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BAFBREMEEMIE EHAMDREBSERMAESE EHMRBERMAER) )

SN RS E

BIFDH% B LT ETIESMNRZE T AN RIE DO RHBFNIZ 35 1 2 T 4010 O ES

L EE FEEE

S R R R

MR

MRS

BT HESNRETE R 2SE (anhidrotic ectodermal dysplasia: AED) IXEEE, EE52, TIROTEEAR

2Z3THMETIEREER THD. SH, 2HMETELZETI0EE, HFORE ZRDRVADFEROR:
BF 2R L7z, ARRTIIREE LICZEEHFHET TH o), FEORBMMERTIZER T, HEERT
BITIRITERICHER TE 7. AEDDBEDHETH L EFERTREEZEN TWIRERDHDH. FETR
PRIZNTWAEBEE, =7 U VRRORAR, FE - RETIIERE A, REIS»ADD, oo
EHIISHAKRE, FE - BEOTENRBREZNICE LRSS RETIZENER L TWAAEMERD S.

A. FEEH

TSN RER AR LSE (anhidrotic ectodermal
dysplasia: AED) (I#FPF, £&, [TROERAE
EIEMETHEBHEERTHHYPY. Lo, AE
DO FNZIXFIROFER A2 LN OFT R Z5RD T, &
HFL—EEEFETIR RN D. EITFLIMCEEE
ig?g{b‘AED%%O)ﬁEWJ% b EVWCEIT O S A
5.

B. WF3EHE:
SR M T IE DISMC B KRB BH 2 3R 0 72 W AEDFE %
DOEHIRBNZ DD CRITRIFEHN 2 R L7z,

C. WraER
1) E#RT
FHERE (K1) RmETHHIF EFLD , B GE
#12) DIFMITEGIORE, BR/NEENG L8
HREITET CERIIEZHELRIT TERL TS, &
HICHES, SMBLUCRERL, BF, BELEE. &
FPNC MR EIT 72 0.
| |59

S0 e

SEBI : 29%%, “ME.

¥ 3K SFHET.

BEFEPE : TADARIE (1I8EIRIC 2 MRS IKIESL
REEL, 2SN aEE800me/ H Z RIS S) . 7k
v S \

BUREE - ShD RIS BT g, EE3T 5 L4 <
WCEERAL p 50 CES L, BB CE
HELTWE, EIFIIARETIRE & HICYB 2B S
n=z2 L.

BAFTR  BEF, §REE, AICRE L. BiEE
ITEBRRRTH o7, - ESICEF L. MRE
BIFF R CiE, BRICEE 2 L. BEHIZIER T,
BEIR, BER, PMEMRICEE X o7, KK
E R - —RAEFETEE L.
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BT  BEGSTRER CIL, BiZEs, SEmicdbE
DREFEZRDTIEINE, 2FEEF. ERFOWFE T
AT U7 E BRI RTRER (quntitative emo
tional sweating test: QEST) IZITEEES (X2) .

16:
1450

t 12 R
< e
g 08: o

imin

X2 : QEST D& &

FHEiE, THECHEIT L 7= € ERYELER SR 3T ER
(quntitative sudomotor axon refkex test: QSA

RT) XEEIGETH -T2,

&AM . ErilE (K3) , HETIHTR, %%

BDleroTs. EFRETIIFRERFENET T RER
TR ERDTZ (K4) .

3 : ZERIEIC TR 2R 220

4 PEIIEFITITREZED D




FEF2 « 4%, &R,

¥ i 2HMEET

BEERE : Fretd &z &2 L.

BUREE . 4, BRERICIZES L. E%T0AZ
AN, BEENZ38~40°C DR R 2RO =B RIAE
B RIE 7200 7. W NMERE ERERIRET R 22
CICEM X, BEERRP L THE LTV, 22T
IERIE FRIIERD o T, BEIT D EBESHITH O
BFERIZ AR o 7208, FEITIWICSHF CEICER L T
B, EFILELIREEBBAE L. 17T HMA,
T OREE CHEBRB/NERHI AR LT, BITRRT
FERUNOEHEET, FEAR RBRE, EH)
TIFIR O K NN FEER S L7~

LI#g, dry skinlZxt UIRERIFERE, 5 SBVERICIX
REWEDOBHITHIG L TE 2. 488, SBE2#E,
xhEez L.

AP R, B, FEZ, WAICEER L. REAMN
CIIETEEES, SHE D —EI DL FEIT AR 7-. FE,
BIEIZST CERIITTEREE N A U (K5) .

X5 . FEIITFRRIBZOZORERBEL T 5D

PRREEROTT R T, BRI R L. RERHIETE
ETEER, BER, MERICERTRD .

D. E£

R LT BHB AT & bIcs/ R, BEREOEE R
WCRBIZH OB, 2EMEETICRMA V. £
77, FRPICETEORIEEN2FIFEL, Eia
REEOERERE R TREEEREFHEETETH
4. BREUIREGE, HE, RITKAR, BRSO R
THFBAES RIMLTWAZ EAEREINZZ L
HAED &2l L7,

FEE 2 S BT AE (familial generalized anhi
drosis) (XIngber? iz & 0 EFHESREFLRAEIZ
£ BERIERIZE > TRDIF A TSI T
5. OB, T, EFOEREZLEHARD : BESE
TICHEINTWAIEEAEDAEDIZZ D F A 7T
b5, BT DI ICHETITELERTRREE S
n, BEERICLVSEEINTWS. OFFROFEE
BEHY, BEREROERE &L D DE DM EFE D72V AE
D : FEMEEMMEETIE (familial and congenita
1 simple anhidrosis:FCSA) & L THE N TWD
O, EwEFERIIFRAESERETHD. OFRD
TREZERY, HERERYEEoZ DM EE 2372V AED ¢

A3 AR B 12 MR AHE D VT RR A~ D F8 R B R AN S HETE
EnTWAY., OZA FOAEDITELERIZL VX
EHHMEARD (BER, MR |, E YR EMEAED,
WA ELHAEDICSEENTNAY, 3L AEDX
S MEAED TEMRIA90% % 56D, LLTFD K 9 725
FIEEPRAER 2R 02Y . 25 U748, BVWNIE, 2%
HUT-BA, 87 P B RER CE R L
& E DR RNEERET D, FER, EEES
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&K, T he—MEEER, ERALEEZEHTHZ L
N 5. RN TITITEIER OERF D> & B L [H
BIER LY 2T 2EME THRAY ThHH. —F, Hie
{RMEAEDE AL Cld il oF, £E, TROEHKAE2D
BE NAECEAVZ—YarBZbhsdl, KFRIT
B S OANBITIER T, B2, HHICIe<EE%:
DRI EPOLBERERITEZ DA, Ingbe
N X BEERSEODH A 7, FCSAIZAEY 5 & &
bivad. =721, AEMSIBEDFCSARER L ER
FREIIRZEINTELT, BEOFHYEKRIEAED
BFREEOENNEFR—FRETH 2 AEEENH
A, LEN-T, R ATCIHERERNOAZ R Y
4, FCSAH H YL@ REAEDD ISR 5 DR
HLrEbRS.
AEDDEBEEFREICHOWTIL, XKESHVEAEDIZ19964E
[Zectodysplasin-A (EDA) FEHZ=Z— KL TWBE
DAIBEFNERTHDZ ALY, 19984
T_RTOBEEFEFIPEESHZY. ABDDOFREE L
TINE CIS0fEEL F D EDAE I FERNRE X
NTNAI0 - —T5  Eyufa (RN « SPERIAED D R
FIIEDAZ BAREH % =— F LTV AEDAR (EDA rec
eptor) DB FERE, #Ddeath domaint FEET D
EDARADD (EDAR-associated death domain) DiEEF
BENAMSITNDEY, FIRMEAEDDT75~95%, I3
MEAED D 50%Z EDABAS T 2%, EDAKEMN/2VAEDT
1 X25%7 EDARE IR FRRENE D b b, EFRH
RIED SR E TR, EDA-AL (U > K) , EDAR
(LE7%—) , EDARADD (L7 X —# &7 X7
2 —EA) 72 EE T HNF- k BOJEMARIZ X 5 Hfa
FOWMEHNEETHY, 2L FOEEBTFER
WZE o> TAEDBEZ 5 EEZ BN TNAY 12 K
FRITELRENR, SMRERRAEDONENHIXEDA
RE 7213 EDARADDEAR T EF 12 L DAEDD ATEEMED &
5.
— R ICAEDDEETFREIC SOWTIE, &8 —EITITRN
RITT BT TR L, BIFPEET DML HD.
AKEZTIIRBEL LIZIZITEEHEIT TH 72703,
FEOEHEERITIIER T, FEER THITRIZE
HICHEERTE /2. AEDDIBEDOHRETYH L ITFE
BIFNEELZ BN TODEIENH HIV0 | FEIF
RSN T W ABREII= 7 U TR O 3 A B 1
NEUET B L EZEEINTWAY, Fhbh, =71
VHERAR (eccrine gland germs) DOFALRFHAIL, F
B2 RETIEERA R, BEIISHA IS, O
DEFIIEPHERE &N, FE - REOTIRNE
AR RS BETHZENRERL TS

BN D 5.

(&% k]
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5 1 EIRERE MR Rt B MR TTE D TR RBARAT R OB IR S ORE S BER38
5 1 BT HESMRIE RN £E O R RBRAFAT R R RIE ST OFEL IR B

2 . BEREHNERRKRFEEX Y NAN WA U—9B KRERHESE=E4
H BF:Erk27145H300 (HEH) 48111 EFE~12E304%

S PR EAN, B, EmEZ. TH B, KIEE—ER, S 8.
FRKE. FEEERE (BRFRE)

FEEE
1. BERRE - IR HCBT

2. FrRMEBRELEEEITEAIGA) DFEZEDOHR

3. AIGADHEEEDEFFHENKE (HEELQOLICELT)
4. BEFHEARERRASESA K74 > O5HER OB
T, e 8. 2w

SR (EEA)

SR, BWTETE (R

E5 (BHHS)

AR - BEETERE (TR

AIETEE (EH)

5. EFEARERRAREOCT 47— Mg (CKRFEAE) ofst
6. %52 ERFRMESRIEETE - EITHEARER R R SET SRR T E
(CEpk2 741 2H)
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% 1 ER AR RS IETE ORI R VR RS O S
5 1 BT AR AR S O IR RRAFT R B IE ST ORE ER R

B

o8 WHERERRZEEF v LSRN M) XU — O kEEkmiEsss
HEF: ER 2745 A 30 B (LBEH) 480711 BE~12 BF

S B RIEA, BREAIERE, ERIEZ. T . RIBHE—RR, FHBIETE.
WL ERKE (ERE)

%%%%

. BERERE - BIB B OB
2.%%@&%& M ETRE(AIGA) D FREE DR

C WETENTHA N T A & BREMRMESICRRTE TH D, Atz 8 AR

DEITFEETEMEEMATDTETH D,

- BRRIREEANEOREITEE OMER & | IGRER EOBIMNER DR Z1T -7,

HRIERZ: EOBBRIZZ2 D 0T WIE B IXBRV T, BEIEE TR fE
’%d%k%ﬁ?’i@%ﬁ#é’k&bko

- MEZED 2 AMERZ OEHOEB IZFEHHERICFTIET 5,
- ICD D412 AIGA %JEJJD@"Z)J: IBEMNT D, BERBRIZRSTZHAEIC

M‘g(&)éo

- IPSF L I3HAREIC KRBT 2 - L3 U< . 2 ) v HERBABHOFET IS

DR ZDTFTUIE I PEVIBRE DT,

3. AIGADEEEDEFRAEDOKE (BELQOLIZELT)

- EEOSEAFICHEB W EE, BEEE L QOLAELZITIZ L& L,
- QOL DIz i% DLQI & WPAIGH @A M) 2 v 5,
- FAEHMZERICBET D0, BB L EXITTHEME, IREOX A R

YT DORBRELH DO LEL Lo,

4. EITFHENRERRARIENT A BT A > O HEIFR OMRE

i, e B =K

TEMK (BEAS)

GYEE. OWTEYE ()

Z¥ (FHR)

WA - BaFREY (TA)

AEFERE - Ax 77 (M), NREEER G FEEGED)

- SHRBORTF2DRIIFREZRLEL L & Lk,
* @%@(A%ﬁrﬁi& EElu_. ﬁ‘}:)

5. ETFHAFE R R SED T v r— NliE (CRAE) ofket
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- —RHAE TIREET 21 BIOEFNH -7z, FEEIZITD - & SHOBENF
ETHEALND,
- SEIOFAEICIENEMO 2 &£\ E2HAFET 5,
c RREFLHBICITBREOEREE LTINS Z ENH D0 DOES KE%).,
FTNOEEDDNE DD,
- EDA2, WNT-10A E0OEBEFREIEA THRESNL TS, ZYTHHA1T
BETEOZEOMOFTICEHELTH 5 9,
- AEECEFOER @THEEE, TOBAK, BAER, FiLERE) &,
EEZOEHICEEORE, RREICZHE - BEL2ENT 5,

6. 2 EIFEFEMER RMEETE - ST HARER R SRS ERETE
(Frpk2 7%#1 2 H)
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% B TERbtZ— 5/ HEYor
H BF: ERk2 78 H 28 H (&H) % 12KE0045~13K004

SINTEE : PIHREA, HEEHE, EEEe. TEEE. BAE . BRKE

(BFRIE)

TR

1. EFHEARERRAEET A KT A o O5HEER OB
GBI NGNS/

R (A

SR, BWTEE (k)

E¥ (FHR)

R - BEFREE (TR

ETERE - 2% 77 (M), NEEEERTEE BE)

2. EITFHANRERRRDEDT 47— MNEE (CRAL) OBst
3. 5 3 [EIRFREMES R ETE - ST HEARER RN SENSEREETE
(ERk2 7%1 2 A)
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2015. 8. 28 BI&7%

EIFMANREEF A EIENT A N T A v O HER ORE
OEE. #fiz EHE. "R

@ e (FEA)

O, DIEE (i)

OEF (EHR)

OFHR - HEFEE (TH)

OLEREE - AX 77 (BEH) | MRREERETEE HE)

o E, Hi&E (. =W

SMIRZETE B 2 (ectodermal dysplsia) X EE, B, N, FIROFEHE AL /KK LT
LEEMERTH D, FEREREBEL. KE & MRBROBANER RHEAIEHR Th
. ZOERITKFR TEITIZ L2V, IMRER R SEOREAEE TH 2 ETF S
IR R A EIEIL. 1929 4 Weech (2 L 0 #18 THE 41, BAEE TIZ 150~200 %
2 DIREB T I TN D,

® JEIR (FEA)

AIEZ, ARERREFTEOF THREBEENSGVWE INTEY, 19 2 941
WeechV7? Hereditary ectodermal dysplasia of the anhidrotic type & &M% L /=& =t
FRTHD, BTFURT) - BE - BFOBEEHKRO 3 EHEE L, TICEETIERE L
TIEFIRO K 72 UTEF R D 72 DEIF ORI E 72 13F LWE T 2B 23, £ D7Dk
EHREEENEZ D &ET TO O DBVER, BVHRER E5& 0 IR Uk & | MaEERE
BELLIED AHRBREIHCICEIHE L H D, FBITFOETIC LV RBITRE1 R
T ME—MREREE BT 5, KEORENGIREREDOBRILESCHEN DN
HHND 7R EORBREREZ 2T 5, ETEERR SRESWROBER L H H720,
k72 & DG REGE, ZEMERRK, ARVTLAREDEREALND 2,

BHEZ - E - JBEE - EE - BERSCOEBIEIXRMEITHMSEETH D . o F XM,
LR DI 2 £ 5 B FF OO R N7 E 2B B OEF R ENMBEIZRD T LN
LIZLIETH D, A< BH L, EXMR<ERE, BMEA, AEITE AR L TEER
ZHT (K 1, HEERFORF R TR, REB L OERICERIT RO ATTFRCIERE
BOBRWHTRRALND, BEIZIFEROBEDOHEL RO LRk, A8 L - BAR
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M, R REBORIRE o7, LB T &5 O 2 RERIOHESMRERERED
B OEMIARD N D,

1)Weech AA : Hereditary ectodermal dysplasia of the anhidrotic type. A report of two
cases, Amer J Dis Child, 37:766-890, 1929

DBHET  WIREE CROD o RBITHEANREREAE, RERBE, 36:729-732,
2014

® fE, DMEE (L)
15 (Z) FFHESMIREET AR 2 Hypohidrotic (anhidrotic) ectodermal dysplasia (HED)
1) RERLEfEDRVE

X #EFSHHEEERE X-linked HED

- Ectodysplasin A (EDA) BFERIZLD b0 (MIM# 305100)

B RESEER autosomal dominant HED B O
Y RO ER autosomal recessive HED

- Ectodysplasin A receptor (EDAR) BETFERIZE A D  (MIM#604095)
- Ectodysplasin A receptor-associated death domain (EDARADD) Bz F+ERIZ

Eabo (MIM#606603)

BEHEAREE (FEERERAESHERRE?) ,
- Wingless-type MMTYV integration site family member 10A (WNT104) BT
BRIZEDHD

2) BEREEZHSHE  (HED with immunodeficiency)
XoEgE SRR X-linked HED-ID (X-linked EDA-ID)
*Nuclear factor- k B (NF- k B) essential modulator (NEMO)/Inhibitory « kinase
vy gene UKKy) BEFERICLAZHO (MIM# 300291)

WY = autosomal dominant HED-ID (autosomal dominant
EDA-ID)
s Ik BaBTFERIZED LD (MIM# 612132)

DT AYE
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A HAEFRNGE () TTH5
B RGBT DITBRORINE TR A FERA SN 5

BEFR (RE?)  MEFPREY (REBEIMEER .. BEUREY BEEL
BZEBELTEE2HE?) 2/HD

A+ B : Z2HHEE

® ¥ (FHR)

T U — 7 OFE TR, BUTHARER RN SEMHED)OFREIT 10 THAEHZY
21.9. X-linked hypohidrotic ectodermal dysplasia (XLHED)DHFFRIT 10 4D
720 168 LHESNLTWVD, 11 W~1I8WMOMICBEI S D Z LRZ W,
(Nguyen-Nielsen M et al. Eur J Med Genet. 2013;56(5):236.)

® A - BinTFEHE (TH)

R - EET R

K () TSR SEIL, X EHSE, FREREEEIERAKSEDE
e d, LTI, ENTLOEERLFITOWTHERT D,

[X #8445 M B MR T M R HE T A R 2
X HEELEEREORIEDOEBMEEML I, Xql2-q13.1 IZFBTET S ectodysplasin A
(EDA) Th5 Y, EDABKGTFIZIATTA L7128 EDA-A1 X EDA-A2 28D
BHDOTAY 7 —Lbka—FT50, EDA-AL NE6 - TFIRBIOEFORLEICKD
BHETHD 2, EDA-A1 E AT tumor necrosis factor (TNF) U T K77 I U —IZ&
THBEEARETH D, N Rl 5 MEA KA A, MaEER N X4 B OoMiast
RAA UM HRED D, furin &5 BHDREEERIC L > THES KA A4 B AN TNF
VA RE U THfasMIERE s L3 9, BIIEE Clo, AREDRE & LT 200 FEELL ED
EDABIGFERPIRESNTWADN, ZOEHEIZ, S AV RER, v ABR,
AT TGARAYA VERBREZICDI5, 0B, I AU AERIT, SN AL VN
D furin FEETAI TNF U By REALIZREIE S D 2 ENRE,

[F B - SR EERTEINRER AR 2E]
BB DAL, 2q13 IZ/B7ET 5 EDAreceptor (EDAR; B4 DL) &=+
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F 7213 1942.3 IZF1ET 5 EDAR-associated death domain (EDARADD) &+ D%
BIZL - TRIET S 49, EDARBE N =2— 925 EDAR I, TNFZEE 773
—IZET % EDA-A1 OZFEETH Y, N K OHEMN R XA 2, MEEERE N A
AVBLUOHEARAASL L OERINLE, D55, Hilas FAA ik EDA-A1 ©
AWM EET S, —J. MEN K A4 21 death domain (DD) &LFEEN 27 2
J BESIBFET Do EDABIBTRERLFERRIC, BUEE TIC 50 B LD S ESE R
EDARBGFERPNRESNL TS, I 2 22813, EDA-AL A7 £ 7212 DD
PUCRIE SN D BEED &,

EDARADD &z, D& D#EY EDAR OT7 X 77 —ERE2a— KL TEBY,
EDAR L [F#RIC DD #F 3 5, BIfEE TIZ, REORK & LT 5 FFED EDARADD &
BAFEREPREINTODEN, ZDIFEAENRDD NDOI R AERTHS, EDAR
L EDARADD (%, BAEWO DD THET HMHEZED 97, EDA-A1 IZ X - THIEZ
%Z 177 EDAR 7% EDARADD & #A L. TNF receptor-associated factor 6 (TRAF6)
REENLUTCTTFROY T FTNRERPEEL SN D, BEWIZ, EBERFThH D NF-xB
DFEMANFEEINDE ZLiICL Y, L OB BFORENFGIND 9, T2bb,
EDA-A1, EDAR 3 L U EDARADD (X, AMEDEEICEE 2 7 miE%R (EDAR
VIFN) OFBEERSTFTHY, WTHOBGFICEENE U TCHLRBOBEKRE Y &
THEHRDILD,

[ o]

> T, BKADORIEOHERE 1412, 11pl2 IZBET D TRAF6&LTFDE
ER~TuTREINE I, b, NEOBMREE 1412, Xql2 IZFEEL
EDA-A2 O%E{K% a2— K935 ectodysplasin A2 receptor (EDAZR ; B4
XEDAR) B FICERNREINIZ W0, 2L, WTNOBEOWBRIZHE
BPRESNRNoToZ LINORARER (de novoBR) LEZ2 b, T E
NOBEBFERIZLDAREPEBEELZTRTNE I DIIRATH D,

» WNT 27 FNADYV A RO 1 2% a— R4 25 WNT0A BETFOERIZE -
T, FLEERSHEBEBEREAXEZFTITHARERRAESE TH D
Odonto-onycho-dermal dysplasia (ODDD) ¥ 7-i% Schopf-Schulz-Passarge
syndrome (SSPS) ZRET DI ENHOLNTNBENR, TN HDBRED—EMN
VT HEANREE AR SEICEE L2 BE, RTE, ZHRHEZETLIEVIH
ERBHBD W, 1272 L, WNTIOA BEFEETCIIERBEEIHAL A TR, &
MR EER BN 2RE TIRIE & A RO b2 WIINE BRESERA WIE S B
ETHDHIENEZN, LR ->T, WNTIOA BEFERIZI > TELDER
IERTFEANRERRASE L EETAZE03HY 5500, ODDD X SSPS
DOFER LR X TFRELWVEEREEZ OGNS,
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> BAOBEEELRTFOERNRN SN F R EEEECEERTHEIRIER K
REJEDFRMN 14q12-q13. 1 ICEH L2 L WO BMENRH 50, BEEELETFIIR
EE TIFEIN TN 1),

(B FERT — X X—2DFH]
Human Gene Mutation Database (HGMD)
(http://www.hgmd.cf.ac.uk/ac/index.php)
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® EVERE - X7 (FEH). NEGREE AT HEECGTR)

AMEfRE (EH)

BRIIEFCEHTE, A8EY, BOERITH R EATEY ., EHTHD 12,
EEOBRBIZICAEZEZ NI, Uy TP —FDORF AW 55813 L <AL T
THO, #2253 567, +oRRZT TTI<L o195,
INZEE L EAZENRHE LB ODVD I ERDH D, I 2D 2L bbb D, K
NERET 2, MOERITENZ EB3%0 12, L LEIGTICHET 5 &, S22
B2 TR T RVAMBIZORB DD RENL TGN 0¥ 2 U 2 L2 HWEZF AN
21T,

N BRI B BIED - U, FEUEIBRITEET D,

WA OFRERE (R, H#EERLE) 250, EF-TANVBAREETHD 19, I 7
WO X A K OENOTERE RO L O ST 5, AENFRERIT O PRI
HELZRIFIL, BEOKEE L 22 55, NEARERSCATEROERFERARZ &
B o, FBREELZH STZOICITRIICEEFSOMSHLETH D, FHHDOEHILAZ
BbLER, HEOEE, TLTERENRBRNOEBO TEETH DS 9,
IRITFEOBANAED T AT 4 FAFEEECRBADY A7 2252 b HE
DN X DRIBZ LT D,

FMRMERRITHEVNRE - BR 24O BITIEROBEICHEL RETIE0, FRE LU
WERORBICRET SRR H D 129, HE)G BIEHR ESMEZHRICRO L
F,
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T 7 ) ATIBODHIIENERICKRET D, TODRITHIENE L E2bh, F
BOETNCHIE TE IR\ 5 DB 72 D, 9 DEUIRS 2 SRR RE KT 2
ERBHD, B EANGEZRERY  BR -BRIZDOEPDZESHDH I, ZD7=®H,
BEHO S SBROTRIIEE TH S, MEV BEAFEORKICET 28, T L T2V
FRAD 7 — U v 73R, =7 a U RE (B - Bia2 ). BREE (B35, B4 A
W2 E) HoDOEBEPNETH D, TOBNIIREOGELEL, RERDOFEIZRY
259, HENEGELEETEERENAERSELHONDIREAF T 2L 5,
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3

2015.8. 28 B3 HEH
T (R HIMNRER R AR SET A BT A - O HEER OB

o Tx. Wia  (BE. =X

EEEE

SMIREEF B 2 5E (ectodermal dysplsia) i &2, #HF, N, TIROBEAEE KM LT
LEBEMHERETH D, FEREREEL, BE L HBEOEHRA 2R O EIIES Th
V. FOIERITAKEEN TETIX LRV, ARERRALSEORFRIRETH 5 BT
TPHESRER RN 2AEIL, 1929 4 Weech (2 & 0 #10 THE Sh, HAEE TIZ 150~
200 ZHB 2 DREPEE TN D,

o JEfR (BEA)

AL, SMEERRAFEOT TOROVMENE L SN TEBY, 1929 FIZ Weech?
73 Hereditary ectodermal dysplasia of the anhidrotic type & #2"8 L 7= &R B TH
5o BIFURIT) « BEE - A OB D 3 EMEE L, FICBET BER E L QIR
DRI AR D T DFF O R NET2ITE LWVME T 28 23, £ 07O EIBFHERE
ENERIVEATTO I SBYER, BAPER EPBVIR LS, MERERELZ &L
72 SRR EITFHECICELIHE O DH, BITOETIZL Y FEITHENRER 7 b E
—MREREE BT D, BEOTERE GIREEOGRILECHEN DN LA BND
R EDFERER T BT 5, FIMERIR R RS IR OEE S & 572D, Mk
E DG EGeE, FEFERER., AIEVLAREDERNA LIS 2,
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A OB RKD LD,
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