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[ Abstract]

this review screened and systemized the papers on neuromuscular disorders which were collected by

In order to understand the latest progression on neuromuscular disorders for clinicians,

PubMed from January 2013 to February 2014. This review also introduced the clinical diagnosis and
treatment hightlights on glycogen storage disease type Il (GSD II'), Duchenne muscular dystrophy (DMD),
amyotrophic lateral sclerosis (ALS) and spinal muscular atrophy (SMA). The important references will be
useful for clinicians.
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BB ZiEIEC(=)

PRI BUR  glycogen storage disease(GSD)
FRREMEE  essential tremor(ET)

R B AT W B L Tl

copper-zine superoxide dismutase(Cu-ZnSOD)
a- M ET  a-synuclein(a-Syn)
ZEflE BB 95 post synaptic density 95(PSD95)

PO HISCEE 1 1 ek 3
microtubule-associated protein 1 light chain 3(MAP1LC3)

WA TS microembolic signals(MES)
/N RNA  micro RNA(miRNA)

Y A FRAH G ITLZZ Myt
retinoid-related orphan receptor yt(RORyt)

RGN systematic review(SR)
Y0 2 C & FLEE  cytochrome C oxidase(COX)
16 TR AR AR 531 ) 5

the 16-item odor identification test from Sniffin” Sticks

(SS-16)

/NZ FE KB small ubiquitin-related modifier(SUMO)

/NFPERNA  small interference RNA(siRNA)
Becker BUJLE 2 AN R AE  Becker muscular dystrophy(BMD)

Duchenne B JUE 37 A RAE
Duchenne muscular dystrophy(DMD)

RHEE L AL olfactory-evoked potentials(OEPs)

I B 5k K Z KRBT angiotensin receptor blocker( ARB)

- N L

LA 5 K 3R A 4 16 51

angiotensin converting enzyme inhibitor( ACEI)

MLAE N B A AT
vascular endothelial growth factor( VEGF)

Joi &5 FAHHL  insulin resistant(IR)
LMW T ethylenediaminetetraacetic acid (EDTA)
Beck #Ifil 5%  Beck Depression Inventory( BAI)

YL EAF PR PS4 Medical Research Council(MRC)
BLLBEFCLEAAE  sudden infant death syndrome(SIDS)

F 3G i forced vital capacity(FVC)

SIS 48 forced expiratory volume(FEV)

WHZL O oil red OCORO)

BT EZRET UM induced pluripotent stem cells(iPSCs)
S residual volume(RV)

B M ICAETE survival motor neuronal (SMN)
HNGETE  apolipoprotein E(ApoE)

HREHE1 presenilin-1(PS-1)

BEZ2 presenilin-2(PS-2)

JRE B LE I A RAE
limb—girdle muscular dystrophy(LGMD)

JEULARENL  lipid storage myopathy(LSM)
Fﬁj{uﬂ" S maximal expiratory pressure( MEP)
RS K maximal inspiratory pressure( MIP)



