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[ Abstract]

neurodegenerative disorders with high mortality and morbidity. It is characterized by progressive cerebellar

Hereditary ataxia (HA) is a clinically and genetically heterogeneous group of

ataxia of gait and limbs variably associated with ophthalmoplegia, pigmentary retinopathy, pyramidal and

extrapyramidal signs, dementia and peripheral neuropathy.

The molecular diagnosis process is proposed

based on molecular classification. So far, symptomatic treatment is the mainly approach, with the lack of

effective therapeutic method.
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Table 2. Genetic diagnosis of progressive ataxia
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Table 3. Genetic diagnosis of paroxysmal ataxia
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3¢ [ [ 37 AEAFSEBE National Tnstitutes of Health(NTH)
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Centers for Disease Control and Prevention(CDC)
SRR PR 1 3R
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Jisi th . intracerebral hemorrhage (ICH)
Jiki S S 2R cerebral metabolic rate of oxygen(CMRO,)
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brain-derived neurotrophic factor( BDNF)
i 20 £ K T RRL I M 2 AR

neurodegeneration with brain iron accumulation(NBIA)
N M F532 ATPff valosin-containing protein( VCP)
WN-HBEJEE intima-media thickness(IMT)
WA XA E C B tetanus toxin fragment C(TTC)
J-2%-22-75 proline, glutamic acid, serine, threonine( PEST)
S TS BT
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PAKFERHEE 1 70 heat shock cognate protein 70(Hsc70)
YNGR ER e 1 A R ey

NP

recombinant human erythropoietin(thEPO)
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recombinant human hepatocyte growth factor(rhHGF)
N HEZH R M 2278 SR 1

recombinant human ciliary neurotrophic factor(thCNTF)
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Human Gene Mutation Database(HGMD)
ANRRFEGEF T human immunodeficiency virus(HIV)
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HIV- associated dementia(HAD)
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B- human chorionic gonadotropin(B-hCG)
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Schwab and England Scale(SES)
WA fused in sarcoma( FUS)
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ATP-binding cassette transporter A1(ABCA1)
WO SE-HER  sporadic Creutzfeldt-Jakob disease(sCJD)



