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Figure 1. A group of people with achondroplasia who show all of
the phenotypical traits for the disorder (University of Virginia).
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AUTOSOMAL DOMINANT INHERITANCE
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With each pregnancy, this couple has & $0% chance of having an
affected child,whatever the child'’s sex.
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1- DM1, also known as
Steinert's disease

2- DM2, also known as
proximal myotonic
myopathy (PROMM)

3- Congenital myotonic
dystrophy (CMyD)
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Figure 2 . Muscle groups affected in myotonic dystrophy


http://www.neurocast.com/site/content/sessions_05_2002.asp
http://www.neurocast.com/site/content/sessions_05_2002.asp

the a«sd 0 DM1 and CmyD <Nl 2
DMPK J) (sl 58dall & (3hliall 2 expansion
non-coding region of the DMPK (Dystrophia-
s Jsaaadl myotonica protein kinase) gene
N4 Al a g gag Sl
Gblall A the expansion sl (58 DM2 2 Ly
ZNF9 (zinc finger protein 9) (mal 3 ddall &
Y a8, agmgag Sl Ao J ganall
26 (Bhlall 8 daay ) SOl pwgll) (e JS o) A ABBallg
ALl amiall () oY) ) gas Laa cliall odgd 3 jidall
O s sihs o) ) Gallly (535 Laa ¢ €l a8 lan Alilaiall g
2 contributing factor aaluall Jalall A RNA < ik
Ao alall ) saa (&



s o Myotonic dystrophy .» 0 Lsasusy ool e gy
S0 S0 pge g DM1 and DM2 . o 5000 o1 83
JSliwg ¢ paill bad ¢ usdl sl ¢ Maall Jlaaly Ciad Jode uol )
Juos sillg Jo Vg 6,31 5 due ghll codlaadl Cindg ¢ daslil oSl
oSG 1Y) 5 oo Abgadll Jo¥) dedadl g5 oY

369 Joadl s U5l sladl) Adlo) HUasl S, gl wlandl jged oo 0 JSin
SLi3] il 45,501 G by ¢ Bl ABlAS le] s J] Sk
DM 5 5000 oY1 ¢ O30l dagadly Jaall Blisis] 3] oy JoJl

- Y 5l L,k CMYD o Clas Jib baie po Y1 e o550
.DM1



myotonic >, s congenital form  .ua jsaib olas Jib pog . v 5, Jso
(inverted "V" shape) V G > s J) Wil dasdl Jsi Jeas bady 49 dystrophy
w2t 13gd u.g..ob.:ﬂ JSid) Aol (0 X

Source: Nelson W.E. et al. Myotonic muscular dystrophy in Textbook of
pediatrics, 15th edition, 1749-1750. 1996. Philadelphia: WB Saunders Co.
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Figure 4 : Top - An example of a normal CTG repeat
expansion in the DMPK gene (5-150 repeats). Bottom -
An example of an altered CTG expansion in the DMPK

gene (50-2000 repeats).
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