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[Abstract]  Progranulin (PGRN) is a multifunctional secretory glycoprotein. The abnormality

in PGRN expression and related genes are closely related to nervous system inflammatory lesions,

degenerative diseases, neurodegenerative diseases, brain cell lysosome homeostasis and blood-

brain barrier integrity, and PGRN is involved in various pathological processes in such diseases.

This article reviewed the biological effects of PGRN and progress in the role of PGRN in some

neurological diseases, to provide ideas and theoretical basis for research and treatment in some

neurological diseases.
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