H4THE HES WPl KRR (2R 2 ) Vol.47  No.5
20264F 9 H JOURNAL OF SUN YAT-SEN UNIVERSITY (MEDICAL SCIENCES) September 2026

/NI ST e A 2 e PR AL E P i A 58 2k i

A, el
CHIPH T o B B B 28 PR 15 M 545001)

W E 2R MERERRE (MS) S T RX o 28 3R G 1 S e M G S e s , /DN IS I 4 ML Ay rho X 1A e e 2, A9
g 1 AR P AL A0 S5 0 R M MR . 2 TSR IR S /NI T A A R R A R LR S T AR AR 2 R T,
I 2L TR R 1458 DX S /0N B2 I 4 L 99 A D /NI 200 B T 00 2 52 7 1 /TS o 240 i B LS 1 A /N IS I 4 i 5 22
FhAMM A . AR SCEETR T /NG B 40 A 57 P B AR MS P A7 28 BIUIR , 25 S0 i L s b 28 S RE 5 8 4 T2 1R
FEBILAL , kg 308 ) /08 S0 48 ST A PR T T SR AL B 2228 o MIS I PRIA Y7 B AL L %

KR 2 R MEREAAE ; /NBE AN 5 57 oM s A 0 s B S PR

HE 5K S R744.5+1 LERFR SRS : A XERE:1672-3554(2026)05-0780-08

DOI: 10.11714/jsysu.med.YX20260093

Research Progress on Microglia Heterogeneity and Their Role in Multiple Sclerosis

ZHENG Na, AN Hongwei
(Department of Neurology, Liuzhou Traditional Chinese Medicine Hospital , Liuzhou 545001, China)
Correspondence to: An Hongwei; E-mail: ahw0305@163.com

Abstract: Multiple sclerosis (MS) is a chronic immune—mediated demyelinating disease of the central nervous
system. As the resident innate immune cells of the CNS, microglia exert dual regulatory effects throughout the disease
course, encompassing both detrimental and reparative functions. Numerous studies have confirmed that microglia exhibit
significant heterogeneity across development, aging, and pathological states, and multiple subpopulations have been
identified, including proliferative region—associated microglia, disease—associated microglia, interferon—responsive
microglia, and microglia inflamed in MS. This review summarizes the current state of microglial heterogeneity research and
its implications in MS, with a particular focus on the mechanisms underlying their regulation of neuroinflammation and
remyelination. It provides a theoretical reference for precision therapies targeting microglial subpopulations and offers novel
insights for the clinical management of MS.
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