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1. IAE AE8dge] e T IHEEEHZ0%.D= F9 Ao A9 = EdHARIER 75l &
- d) AHEIE G46.34 EF A » G46.399F A&
- d) A= M4l G EF A9 P MALI-M4L97tA| RF24&

2. ORE, IAE AHEAS T SAGAAAEE GHAE(EASEVIRE)C M= 9 A&7 E
g uAld ey iR A&

[HAIZ =]
OF8A M, OFAsg/HYgs, =g/ dAdA, OFAde, @434, OYE3ID, ©®71E

( ®71&F : (ODPCRAAL, (020 =A AL (0)WHA B AL, (0D)H AL 09 = AN (06D AAA, 0NEFT7]15AAE (08)
S27A 09)EAAAE SHAY T2 F4ARH, Q0OALDH3A2FAAAALZ &7, ADATRFAAAAIZ &2, (12EXT1, EXT2,
EXT3FAA7H4 A2 827, (13)fibroscna, (14)FRAS1 ®=+ FREM2F-AAAALZ 82, (15)hplc & AHZHEA7|2 82, (16)MYH3
FAARAAAL &2, ADNF1FAAE A, ANE2+A A AN, 19)OFD1R-AAAALZ &3, (200RAB23 =+ MEGEF8FZAAHAIZR &4,

(QDTSCL,2 A=A AL, (22)western bloto]wt PCRA AL, (23)4 5 & H 2~ E: Hydrogen Breath test. (24)7]€} )
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WHO criteria for probable sporadic CJD are as follows;
1. Progressive dementia
2. At least two of the following four:
A. Myoclonus
B. Visual or cerebellar signs or symptoms
C. Pyramidal or extrapyramidal signs or symptoms
D. Akinetic mutism
3. A typical EEG during an illness of any duration, and/or a
positive 14-3-3 CSF assay with a clinical duration to death
less than two years
A8L0 AR o|=HE-okFH 4: Rouﬁne investigations should not suggest an alternative @ or @)
(V102) Creutzfeldt-Jakob d1agpos1s ' . o @, @, ® and ©
disease Possible CJD is defined by these criteria and the absence of

EEG or CSF changes.

However, a definitive diagnosis requires these features in
combination with one or more of the following
neuropathologic findings;

1. Loss of neurons, gliosis, spongiform degeneration, or
plaques positive for PrPsc(scrapie associated prion protein) on
histopathologic of brain tissue

2. Positive PrPSc staining following pretreatment of brain
tissue with proteinase K to destroy PcPc(cellular prion
protein) reactivity
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3. Positive histoblotting of brain tissue extracts for PrPsc
after treatment with proteinase to destroy PrPc reactivity
4. Transmission of characteristic neurodegenerative disease to
experimental animals
5. Demonstration of PRNP(prion protein gene) gene mutations
FEIFYT AANFH xray = F5 CDY 29 9 b=
TF7] H AAEE | 28 AV floewA Hrls AAF A& AR (FVC % pred
Aslo] Bg= < 70%) =& #HH4 (FEVI/FVC < 70%) 87]1%el7F Fhtd A
Sequelae of TE 54 357 A7 siAHARNE Y ol TFR
B90.9 respiratory and 57] . mel= 7H*d% A ¥+ ZFA 4+F  (hypercapnic| @, D and ®
' unspecified acidosis; & o]4telErAE>45 mmHg + pH < 7.35)¢] U= | @E7 s34,
+196.1 uerculosis 7o ® and ®
s BERA | MY ol APD oY AR WPAE BFEL o= <3
Chronic respiratory AFEF7] olgo] o A AW o, 24X ASH R
failure TEFVNE AREshE A Ao Abe] dthe] met A ejFos
id = A% 7t
S S8 NIz e gy wase
7| of Looent ROODIAST | 34 olde) HAT olel A PHAE BFHW ol s
G061 | v memn | QFEEZ clPel ofEle A% AW & UNT AL D, G @ and
- S SHTE I sgs)e Agshs A% AW Bue] wel dejHos
fca}illrl?gc respiratory MY & 29 st
D33.1 el @ A ?;}Z]%lﬁfl%ﬂ; PB&O??OJ] o = B35} 12 2l3)
_ ; M ool Ad3 oz A5 WHAE B3 o2 U3
J96.1 | of e ™S |35 E olgol olde A% AW W uNg Asgez| DO Dand ©
5§78 Agste A Awelael Adel g} ooz
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Chronic respiratory | 7€ % A% 7h&
failure
Ads
I. classiccal, severe type. loss of acquired neurologic abilities,
seizure, ataxia, Addison’d disease, degeneration of visual and
auditory function
II. another form. spinal cord dysfunction
ZIck
- CD) &< MRI
samgnzees | T e o e A
O~ X —T—x ’é_ =) gl OO, AL bR}
prS |t =-dE) ABCDL #4718 717 HelA ojdle] o soucld mz a| 0 & G| @ o
(V117) Adrenoleukodystrophy Az A (VLEA) 9] e57} Z7hse] 9ok ® @, @, ®
Addson-Schilder] | g qopA zqe MRS AYANA HAE F AUES
MAEzAA 21 As AW /‘P(very long chain fatty
acids-VLCFA)¢] A& SAY T Ut
- E4 Ao AW PR §RuAAE Adsel A A
< A WH4HKvery long chain fatty acids-VLCFA)9] X5 <
A o2 Brlsled A
- OE AAE 3T  fle 45 ABCD1 +xAke] i &
AYESH AL B8
S, @, ®(&
E74.0 SRR 3 250 AL T3 GAEAAA olUE-16-2FIZA | &HAANE S| @ or @ or
(V117) Cori’s disease t}obAl(Amylo-1,6-glucosidase) FZA] &2l Ak | ®

z
FAARD)
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(5A371%) (FE9H) and, or
E74.0 FolH oA A E2X I E EF| Yol (Phosphofructokinase) 7} 2 2. 3 @ @ or @ or
(V117) Tauri’s disease Al e, BAHANE shAY &2 FRAxITe] e T @

o GaENA BiaFEF 4 o-l, 4-X5Y B3] &4 (Lysosomal
| = 1
?ing) ;Jﬂ O acid «-1, 4-glucosidase) AHA T2, EAAAE FAY | @, @, @ % or @ or
ompe’s disease o exzAGe] Wa
E74.0 W o}-5 1 AR A Z2A4k3E & AMuscle phosphorylase) 2R A 3+ . 3. @ @ or @ or
(V117) McArdle’s disease A% ALHAAE AY 52 FAXIEe] B8 T @
B74.0 =y ZASA T HIAGAR wE F2E Z2Yste AN Aol % @ or @ or
V117) Glycogen storage AR, 849 Aoy dFGFeE Ad BLAANE sAY| @, O, @ @
disease 52 fFrAxIdGe] B8
Q, @, ®(=
E74.0 EZ2H2Y 2tk 280 AAS 53 GLEAMA ofdE-16-FFIA | AHAAE | © or @ or
(V117) Forbes’ disease t}obAl(Amylo-1,6-glucosidase) FZEA] &3 A 52| ®
AR
e fsAe A E AASY B4 EHEE BT -
= . i# ;_E%—?—j]lj 3} 3 igb} tranjol;s}ejjﬁ i‘%g : Azt i ES? 4@’ ors
= NS BE = = T w1 . = =]
E74.0 1_71011.»47*]’0 ' 2 i%"ﬂ‘—:— NA ‘E‘&}% %—E‘HA‘] 2}_7&@_ ’)‘F 9}\]:]_(01 Uﬂl‘i‘ 7t .1—71:1/\]'21?_2]' @ or @ or
(V117) von Gierke's disease | oy 5 wmooity) ma @A A =3 GePCe 70421}2];;: ©)
SLC37A4 #27 o= F73t) T
o - Q, @, B(=
74 51 ) )
Erao | CURSESAE  gga agne s maRddMd 7 Ass Ealiver| AUAE 3| @ or @ or
(vi1y) | Liver phosphorylase | ppocpnoryiase)s] A Al 84713 A% Ee | ®
deficiency o
AT
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Q, @, (&
E74.0 Bt g3d DAAS T EaEHoA I A4kst aa(iver| 2HAE 3| @ or @ or
(V117) Hers’ disease phosphorylase)®] A A] &z} A4 ZF2 | ®
AR
®, @, 6=
E74.0 A ZAZHS | AZoNA A4k3 a4 43} &4 (Phosphorylase kinase)?] | &27AAIS 3| @ or @ or
(V117) Cardiac glycogenosis | 71%5°] oA A& o A4 52| ©®
RS
2, A, AR, AR dx4A T 22 B A=Y &) O, @, (&
E74.0 otd = Al H < FEES AHS} @rFoR AAFOEHA Tdo] ZHH | AAAE 8| @ or @ or
(V117) Andersen’s disease | AS AT F dor, =3 FY JFAA7] BA(Glycogen| AY  ZF2 | ®
branching enzyme: GBE) &4 =7} AHA] X A AT
SgolFzor| =
E76 glo] 2k AR ol i . .
V117) Disorders of FAFA] oA alpha-L-iduronidase®] 2 @ @
glycosaminoglycan
metabolism
£76.0 | 8 ZAAq0375
V117) Mucopolysaccharidos | £4¥4} oA alpha-L-iduronidase®] 23 @, © @ and ®
is, type I
E76.0 e 5T Al . .
A8 X _T - o] A
V117 Hurler syndrome g 4o A alpha-L-iduronidase2] 23 @, ® @ and ®
576.0 de]-Apolof| F &
(Vli?) Hurler-Scheie | &40 A alpha-L-iduronidase®] 2 @, ® @ and ®

syndrome
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E76.0 Afol ol 53 . 1A . -

B o 4 - o] A :
V117) Scheie syndrome g o] A iduronate 2-sulfatase®] 23 @, & @ and G
E76.1 I ¥ dI4adirs
V117) Mucopolysaccharidosis, | &4 ol A iduronate 2-sulfatase<] 2 @, ® @ and ®
type Il
E76.1 Bl= R _ : =
SAE A4 _ o] 7 ,
V117) Hunter syndrome o A iduronate 3-sulfatasee] 23 @, 6 @ and G
JE} Herigas A AdSHIOZTFE =& FIUPTIS J4F 84
E76.2 oth RO e o) o) o)g) ZFEIAN = ZE|Flo] AE U giaF =3 2 ® @ and &
(V11D muc%rpolysacchaﬂdoses ol A wrlds FEstel Bt S48 dorls w44 ’
dad: 4 249
227 (-fFA (L
E76.2 ) FF3T FAE2A o)A galactose 6-sulfatase, beta-galactosidase®] 2 2. ® and ©
(V117) Morquio syndrome ’
(-like, classic)
nt2 E-2u (4 &,
E76.2 =% 5T i
V117 Maroteaux-Lamy B AEA oA arylsulfatase B 23 2, ® @ and ®
syndrome(mild,
severe)
HEe-2FF24H
E76.2 o] 2~ A T ol ¢ ) o
V117) 8 -Glucuronidase F A A4 beta-glucuronidase®] 24 @, G @ and G

deficiency
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(5A371%) (FE%) and, or
0.V VIV & g4 A sulfamidase, N-acetyl-alpha-D-glucosaminidase,
£76.2 - ’On E}ﬂ = ; Acetyl-CoA: Alpha-glucosaminide N-acetyltransferase,
(Vli?) I\Z o ‘fv ° harid N-acetylclucosamine-6-sulfatase, galactose 6-sulfatase, beta-| @, @ @ or ®
ucopolysaccharidos - _ ~ = =11lo
is, types 11V, VI VI %ﬂalgctoadase, arylsulfatase B, beta-clucuronidase < 3}u+<]
= 4
A+ 8] L 3] _ ..
£76.9 _;_%__r‘f (B,C.D®) g AE2A oA N-acetyl-alpha-D-glucosaminidase, Acetyl- CoA:
(Vli?) S° TfL_l_ t Alpha-glucosaminide N-acetyltransferase, @, ©@ @ or ®
anfilippo(types | \_ AL o] A
B.C.D) syndrome N-acetylclucosamine-6-sulfatase ] 23
BASEA AN | go guae Bre 24 2h3 4w g8, 290 9ER D and @
= = 9 pal
Gy SR e @del dolAn wde ne w3 g50 Aw Aue| DD D e @ an
ucopolysaccnaridos | ser 7} n)AFH iz} A ZAE A o] 1B
718 S F A =
E76.8 = gho] T AR of i
glucosaminoglycan
metabolism
FAEHS] =F3
AR 2 2ho] Zh) A}
B76.9 | Aol E76.0%¢) E76.3% 5454 ¢e 2220 w223t gapde) | @ @
(V117) Disorders of

glucosaminoglycan
metabolism, unspecified
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(EAR71%) (FE%) and, or

HE, Aed 2 o | H9Y, H 59 JF FAHA A WEF 5/mm® o] dd wf

R sty A HE, HHsdo] I A sFFFEY
Go4 Encephalitis, myelitis | ©] &3t TFRZ77F A&HH 02 a3 45 @ & 4+
+196.1 and encephalomyelitis | 37]1€ o]/2] HHg o8] X5 WHPANE EF3taL o] 2 <13l | HAD, @, ®

' + A ZFRA JANEFZF7] olgol oHe A9 A o, 24X A&EHo= | B

Chronic respiratory ig‘ﬂ% AHEStE A Ao ALY Ao et o e]F o

failure e & A% 7bs

g BEFE Al

A8 HYE =S ag, gasde gASARAdA MET Smm® o) 3 )

E Agete] A ¥, Hasgel W AY sFFFEN

Encephalitis, myelitis | o] wryste] 3FR =277} A&Ho2 Bad A @ & A
G0 and encephalomyelits | 3;pe) o)ap0) " e Az PHoIE BFaT o= Asl | AAD, @, ®
HI0L i ducases cassiied | g1z ag] olgel ol A AW W, UND ASHow | 6

ve W e & A% 7hs

Chronic respiratory

failure
G11 FAA A= _ e

. © oo a9 BRA agele Ade WA 49 ®

(V123) Hereditary ataxia & 3R el st e ®

A BRgPd &
G110 SAx Fob & Ao} A7 LAY AZele AR, Bt 5 5
(V123) Congem'ta] AR AZI7HA] 9 AR 49 o3t 2 33148 BY T U+

nonprogressive ataxia




Hac A3 2=z
i e AR 2 Agge | ETERAM
(5A471%) (F&9) and, or

27 A¥Ad &
Gl1.1 =A% 204 olAel F/do] UEhe &sdxFol AAY 3. 6 (® and ®)
(V123) Early-onset T2 AoV A= A9, g 8oz 55 9% ' or ®

cerebellar ataxia

-Ad3 A HI5Aa - = -

KA B8 ATE el 0 gy A B4l dehte 25A2F
G111 HE FEAE X g sawolr} BesE A AT 5 o), 2 @ and ®)
(Vg | Xolnked recesse 1% X qaAl 1 Fuvt gese A gddelt) or ®

SDILOCCTEDelal g Axtel A FREA golx A s

BFE ARE EHgE

7y Axd
G111 LA Aol @ A3 A7) o] YEve +5dxF ® ®

ataxia with retained

tendon reflexes

o] R F2FAFE

s HAXR]E FRs

JREE

G11.1 EIIEE A 04 o) 4ol et 25A2E 5 s
(V123) s 7ol A 27 A(myoclonus)o] e = ¢

Early-onset cerebellar

ataxia with myoclonus

[Hunt’s ataxial

HefjAd ges sHE
Gll.1 ey s g | 20A clRlel FAel Yt 2Ed=ET 5 5
(V123) BE) A 2 A(essential tremor)o] FHkEE= 7S

FAx




Hac 23 FZAA
i e AR 2 Agge | ETERAM
(5A371%) (FE9H) and, or

Early-onset

cerebellar ataxia

with essential tremer

TR SEOIN SR ok m el A7) GOl ool WA Astehs oA
G111 = (AN G | g gae) 1Y exNzE 3 6 (® and )
(Vigg) | Friedreichs ataxia - | g2l AApel A SASE A3 AW Psshg, fA4 A or ®

rocessive)y AT eI Bt BAHA GolE abd BHor AW s

T A %
Gl11.2 A=z 204 o] F-o WAst dA A= XPste= SFHZXF 5 ®
(V123) Late-onset cerebellar | €% A= Xdqsithrt sfo] F@HAE T 75

ataxia

DNA BEF4E&s 4| ot 22 dw S 2t e &4
G11.3 ulel x4 =A% | Ataxia with oclumotor apraxia (AOA1) 5 5
(V123) Cerebellar ataxia with | Ataxia with oclumotor apraxia (AOA2)

defective DNA repair | Spinocerebellar ataxia wth axonal neuropathy 1 (SCANI)

O 22 S4s 2a e A

EAEHGH F | osAHE BAES S, W94y, €% alpha-fetoproteine] s @ and )
G113 Az [Fo]-nl] f2074 AAeA FAAE A Adol Apesht, 484 A o o o o
(V123) Ataxia telangiectasia | 141 Bl WAHA ol= YA Aoz A sbe | T ?(r@ ol 5)

[Louis-bar] g EEAZE o9 & F/42 ataxia-telangiectasia EA}ol

A UeUA e FE I

SR L E ISP TS S

' H ok O A% a8 s A", 3E SolA olael vehd & B ®
(V123) Hereditary spastic 9)S

paraplegia




AHIE 23 g Z3AA
e - AR D)7 2 Ange | 2TEEAEA
(EAR71%) (&) and, or
G118 718 348 EsEx
(V123) Other hereditary dolo] BHE A A ke SEAzZ = stEo] HolE= A | 6 -
ataxias
AEEe fAA4
G11.9 +eAz dRlo] HaA A e feHEFT T /HEES U T o
(V123) Hereditary ataxia, | 714t 7F53o]l B&A% 4 ¢ ® ©
unspecified
AAEA 22 2 HGAAASE Esle] F2E Axo] #HA
o;‘ﬂ/\q iﬂ‘%ﬂ’“ o = [CReRg= = O =5 U 4 H S
((}\/111ég) ;ITeredci)tary cere;)ellar el ua ol e qdshe B @©, ©, ® f)? nt
: FAA AA A A fFA2 AWy e A AY shEy | T T
degeneration o Qe AL = (@ and ®)
ARk X2 g HJYGHAE Tk SEldE 4 s
(e} ﬁ/\q 5\_ wm [¢] bl = [eRSeRg =1 = O — U= - Sl
(C}vlllég) ;{Teredoitaryi] ) S N R A A, ®, @, ® o
o 8| o = = , ) or
cerebellar disease gjix%i‘;/\mw 49l fraar EdNelZh eAAY 7ol (@ and ®)
G119 FAP 25T | ABTE IF F HIFAAE Tk 1" 459 Ash (D and ®)
(V123) Hereditary TR A A Al FHA 2dWE W AAY 7EE | O, O, © or
cerebellar syndrome | o] = 2% @ and ®)
G119 Y Ade-sa= NOb
(V123) Hereditary cerebellar | €810l W AA &2 ed2F F 715 ddHE= 49| G 5
ataxia NOS
HAed 295 9
G11.9 Hd 3T
(V123) Spinal muscular | G129 3F9] 7ol st S WA A5 ® ®

atrophy and related
syndromes




Hac 23 FSZ9AA
i e AR D712 angy | T AN
(EAR71%) (FE%) and, or

history : impaired motor development or the loss of motor skills
physical examination: predominant proximal weakness.
) i hypotonia, and absent deep tendon reflexes
Forx A8 U=, | age of onset: birth to 6 month
[ 2= 38]-E3 | course: never sit independently, progressive course, demise < 2 (@ and ©)
G120 | years old 3 @ 6|
V123) Infantile spinal | autosomal recessive disorder += sporadic ® @ and ©)
muscular  atrophy, _ _ ] . or
type | PVl go) Agre wizatml o 3 32 5 A ol4e wEss ® and )
(Werdnig-Hoffman) | 7d-7-°ll &
1. DNA analysis*: SMN(survival motor neuron) %73
2. TREAANG AR &
3. A SMAo &3k A7,
e g ay | Aonnedys disdease
Gl2.1 o= SR . 3, ©, @ or
e . 2. A8 Pt ZHFH 2=
(V123) Other inherited spinal | 3 =9 =79 A4} motor neuron disease= A AFEH= o] 427 GFRA=AAD | (® and ®)
muscular atrophy 4 SARAAA FA.
Zobr]o) A T | &oF 7] ‘%’f"go}fﬂ U5 ZlE sHg d= ¢ Tt
Gl2.1 oje) [Fxo-2d]] | BI7F EA. ALS5AA Aos glon 4bhdze A9 QA ® ®
(V123) Progressive bulbar pasy | & FE GEAA AAFAS T 2 2d oz FRAL
of childhood [Faziodonde] | 2 AF-ghT)
Qo) Hm meE /}}7] 71&3 durbAel  distal muscular atrophy2tsE €
Gl12.1 - B poximal musclese] o} distal muscle®] weaknesse} atrophyE ® ®
(V123) Distal spinal ZAAHd motor neurone] S AJA}

muscular atrophy

ol Afes S
St 27 Belso

T A=
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A= AR ) 7] = AAE =
(EA73%) (%‘l'i—%‘) S B and, or
o7fFote] & A4
G121 o= 1. onset¥} course—‘:—. ve_lrial?le‘c‘?}li}
(V123) Scapuloperoneal | 2- scapuloperonel dlstrlbut}onﬂ Haoks HAh ® ®
form spinal muscular | 3. <A =% A neurogenic changeg R It}
atrophy
Aoly, 1y H4A4
G121 9= age of onset: 6~18 months . _
(VléS) Childhood form, type | course: sits independently, life expectancy into the 20s or | ® ®
II, spinal muscular | 30s. & #9383 “+7] infantile spinal muscular atrophy®} &<
atrophy
Axdy, My [F2
W2 1-d2]] 244 | age of onset: »18 months
Gl2.1 o9= course: walk, normal life expectancy ® ®
(V123) Juvenile form, type £ AlYsta /447] infantile form of spinal muscular atrophy<}
[Kugelberg-Welander] | &<
spinal muscular atrophy
ol Hoax ol age of onset: adulthood.(meqn agg of onset in mid—30s)' .
Gl2.1 Adult £ ol course: slowly progressive limb-girdle weakness, A minority | ®, ® and ©
(V123) mul;culgrgtsgéﬁl are wheelchair bound in 20 years ®ZAH=HAD
£ A ¢)3}ar infantile form of spinal muscular atrophy$} &<
A2 ATABAZHEEQ ot 2TABAZHEHE &<lst
I FHEAAME neurogenic changes &1k 749 xIwhgt
Gl2.2 i o s o ‘%19} 271 e Aol AETABHANEZHEHE %ﬂrﬂé‘} ®,
(V123) Motor neuron disease | 71 &l A-7F EAstEE, EA A APAH % & A=A | @ and ©®
Aol e Aede ZHAEAAMY neurogenic changeoll &
It Jae 7 Ao




HIc A3 2= %5 A
37;:]'?) (fg) AR 2 AN %TT‘%’ b
ERIZ & and, or

=i SEL 3
Glzao |71 ESTURR | onnnane aua gysia D,  and ®
(vigy | Famital motor 5ol s Ao AT, OEA=AD
N2 AeSANAANZHE S ol 54 FAELHEE &8t
oz Zaas= I ZHAEAAM neurogenic changeE #<2ld ¢ ot
Gzl | TAEE SHBAT g yo 2o} go) Azl NesAgAEIRE BE | 6, S ad ©
(vigyy | Amwotrophic lteral 1) oo Hoot zAstER, SR WY ST 2| O
=o] Y AdE ZAEAAMY neurogenic changeol &
Fal g S 9l
G12.22 U FAAsS | L. ] ]
S o] B AR ke 3
(V123) Primary lateral sclerosis I ErsA = ¥ © ©
_ Bulbar muscle®] weakness®Z A|ZE 3kzto| A EA A R 3y
G12.23 3y -ujH] b = . . @, ® @ or
. % ZHF0] 3 FHEAAE neurogenic change | 0
(V123) Progressive bulbar palsy O‘;’] Sorale Aok o ;} 9. ° ®FZA=A | (® and ®)
Glzoa | OB HTE DU | 2y ey 2ok 2930 U1 5 s
(V123) rPszgcrlflsas;Vaet r%%ﬁ?l A =AM neurogenic changeoll dsld Jdst 4= o}
71el & gHEge] | AF A ALFAAANEEES ol s AAANEIEEHE &<
SZre sl St A =AM neurogenic changeES 913k 3¢ sk
G12.98 Other and L= R 3'3714 Hol A Fol AETAZAMNEIEHE & 5
. j96.1 |unspecified motor | #3H7] ojel A9t AR, SAAC APY SAKA oo © and ©®
' neuron disease o950l UeE 7§—°r°ﬂ% A= AA neurogenic changeol] e
r A SERE  ggem And 5 s

Chronic respiratory

MY ool HAF g Mg WHE BTET ol olg
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= A A
_ AHRIH)7] & A} 3=
(EAR71%) (FE%) and, or
AFZF7] olgo] o A A o, 24X AEKHo=E
failure I F7E AHESke A AN Ate] ek met o oo
vid & A 7he
71El He&A 29 | YAFHeE A7) 7]&3k infantile form, childhood form,
G128 o gy =a juvenile form% adult form®] spinal muscular atrophy<} 231 5
(V123) Other Spmal muscular FAEdES A4S Holyk SMN gene«] O] HolA &= 7 @iEﬁE@:A]‘) ® and ®
atrophies and related | ¥  aotosomal  recessive  inheritance®]oll %=  autosomal
syndromes dominance =& X-linked recessive inheritance& ®.<It}.
ABEE A
G12.9 U5 APF T/ A=FFo] v &4 T & o2 E/7H O, ® and ®
(V123) Spinal muscular ofz& 74+ OGzilazaiy)
atrophy, unspecified
2ANZE ol A&E e FFAAA (TS, &M, HIT, /\] A,
A 5) ABEE A7l JAomA, oo FodHE= ¥4z
4 EF2 954 #HHo]l MRIY CTolA &=, 9, Z:‘Oé,
dads 59 & A9 7hed dgo] miAFHAS o
) A7 aE WS A,
G35 BACEGEC (D) 47 Z240] Hg ol 14S %3 18] ol ALF 4| p, 5 @ and ®
(V022) Multiple sclerosis ° o] AL}
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