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[ Abstract] Multiple sclerosis (MS) is a chronic inflammatory disease of the central nervous system and a leading cause of disa-
bility in young adults, with no known cure. Although the exact etiology of MS remains unclear, genome—wide association studies
(GWAS) have significantly advanced our understanding of its causes. Large—scale GWAS have identified 236 genetic variants associat-
ed with increased risk of MS, most of which are non—coding. These variants may be related to the role of adaptive and innate immune
cells in the pathogenesis of MS, providing crucial biological insights into the etiology and mechanisms of the disease. Additionally,
some MS-related variants also mediate the risk of other autoimmune diseases. This paper reviews the genetic susceptibility to MS, the
role of recently discovered neuroimmune—related genetic variants in its pathogenesis, and their association with other autoimmune disea-
ses. Finally, the paper discusses how these genetic risk variants influence the development of new drugs and the application of individ-
ual genetic information to personalized treatments.
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IL-2 {5 538 %, TS0 CD4™ T 20 [0 4 201k A 1
P T 40 il ( Regulatory T cells, Treg ) 4 g %) 41 i 3%
PEDS) ) SXUERFSY 4B R T IL2RA LS FAE MS 5
JEPE A B AR, RE R AR AN R i 22 55
SN DA KR RE T 4B D RE AR
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RO LR, 5 DL AR S A — P R A o R T
IR < 1% , AV WAL A2 S5 55 o7 5 R 11 300 000 32 oy
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HEhA M x5 MS RS EIAY S H Treg 4R
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