Extracellular Matrix-Driven Stratification and Network Modeling of Patients
Reveal Distinct Molecular Grades with Potential Clinical Implications
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Aim Cohort Patient-Specific ECM Barcoding Patient Stratification and ECM-Grade Specific Drug
and Network Construction Consensus Networks Repurposing with Network Proximity

The extracellular matrix (ECM) plays a crucial role
In  tumor initiation, progression, and drug
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patients using an ECM-guided multi-omic
approach and further define ECM profiles of these
groups through network modeling, providing
deeper insights into prognosis and facilitating the
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