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Angiogenesis is a hallmark of tumor progression. Dysregulated angiogenesis in the tumor microenvironment leads to leaky, poorly perfused vessels, hypoxia, immune
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#4-plex panel of circulating angiogenesis biomarkers (‘Angiome panel’) was assesse & - - Quantitative accuracy is maintained across diverse biomarker classes, supporting reliable measurement of both low- and high-abundance proteins. s Q s 'l ﬁ | VEGFR-1/FIt 670 (190 - 1,500 055(037,067)  0.46(0.23, 064)
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ﬂeX|b|e assembly Of mU|t|p|eX panels and grOUpIng Of analyteS based on Optlmal Sample antibodies are conjugated to unique U-PLEX linkers (Step 1), enabling their directed immobilization onto predefined spots within each ODuUS pe ormance In p dsSma matrices enanles airec app ICalion 10 (ransiational studles without I0Ss 0T ana y ICal TIaell y ID D M-CSF 8.5 (2.7 - 26) 0.77 (0.64, 0.85) 0.75 (0.54, 0.86)
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i ) i _indivi i i i~ receptor tyrosine Analyte MIG | m Galecin thways, while XAG exhibits more coordinated
model to partltlon intra and inter IndIVI.dual variance. In.traclasls correlation coefﬂments TEK kinase (02763 1230 2,600,000 Figure 4. Analytical performance of the Angiome 44-plex panel across healthy and cancer plasma samples. (A) Concentration distributions for all analytes measured in duplicate across samples, with lower limits of detection (LLOD) and calibrator ranges (top of curve, |__[ ',fr'}’g_)z'g'(ac”"e) \ (T;_"gé‘; ﬁmaodulzlizn of \?EGF-azsocia?edZignC:Ii?\g. Sahzred
(|CC) were calculated using both unadjusted and covarlate-adjusted models (age, SexX, FLT1 VEGF receptor 1 P17948 114 31,000 TOC) indicated, demonstrating quantification across ~8-9 orders of magnitude. (B-C) Intra-plate precision assessed from duplicate measurements, showing tight reproducibility with median %CVs of 2.7% (ECL signal) and 3.3% (calculated concentration). (D) Percent detectability | éECGSFFR-ZIKDR _Egm_. il IL-6 responses across select endothelial and angiogenic
: : across analytes, with a median of ~80% across all samples. g i L-8 e markers highlight conserved pharmacodynamic effects
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Oncology cohorts: TOCH Precision: Duplicate measurements demonstrate exceptional reproducibility across all analytes, with median %CVs of 2.7% (ECL) and 3.3%
, , SELE  |E-selectin P16581 [1,600 3,200,000 . ) o . . . . s . . . . . . : : : Al o : TR
» CaboMab study (NCT0047330): KRAS wt metastatic colorectal cancer treated with SELP_-selectin P16109 3,900 350,000 (concentration). This level of precision enables clear separation of biological signal from technical noise, supporting confident detection of subtle Conserved vascular response: Both regimens modulate core angiogenic pathways (VEGF/endothelial signaling), indicating sharea
cabozantinib and panitumumab; baseline (n=27) and C2D1 (n=19). opgy  Mansfominggrowth oo oo 1 000.000 changes. pharmacodynamic effects on tumor vasculature.
« XAG study (NCT02008383): metastatic esophagogastric cancer treated with Regulation of factor beta 1  Distinct response architectures: CaboMab treatment exhibited a broad, immune-integrated remodeling signature, whereas XAG treatment
ot o - haseline (n= _ vessel size TGFR2  ransforming growth g5 g 4,600 ) - -
oxaliplatin, capecitabine, and bevacizumab; baseline (n=43) and G4D1 (n=20). factor beto 2 ' ’ Dynamic Range: Using multiple sample dilutions and grouping assays by expected analyte abundance, the 44-plex workflow supports quantification exhibited a more focused, VEGF-axis—dominant response.
Matchod baseline and on-reatment plasma samples from oncology Gohorts (CaboMab and TGFB3 oo 9 IO piogon 0. 3,500 across biomarkers spanning ~8-9 orders of magnitude in concentration. | - Therapy-specific biology: These patterns highlight how different treatment mechanism shapes angiogenic network behavior—from diffuse,
XAG) were analyzed to assess theraF;)y induced rﬁwodulation of cirgl}Jllating angiogenesis VoAM1  Vascuar celadhesion p1gza0 6,000 96,000,000 inflammation-linked signaling to coordinated vascular targeting.
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biomarkers. VWF  von Willebrand factor ~ |P04275 60,000 4,000,000,000 Detectability: The panel achieves greater than 90% median detectability across healthy and cancer samples, ensuring consistent, biologically relevant _ . _ _ _ _ _
| - | cCLs  [COLs P13501 840 5,200,000 coverage across heterogeneous sample populations and minimizing missing data that can confound downstream analyses. Integrated Angiome Profiling Enables Translational Insight Into Vascular Biology and Tumor Angiogenesis
For each analyte, changes from baseline were calculated within subjects and normalized CRP__ [Creactiveprolen  |P02741 700 27,000,000 ® « Avalidated 44-plex platform delivers precise, high dynamic range quantification of angiogenesis biomarkers, supporting scalable
using z-score transformation to enable cross-analyte comparison across differing cspr [Macrophage colony- |o0lio o 40 23 000 o : . C
concentration ranges stimulating factor - ’ DOWNLOAD POSTER profiling from discovery through translational research applications.
c52 hemomeecdony. o441 b0 000 *  Biomarker classification into stable and dynamic classes, combined with oncology cohort analysis, reveals therapy-specific
Pharmacodynamic responses were visualized using heatmaps, where rows represent Tumor stimulating factor angiogenic response architectures and supports baseline characterization and pharmacodynamic assessment.
individual biomarkers and columns represent subjects. Color scaling reflects relative ot cgF3  [Oranulocyte colony-loh00.10 1) 4g 3600 .
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