HE AR PR AR 2015 AE S A 1S B 5 Chin J Contemp Neurol Neurosurg, May 2015, Vol. 15, No. 5

Duchenne T L& F2 A KE WE K 4 R A1 K
A

[#Z] Duchenne B WL FEAS KLAE (0 A 55 D B K E50nT L4y Sy I PR A 148 B B (1836-1985 4F) L4
W58 5697 IR B B (1985-2020 47 ) , LA T & 95 Bl Bl B L 35 DR 96 97 s B & e ML IR T B B
(2020 4F LAJG ) o 1836-1985 4F =2 2L & % g 50 LI PROE PR 5 PR AE o 3 2 | A= Ak 2% R st A% 40 A 1 4 3k
1985-2020 4 32 2 I 7 M S8 B e I2 Wi 7 vk IRRIBIT 7 520 2020 4R )5 , KL RIAR YT 7 i anfh 5 Bk Bk
IRIT RGE BRI A AL RER A IR

[X@BA] WNWERAR K, EEH; R

Yesterday, today and tomorrow of Duchenne muscular dystrophy
ZHANG Cheng
Department of Neurology, the First Affiliated Hospital, Sun Yat - sen University, Guangzhou 510080,
Guangdong, China (Email: zhangch6@mail.sysu.edu.cn)

[Abstract] The research history of Duchenne muscular dystrophy (DMD) may be roughly divided
into 3 phases: clinical describing (1836-1985), molecular diagnosis and exploratory therapy (1985-2020),
and the pathogenesis illuminating, gene therapy or treatment against the pathogenesis (2020-). During
1836-1985, doctors described the variation of medical history, clinical signs and symptoms, pathology,
biochemistry, and genetic regularity of DMD. During 1985-2020, the scientists set up molecular diagnostic
methods and exploratory therapy regimens of DMD. After 2020, some gene therapies, for example, the
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regimens of exon skipping and reading through, may be used in clinical practice.
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Boulogne (1806-1875 4 ) 7 3 & % & ¥ 41 /> 4 1 ]
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T M R A £ 5 % (DHPLC) . % & 3% £ K i 5§
4 ¥ (MLPA) 8 A .DMD £ H 4 & T H &N F 4
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FOALFE DHEBTHEBMA 1985 FE4HH
30 4F 8], #& [ o B A R AT Il R EE 4T Duchenne A
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