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(A) p-EGFR (Tyr845) (B) p-EGFR (Tyr9%92)
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Cytoskeleton

* Vimentin « 0.73
» Keratin, hair, acidic 1 - 0.89
« Keratin, hair, acidic3b -+ 1.33
« Keratin, hair, acidic 7 - 1.09
» Keratin 6a « 2.04
» Keratin 15 « 0.97
« Keratin 1 » 0.51
» Keratin 9 + 1.61
Figure 8a N

2.71
1.54
4.26
1.65
0.76
0.30
0.24
0.64

1605 &

1.72
2.25
1.59
2.43
0.41
1.96
0.51
0.55

48REfE 1%

Extracellular matrix proteins

* Thrombospondin * 1.46
« Laminin alpha3 chain -« 0.70
» Laminin beta 3 chain « 0.85
« Laminin gamma 2 chain -+ 0.83
* Fibronectin 1 « 1.65
4R

Figure 8b
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MR EREED

* Desmoglein 1 0.62 0.38 0.91
* Desmocolin 1 0.57 024 0.27
« Bullous pemphigoid antigen 1 2.32 0.72 0.68
* Integrin alpha 6 0.69 236 1.41
* Integrin alpha 2 0.79 244 133
* Integrin beta 1 087 052 0.78

4518 16851t 48EFMH1H&

Figure 8c
Real time PCR
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Induction of Iaminin 5 subunits
by mechanical stretch

Laminin alpha 3

Laminin beta 3

Laminin gamma 2

Stretch (<) (+) 24 hours

Figure 10

— 185 —



ST BRHFI e B & (HETER R AR 72 505)
S+ Tis

vV 2 Y YAREORFEHEMICET AU

DrEWAE RBBhE BINKEEFMEGRSE 6

WREE

02 yAKIEIR. ALOETERy v G ThBa) 2l Vi

TAaI-FTA3EEFOERICIVELZERTH 5, Shlbhbhid, TR
a7 Y vEINSYR727 Vs vy LEAMERERT RN —vRICBBWAT L
HEHOT I, TOMIETIE, A RNN—F 8, HR/N—¥ 3, H R - FU4HTEM
fbL TV, HRNN—FADEEIERBELT WD, FERIoy 27 ) v %2 1
SYRAT7 =¥ Vay U THIBNICED 2EHEIC FADD &8 E L Twa T &
bHEOF, ¥6I, BAERIo ) 2 ) v R S VYR 722 Ve »T 5 & caspase-
activated DNAase BFEERHIC b S v 2oy —va vd 328 Ho07, Tho
DFERIE, AlLiRIERNIIc e ) 72 ) VEERSEL S E FADD 243 528K iIck
DS TR -V RIZBBVWAIEERTEDTH 2, TR )7 ) v %
S vR722Yaviftila (o) 2y VAREOEF VL) Tid. 7

B b= ¥R L TS - To

HE RS

i R BRERZEEFRHR
EHRK FIIKRFEFIER
PeHEF KERFERFHEEHTRE

A. THEEHK

ol sy EHERETEe Y 7Y YEIEF
OFERfEIRIc /Y 7= v iy b v vl
AZN, TNSDOHEE D THROT 3/ BE
32 Fromslhdhnt, HERoy s
) v EiRERE T I BB LTV 3,
HWEo ) 7Y v ARIEORERES T L
lbOO, RRTANEFEREZAE-TWV
5o 1) 7 YHREDOBREDORNERRE %
KRS TR 5 &, EELEM{L
Rohad, A ohsDhizoVWTIE
G o TWiEWL, IOBLREDSFAH
=X LZWHPIcT 592 EAMEEHRE
L7,

B. Wik
a) 75 X3 F{EHL

TERIo Y »1) O genomic DNA % i3
HEREH N7 ¥ —Td 5 pcDNA 3.1/V5-

His o # —iZiEA LT, 7 7= A
ShcZERo ) 29 v DNA 3 PCR &#ic
FOERK L 7o & D% pcDNA 3.1/V5-
His 7 # =g A L 1z,
b) HfEEE VS VR T2 Va v

b REMIAER TH % HaCaT fa %
DMEM (Dulbecco’'s modified Eagle's
medium), 100units/ml-<= 1 >, 100
mg/ml A P L7 bw4 vy, 10% FBS
ELEMb TR L 72, HaCaT flIE b
SYR7 24 ¥a ORI BICELL K,
DNA F5 YA 7 =22 ¥ a3 viZli, Lipofect
AMINE plus id#E (Invitrogen) ZH WUV
fro bS5V RT 2T v BASHERRREEE L
fotR, Mg EERRICHW
c) —Kintk |

¥t V5 #1113 Invitrogen tE L D EEA L
720 i cleaved caspase-3 i{k. 3 cleaved
caspase-8 Fif&, Il cleaved caspase-9 Hiff,
i caspase-12 HufF i3 Cell Signaling #t &
HEEA L7, Bt FADD fif&it Santa-Cruz
#HE BEA Lo Yicleaved caspase-4 i
. i cleaved caspase-14 Hiif i3 pkFtEIC
X b ﬁt"—j“ é’ nf:.o

— 186 —



d) BhuikE:

NS VAT 2T va VIBABHERI A N — N
5 2 _bicEE# LU - HaCaT #fa% —20°C #
7 7 —VTI0HIREE L foo S ERI
R L 7c LEto—ikiuE% 4 C—BppUt =
H, TRENIFINT 5 FITC 9 ~vdb b
Wide — '3 v 5 NV TIREERE B O T3
ol
e) FET oy bk

S VRT 27V a IRASKERIEE L 12
HaCaT Al % Laemmli buffer iZ/&fF L.
K ET3043%E Lz, 15000 EEET 1 4
0%, EEEEINRL 2, ZEBER
Bradford 22 FAWTHREL I, 30g OE
DEHHE% SDS-PAGE i L. # D14,
EoB4A=roriro—EiEREL Kk,
CO=botio—2ffAE, FIRO—iL
T, ZRTINHRIGEEL, TOK
HRP 7~ _ikinfkxRIts ¥, ECL ~
Z 7 & (Amersham Biosciences) % {#iHH
LTHMET 2EREZRHE L7,

C. MAERR

FHERMa) 7 ) v A2 b5 R 727 Vs
v L7 HaCaT ka3, Mock 5L VLR
QNS RT7 27 a v L2
Bt LT7R - RICBEB VST
WAHfISERICENL TWi, ZORR
i3 TUNEL 8T b HEE L 72,

SO L RE T o v FEER VIR
Tk (FHRF=VRIZfA-> TV AR
Tl HAN—H 3 EHh 23— § hiikiE
fEENTWBTEMKBAL /o, R Y 7
Do S VR 727 va vy LicHlaTid,
H A=Y L HRse— ¥ 8 MiEMALIZAE
CTWwWiihot, FERIoY 7Y 3+ 35
VA7 2 Ve v LEHRELEXUERA
e )2 v OBRERSEL TO
FADD &4EEE L T\,

D. &%
oY) 2y yARERS v 7)) YEAE

DERICIOELU LI ENGDP TS,
HAERa )2 ) v A2 NS VYR T2 Va Y
Lk it filBESN TR F— v R
fa-»TWABIT EBHBALA, COTR —
¥ 2 T3 FADD 2 M9 2 ERPIEHLS
NTWBE I EBRDM- e, SRIOWIEES
Brboy o) vHEEORERKRE CEHE
Sh2{fanEALIE 7 8 b — v R
BiG L T aRIgEH RIS v,

E. #A
o7 AKREORELERERICRT
R+ =V 2OARLHBEET 2 0[EeAH 5,

F. fRHEEKRTGH
o1 L

G. WrEz®E CER164RE)

1. FWXFEZ

B

1. Yoneda K, Furukawa T, Zheng YJ,
Momoil T, Izawa I, Inagaki M,
Manabe M, Inagaki N: An
Autocrine/Paracrine Loop Linking
Keratin 14 Aggregates to Tumor
Necrosis Factor {alpha}-mediated
Cytotoxicity in a Keratinocyte

Model of Epidermolysis Bullosa

Simplex. J Biol Chem 279:7296-
7303, 2004
2. Kon A, Itagaki K, Yoneda K,

Takagaki K: A novel keratin 9
gene mutation (R162P) in a Japa-
nese family with epidermolytic
palmoplantar keratoderma. Arch
Dermatol Res in press

H. MEHAEOHME - B8R (Fiz
av)
&L

— 187 —



JEA: 57 B TS i B &

(EEIA PR B SR 78 36)

RV ERE

AHIZ B 5 KM AR BAE(BCIE) D 25 0 %
—genotype phenotype fffr & Hul iz —

SHEERE MAEE EREREFRELEHN H8R

MEES BCIE 02EFEFFEL S NI genotype/phenotype 1 BARENT 1T
ote TDHER, R LR - 12 genotype-phenotype B%Aih 2 2 EWRE
7o SRIBEICEZERICEB T 5 genotype-phenotype OHHBIRET 2 #kFid 5,

LRI E

HE B MIFHE
NERERFE I E R
RIRKE T, RE B fEE #
IRRERF RS

RHRBET

B EBARFARFER A ERHE RS ES:
FRIEZE/ERFEHRT - HIbT

Nixg 2

RERFREEEE v 5 -

A, THEEMN

BCIER# 37 v1 KD Fhizrs
F 10 (K10) oZRic kAL 2H/08
EHEEETHY, EEFTENRLDAELS
C KEE 2RO - BiE 2R E I 5,
EHE T, i<k T 3 BCIE o4EHEZ
FERAB ATV, R THEHETERR SR
TEIROMHBBEOFMIC > T HHICHETL 72,

B. BfRFG*
2002~2003FEE O EEEHEEIC L b, &KL
TIE55A (95%Z#EIXE35—T6A) @ BCIE
BEN, 2002FIceBOEEKEASZ2
TWA I EMHEEEENLY, TOWH, 4
DIEFI O EERIFHR O S 17 28fF)ic > &
HEFREEROTE (EHBFATHNE
ZOFERITO>VWT ), FhLBAETFRER
TS E&ERZT OTREIc> &, KR

AN Uz, £ ORKER, B FREESG 16
B FHRER1H, Rk 2 bERIEHET
2P, BEToORERER 2 F. BIcRER
H10FOREDBF SN, REDE LK
o f RIS E, ZIRIKHE 2T 5 F
ETHb. SHIEICBETRREA10IE
FloE R S EIRGOHEBoFEIC> %
W& Uico XBERRIEREERIC AW 21k
HBEEER 1ITRT, COUOHATOERI,
STHEHETREREZ{LO b LiThh, 7Y
FEROREERLSICTTEREBLLDOTH
Bo

C. AER
1) ZREETEFOLEEDE &% 3110
% (N2BRBEFH) oBFCBWT,
8 o EEMEES LTz,
DOK10ER
Asn 187 Ser (26M : 265% « B. LT[
)
Thr 481 Pro (27TM)
Lys 486 Pro (11M)
QKI0DZER
Met 150 Thr (33F)
Arg 156 Leu (3M)
Arg 156 His (40F&E) (BFiR)
Arg 156 His (32M)
Arg 156 Cys (18F)
Try 160 Cys (25M)

— 188 —



2) BRMHR LB TFER
O oA IcRENRE (K10 : Try
160 Cys (256M))
@FLEAEMR L (K10 : Try 160 Cys (25
- M)
@7KIE DAL EFHA
a) HHERLBOA TKI0: Arg 156
His (40F&) (BFiR) |
b) FEREBLIFES [K1: Asn 187
Ser (26M). Thr 481 Pro (27TM).
Lys 486 Pro (11M)J] K10 : Met
150 Thr (33F). Arg 156 Leu (3
M). Arg 156 His (32M) ]
@FRFREAKETERK (K1 : Lys 486 Pro
(11MD)
O EHER
a) EMBEIR TK1: Lys 486 Pro (11
M) K10 : Met 150 Thr (33F).
Arg 156 His (BFiE). Arg 156
Cys (18F) ]
b) A& [K1: Thr 481 Pro (27TM) |
[K10 : Arg 156 His (32M). Try
160 Cys (25M) ]
ORIRDKE « £fjicis L
@EEEA, Figte, HiTEEL L
a) EitA{kEFEmingn [K1:
Asn 187 Ser (26M). Thr 481 Pro
(27M) |
b) #EIFFA{LoAHFH [Kl: Lys 486
Pro (11M)] K10 : Met 150 Thr
(33F). Arg 156 Cys (18F) |
c) EiEMAI L [KI0: Arg 156
Leu (3M). Arg 156 His (40FH&H)
(BFiB). Arg 156 His (32M).
Try 160 Cys (25M) |
d) ZiEA{b, Fiaiafe. HTkEET
~NTHY [K1: Thr 481 Pro (27
M) |
oo it yBOoHFE
a) TH-7 [Kl: Thr 481 Pro
(27T™M) ] TK10 : Met 150 Thr (33F).
Arg 156 His (32M). Arg 156 Cys

(18F) |
b) T -7K10: Arg 156 His
(3F |

3) BRI R & EIETFEAROBEE—EE

HEED

Oz o5 - 14 (K10 Try 160 Cys
(25M)) © & MU FRSE),

QFEIEDHE . 14 (K10 Try 160
Cys (25M)) DAL,

QKETERRER] © 2 < I3 ERBHPIEE &
KBRS R & N 3 5—EREEF T HA:
BHioAkEBR SN S (K10 Arg
156 His (40FEk. 3 FiR)).

@IKBEREAL - 28EIcRohs 60
DIGET, MR Roh AT &
H 5 (K1 Lys 486 Pro (11M)),

@B OMHIR | K1, KIOEEFI & i
(SRR, TRBLL, THD W] E5E
MR o, BEFERESERITEVE
TH b,

O&RIREKE  EFIEL (K1 codon 479,
K10 codon 446 ZZRFHIMEN T8 P ),

@OEWEAL L FiEaie K1 ZE2FTid
FEHatBRoh, A TEHEEES
Bon3iER»BD B, KIGERFITH
EHALBRONEFHNE S,

@zovxr v KL, KIOZTEF & b
Hohsh, FIRPIBE S HEEIRIAS
T,

4) SEESnEROBHOE LB
1) #iF2fo Kl, KIOZEREFICEL
S ORLEAE L KBRS R S h, %<
FFTAERIALIG & AKEAAET B,

2) PERKIZEREFICOAEL B EE
LU TW I EEA{LHPKI0ERIERIC
bHEUB 3B,

3) 2o YA i, K1, KI0ZEEEER
LHicHErEs,

— 189 —



D. B%

BCIE TR, BE L Tk2LEH L RV TH
REZABTBITON RS I HENI L8
<\ SEEOSNIAFHRIIREEFERLOT
b5,

Me, OE£flo K1, KIOERE
C2H ORI L KBERSR S, %<
BRI KEEEL S, QKILE
FIEFIIZ TR < KIOERIER I & EHT
HiEBELE S, @z2uv vt YR, K,
KIOEEIEM E icAE LB S, 3 SRR
LZEINTVWBE D E IR - 72 genotype-
phenotype BA{%AidH 3 & E AR E NI A5,
FITHES &L B R OFEHM 28R T 5 T A5
BHEFIRERL F o Lk b FREEEEEFED
eHicbBHHETH A EEDbNI,

E. fii

BCIE 3 2HIc R ARTHEAIED BEHEFEE
L. ARG TVWEA DL AN
- 7z genotype-phenotype B H 5 2 &
MIRE Nfz,

F. 2%

1) BIRERFEH | IKERSER AR
AL RIE R U ERR O LEFFEIHA,
2 1ssue HEIRI,

G. RN
5 Lo

H., WFARR (FRI16EK)
1. WmXHEE
HEEFR X

1. Hasegawa T, Suga Y, lkeda S, et
al: Clinical tryal of allogeneic cul-
tured dermal substitute for the
treatment of intractable skin ul-
cers in three patients with reces-
sive dystrophic epidermolysis
bullosa. J Am Acad Dermatol, 50:
803-804, 2004.

— 190 —

Nihei N, Hiruma M, Ikeda S, et al:
A case of Bowen’'s disease showing
a clinical tendency toward sponta-
neous regression. J Dermatol, 31:
569-572, 2004.

Mizoguchi M, Suga Y, Ikeda S, et
al: Organotypic culture and sur-
face plantation wusing umbilical
cord epithelial cells: Morphogenesis
and expression of differenciation
markers mimicking cutaneous epi-
dermis. J Dermatol Sei, 35:199-206,
2004.

Kawada H, Kawada J, Ikeda S, et
al: Multiple cutaneous rhabdom-
yomas n a child. Eur J Dermatol
, 14: 418-420, 2004,

Mayuzumi N, Ikeda S, Kawada H,
et al: Effects of UVB irradiation,
pro-inflammatory cytokines and
raised extracellular calcium con-
centration on the expression of
ATP2A2 and ATPZCl. Br d
Dermatol, in press, 2004.
Mayuzumi N, Ikeda S, Kawada H,
et al: Effects of drugs and anti-
cytokine antibodies on the expres-
sion of ATPZAZ and ATP2C1 in
cultured normal human keratino-
cytes. Br J Dermatol, in press,
2004.

Sanmano B, Mizoguchi M, Ikeda S,
et al: Engraftment of umbilical
cord epithelial cells in athymic
mice: in an attempt to improve
reconstructed skin  equivalents
used as epithelial composite. J
Dermatol Seci, in press, 2004.
Ramos-Castaneda J, Park YN,
Ikeda S, et al: Deficiency of
ATP2C1, a Golgl ion pump, Iin-
duces secretory pathway defects




including in endoplasmic reticulum-
associated degradation and stress.
J Biol Chem, 2004, in press.
BAZER
1. BEANEE, B0z, mEEEE,
e SRS L CREIEEER
DY L I R RMRE KA (X
FEER) o 1§, BER2FE. 113;
1651-1659, 2003

K

.
L

1. MAFREREO B - B3R (FE%
&)
1. #FEUS
L
2. FEHIERTH
3L
3. i
L

FLKBRERE AR AUE2RTIATE (FR1542EE)

AREFROEY: HAERBOA

FRoMmiE: 2L HY
BHEORE: L HYIRE
BITHRE: 2L HY

oy NAE—=Thofa

BEOHT: 5 [BEMEGR: )
MREHE: Y L

IKIETERLESL : vtk FR R (BRAL: )
B O FEEEKR O KE M
BEof: Bt g

BEoOHE: Y L

BRORSE: »Y 7L

ERAL: 2L HY(EEOHR AL—X #R HEGIR BEERE)

WEHRCARE: L S ERENE: Y #2L)

FrAERBILIEIZLHY

)
)

Hot= 2

191 —



EEFBRATARMBE GERtERA M AT
il EiRs S

HRAERY SR P SR BHRRAL BIE R F B IR B O & E A # IR
Wt nE BREETF WERERFERFBHES BT

MARER AABEZ2EOSHR MR ICBEHEH O &L EREAHE TS
T A EEEMICERL 7z, Sic/KEREREAEERHRALEIE OS2 WA
RS, XR%E20024F 1 AFR0ZEEH & L. 2EOKED SHIKEELIZEL
AL U BERET 802 1220035 1 Hic BFEMET o e o— KRB % H
WL 7oo TKIEBRIER M REERIALEIERE H D EAIBDH » Fo ik & RFFEX
Ré LT, —IRABEOEERS 507 B, [EIFERII63.2% TH » 7o EIRESN/ZZ
KBEED SWRIABAN O LBEIEH 2 FE L, 20025 1 FERNICKERI SR SR
BRI REIC & 0 eEORBEE S L o BEKIESA (95%/5HXHI35-7T5A)
it S o, WRAERR ZIRFFE 280 T, BRF14H. F&id 2 ~655%.
i ERE IED o hd, FIRBEET 201 36 (10.7%) Th - oo HKREE
RizeHSoRIE2TH (96.4%). FLERELIR (67.9%). £HF DKELH (57.7
%) FiEiiEd b 36 (10.7%). LBBEEFE 1§ (3.6%). HTEEEFD 44
(14.3%) EThH o1z, BBOHIRPHITREOTRICHENED o, 2

& R U A RAEORREEE & AEDERE 42.9%)TdH -7,

SR

i

NER B A BRI B R R 1
EIEHT

# BRI T B R L R IR
TR /AR « HIN RS
JIR #
SHALREEE &~ ¥ — 50T
M %

MR A B A Y
JLEb L

It B8 A B B R R

KASE R

NER s RS 2 T

A. BFEHR

IKTE TS T R B R L RO AE U3 HH A R
52 B DRI T AT & BB £ 3
b FKFITERR b B > B (R b
BTH B, |

A BN RAEOS R E TSI —
IRIBEEIT & - TR T b B REAT B

EOBEROHET TS T & &, ZRHAE
K&K - THEOSNIERTROER, SERR
EEBREHOMICTEIETH B, SEN
BERE L U TIEKERIE R M Qs R R
i (NBCIE). FERABR (LD. RK
HREFEOBREEICDVWTLHEL 12,

B. WFFEHZ:

KA EEROERFIC T 2T
(EEMRE - FEE 8 LT MdRo
BEREEREFEFGIEDC .Y OLEKEE
w27 KESWTERI N,

SElHEBEICH 2 » TR IRERLEK
HEBRIERILEIEOZIERE GRroFsl
%) (BEDERRE o, 35 %20024E 1
FROZHEEBESEE L, 20038 1 HicEBEK
Wt O—RMEZFEHKL 72, BIHO
7= a2 TR - TEEOHED SRR
EHIC B LEEAI U o K ERHEET 807
Btds, —REETRBB s -2ER
I AEKFRIR, ZUEE, XER T+
IR L 7o

— 192 —



—IRFE TKERI e R M R R E
EEILLOMELS - iR i3t LR A%
FL, BEDD EOEDH - MR E R
HENRE L, 2HXRBE TIc—KAER
KENX DRES B {IERE2EM L /e IR
B O E R ENII AR & A O EEIFAE
Bl (B RFRUIEREKRT) OME
BEBLTERATZII, EREOTHILT
FRAEZHEE. 8 HRETHINL 7z, 10H
K ZIRFAEERPIXOERICERIR, €0
DR I KUK =R L 7o GRAESII TR
1SRRI

—REETE O EREEERE D &I
KEEHLEER L LR ER 2=
TICER->TEIBL 72,

TIRBEEERD S RYFRBOERES
BAETEL 1,

C. FREHER
RREEROXRE, MR, i
WERBFEREFE LIoRT, HEER 8027
DB, 0TH L DEIZEHNS O, [EINERIT
63.29% RKETISER M BRI RIE O
AR TH 1o ZIRFHTE 334
#l (—RFEED80.9%) MINE iz, BHE
Flidtads » fohd, XA HARAL - 22U EEESL
OABEBRFAMBLIT6HN D - oo T ORRIEIC
He0 & 20024 1 ERC /KA B LK M S
HHREIC L v 2BORRESZHEL /2B
£i355 A (959 {ZHRAXKMI35-T5A) . B3bA
(5% ZFAX[20-50A) . ZL20A (95%1E
HXRI15-30A) EHERta iz,
BERBOBHEHET R IT R I6ERE
EEEIERL

IR R AR D R 7 %
B& < oA E 280 T, BLR 1451,
S 2 ~655%, MSRERERED Sl
hoto, EHEBOABRAMEIE ML 2141
(75.0%). Td v | 56 (17.9%). R
240 (7.1%) T, SZERRIEEICHEEEA26
#Fl (92.9%)TdH - t2,

Pk« SR ER 1 ISR T D1 OIER

HTiRd2H, BEQIOSRENEZL, &
IR R PE D 5 12 LT ZIRFAE
ERAZHoFsE (BED Kih->TRL
oo R THAERD S 25 OREICE
REFOBEHER] Thdlshsd,
RIEOHER, REELET 2013 3§
(10.7%) HEEFHEFE LA 9 FILIA
F RS RAE L Tz, ZHoFg| %
K2 EREOREIER 250K E U E
AMEDFIRL E BEE 2585, KB D EES,
TSR I ERE 3 A BT & Tk A s
B Tbs.l a3, ZIRABETTH
SNERIEREEBEOEZ2TH] (96.4
%), FEZIE194] (67.9%) (K2). &%
DRKIEISH (BT.7%)TH » 1z, WHKRE
ZRELCIPON, [EREMFL ] &
17#] (89.5%)T& » 120

F fo. UNREIRIE, BRE & & & iTikiE
R 3BT 3, E WO I ZkAE
ERTOIED oI, 10ERETIIH 9FIs
2B KBEEF LTV A, 10LTI175
%\ 20/ T3 5 &, 30RRTIR A EicEA L
TWic (K3), EHED A biZsinFlh &
EEME T, A TH B, EWVIHEHR
“IRFEBTOHEKICED S, AL L
W E=EZHT, AL—2 (29%). HHEERE
(14%). MEERIR (4 9%). IR (4% &
BarTh-717 (X4)

Z Ot OEFRAEIR & L TIRFiEmEd v
3F (10.7%). REFE 1/ (3.6%).
HITEEG D 4§ (14.3%), 20 vt v
NRE—TH->7DiR136] (46.4%) TH -
fo (F5), KFABEMREHETHENTD S
Nic D R oIk T, i TIREREEIR
BB EGHEL 84 (537.1%). BT
BARBIEEE D 8 ] (57.19%) & &b » t,
1o, HITEFEEE oA ED SR,
T CHITEEEE T A0 - 12,

Wiy & R U oA 0B IR IR IE &R
ZHE126] (42.9%) &< FHENETH -
7o (MT)o KERWRD THRUEKETH S
fedd, ZIRGRERR L2851 &0 L, TRE

— 193 —



D TRIIMB—EOR/YERT L
MTEIEEZ B,
EFERCIBATEY, ZREETH
HISREH 2 CHET sV E LISBER B
CBRLEBRLLETE S,

D. #kiw

FERBOEFICE T AR & H[ET
TR FERSE R R BRI IE 0 2 &3
BHEERL, YTRBOEFREHIT L
ZIKARAEBEE L, KIEOEKEFBEIEE
L7,

E. BBGBNHE
FRET~EC L L,

F. WFE#ER (FRl 6 F£K)
1. FWXFER

A,
LB

L

HAER
sL

2. FEHREEK
&L

G. MBFFAEREOLE - B8R (PEZE
at)

1. BT

AQ

2. ERAMREE

5L

3. Tofth

5L

BEER

). REBRBZMIE. $iH o BEHEERY
HBIREO LY OLEEYATE =27
W, BAEEREREROEZHENE
i, &2, 1994,

£ 1 KEREXEABREIREDSESYAE—RBEER

R HEEREHK
M| MR | s | M| RSB | BEAR 5 L8 it
20—99tK 899 6.2% 56 27 | 48.2% 0 0 0
100—1995K 297 9.9% 59 25 | 42.4% 0 0 0
200—2995K 359 | 10.8% 71 35| 49.3% 1 0 1
300—3995K 330 | 39.7% 131 79| 60.3% 1 1 2
400—4995K 176 | 80.1% 141 84 | 59.6% 1 0 1
500EREL L 229 | 100.0% 229 162 | 70.7% 2 5 7
AR B 115 | 100.0% 115 95| 82.6% 18 13 31
it 2705 802 507 | 63.2% 23 19 42

— 194 —



1 BRSh-ZXRAEZEDHK-EHIH
.
6 e —
5 2]
4 Inky

A
3
2
1 B
0
50-59 | 60~6
mE| 6 1 3 2 2 0 0
Ox| 2 3 5 3 0 0 1
B2 KEREEPHGL
1 & 5 tEKAE
L R EtEKE
O 4B
X3 FERIKER R EEL
30_39 1 ,i,t,‘,e)i,d,g,c;c’x,e,c’q,i’q,:,c’i" )‘3‘&‘)‘!‘:‘)(&"‘
FE

: IO
; N ]

20%

40% 60% 80%

B2t CEEM DX |

— 19—




K4 ZEA{EOHEIR

ey
14%
T o4l
14% [ #74%
B [ 8 4 & B Bl ER 4K
4% AHAE
@ik B T8
4%
E5 ZDOOERERAERX
EXTE L o]
romme ]
HITES ]
s BN
0% 20% 0% 60% 80% 100%
%
BHY OHL OFH
H6 A RE-ERBOHKOES
« SR
7 ) B
0% 20% 40% 60% 80% 100%

@ EEER AR O@n 0TS |

— 196 —




®7 2ZHREFELEBRL-REORIK

T8
14%
WE CE
o) 4o i
BER;

43%

— 197 —




2

KGRI SR AN R Z9E (Bullous Congenital Ichthyosiform Erythroderma, BCIE)
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