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Conceptual framework of multi-omics—driven precision medicine
From multi-omics data to clinical decision infrastructure
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Precision medicine applications
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Multi-omics for stratification and precision therapy of autoimmune diseases
From molecular characterization to patient-specific intervention
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Multi-omics dissection of the gut—heart axis in cardiometabolic disease
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Multi-omics—driven precision medicine framework for renal-metabolic diseases

Pathogenesis of renal-metabolic kidney diseases
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