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Research advances in chemokines and their receptors in cognitive disorders
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[ Abstract]Cognitive impairment is the main clinical manifestation of many nervous system diseases such as stroke , multiple sclerosis,
and neurodegeneration, and neuroinflammation is one of the key mechanisms for the onset of cognitive disorders. Chemokines are a
class of highly conserved small-molecule secretory proteins that bind to the corresponding chemokine receptors located on cell mem-
brane, activating downstream signaling pathways and playing an important role in cell migration, proliferation, differentiation, and sur-
vival. In the central nervous system, chemokines and their receptors are involved in immune response and can exert a certain regulatory

effect on neuroinflammation. This article reviews the research advances in chemokines and their receptors in cognitive disorders, in or-

der to provide new insights and targets for the early diagnosis and treatment of related diseases.
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1.1 CCL11/CCR3
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1.3 CCL5/CCR5
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il CX3CL1/CX3CR1 AT FEARAE %8 4l g IR 7 B e 5 , ok 20 %6 Pk
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AT SR K #2800 . % CXCL1/CXCR2 B R AR IE 4%
SN LOT B9 T BUER AL TR

B T ik ok Ak T 2 R AN IS R B A
L F S SINMBER R Z £ S5 k. filun, C-X-C
H#aAk T ECA 12 (c—x—c motif chemokine ligand 12,CXCL12)
A T A% 200 B S 30 o A R, R O 8 S O F L AR A
JHRE R C-C otk I ECAA 3 (e—c motif chemokine ligand
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