- 38 - T BE2ERE AR 2023 4R 2 A%F 46 555 181 ] Jining Med Univ, February 2023, Vol. 46, No. 1

DOI:10. 3969/j. issn. 1000-9760. 2023. 01. 009

CX3CL1/CX3CR1 &5 51 A5 950%

#

(VT BE 2 e LN S22 5, B 7 272067)

o
45
[
e
=

>
B
=

 E AR TFCX3CLL 222X ML L, @S Rk DR i LA B F % 1k CX3CR1 A8
BAER ALY 205 0 R IR A 6942 B4R 3% . CX3CL1/CX3CR1 A% M AL F RF S W2 AGERATR
A GE, B AT RIZ R AT RLRE & A4 L, CX3CLI/CX3CR1 & %6 7T @3 8 ¥ /1B R B 76 AL 3 Rt
PRRARARGHELE T X, AN ERAATABEENERY I Z2ERGRNEHEMN, AL CX3CLY/
CX3CRI A A Z R G R R P A1E R B R AT Rt R —453E

%47 CX3CL1;CX3CR1;# %2 £ 5

HMESEE R74] XERFRIEE:B  XE4E:1000-9760(2023) 02-038-05
The role of CX3CL1/CX3CR1 system in neurological diseases

ZHANG Jing ,XIN Qing"
( College of Basic Medicine , Jining Medical University , Jining 272067 , China )

Abstract: CX3CL1 is mainly expressed on neurons and plays an important role in the communication of
neurons and microglia after binding to its sole receptor CX3CR1 which is mainly expressed on microglia. E-
merging data highlights the potential roles of CX3CL1-CX3CRI in the pathogenesis of many neurological dis-
eases. However,the impact of CX3CL1/CX3CRI1 in the central nervous system is still controversial. CX3CL1/
CX3CRI system may have either beneficial or detrimental effects by regulating the activation of microglia or
promoting the transformation of microglial phenotypes. In this review,we summarize the current knowledge
about the emerging role of CX3CL1/CX3CRI1 signaling axis in neurological disorders.
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FEIR T /0N 5 20 RS Ak, B0 R M R T Rk
I T AR PR R M £ TR, BBk, miR-124
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