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Research progress of secreted Ly6/uPAR-related protein 1 in corneal
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Abstract

Secretory Ly6/uPAR-related protein 1(SLURP1) belongs to the Ly6/uPAR protein
superfamily. Distinguished by its distinctive three-finger structure and the absence of a GPI-anchored
signal sequence, SLURPI1 plays a key role in immune regulation, cell adhesion, signal transduction
and other processes. Recent investigations have shown that SLURPI is closely related to corneal
immune privilege, corneal neovascularization, corneal epithelial cell maturation, and corneal
epithelial-mesenchymal transition. This review delves into the mechanisms by which SLURP1
influences corneal barrier function, aiming to offer insights for the diagnosis and treatment of various
corneal diseases.
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