications (2022)
: pV—0.13 pV=0.01 High | pv=9.8e-21 Tumor—Ndci)frer:\elnair;)ltgir:waESoicsjification 3 pval=7.014e-01 pval=7.107e-05 oval=8.677e-03 5. Satpathy et a|. Ce” (2021)
0.8 o I Y o c 6. Soltis et al. Cell (2022)
N 06 E 10 O § . Has extracellular domain . '% . :|:. 7. Krug et al. Cell (2020)
O 4"_)5 # _gc) o MS Identification validation S 0:.5:- l S-;; 8 Hu et al- Ce” Reports (2020)
0.4 > 5 + = ~ S | i S ] 9. Bausch-Fluck et al. PNAS (2018)
e KRAS-MUT Positive + : g g Indication expansion / ‘ L %]»0 :'35:':. X :.’5:'- ;' :’§ . . o
0.2 KRAS-WT Negative 0 @ - ADC targets. e . = T i ¥ [ contact@protai.bio
L Under
0.0 KRAS-MUT Biomarker Breast LungAD @ Pancreas % % development —1
1 2 3 4 5 1 2 3 4 5 Positive Colon Kidney Lung SCC Low % @ gADCtargets Tumor Normal Tumor Normal Tumor Normal
Yea ) Yea 'S Ovary Uterus Head & Neck Normal Tumor % Disclosures: T.A.Y. is a scientific advisory board member of Protai Bio. N.S., 0.G.,J. R, A. S, E. S., K. P. are employees of Protai Bio and own stock in Protai Bio.



