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Research progress in effect of CXC chemokine receptor 3 on
occurrence and development of nervous system diseases
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ABSTRACT Chemokines and their receptors play crucial roles in nervous system diseases, among which
the CXC chemokine receptor 3 (CXCR3) is an important mediator of intercellular communication. CXCR3
not only participates in inflammatory chemotaxis and malignant behaviors of tumor cells but also regulates
the neurologic diseases. CXCR3 and its ligands directly or indirectly contribute to neuroinflammation and
neuroimmunity, and potentially serve as therapeutic targets for diseases like multiple sclerosis, Alzheimer’s
disease, and glioma and so on. This review discusses the expression and impact of CXCR3 and its ligands
in neurological diseases such as multiple sclerosis, neurologic tumors, neurodegenerative diseases, and
neuropathic pain, as well as their associations with CXCR3 ligands. Understanding the mechanisms
linking CXCR3 to these diseases could facilitate its potential as an early diagnostic biomarker and a target
for drug intervention, and provide the basis of studying the occurrence and developmant of nervous system

disease.
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