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[Abstract] This review introduced the background and framework of "Chinese guidelines for

diagnosis and treatment of pesudohypertrophy muscular dystrophy". The writing thinking, writing details

and omissions of the overview, diagnosis, therapy and prevention were explained, which will be useful to the

readers. Meanwhile, the history of some terms, for example, gastrocnemius muscle pseudohypertrophy and

Gowers sign were introduced; the examination of serum creatine kinase (CK) measurement and the naming

of Duchenne muscular dystrophy (DMD) were introduced, too.

understandings to DMD.
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TR A 28 A 5
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i 1) 7 o 4 i

bone marrow-derived mesenchymal stem cells(BMSCs)
BIALEEN  bone morphogenetic protein( BMP)
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FE BRpREL L international normalized ratio(INR)
BHF-kB  nuclear factor-k B(NF-kB)
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PP LA
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W RV T 0 S S 5

reduced nicotinamide adenine dinucleotide-tetrazolium
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UL PRY 5 S5 1 52 1 T 2 R 8 1t
muscle-specific receptor tyrosine kinase(MuSK)
W2 ¥4 creatine kinase(CK)
WLER B4 [E] T creatine kinase isoenzyme MB(CK-MB)
I S e AR R
myoclonic epilepsy with ragged-red fibers(MERRF)
LK basilar artery(BA)
WG EZIRMTBA  activin receptor type Il BLACVR2B)
acute disseminated encephalomyelitis( ADEM)
PR L7 42 i
Centers for Disease Control and Prevention(CDC)
BHEMENLZESRAE  spinal muscular atrophy(SMA)
R S PR AR
subacute combined degeneration of the spinal cord(SCD)

N-H B D- R & SR 2 1A

N-methyl-D-aspartate receptor(NMDAR)
FARAR i AP B§  thyroid peroxidase(TPO)
FARIRBRE M thyroglobulin(TG)
HFARIRE  thyroxine(T,)
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e E (I M KX E -2 contactin-associated protein 2(Caspr2)
L5 AR Mycobacterium tuberculosis(MTB)
HEATPE 22 1 5 i

progressive multifocal leukoencephalopathy(PML)
L5 ZE M transcranial Doppler ultrasonography(TCD)
28 T A AR

transcutaneous partial pressure of carbon dioxide(PtcCO,)
FAMTIEZE  arginine vasopressin(AVP)
#MINBIFK  internal carotid artery(ICA)
JIek B T UL 52 SR 9 ) 2 o 7Y L

distal myopathy with anterior tibial onset(DMAT)
IR ST S PR 1
RAEBFEE R polymerase chain reaction(PCR)
PUBRZIY)  antiepileptic drugs(AEDs)
PIMEREAMKEALZ Y

dystrophin-associated protein complex(DAPC)

intravenous immunoglobulin(1VIg)



