Charcot-Marie-Tooth Disease and
Other Genetic Polyneuropathies
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T LI E] Cassification Scheme of Charcot-Marie-Tooth Disease™
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Charcot-Marie- Gene/
Type Pathology /Phenotype Inheritance  Tooth Cases Subtype Chromosome
CrT Myelin abnormalities; Autosomal 080 CRT1A PrAP22
ard sensory loss; onset:
~5 to 20 years; motor CMTIC LirAr
rerve conduction velocty CMTID EGR2Z
=38 meters per secord CMTIE PAP2Z
CMTI1FZE MNEFL
ChAT 2 Aoonal degermeration; Autoso mal 1M-15 CMT2A MFENZ
distal weakmes and dominant CMTZE RABFA
af.rnphy',l wvariable AT il
sarsory imvolvement;
complicated arnd CMTZD ZARS
severe cases described; CMTZEMF MNEFL
motor nerve conduction CMT2F HSPET
wvelocity =38 meters
per second: onset: CMT2G 12g12-13
variable CMTZ2HZK oA P
CMT21I 2] MEZ
CMTZL HRPEE
CKMITZ2M STYANT
CrRATZ2M AARS
CrRAT 2D DY NCTHT
CMT2P LARSAMTT
CRATZ2S EHMEBRPZ
CMTZET DNAJBS
CraT20 MARS
Intermediate Myelinopathy and axonal; Autosomal Less than 4 DECMTA Liruk rvcneer
form Motor nerve coduction dominant DECMTE D2
wvelocity =25 meters per
second and <38 meters DECRIT Ll
D CRATF ZNET



Percentage of

Charcot-Marie- Gena/
Type  Pathology/Phenotype Inheritance  Tooth Cases Subtype  Chromosome
CMT4 Demyelinating; recessive; Autosomal Rare CMT4A GDAPT
variable presentations/ recessive CMT4R1 MTME
phenclypes CMT4B2  SBF2
CMT4B3 SBF1
CMTAC SH3TCZ
CMTAD NDRG1T
CMTAE EGRZ
CMTAF PRX
CMTAG HKT
CMTAH FGD
ChT4) FIG4
CMT2B1 LMNA
CMT2B2 MEDZ2S
CMTX  Axonal degeneration with  X-linked 10-15 CMTX1 GJB1
myelin abnormalities CMTX2 Xp22.2
CMTX3 Unknown
CMT X4 AlFMT
CMTX5 PRP5T
CMTXE PDK3
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