10 - hAEf R 2024 4E 1 HS 57 &% 1 ] Chin J Neurol, January 2024, Vol. 57, No. 1

2 A2 W SR [ 45 R (2023 R

PR E LA 2 E A I F

Ei=AEZ R

BIEEE . LR AHMEHKXIRELTEAEEEAZ RSP BENZL EA%E R

& R EFZH R P, b7 100070, Email : fshi@tmu.edu.cn

[RE] Z R (MS) MR T8 AR 2 R GER TR RE R 2 , How 22 BAT I [H] £

K5 E 2 ZWFHE. Ed X8 1048, MSTETRAT I 5 iR Bl 0K 17 Bl 55 12F e 5 Ul 1) A JC A

FAESN Tz R 70 8 G2 WebRdE 697 H AR ST R AR IR IE IETR T 29 ORI R g e ik 1 B
ZiEPE, PIRE M AR oo M 2 g e 2 o A R R A BT SRR = B PR AR R4S

M ga ETE R ETTE X E MS B R T2 B B2 E R TR IR DA S BRI
[%%ﬁl] 2R, Z2Wr IR9r: fEmd

Chinese guidelines for diagnosis and treatment of multiple sclerosis (2023 edition)
Chinese Society of Neuroimmunology

Corresponding author: Fu-Dong Shi, Center of Neurological Diseases, Beijing Tiantan Hospital, Capital

Medical University, China National Clinical Research Center for Neurological Diseases, Beijing 100070,

China, Email: fshi@tmu.edu.cn

[ Abstract]  Multiple sclerosis (MS) is an immune-mediated central nervous system

inflammatory demyelinating disease. In the past 10 years, research in the fields of epidemiology,

pathology, disease activity, and progression has driven updates in clinical classification, diagnostic

criteria, and treatment goals, providing more choices with new disease-modifying therapies. The

Chinese Society of Neuroimmunology has proposed diagnostic, differential diagnostic, treatment

principles, and specific recommendations for MS in China through querying and evaluating existing

research evidence, referencing international consensus and guidelines, considering the national

situation, and repeated discussions.
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Table 2 Warning signs of multiple sclerosis diagnosis (red flag sign)
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Table 3 Common symptoms of multiple sclerosis patients and corresponding symptomatic treatment methods
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Table 4 Recommendation levels and levels of evidence for this guideline
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