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Supplementary Table S1. Baseline clinical, procedural, imaging, laboratory, and outcome characteristics of the EVT cohort.
This table summarizes the principal demographic characteristics, vascular risk factors, stroke and procedural features, imaging descriptors, laboratory measurements, and 1-year outcomes in the Death and Survivor groups.
Supplementary Table S2. Additional available clinical, procedural, imaging, timing, and laboratory source indicators.
This table reports additional source variables retained for descriptive audit and contextual interpretation, including treatment, stroke-etiology, procedural, imaging, timing, and laboratory indicators not included in the primary summary table.
Supplementary Table S3. Display-label definitions and source-variable mapping for clinical indicators.
This table provides the finalized display labels, full variable names, source timing and context, source-variable classification, statistical direction where applicable, model-handling information, and explanatory notes for clinical and analytical terms used in the main text and figures.
Supplementary Table S4. Differential protein analysis with nominal and Benjamini-Hochberg false discovery rate-adjusted results for the Death versus Survivor comparison.
This table reports protein-wise limma results for the Death versus Survivor comparison. The primary exploratory differentially expressed protein set was defined using nominal P < 0.05, whereas Benjamini-Hochberg false discovery rate-supported proteins were defined using q < 0.05. The multiplicity-controlled subset is presented as an internal robustness reference for the exploratory protein context.
Supplementary Table S5. Primary-input exclusion and leakage-variable handling for clinical-risk modeling.
This table documents the target and follow-up descriptors separated from primary model development, the seven prespecified variables excluded before model fitting, the resulting model-eligible input set, and the post hoc baseline CT-ASPECTS sensitivity audit.
Supplementary Table S6. PPI-DDI annotation records supporting domain-pair and P-D-D-P analyses.
This table provides the source protein-protein interaction/domain-domain interaction (PPI-DDI) annotation records used for the domain-pair inventory in Fig. 4D and the candidate protein-domain-domain-protein (P-D-D-P) mappings in Fig. 5D. These records support annotation-based candidate prioritization and do not establish experimentally validated physical interactions.
Supplementary Table S7. Source data for Figure 5 candidate path scoring and display panels.
This table consolidates the source data used for the Figure 5 ClinIndex-linked bridge network, path-segment weights, scaled flow records, top-path and segment-contribution displays, functional-class summaries, and displayed protein-domain-domain-protein candidate chains. Sections S7.5-S7.6 correspond to the Figure 5C path and segment displays, S7.7-S7.8 list the displayed Figure 5D chains, and S7.9 provides the functional-class pair summary. All weights are within-cohort ranking metrics for candidate prioritization rather than causal effects.
Supplementary Table S8. Displayed PPI-DDI records supporting Figure 5D protein-domain-domain-protein chains.
This table reports the displayed PPI-DDI records and the corresponding full source rows underlying the Figure 5D P-D-D-P alluvial display. The records support annotation-based candidate-chain visualization and require experimental validation for physical-interaction or causal-pathway interpretation.
Supplementary Table S9. Methodological concepts and analytical rationale.
Section S9.1 explains the methodological concepts used in the study, including their principles, rationale, analytical roles, inputs and outputs, and interpretation limits. Section S9.2 summarizes why each layer of the clinical-proteomic workflow was included and what distinct contribution it makes to the overall analysis.

Supplementary Figure Legends
Supplementary Figure S1. Extended serum inflammatory-protein landscape across EVT-treated patients and healthy controls.
(A) Extended heatmap of serum inflammatory-protein abundance across EVT-treated patients and age- and sex-matched healthy controls (HCs). Columns represent individual samples and rows represent proteins measured using the Olink Target 384 Inflammation panel. Protein abundance is shown as z-score-normalized Normalized Protein eXpression (NPX) values. Sample annotations indicate group/status and selected available clinical or procedural variables. This panel provides a descriptive cohort-level proteomic reference and is not used for clinical outcome modeling.
Supplementary Figure S2. Functional enrichment and correlation structure of mortality-associated proteins.
(A) Gene Ontology (GO) and Kyoto Encyclopedia of Genes and Genomes (KEGG) enrichment dot plots for selected mortality-associated protein sets. Dot size indicates the number of mapped proteins, and color indicates adjusted significance. (B) Pairwise Spearman correlation matrix among selected proteins; the color scale shows correlation strength and direction. These panels provide exploratory functional and correlation context rather than causal or mechanistic evidence.
Supplementary Figure S3. Expanded ClinIndex-ClinDistill modeling workflow.
(A) Overall workflow showing how the clinical-only model generated strict out-of-fold (OOF) clinical-risk probabilities and defined the ClinIndex High and ClinIndex Low strata. The panel separates the clinical-risk teacher signal from the downstream protein-space interpretation layer. (B) ClinDistill student-model schematic. The clinical OOF risk signal (pclin) served as the soft teacher target, and the protein-space ClinDistill representation generated the student output (pdistill) from pre-EVT serum protein features. ClinDistill did not define ClinIndex strata and should not be interpreted as independent or external validation.
Supplementary Figure S4. Extended domain-domain interaction and bridge-protein annotation summaries.
(A, B) Domain-domain interaction (DDI) functional-class chord diagrams for Core-DEP (A) and Core-non-DEP (B) proteins. The diagrams summarize annotation-supported functional-class patterns, including tumor necrosis factor receptor/cytokine-related and adhesion/extracellular-matrix-related organization. (C) Bridge-protein panel summarizing candidate connectors across Core-DEP, Core-non-DEP, and Other-DEP groups. This annotation-based panel does not establish causal effects, directional information flow, or experimentally validated physical interactions. Corresponding source records are provided in Supplementary Tables S6-S8.
