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Abstract Sepsis is a prevalent and life-threatening condition in intensive care units, characterized by high mortality
rates attributable to the substantial clinical heterogeneity among patients. In recent years, classification of sepsis using
machine learning methods, cluster analysis, and other data-driven approaches has emerged as a critical area of research,
enabling the identification of distinct subgroups such as sepsis endotypes, phenotypes, and subtypes. This article systemati-
cally reviews current literature to provide a comprehensive synthesis of advances in sepsis-related classification.
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