DOI: 10.11844/cjcb.2024.11.0013

i E A AE ) 2424 9] Chinese Journal of Cell Biology 2024, 46(11): 1968-1975 CSTR: 32200.14.¢jcb.2024.11.0013

ETROFZEER 2 & 1R (U ERERH F 4 R

AHM TEK ERELYT
("B TR R A T e, B it i e N RS AE P 4 1 X E A s ==, B 650500,
*REAE— NRERMEEEL, B 650032; ° B0 HE T KM E B REEER, B 650032)

HE % K MARALJE (multiple sclerosis, MS)Z —#F B %75 & 4o 4838 7| £ 69 K MABLAE
WRA. MMAAESNZAROREERER (2EMSEHR F, A2 AT, FAXTHH
T A RSB v R HARAD T, AFRA R T 46 K2 A MS T e94E B ALkl B2 TR 42 MS ¥ #9 #%
RIF, TTHEA TR 676 7 FORIAER 09 B34, Z L4 T M B A MORE R A R 3R, KT
T REVRIRSE B F o T % om B 38 B A B AT R AMSHE 77 898 E L.

KR 2 RVEREIIE; SRR > ST AN A R AR

Myelin Regeneration Strategy for Multiple Sclerosis Based

on Microenvironment Regulation

JIN Shugi', LUO Fucheng', CUI Jianchen'?**

('State Key Laboratory of Primate Biomedical Research, Institute of Primate Translational Medicine,
Kunming University of Science and Technology, Kunming 650500, China;
*Department of Anesthesiology, First People’s Hospital of Yunnan Province, Kunming 650032, China;
*Department of Anesthesiology, Affiliated Hospital of Kunming University of Science and Technology, Kunming 650032, China)

Abstract

attacking the myelin sheath. Myelin regeneration is crucial for the recovery of nerve function, but in MS patients,

MS (multiple sclerosis) is an inflammatory demyelinating disease caused by the immune system

this process is often hindered. As the influence of the microenvironment on myelin regeneration is gradually re-
vealed, researchers begin to pay attention to its mechanism of action in MS. Understanding and regulating the mi-
croenvironment in MS may provide new ideas for developing new treatment strategies. This article summarizes the
research progress in the microenvironment regulation of myelin regeneration and discusses how different microen-
vironmental factors affect myelin regeneration and its potential significance for future MS treatment.
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A: the generation and removal of myelin debris and its effect on myelin regeneration; B: the effect of changes in extracellular matrix components on

myelin regeneration; C: multiple immune cells cross the BBB to further amplify the inflammatory response in the CNS.
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Fig.1 Schematic diagram of microenvironment changes in MS
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