S{tEES A8

CHANGHUA CHRISTIAN HOSPITAL

R HFRELART S A~

FEEE  PAFAARRELRE PAFTHRREFAT L2 RBHE{Y v T v
AR FER

LEHA %

© ICD-10-CM & %7+ 4 : G71.0 Muscular dystrophy-dystroglycanopathy (limb-girdle)©
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DMD: Duchenne Muscular Dystrophy; BMD: Bedeer Muscular Dystrophy;
CMD: Congenital Muscular Dystrophy; EDMD: Emery Dreifuss Muscular Dystrophy.
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