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[ Abstract]

and overlapped clinical phenotypes. It is difficult to diagnose or identify this kind of disease due to

Neurodegenerative diseases include a heterogeneous group of diseases with complicated

insidious onset and chronic and progressive development. Since processes in the brain can be monitored by
analysis of cerebrospinal fluid (CSF), abundant research efforts focus on the efficacy of biomarkers in CSF
to indicate specific neurodegenerative lesions and to assist the diagnosis process, assessing whether one
biomarker or several biomarkers together could be the reliable tools for diagnosis of specific
neurodegenerative diseases. This article mainly reviews the research status and supplementary value in

diagnosis and differentiation of CSF biomarkers in common degenerative diseases [e.g. multiple sclerosis

(MS), Alzheimer’s disease (AD), Parkinson’s disease (PD), amyotrophic lateral sclerosis (ALS)].
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Table 1. Important CSF biomarkers in neurodegenerative diseases*
CSF biomarkers Neurodegenerative diseases || CSF biomarkers Neurodegenerative diseases
14-3-3 CJD, ALS PrP CJD
8-OHdG PD P-tau AD, MS, DLB, PD, ALS, MSA
ABss DLB S-100B MS, AD, ALS, CJD
ABso AD TDP-43 ALS
AR AD, DLB, FTD, PD, MSA T-tau AD, MS, DLB, PD, CJD, VaD, FTD, ALS, MSA
AB-Ox DLB a-Synuclein PD, MSA, DLB
AP oligomers AD Orexin DLB
BDNF MS HVA PD
CoQ10 PD, ALS OPN MS, PD
DJ-1 PD, MSA, DLB CystC ALS
Fa-IsoPs AD, ALS, HD Melanotransferrin AD
Flt3 ligand MSA Xanthine PD
GFAP MS, CJD MMPs MS
ICAM MS Urate PD
MBP MS Desmoplakin CJD
MCP-1 ALS Chemotactic factor CX3 (Fractalkine) PD
MHPG DLB Nitrates and nitries MS, AD, ALS
NCAM MS Isoprostane MS
NFH MS ApoE AD
NFL MS, PD, ALS, CJD, MSA Plant sterols AD
NO () MS, AD Transferrin cID
pNFH ALS, MS, CJD

#CSF biomarkers , I 4 90 2 b5 & 90 5 14-3-3, 14-3-3 25 11 ;8-0HdG, 8- FE LA 5 1 AR, B-TEMFEE 115 AB-Ox, ABRE AL AB
oligomers, A B % 1A s BDNF, i ¥ 1k 41 28 % 9% N 15 CoQ10, 4 il Q103 DJ-1, DJ-1 4 [1 5 Fo-IsoPs , Fa- 5 7l 41 B¢ ; FIt3 ligand, F1t3 Bt 14
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