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Abstract Hemophagocytic lymphohistiocytosisCHLH) ., also known as hemophagocytic syndrome(HPS) , is
an immunological disorder characterized by excessive immune activation. This condition arises from uncontrolled
overactivation of T lymphocytes, macrophages, and natural killer(NK) cells, leading to a massive production of
cytokines and subsequent multi-organ functional damage, failure, and even death. Currently, several domestic and
international guidelines and consensus statements have provided principled and targeted guidance on the diagnosis,
treatment, and monitoring of HLH. This article will summarize the progress in diagnosis and treatment of HLH

by integrating current guidelines, expert consensus, and existing research evidence from both domestic and inter-

national sources.
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