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Research progress on the role of TREM -2 in sepsis
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Abstract

Triggering receptor expressed on myeloid cells 2 (TREM-2), a transmembrane receptor of the
immunoglobulin superfamily, plays a crucial role in regulating inflammatory responses and
maintaining tissue homeostasis. Sepsis is a life-threatening syndrome characterized by dysregulated
host responses to infection, leading to organ dysfunction. In sepsis patients, TREM-2 expression is
upregulated, with higher levels negatively correlating with disease severity. TREM-2 modulates
sepsis progression through multiple mechanisms, including enhancing bacterial phagocytosis and
pathogen clearance, suppressing Toll-like receptor (TLR)-mediated inflammation, promoting cell
survival and tissue repair, and regulating immune cell functional states. An emerging and critical
insight is the context-dependent duality of TREM-2 signaling: although it is predominantly protective,
recent studies suggest that under certain conditions it may exacerbate inflammatory injury,
highlighting the complexity of its regulatory network. In conclusion, this review summarizes the role
of TREM-2 in sepsis and highlights its potential as a therapeutic target, providing a theoretical basis
for targeted sepsis therapies.
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