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[Abstract] Multiple sclerosis (MS) is an immune - related demyelinating disease of the central
nervous system. The onset age of MS is usually between 20-40 years, showing a heterogeneous clinical
feature. Due to the high disability rate, MS causes a huge burden to the society. MS is a complex disease

caused by the genetic and environmental factors, in which genetic factors play a critical role. HLA gene
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complex is the most important determinant in MS risk, with a risk factor rate more than 60%. HLA gene

complex has been a focus in MS research worldwide.
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acute partial transverse myelitis( APTM)
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acute complete transverse myelitis(ACTM)
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acute inflammatory demyelinating polyradiculoneuropathy
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acute motor-sensory axonal neuropathy( AMSAN)
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acute motor axonal neuropathy( AMAN)
PERRIEIEIRYT  disease modifying treatment(DMT)
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secondary progression multiple sclerosis(SPMS)
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G A alpha-fetoprotein( AFP)
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thyroid peroxidase antibody(TPOAb)
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[B] 25 PEK ELI 34 anaplastic lymphoma kinase( ALK)
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Mini-Mental State Examination( MMSE)
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HATHENEFRA R progressive muscular dystrophy(PMD)
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progressive spinal muscular atrophy(PSMA )
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progressive relapsing multiple sclerosis(PRMS)

2 2B S transcranial Doppler(TCD)
NSRS carotid cavernous fistula( CCF)
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computed tomography venography(CTV)

WK S e E BB intravenous immunoglobulin(1VIg)
F AN EE  cytomegalovirus(CMV)

B 9 &M polyvinylidene fluoride(PVDF)
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PR DNA B 1A

anti-double stranded DNA antibody(dsDNA)



