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SRR PR e s

i

Al

1 0 B R SRR AR M AR A 4 ( hereditary

motor and sensory neuropathy, HMSN ) * X
84 — B — #4445 ( Charcot—Marie—Tooth di-
sease * fliRE CMT ) i A 8 (1 B8 A8 i
( hereditary neuropathies ) H1&H RAY » iE—
BERT L — T 25 4 AT f vk R i A R R o B A
(Jean Martin Charcot) * & F| (Pierre Marie)
T B B w45 FL B8 AT 4 37 (Howard Henry Tooth)
Hiktplse « 478 F ARSI - B AL IE
B AEGE R TG RS BEME
B J R R B R R By —EMR B PR EER
WEhER » THERAER S ( LUHFEBEm
0 AR B MR A SRR ) B R
i 8 o TN b B o R AR A A P AR A A ]
ARG 38 — 9 ©

BETER » B g A R E L RAEAR
Bagsk o G4 R L UREERFEE - RERFH
NEHE SR T RAOINE ¢ R - R
EHRAETLAERT - R IERETE - miHks) a5
(A 15 B 7 R A AT B RO B - TR
58 8 0 —22 ( peripheral myelin protein—
92, PMP-22 ) » E fij B0 — 2 [ ) 58 S SR
{ir B R R v s T R R — AR A
B+ E SR R M Y R SR A
—( F) ! ( hereditary motor and sensory neuro-
pathy type 1A, HMSN 1A ) sk — 1§ — £LRw
B (H)® (CMT1A) - A UERKNE B
— P RAHE 2 BeAL AR B o TEAE LAY A BR R
FETF > HEFEWHEAM © Ei o AEE LM
gy MEGERAEAR » T IS B Al RO AE AR 415 WT BERE

25— B A [F 2 R B B IR ©

EXE2RMIEN KBRS

EREBE $£o+75% £ =¥
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a B
ERA R

5 py o A ) SR e A 4 L AR AL
A ELERL - B ER - STER
LD FAEYHEREILE ( peroneal muscles ) 254 &
MHEE » FHE KRRULA A IE 58 F » T aYsh
Bk 4 3 57 69 R ( reversed champagne—bot-
tle ) » FEILAE AY LG 22 R RE 0L HERT AR AE IR B
( peroneal muscular atrophy ) : B £ %
AT ERTFEAMA - SR AR ( thenar
muscles ) & F M LA (hypothenar mus-
cles ) LA ERHHE o ARAEEBEFEBRAR
ShAEEA o B S A B MAE T RE B L R BARR - RE
T LAE TR IR O Tl e - I RF AR
RE BRI MR T TR BREE
B HE ( steppage gait ) o BE I E B9 82
Bo7EEN LS EER o AR BEKRMZ
% o EAERAETIERER - B FERHMEED
BEsk24E8Y ( neurologic disability score ) R
SLi R R AEATERERAE L KAV - JEIR B SE
HERER-

(S ) R RS o A0 K L o A (L
HRRES R R BBEET ( demyelinating
type ) * MR A —E(HMSNI 5 CMT1) J 4
4GB LT ( neuronal type ) * NFERSH T
(HMSN Il 8, CMT2) » BfiK | = F g R BB R
ML - BRI R MR EEE R (X
1) FfR » BB A BAERE  BHEE TR
Rt B E MR R » GHER
§T4E Bl (hammer toe) 25 M /£ (pes cavus) *
ER RS ERSE  EHMEIEENEEAR
T BETR T ES TR B ST5ER
BAEM Rtz am ik BT ( distal interphalangeal
joint ) i@ E EHFELIEE  TMENEHELES
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#=1EEEESRBRRWEREE ARE B

A 51 %A )
B 4 BLAE SR - fe B R AW A AL dhE A
BmF #E (A & AFET ) e,
SR BT AL i ShE &
T RATAE A R ol %
GESE S 24 H2 ( <40 m/sec ) FEE R E (> 45 m/sce )
HE4EE
AL 45 F- o RERAEE LA Fo~ BAIEMILA
IR E VL FALA WEZ v T ALK
M a7 R G e ea
WLEE B 4 ik Wk
A A A oy kg E bk £

t 2 R

B S A

STHERER T 2

( high—arched foot ) » {H(E1)FT °

F BT A R AE A PP AS A A - L b
B 5|+ 1EH ATE 50 m/sec LA L 0 7F R AE % A
B HEEHIEE 10—20 m/sec * HERETK
FEEESNFHRTREY  RESEERN (B
TEEEE ) AR EMES - FARR
HIRBEBAREA LR « — Sk L R T/
T 40 mfsec # 0 B B A BEMS 2 K # (carrier) o 4
TR AR R M s A A A R (2) - L
JIE IEH A LI E 4 #4E ( median nerve ) 22
B AR (A B R ) 0 TR ( FEES ) &
i ( FRES ) EEHESAEEE M

(compound muscle action potential, CAMP)

ERBE E4+~% £ = #H

TR T A (0] » o 0 S 5 1 K% 50 m/sec; 7S AR &
BEHURGE - v B P TR S - (B AR EeE
W HIMET 30 m/sec » AT RS U At o ¢ {28
i A R RN R — Btk M AS L 28 ( uniform
conduction slowing )+ JbtE2AE FoPk B G 8 4
7 % (acquired demyelinating neuropathy) * [l
1% 14 i 8 B 4 ol 4E 8 ( chronice inflammatory
demyelinating polyneuropathy, CIDP)( £ B &
RS 302 B ) A9RGB EREAFEOCAHIR - RE S
B4 EE BT ( partial conduction blocking )
RUER & - 4nFF M ELEL ( temporal dispersion ) &
o A VLA S EE A RIF R A 2 - HE
SR TR T 5% B A o A g 2 M S (LA A AR
terin ((%R2) > MEMNEEEHEGIEEME - Bk
e CisES” @ ( demyelinating range ) ' 7R
BN AL IE % B 1Y 80% LR » Wi+ AY 22 Bl L 76 1t
— S S B 43S B B -

it B8 S TR (R ) SRR A AR ) R R
B » 06T OB B S A B AR o SR Y e
b — (1) BT SR ( segmental demye-
lination ) * f& (2) # ® 3K ( onion—bulb forma-
tion ) ° AIEJEESMIE MR EBESIZ o 18
F R F 2 78 59 I BE ¥ (demyelination ) X PR
B4k (remyelination) » {3 M G0l 58 09 40 B H —
el Bl [ [E HE 5] ) FF L 4B A (Schwann cell) » 38
EIRRTERTIE TR % & B0 H T
Ao R EREME o (AL AR A SURR R IR R
Rl 3 2895 2 (hypertrophic neuropathy ) * f K
BELLE R T AR TR - SEEE2
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=2 BRI R SR LR

e ARD
it S A0
g 3 242
il yL - @kpE

ik / EmRE i1 B G E Ak 60%)

BB K H# 4 (greater auricular nerve) * R
4 (ulnar nerve) » I %8 fik ¥ 48 (common pero-
neal nerve) 5§ & it A< B X 5 AL /& B (hypert-
rophic type) * A2 B dh 7 AT - TR E &
o A A A R R -

AT T B [ B 5 4F 40 58 5t R A B AH A 2 e
W o HERRRE LSS R BUARE » WELITF ~ B
£ o s FTL P 0 e S Ry B (BB G
Yk gR o Bl 2 B B R S AT AL ELAR BN R A
BoHith#ERATF - B ZHHGRE © SR
BB ARTERRIEEME « B AR MG T K
R 3BT BRI R S B 48 T B M
JCHYAR 5 LA B SE B 1F 258 1 42 22 1R 1K ( axonal
degeneration ) + E AR HE R#ZER ( axonal
form ) » AR A= 2 2 A HI| ] 5B et A0 K B O
W T - LLEEA S B EE LR
TRRHRPRAK o A8 TR A 8 3 A B IR B 45

HIWRE Fo+HAE £ =

B2 : BLRE#5A B AR
FH RN AV
B o

\2111\/

5 msec

1% 43k & =30 m/sec

W o BRI - BTAREEUL A 4 FSSE ( spinal muscular
atrophy, SMA ) ¥R &3 > & 58 UL A S B AE
HAlR AR —EH M cskMA ( motor neuron
disease ) Z TaBY ; [RH —3 (9 [ ] 00 ZE 4K 5
AR Y - MASTC T A 8 (M B R b A
g5 A~ HL R Hh A B 1 (I ( sensory action
potential ) € A IE K IRIF ( amplitude ) H 3L
TS o TATEF B UL A 4 R AE A AR 1 A0 B AR R 7 PR
ZIEH °

RIEREAML

5 0 B T A Y B R B R A A R ) by
AR IR o FAAE A IR E ( teased—fiber
analysis ) » 8] IFH B AL @B pRERE C AR R
( demyelination ) * {HF LM ERE(E3) - 7E
MEepy Y b AT LU B RBUE 2 R
WAL M R A R S S R AL -
T B e A A T AR A 0 BT R R AR
% HEFIEREAREOERSR (B AHMEMEL
R BE SR AY B R ) o AT KM
F ot B e e A0 40 o R P S OB ) » R
W ER 2 B AR AR AN R+ TR 1 e Ao A
PR 7 A R B B B AT o PRI R S
TEEEEER (B4 o i 2 RO EIHE R 8 FF
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B3 : LA A s Ak iE BB RN AP AR R AP e W B AR BAURA B RE B2 Ab e - O.B. RAGE L

(RAIHEEFHT) ©

(4 : LA A T A M IE Bh A SEAY A3 R B2 AP
ik (Hand ) #ed  BWMERNFE
j"‘j& o

AT Z - BRLE o %A RHZ B Sk
T R A A R RSSO B
SRRt LAY R A A SR A R R o B RS
IR SR — Sl 1 -

TSSO R S R - B
A AR AT 00 T SR BRI RN % 0 LA R
B TR EFICAIIG A - (HFE A B SR
(@Es) -

WRE Fo~E B =W

IS ¢ A48 7 A St A 56 9 A A A 40 2 A
winh (Mg ) ek BRELL S AL
HH o LR MmN o

EEEESHRBRERECRENRESE

B A ~ B A R AL T = AL A8 BB AR
B DA » SOk B R A EAR Bt » B
SHEREAL A FHRAEMREE  (HRE DAY H 1L
LA LE 5 & R S A B RRE AR o fth F i AT
e b PR A A A REE ( tremor ) v EBRELR
R ZE R M B07 3 H AT REASIR] © 72 W48 [E8iig 2 K
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3 RERESHRBBRCRHREZSE

2

Dyck McKusick o 38 oG
HMSN I, HMSN1 CMT 1 118210 B PR AP e
HMSN 1A CMT 1A 118210 #—()A qaL88 ik - PMP-22
HMSM 1B CMT 1B ¥—(2)8 g aEmikfd PO
HMSN I, HMSN 2 CMT 2 R Avse A
HMSN 2A CMT 2A 118210 B 3% R R
HMSN 2B CMT 2B 271120 BE 4 TS
HMSN III, HMSN 3 CMT 3 145922 H=M BgR
Dejerine—Sotas disease ( #.— &% )
HMSN IV, HMSN 4 21440 Refsum disease ( & iR E1E5 )
CMT 4 AR EE A
HMSN V,HMSN 5 CMT 5 {47 8 44 T AR ( spastic paraplegia )
182700 B R aEm ( Silver 5e/2 2 )
275900 f #2554 ( Troyer 428 )
HMSN VI, HMSN 6 CMT6 1A ARAP 4 £ 4
HMSN VII, HMSN7 CMT7 1A EE s £ ( retinitis pigmentosa )
HMSN X1 CMT X1 302800 i # ( connexin 32 )
HMSN X2 CMT X2 302801 fid

*McKusick Z 44 gl dg ( 258 ihduf ) BAL-H—AEARFwWR (CMT4)

B i 8RR 75 A% » Harding & Thomas
D2 e 5 S T 3 S ) R JR R e 4 4 4
I L S T B T R R R B Dycek i — %
TER LR A A AVAEAR B S R — T » DIE A
7~ B3 ¢ #k Dyck B9 - 1EARHE A
B LR MGHE (HMSN ) » & —a8%T
B RIR R » W3k R b R v AR i 2 1 4
R A—LUBERBAEOHSE Bl BMcKu-
sick &2 » McKusick Z&—##E2 %} » {60
FERRM - BB R EERRNE TS TE
WS —WSE - E—EHERAG - A EEE
WEEERE ( Online Mendelian Inheritance
in Man, OMIN )~ 8% 5 B 4 A8 EE R Y
RSk - McKusick R/MEBHEE THIKER - &
EEERBEEHEBREY  MUE -S54+
A (CMT ) #§Z ; Dyck 8 McKusick {4
BREHMF - REL0HER - TEANEBERGE
)0 (S ) B SRR e R A o T L B
(3R3)  #£ Dyck BI/HE T » B E M EE B R
AR mE ( HMSN IV ) £H phytanic
acid BE ML S & ZAR KT HRIEMEEE ( Refsum
syndrome ) ° 7£ McKusick #9400 » HIl ¥ 5 A
BIEEENE B - HEHRBASENE (CMT

ERER Fo4+5E F=H

4) » FEIELA L E R AT B EE)
Rt i aeym s ( B) HMSN 2B ) LART AT fE €
BER CMT 4 ERIRE « BTk 7#R5 8
RRERL  ER EABEEWEEEEDKIEE
8 TR AT o T R T B e R S R
RE-H—HEME (CMT4) » FREHERN
PR A () B Y (2 ) B
F o TS EEMERY -
EEEESHEEEBHEREE— (F )R
W FAFH A B B B e
B TR AER - BERBIABNREE © FaE
HHER —22 o JESRERE 0 — 22 EA1H HE
MzEWMBELMEEMEBEES ( myelin pro-
tein ) Aff » HBLSE = R R EME A ( growth
—arrest gene 3 * gas3 ) J& [ R Z F ( homolo-
gous gene ) * [HMEFH A B M ES) LRE
MG 2 BUREER - B AESL o FLBBEINE
H—22 ZHFEM MRS 17 Hitapgayr 2—
A REE A E ( transmembrane protein ) * {if
T B 85 B9 L% 4B 2 ( compact myelin ) o ¥}
BERLEEME S KRR MRS R B RERE
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REEREER  BREEL ENREE
8517 i A E % (duplication) © ffiliE — &
MRS EESERSMEED —22 REAE
4r 0 BREFEESMENED 2208 RE - B
FiC M A T 0 3 ) TR el A A A LR 2

- AE A [N B B AU (gene—dosage effect) © [#
BARSHEHFTEAL -EENRYE - HilW
SPEELHMESS 17 HiLeBEE (S5 RS E
B 22095 ) A7 ER BRI E S IEEE) KR
B E R R ) R R RS
CH) BY > AR SR H A Y SR AL » HIILASE —
( Z.) B mamss -

L EE s 17 HiOlmEnEN ? &
BB A 22 B ok B B B e A
B — ()R RIAY Chance & Lupski i
RBTEATR AR RE  BERMELROR 2T
% & 4 (homologous recombination) & H A 14
% i) B (K 22 #2 (unequal crossing—over) * G &
] fE i A e (R T BE - HRAR A e R S —
{58 17 B E R RE R L& R (deletion) ; 57
A {i L) B BE EE A 1 — 22 R B 5 TR
BN S 2 B S W AR ( hereditary
neuropathy with liability to pressure palsies,
HNPP ) - HEEEE EZ5FESMHED —22
B[R 25517 B AR ARG o EItRE—FER
BB FE £ E (over—expression ) M EZE R E
( underexpression ) & i B A [[] #) FK B Y - #f
A E AR R R R T ES R AE -

EIERY B SEEIAR - AoaR fEE e  R JE R
MRS — ( ) RIS R A B SR E O
22 LA RSB » TR F R H A B ( point
mutation ) T3 » 8 — &R THEFE T LB
TR f) 4 A B A o

BEMNESHERABRERYE
£— () Bz BREDH

A EREEE O — 22 B AR R E e E R
— (H ) BB SRS R EAR pag s - MR
R R 0 AS TR PO Y 2 T O A AR AR
MR A S Y BIT © ARY T T SRR B

HRER B+ ¥ =0

4.0 kb

3.2kb
30kb 7

6 vl e Bk F g R A3 B i 18 M E B R A
RAEREE—(F) B £MEH5 T2
3¢ ( molecular markers ) : 1" & % —
(F)REFH " HEFA o BHBAg —
32kb g RE S -

HAEEBEOFIFEHAEALEREN) &
—ZE L BREE TR BERSE (restriction
enzyme ) ° 4 78i& (Southern blotting) * L&
3% 72 [ ME (hybridization ) B % ¥ 51 (densito-
mertry ) * ¥R A EAHE o BOLRE R 5 17 $ialiR
oo @8 T E AN ST AR AES S - TIBEIE R
A G BELETER » 788 CMT-REP [&(CMT
—REP region) * 7EMtAE - HARF R T MRE
#H > 280N EEEL Y H Bt (novel junctional
fragment ) * [MiiE — H BL o] LAEF RSB R 3
F & ( polymerase chain reaction, PCK ) {5
- w(Ee) » A kA ik 2 — 1 PR 3 4 B AR T
o THMREZEREA I — R EE &4
BHEMR B - FLMESR AR 2 5 Ul 245
BitsE— (B ) & HFABRAFEEHEED22
BEEAER - B8 FHETRE D (muta-
tional analysis ) * DR EESMEE D 22
RS 2 AEE o

BEEHESHRBABREREE— (2 ) B

AR — (B ) BUSESH L e e 1
R R O — 22 AR Z® - AR
bR EE B A A aO R AL SR + R R
#EB ( Rd4) o Hayasaka F NiE LW 55E
BN BREHEERNMRAEERMEEEST

32 WEERBEATAF = )



F4 HENESERAMCRESBEEEE
Z LEfl

24 Tk E(%)
F—H 39 61.9
F—(7)A 38 60.3
F—(z)# 1 1.6
% =7 14 922.2
b BE A 10 15.9

g (EEHHT)

F5: BEMEPRBBMERES—(P)RR
F—(Z)BZE

EpApath G g RAPA R

(m/sec) (m/sec)
()R
F3HME 206%4.9 19.0%+5.4
£ 11.0—32.0 10.0—35.0
5—(z)H
1A 11.0£3.6 9.2+3.5
2 5.5—15.0 5.0—14.1
EFHE
# 40— 65 40—65

R#th (B FEH 1)

( myelin protein zero, MPZ ) RUZi%t - B8 E
HERE -CHESSHEE R YENEHE
H » U 7ERERE 2 BUE G - BECME 5
HOMPIRE A LI BB T R S e AE AR
# (Guillain—Barré syndrome ) i) B B i Bt #
#5 4 (experimental allergic neuritis, EAN) ; [
SOBHEOENRRE - SEEEEREED
e ST ST B TR
MERF— () B

BERLE - (2 ) BEE— () BiE
BB - R —8M REFH 2 R m UL 2548 R I
71 FRAMERINE SRS S 2 225 AR B
W A—Hp R B ( 2) BGYERIRIEARGE
WHRZEAIH— () BlEE - MAEEEHRY
th#kt8 ( &S) ° Bird % A EHIBH T SE
SR » IR IE Lo SR I ] RE R 0 L A 254
AT » TR RS R EAR A N A A
( posterior column ) 2 ¥ &8 i 2k Ko ¥5 BERT A E
&) # 48 JC ( anterior horn cell ) Z #% & i5 4

e moNdE B = H
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( chromatolysis ) RIETE » SREE HAGEE
DL SHEZE R - (B EME RN RER
P MEEZAL o

B RE M B R E B B R

o/ B (S Y R AR e A A A R
R - HEREZ ZHE L 1993 45 i Fisch-
beck % A\ BEIR » BFIEASE 32 ( connexin 32)
MR FTEL » # 5K ( connexin ) ZHEANEES
( gapjunction ) WEEEAY » BEASEEfF
ERINOCHA S » HDfeENEEmERE AR
EERRIT AN 2 A IERENHESE 43
( connexin 43 ) BEZ AR CALAER < #2562
32 R AFEFEE A EE S ( non—compact mye-
lin ) » ¥FFIRAFEERE N ES ( paranodal
region ) ' R ESEHE RSN E ENEIAE
THEE - HEHITTRE & Rl ( ion channels )
T A A AL 1 B o B — TR R DA TR
R B EE RS (CMT X1 ) #5272 o HER
IREB IR B REAR AL AZESE LI - #
WEHEGERARANRESEEREG TR - 1
TE N A8 0 A% [ P9 (AN T A R e T 4 i R B
8 17T A5 L R e A A R I A R e L
HEE L ZH  BrEaER 32 WREENR
SRR NED 22 REHEER
EWEREMARS MM -

BERERMEEELES R EDHCHE

REHREMEES RBEGLHREEEHE
BB RS - PEADR BRI EES B
HEENEREREE RN EL BRI EESE
Rt s HiE A R B — B - B L6 e EHE A
FIEERE MW EEIH - F —ERKRNEENE
EAC R DIFERE » SFRBUNEFEAZ T 28
JriE) » RIS BRI B F 4k o AT ATE O E
# ( positional cloning ) B EFEEIEE ( candi-
date gene ) 815 EAT - BB R BEEEE
B RIRE AR 0 E ATRSUR R R R R
BMEE S IUR (CMT 4) » 8RR
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AR - A4 LR R(E) - (2) 0 (R)
% HilE WS B AR E -

T B R B s AR () A
(CMT 4A ) © 295 B0k 7 74 5\ S Y (e i
RH (8q13—12.1) » HM QR HOREIRE
FERER -

P B R R R MR R (2 ) Y
(CMT 4B ) 7 o8 0 R 5 3895 75 + 3 LA
W0 BRT s dm TP ) R 544 IRUAE R 4 0 R
RF {4 AR MEJRSETE 2R ( sensorineural hearing
loss )+ H: 4 &8 g 2L B0 R SR A8 W 1 A0l
(focally folded myelin sheaths) * % [H {7 b 45
TR EEREE (11928 ) ©

T S R S M KR B T ()
(CMT 4C ) i A 2 55 PR e F B o 58 5 1o 2 81
S R M B R A e e )
RAFAASE > B AEER (5q) °

AR Ry B H R B A
MR R —EHEZHEE - MR R
TR BN A SUBR B R — R - SR B
PR AT EERE » 301 R A 5 B SORRER 2548 1
B [ Y R =

BEEMES R R RS
FRMBEEEHRR

B AT 85 S B — 7R o ) R A e 0
R B R AR R - R REE LE
BRI ( heterogenous ) » TTIE®E —
Py o SFRNES U (M ) A R A Y
B3 » H Al 404 208 05 7Y 59 o] fE HE (R A 72 Y Y2
(RS o $HAE Ll (I B B R M SR Y O
TR &0 o Ry B M E B R R E RS
(B ) & (CMT2A) » fiftsE—$fimmlah
= (1p35-p36 ) iE{E I H Bl R B e A A 2R
—(Z) M (CMT2B) R BRHEANE =%
PR (3q13—q22 ) » L sty E i A ek
P — (T ) A (CMT 2D ) kAR
AR ECEH R AHEEYE ( Tp14-p11.2) ° K
7 25 R0 388 7R T 40 R 2 o PRI R+ 3 0 o 0 e il
ZEIR Ak B AT AR UL TR AT 00 T 8 o RSN

HRER A8 B=M

Beiff 1 Marrosu 75 38 X F 7 Sty i — B 45 — 5y
MRS R AR A R 0 R R
WIEREEE O TR RE - 5 44 A0 F A9 M
B2 H 4% 2 (serine ) 8 AR R B AR ( phenyla-
lanine ) (Serd44Phe) o E—EHAWEEE &
e A R RIS A BH]
SETIT A BRIE U BE S RO A » AnFTE AR AT LS
TZE ARk » HOR » PR ESaEA BT
AN—BEAHE - AHRERE ( genotype ) L3
BA ( phenotype ) WHEMATRELBEABRE T
fEny - ERERE - QARSI TR R R 0 BT AT
L2 S0 1Y 9 RE A AR B Bt 4R T TR SRR
HRULE— LA E R o

R RAEIRE

TR B R R A A — R B
FER IR Y B o SR R B M BE AR ( Joseph
Jules Kejerine ) B & (J. Sottas) if R4 > #§
TRy S R AEBE B AL A B 1% 8 ( congenital hypo-
myelinating neuropathy ) + X & A il — RiER
ftf ( Dejerine—Sottas syndrome, DSS ) ¢ Z %
RRFROZ AR (3 BELIAT) - S50k ( lAE
J1) TR RIIBI AR R E o A B R
HEEEMMEEE L ERRATREEZA A
ik B o B 4 TR (P R ) R AT B )
[ 51 £ 5 8 0 4 i B R B AR B iR RE
Dyck B /& McKusick )4 8I#R 8 i i o 51 5
EE) PR R 2 A 0 BB RS =4 (HMSN 3
B CMT3) - A REHA L — KA
EREERERESHBEED 2 WREFE A
eI B AR E T BB R
RIGHTEEERBERRBNSTEERAL R
B ZRIAA » T RBEE PR A AN [R) A 2 R B o ATt 9
i EE R EMEREE — ()RR (2)
MEMSZEFSHENED 22 XAEHEOTH
BHRBATE  BUARBEAEUBRRESR (B%
W) AYSME  TTEEAS R S T AS R A9 2 (R S 8 - 4
AT L AR AR L A R ARAEAR o P Lk A9 A0 o T o LA
HEAIEE—Se 8 - HREERE -
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Roussy Levy syndrome ( % — & fEI%8F )

AAE R 19570 ( Gustar Roussy ) K&
f (Gabrielle Levy ) i ¢ 4 22 38 (354t 18 ) K 258
s OH A IR JREA (tremor) © BiIR EAYFER
§— i 27 8 (M ) R SRR M S A - R
RERENL P AR S - BB EC R R 1R A &S
S5 B (o R P R B — TR -
wE R A R REE ( essential tremor ) #Y
Tl o ZARFRGEL PRI T + 7T RE M fE A I
# ( linked genes ) EFEL » K% ik BB 90 55 i
ek S Fp R 0 E AT RASS — TRAE IR BERE 2~ 1
i A ) RS e A S O U R
'g__a 0

FERE E b REAR AR B B R B B oA i

1 Tl 2280 2 R 2 1 2 {3 I o i 8
WWEMBAR + SHEER D AAIER » 8 &
DR KEEE R E BN 0 Dyek &
McKusick 70 8R A 248 4 8 348 DU Y
BRRTFRY - TSR —M o LA R T
I ik 8 ( spastic paraplegia ) * #§ & 5 71 W
(HMSN 5 8¢ CMT 5) : {4 ¥ #4434 (optic
atrophy) * 5 %5 -E B (HMSN 7 8t CMT7) = #
R B —FIRAEA  MARAH Dyck K McKusick
ZIRE o R LARHAE ARRE I - 0 A (R
TR 0 S S T R A A 3 ( vocal cord
palsy ) BB (04 8 Bh Ky R e 4 4 4 — AU )f
NiZESi ( cerebellar atrophy ) o

PEREERR

B TREE AT M B R R S8 1
o BERE (LEBULH 0k ) pE R B AT
DR EENER - —Riis - SEAR EE
AR 3 B ] R R R o
= [ER T 17 2R O B SR e A
ERFMEE  EREL R BN K
U B R A AR Y AL R L IR
MR (WA ZMH) » BREAERE R » 20
TR A ] i e S 8 A T B

ERE B4+ E F=M

206

T~ DR T A I R el R R A
f(peroneal nerve paslsy) 80 Ba LAEH » £hE
S B MR SRR 17 A 7 [ 7 # (arthrodesis) » LU
i R R S 185 o B4 <

R 2

38 25 T AR 3 S0 S ) T R e
#TBBEZNFNR AAEEREENER  BA
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