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1 MENILC X A ILFTEEEL AL

sauna i 39°C sauna Hi#% 30°C sauna Hi#
BRI, °C 1st sauna 35.440.2 36.4+0.18 36.2:£0.1%
28th sauna 35.5x0.4 36.510.28 36.4+0.28%
A%, bpm Ist sauna 35317 36429 349+ 18
28th sauna 335:£31 336139 32325
I, mm Hg Ist sauna 124+4 12343 117£16
28th sauna 114-t6%* 104+ 91 Q2 7*8
EEW)L, mm Hg st sauna 854 84110 81=*13
28th sauna T8-E5* T0:-10 636*:
*p< 0,05 and tp<0.01 vs Ist sauna, Ip<<0.05 and § p<0.01 vs before sauna,
* - T “"/W’
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AR 39°C oy B LI FRL,
30°C o R TSI e OB,
IR SRR IR E ot KEIR
DUKELF - PaRMA = S, @At g
CEWTEAL Uisa ooy, 280lE o v+
iz, AERAETRESL. #He, PIES Y+
WY BALERT & i L, 28[8[1H o>+ 7 +ibikanRT o
RERA L, WEINH - SRk BT & b g &
Aol (F 1), BEHE Y0 T,
2 hu— VIR L, o XERK -
B SH TN IR B o7 Bh AR o0 100FE AN B2 A eNOS

WHEE - 1b  REIRY > + 8, lc: E#RT >~
- VB 1d  EEIRY 7 FED). Western
Blot iLic £ BT WTh, T ra—0
BteH#E L, o8B CcX by eNOS E
DHEAEAPED LR (K 22). thbo—@o0
FEA 4R Lcsy, Wy BB L -
T [al Bk D F5 B A5 &tz (quantitative densi-
tometry; 10910 vs. 74+ 16, n=4, P< . 01)
(B 2b). &z, LAEETFNVEM CTH D TO2
A AE — % T Western Blot i k b
eNOS DR H AR Lic: 25, LARBDMFT
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series |  series 2  series 3  series 4

control

=2

REVy, eNOS OFB oK T &8 7 (X 3a).
B LT DT L eNOS 038 % 1 B
il X pE 22 ( 3b). PlEoEERERS

EZETHE, BB L b .LMIBHENEL,

AEMEF coOMBRERLAENT S Las, ME
W43\~ T shear stress 23T % & & 3R0E
X 41, = @ shear stress O L b ME AN
IR ssiT 5 eNOS OFRE,MEE Lz b O
LEx bR BREEHI LD eNOS #E 2
FEE LTIy, FMTBHEELOERELEDH
HTEZDE, AL X h NO OFEE)HE
MLTWBT e ELBhA, NORMEKE
EHBIE Ch b=, = o NO ELEMINK X
p MBEIRFEGEOWRE, TicbbIENKEGE
DHREH DL b Eh, KBMEEILIET T2
EARIBEERE, ZRILLERANOBDEE
LEL, ZHhick D OLHNESET - LfEdE 4
B, LHEBEOEMNE W BERONE,ED
N3z EPREE i

[# &)

BEMBHE I, LASK L DT L eNOS
DHEYRET 5.
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LW a, DR BT IL-6 ol b
AN O EFEAHIBRTE D, 3% SF 0 ORE
R WTIL6 A b Ay 773 -0
PRI T\ %, AT, F it
A TR D AEMNE IL6 Lk 7y — (SIL-6R)
¥ X OF[ R ME gpl30 (sgpl30) R O iE B E %
WE L LTHIE L, DAL o EIER &
SIL-6R L~V i i B EE D b i s -

fohs, sgpl30 L VLR 2 o BEE -
B LA, F e, WARTALOARAE R % W CHEMYE

CAVEREE & o sgpl30 L~V X b & v
B Ut DRI s 5 gpl30 OB
i X v b LTV BAEEEMES, F ik, LA
s B FOFER OB, OASKRECE W
T gpl30 AT EREETEL TV BT
HEMED RIE S i,

G5iEA=]:0)

ThE TIAEM T, gpl30 2N L
T LA HIREIE A % & on ARl o A B S

LSRR - e LT &R

gpl30 L IL-6 4 b A4 > 77 3 —icdhd
DZFEETEHY, IL-6BEY A M A 2O
AR SE T A o TR RE R R L
T s, Bl oL R gpl30 Kig< v A

G HBE R L D, _®gmm@mm
o351 B BB O BEW A b X hiY, Z
DR AT BE LTI, SRR LT
FRABAE LR R 2R & f,  RIRACOTN i BRI
HER B LOAERET 5z LR hie Fi,
gpl30 OIEMALN FE /LY L ik h Rl X
N LRI 7 H b — 2 2wt s o e

t

LM RE) STAT3 P9 v AV 2y YT A
KEWT FEZVE Y VDK X 5104820
SRR S Y C r bHESATLS,
h o oRBitE, HAGRE 741K
Belp X DR ML AR F Iz B3 5.0 ENK o4
7/ MR, gpl30 AT A EHILERom
b CHECTHL A AR AR LT 2%,
IL-6 B 1 F 4 > oinh ¢, cardiotro-
phin-1 (CT-1) % leukemia inhibitory factor
(LIF), IL-11 7o & A0 ik v R % M
T e amshTL Y,

A, X% X ¥ RBREEE, o LTk
B L oFE, MR, BMmkopE, LAs, 8
Bz ORE ORI 4 R A A Y ABE LT
WhH D EAEs TS, LIATX 9, tumor
necrosis factor (TNF) o # [L-6 2L A2 BT
DEMBIMCE ST ER LT3z 2GR
Tun ™Y L Licsih, HEoLHBEC
i 5 gpl30 AT 5 HEREZESROKS % IH
L L& o i Ticik v, Mo sgp
130 L ~vil gpl30 o FE L~V & BT 5 &
EAHE IR TE D, ANRCE W TORIER
Tkt 5 M sgpl30 L AERIEL, £
FERAERE L oS oW TRET YA AT L %
Hitj: 45,

[FRA %]

KBRS b, KRR BB
[RRARY A 2 3 BIiR- ARRE A o] S ] A2 o PR A
ARG 0 B3 BLERLOEE LT, M

MEOEIEL07, ODIBFIEIELIZ) 2R & L.
“hh o, EHESE6.TF, Jiih2e

12, NYHA BB BT, NYHA I/
M/IV iz FhFRI8HK 128 84 Th i,

A B CREEIRMARIM L, ML~
o —20°C CHEURE L, IL-6, HiEE IL-



ZRIEGIL-6R), Al gpl30 (sgpl30) @
IH'JA;H;, R&D Systems Inc. #:% ¢ Monoclo-
nal anti-human IL-6, anti-human soluble IL-
6 receptor, anti-human gpl30 antibody % H
V7o enzyme-linked immunoseorbent assay
(ELISA)ikic X b §T7z.

[ERLER]

ThHETERHEIATVS L5, LDASH
Fo s T IL-6 #EE F o WhE I i
gL, S NYHAIV CE LSl
ARL7(EI1). TNFa o#fiE b R iciT- o
ﬁ,NYHAIV@—ﬂWN%%T@MME@%ﬂHA
AR O FEE L OMHBR S bt Il
TNFa } Wkkﬂ IL-6 24 X b 8liic R4
OFRIE A LIRS B = LRI st LAl X
b, I3 TNFa LB ALBFIC kT
B R L, FORECE L Mb o T 5affE
AR T 528 ERECTN & O
B R & D FIC >V T —B LA B

E s T wiw, —J;, TNF 25k
TM%L#;T%utKiO%®W%%WW
+ 5. fit-C, TNF Z&EEOMb e
ELISA 7 CHIGE L TNFa 818 X b & K
TNFa O IEERMT 52 E2 Hbh T
3. B, WM TNF L+ 7% — (sTNFR
1, STNFR2) {3, (LASRBEE TS T EIIH
xR L, OARSERE Y] L CF o -
Bt 5 s’

Zlal, 1L-6 DZHATH B sIL-6R &2 T
Bat a2z o2y, B2 oRT &5 il sIL-6
R BRIEILOAR 0T & R Z R & fed - 7
sIL-6R B LTk, SOz #k e —i
CEDINP L NLPME R T8 i3 h T
Ve DR K LR L e s
RT o, R, sgpl30 BRI TG
TiTot, B3 mRd L5 b Ao
MM LSz oMLz, b,
DA BT T ORBREC S 50T L
fo & 25, BEERLOEHE W s TR IO
RSB =T osgpl30 L XL X b S
U] A AT L (136 4 ).

ChETI, 7y MOEEEFLICE T
Lo gpl30 ORE L XA 0BT 5 & Lot

145

IL-6 {(pg/ml)
70 ™

60
50
40

30 -

Control NYHA I 1l v
B 1 DAL s 5 (U Interleukin-6 1

* P<0.09, % P<0.01 vs Control

siL-6R (pg/ml}

a0
30 -
20
10 7
NYHA I 1} v
B2 AT s o I n)iE
Interleukm 6 2R
sgp130 (ng/mi}
700 7
600 |

500 7
400 7
300
200 ~

100 o

0
NYHA I ]] v

Control
B3 ARELFIC ST DK gpl130 BLE

* PZ0.05 vs Control

pEE TV DRSO TR AR
sgpl130 L AL BT 5 & ) Srla] o fE S,
DBz s 5 gpl30 o R oML RT3
LDTHD, 53, IL-6 cylokine family i
GEINRDIL6LUADF A FAAL im0V T Y
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sgp130 (ng/ml)

700

600 -
500
400
300 1

200 - ‘

100

b fooee ¢

@@k oo

0

Control VCM ICM DCM

B4 FLESEER O MBFEEEN: gpl30 BE
VCM : fIBF (mean NYHA 2.6)
ICM : B OEE (mean NYHA 2.5)
DCM : MIRELLHE (mean NYHA 2.7)

Biteimze s e & bic, EEcE-Ind sgp

130 DEFD LN L2 RITAFETHS.

(& @#)

D 5 gpl30 o BEHIKEIC X
hEAL LT BTEEMES, F1, LR B
%FORBEOBEIME, LASKRECKITS gp
130 2+ 2 EHEZEOTNENTREI LS,
i, WEREOGEHEREC ST, ODHERCE
e TR -2 R LTRERICE < gpl30
T H LS pER LA ORERRE
LT3 AREEY B 5.
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AR A S OHIEORIEICB T TR = 212k 3D
O P SEASBE 5.9 A ngETEIC D W T DR AR

RIS = T N | £

# E W #H B X

ENZAEBREE &~ & — B A TR B

(HAEEF]

HE] AR =0 A (ARVO) i 8
HERGAHAR I X > CESE S Wi AZE 0TS
FEIC & - THRS T B s, —Ikt o
Th%b. SlElbhiiid, ARVC kkisid 30
hsmia o, DNA WA fbe7H b~ 2
BEERoREc I TEbI bR TR —
AR LB DR TEHE D E R
7o,

(F7i] 11l ARVC fI(ARVC #) &, @
RS, WAooy OmEEE Licy 104
DFFRF IR 2 LB LR AR LHEAY
Hue, FREAOHIIEAT R F— ¥ 2 1fi-
TH o kEET 5 wHe, TUNEL &
(TdT-mediated dUTP-biotin nick end label-
ing method) ¥ ssDNA #: (rabbitl polyclonal
anti-single stranded DNA method) # F\+C
G 7 4 U R RESASE R L. T
AR b2 AR, 10048 L1 _E o O K A 8
#£ 1L, TUNEL ik= ssDNA iz X - T
goshiiiifigoanEcRE LL, i,
RN Tl BV AR 0 Bf%R LT3
BX#an BNP & iz, 738 b— 32 AR
LTHEEhL 78— AB@E S (CPP-3,
Bcel-2, ¥ X 0¥ Bax) oA ik A fo,

[fEHE] ARVCHwis\wvwt, 7THEF— 3 an
RS BRI (T RN A58 TUNEL i ;
23.817.5%, ssDNA vk 5,724.5%), XM
HMTiaEsbhish -7 (p<0.01). ARVCH
ks T, BAMEY: CPP-32 3B, Bax 0 fE|
FH, kX BNP OoRBEAED 6 i,
Bel-2 i3 & I HEB S g o7,

(#8451 ARVC Itk \T, 7HEP—2 AKX
B LR ER S, RO E

5rEbhs OBlilRoEkcEE L Tw57
AR X B,

[FERER]

TR =AU T T LB, FhE
hofMi i SHR X v s & 5 iz
HE S hic B ehs . Bl o7 - T, TUNEL
#% (TdT-mediated dUTP-biotin nick end
labeling method) > ssDNA ?123) (rabbit poly-
clonal anti-single siranded DNA method) 23,
8774 PSS WTT R b Y AR KRR
Bl A S R

AR IE G O (ARVC) i, iR
iR SRR - L o TEB IR HED
EITHEERC LTSI boh s, —ikiED
OB ThH DY, FhmREmEEEo B h
Bv, MEOFEDRSEI RV, Bk
FErEEhs L iest Y,

TR b= A3, 7T 500 0EMOEK
A AR T B, oo B
ARVC o Th v, LB OB ARLE M
OEETH Y. ARVCizs3 s 74—
A O, T OEACHE ST X,
SEi oo B SR X % HiFISE 4 TUNEL %8B
Mtk sTins 5", SEbAbAE,
ARVC it kit 2 Dffifa o245, DNA Wil
b7 H b= ABEAORBIC I - TE S
ZONBETRF—VARLAMBEXEOHETH
Lo R RITT 5, ARVC #|1HF o
FAELOBHEALLE ORI NT 74 VY%
TUNEL i & ssDNA 7% Bl Tk BRELEE 2209
WRER Uic, F 70, USRI HuvT
AR L OB E RS BNP & & g,
THEF=2AKMERLTHREERLE 7R —
A P& (CPP-32, Bel-2, 35 X UF Bax) o #
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H & el A7,
[(HAEFHE]

ARVC #1111 (ARVC 8) o2 ¥4t, in vivo
T McKenna &7 0B ES W TR S A
fo. Sk 8 @, Aotk 3l CEMER; 59.24
17.288) ¢, HEARERT<THABERCELRE,
Y, fEEA—E s, ek EY
B Lisw 10 of@f CHRED » 6/ o hich
HLEEARAY . SRR, BH3H, K
PE T CESS4ERS ; 54.2519.28) Th o to. B
AA 10% kN7 v C3I~AREMEE L, 3pum
D377 4 YWFrRfER L.

1. TUNEL #

B X574 vk XUUKEER, 20ug/mL @
Proteinase K %, 37°C T30/ 2 €70,
Endogenous peroxidase i¥ 3% @Kk &K
TARENL L2 MSE AR, MEBSTAIN
Apoptosis Kit II system (Medical & Biolog-
ical Laboratories Co. Ltd., Nagoya, Japan)
FRGTRE L, KEkk, ZillT5~1043,
DNA Ml o 3 -OH Rl TdT (terminal
deoxynucleotidyl transferase) & G X &,
37°C 60431 TAT A fhil » L DNA Bl o
Kindh % dUTP-biotin BEH: > ML &1, /K
#e%, 37°C 30438 Avidin-FITC & KIS &
7z,

AR WCEMEE T 1605 cRgE L, Hito
Wrima Beak Ui < 2 & 100 L _E o LEh il
faE L, 78— AR, SRl
DAt 5 TUNEL BAmlE o 5558
TRE L. DEMkE : thofikag, 32015 T
BEIT 5z Lo X hEEENICAEICXE T
7o,

2. KU rva—+n - v FH—AE DNA i
Bz X 57 b — v AMHE O RAHE LT AR
Hi

W5 70 vk X U7KEE#®, Endogenous
peroxidase % 3% #@ER{L/KFEKTATEL LI
TRT O 2 EE C605/, ssDNA Hifk
(200#% 7%, DAKO JAPAN Co, Ltd. Kyoto,
Japan) L B X w70, ) CEEREWK CBEE L
7-1%, =H|E ¢304yH, EnVision +, Peroxid-
ase, Rabbit (DAKO Co., Ltd., Carpintia,

| . ) B

le o] .

X1 TUNEL G, FITC it

50T, AT OUHEERE LTSl

Witdh ot ssDNA LB, B
DR X T B EE TS B B

S o —— e

Calif) L KIb & €. Fo#, Diaminobenz-
idine (DAKO DAB Chromogen) % T %
e,

BEAYCEEAMEE F2000% et L, Mo
Wrim A BRA LT < & & 100 L1k oo LR AN
fai g L, 78 b =2 AR, BE L
LI IC T 5 ssDNA LM o 43 3
TERE L, LMK E oM, 40085
BT 5 - bk BB E S XhlC&
fo.

3. protease CPP-32 o iz ik b2

Bisss 7 4 3 X ovAKit#, Endogenous
peroxidase i} 3% WEE{L/KFEAK TAmIE L.
FTRTCOYH 2 EE T605E, Kyro—Fn
- HFHL e b CPP-32 Hii& (DAKO Co., Lid,,
Carpintia, Calif.) & SIS E €4, ) VBREEHK
CEeH Lok, FiR T3040, EnVision +,
Peroxidase, Rabbit (DAKO Co,, Ltd., Carpi-
ntia, Calif.} ¥ KIG & ¥4, £ o, Diamino-
benzidine (DAKO DAB Chromogen) % H\»
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4. Bax ¥ & U¢ Bel-2 o S ik L2 ok

fiess5 7 4 23 X Ok, Endogenous
peroxidase (X 3% 1BER{L/K K TAGEL L.
—REE LT Ry s a—F - wAar & e b
Bax fi{R % 15005 = FHH L, DAKO CSA de-
tection system AV TRIE X ¥, Fil&%
W3 % 2o i DAKO Antibody Diluent
with Background Reducing Components %
Hute, t~xTotlllh%, 95-99°C, pH6.0 @
10mM & x> BRiE sk rh 404y, R 2o
—F+ N - 7HFH e b Bax P& (DAKO Co,
Ltd. Carpintia, Calif.) & KIE X ® 7. —7,
— R LT 20— F N - 2y Ay b
Bel-2 46 (DAKO Co,, Ltd,, Carpintia, Calif.)
EFEmCO00ME, BB R A, ) R T
phrr Uictk, =R -¢3041H], EnVision+, Per-
oxidase, Mouse (DAKO Co., Ltd., Carpintia,
Calif) : RIH & 7. Fo#%, Diaminobenz-
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5. BNP o sl etk i

IgGl 47 %5 2@t s, £/ 70—Fn
-l b BNP-32 fiifds flvre, Biss 7 1 >
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7o, F ¥, Endogenous peroxidase it
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RIA BNP assay kit, Shionogi Co., Ltd.) £ &
It & & 7o, F @ %, Diaminobenzidine (DAKQ
DAB Chromogen) % Hv T H o x w7,

[(# 2]

ARVC BB ofER w3 1 1oR T,

TUNEL 0 7R b+~ A8, 23.7%
7.6% L@ ThBHA, ssDNA 7hCit 5.7+
4.5% & TUNEL it Ltade v IEKECH 5.

ARVC Bt &z s\~ T CPP-32 $fifk & Bax
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#1
Pt. No. Ag:égg/ TUNEL(%) ssDNA(%)  CPP-32  Bcl-2/Bax BNP
1 41/M 19.9 2.0 + —/+ +
2 18/M 26.2 4.0 + y +
3 52/M 19.9 4.9 + —/+ +
4 53/F 22.5 5.1 T y n
5 33/M 9.5 2.0 + yn +
6 55/M 20.5 12.7 n yn +
7 56/ F 92.5 6.7 + yn +
8 46/M 22.2 3.5 + —/+ +
9 55/M 25.6 15.8 + —/+ +
10 42/F 35.9 3.0 + —/+ +
11 46/M 41.8 3.0 + yn +

93.747.6  5.7+4.5

Hithic & » Crb ey, Bel-2 itk Tin g
X hioh ot

¥7:, ARVC BE2Hlicss\ T BNP fifkic &
o TR R,

—F, BB LTWiw, wHEEfcs
%7 k- ¥ A58, TUNEL &Tik 10.2

+8.3%, ssDNA i Tit 0% Thof(p<
0.01), &b, X iz CPP-32 LK,

Bax $it{k, ¥ X U Bel-2 Hifkic k- Tt X i
FoAMBE T H oo fe.

(& =]

1. TUNEL & & ssDNA #

ITHE, Gavrieli 62)7,’)3%% L# TUNEL &%
Awvazlickh, XEXElBUN Lo
TR AORENTREL g, THE -
AIMEDTEER & 5 DPAL TR - R
ChaofilaerEHEERE L t Ebh b
g s s - LRkt LhL, —
77¢ TUNEL & Gl {k L/ DNA %3283
TEL®IT, TR M- AHREL Y TR,
BEIE U 7oA e T R & b HilE Lo iifE e
YARBT A b kot &
fo, TUNEL &<, BIEVE# LD
R RASIE BRI W A EHE L 5 5.

fih A, ssDNA ETE, F)ro—+ .
¥ FH—A§ DNA (ssDNAHiiER R -5
ssDNA fiffiz, 5~6 HEL Eo—&§ DNA
CHEREMACEIRL, ZA#H o DNA # RNA &

WREMNIG LItV D C, THRM— Y A0BRC
5D TR Lic—A o DNA B 2385 L,
TUNEL il Lt h BEMERSV L E 2
Y

AU T, 10% R o CRE LA
A TUNEL @& MEIT LTV S i 7R b
— ¥ A i iofilalie R R ARG
STWwBEE2LNE, Foiw, TUNEL &
OTE - AR, 23.717.6% 2 &E T
55D, ssDNA #:Ti25.714.5% 2 TUNEL
Bl Lt b EEL s T2 b D L b
o, LickioT, 7R Y AMMEEHET
LBz, ssDNA B0 fEn il ch b
e bIRFFRRIGONMET A AR VNS L, Fr
B EVLELLNRD,

2. CPP-32Hifkiz X 2 74 b — ¥ AfAld DR
M

CPP-32 i, 7&K b=V ADBCHER
cysteine protease Tk b, #H Caenorhab-
ditis elegans @ 710 7 5 AfHNEM I LR E
BT EY €% % interleukin- 1 8-converting
enzyme (ICE)= CED-3 icf#H L T\ 5%,
CPP-32 13, DNA oEE Y/ 4 DERKIZEE
HL7-BEE ¢ 5 % poly (adenosine diphosp-
hate ribose) polymerase & f#% L, Fif{k3
HEEEN /e ICE/CED-3 & X 5 /oL D cys-
teine protease ‘T& 3 “).

AHFE T, ARVC B2F s\ T



CPP-32 o ¥B RS bhich, HRECILE
dhhlehots, LT, ARVC B TiigH
OHIRERTE b= Rk s At S 5.

3. Bax ¥ X0 Bcl-2

bel-2 BiaFTta—Fa3haEHR, THER
— Y A(Fa 7S AR OFERT TH B,
COBRHR X 0T R RS X8 5 ERIR,
Mxmxofmﬁéhéﬁ,&mﬂBdQ&m
RIOEHTH 5. in vivo Tt Bax ik, FE ¥
4 =—®ER LY, Bel2 244 ~v—
AT %, Bax OBBERBL, TR
A%{EH T, Bel-2 i X %Ry omMshic i
T5. XoT Bax %7 % Bel2 otha, 7
B b ARER I LHIEE Ui, S
ﬁ%ﬁ?%#ﬁm%&ﬁ¢5%®a%ibn
512.13.

ARHFLCik, ARVC #2¥lick\ T, Bax
DRFFHIHEED B, Bel-2 oFEH IR
Hhhiehot, Fi, WEREECIL Bax O
BHi Bel2 oFBHLED R Ao, Lo,
ARVC BTl oflasn 7R -3 Ak
ZORetER b B,

4. BNP o3¢

BNP R EEFROEACERARICEIE LT
LZEHIFIN O TR 2 BT & R B0 H L £
ThH5'". BNP oM, Kkos sk
LA2oBECLRL, AEXRME, NYHA
@Qﬁ,ﬁ;ﬁ%%kﬁ%%é:tﬁ%b%h
5",

ARVC B£Mic 3\ T BNP 0 RE D 5
Rl bhh, ARVCETRLAEEYELT
Wi afREdE S B B
(% #)

ARVC e B\, 7XI—2 AL 200
s ERE SR, ERNCOFRSKES LB
bh . 0HMRORECES LT\ 5 E R
MBI DA, LI BNP o RE 20
LRt o exmb, 1% BNP #oflEir ARVC
DFEFMCER Th 5 rliEE 2 5 B,

[ZZ3C#K]
1) Kerr JFR, Wyllie AH, Currie AR. Apopt-
osis: a basic biological phenomenon

2)

3)

4)

5)

6)

8)

9)
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with wide-ranging implications in
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-257,
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Identification of programmed cell
death in situ via specific labeling of nu-
clear DNA fragmentation. J Cell Biol
1692; 119: 493-501.

Frankfurt OS. Detection of apoptosis in
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DNA. Anticancer Res 1994; 14: 1861-1870.
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nic right ventricular cardiomyopathy.
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Circulation 1996; 94: 983-991.
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R, Camerini F. Left ventricular involve-
ment in right ventricular dysplasia.
Am Heart J 1992; 123: 711-724.

James TN. Normal and abnormal conse-
quences of apoptosis in the human
heart. From postnatal morphogenesis
to paroxysmal arrhythmias. Circula-
tion 1994; 90: 556-573.
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NEDLENDZ b, RAFREKEEELS
hTwn, thed ZRoMEdicBEb 2 ks
BEMNIEREZFE LTEREShTE b, &
¥r, Naxos f§ CRERRIEME A 20800, EHEMA
B, TRRERIOKFRT, FI7250 s (r
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e ¥ 5 F e, HAEICEME 2 o 05
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Tt Lo N EREEBCEET2
N-# K ot 5 gt o, £E
BOTRATERC—H U TR ER LD
XL, GETIE, NMER~OREEIET L,
OEFREE~ORESGES bhic, EEF
DR OIS ST 8 R
TH D, FRIFETS I N ARERER
BEENT ThD N-H FA) o/ fHRE N,
EFRLBEALY R LA oRE D LRI
o, LEREC S8 1 B O S R 4 oD 9 HE A
B S c L BREV- 2 Fx Hhtc,
GikA=1:0))]

N-J N i AN AR EEEaEE
ST, DEHIRLO MRS 1 B BEE R
TEL, DR oIS S EE R R
LlTwaeEzbhTW5, SEFEks4i, &
FRIEHOBELYA L, AFCEBEBIERS

B X Ok EY 2 LA AURSIREIC s ¢, mils
LA N-#7 FA~) o el 35 2
LaEr e L.

[FEFIRR]

R - A2t 1 H oK.

EHEAT R IR « dTircbIits, —HBesesh, 388
6 Fl 2630g, IEH4riecHizE, KM L.
Bkt - A% | BciER 2Bl HE TR
W, HBEABCRS bEETH Y, HILD
Bifot-oiiE. 1 7 ARZ Tl AT RIF.
fRE 3530g CRAICEFE BB I o,
W2 2 HRoR L v B ZFRK, HIL/ET,
HEEABRBEHL oh, HECERARL, &4
FT/—Eoicshr a—-EiTEh, Ebstein
DAL, &Rk,

ABENE BRI & B - (A 3540g, FEIRERY
. CHA% 162/ 4y, FREIRE100/4), R FER,
EHBH, F7 /- F, LEHRERE O Y
BB HFex dom B BN U e, iEEIMETS
<, ABRFBMA 40/28mmHg, #52—A7
v, PGEL, BRFEFEOKEwXiT\, MF 80/
OmmHg CH#EF. 4, B cEmEyiT- .
MgwET—% : &1 B8

BT X R - CTR 0.59, FhinEe b,
OB - A, ARRESHEE(VIR~V4R)
o ST-T EF 1~1.5mm.

Do =K LAOBENLERIREL, 4E,
HEOFRLIK & HE O akinetic JREE —
REEARSEREL Bt =400 L ii#iks
VR BUIREE CE) X <, MEMRBRESLA L,
BIMRE o M2, WML L » HEER Y
Babte. MEIMME Y — vt o0, FHERN
O MFIE B2 atrial filling w—F L, —XLH
MOBHES LI vHEEEE-LBbhi (X
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#1

LA )| L s
pH 7.453 7.386
PaCO, (mmHg) 32.3 39.8
Pa0, (mmHg) 34.9 29.2
HCO, (mmHg) 22.5 23.6
ABE —-0.5 —0.9
Sa(, (%) 70 54.8
WBC {(/mm?®) 6000 9700
RBC (x10*/mm?®) 337 311
Hb (g/dD 11.6 10.5
Plt (x10*/mm®) 40.9 39.8
GOT (U/I) 47 43
GPT (U/D) 50 40
ALP (U/D) 1195 1114
LDH (U/1) 1316 1066
BUN {mg/dl} 11.5 15.7
Na (mEq/1) 133 133
K (mEq/1) 5.1 4.7
Cl {mEq/1) 97 95
CK (U/1) 569 260
CRP (mg/dl) 0.1 0.6

1). EZEBEEIRIF CAZREE 14%, L=EF
o @ * & BiF. sbREBRAEBREH»S
A FiTH % Cil®, ARREBRLELEIED
5400, ThUBIAHETH .

BRI B TR AFOE TR E T L, Bk
N % B8R Blalock-Taussig
shunt »fEfT L7, @m0 KRR,
Ty RF—3 ADBdF T L.

[FAEHE]

109% g ANV <) i CEER, Wil
BEHEYETONT 74 A RERL, AT b
LYy F T yHEYBRD, V¥ TR
> UEBAT ML) L (PTAH) G, Hik B
BT rF Ly T AE 70— FIVIE
(DAKO), it hFAIY  "TJAE/ DO
— + ViR (DAKO), fiv s ¥AVF v - v
7 AT 23— FHREDAKO), ik b3
Froey o gHFR)IO0-F UK
(DAKO) ¥ X Ut P N-H FaAl ¥ - o8 F
F) ro—FEYRVCTE L RERE Y
iTL, REMSFCHE L.

Foo el L1 Y W

[T2PF = 22

2 =%

1 (EEDPURENEG. =4k L HTL X
b HEEE ES OR D, (HER) BRI
W rrn, MEMESY —>igb oo,
IHEDIR N o NFHE ST atrial filling . —3
Ltwa, (FEY=Rf#H 7+, =
LR OMBES L v HEEREV- 2B
nn.
[(RRLEE]
AZHBMCE S F o HT, HEEMm
EdFwmab LicDfiasEE L, ZEEmie
crbhB#BREATWA(E2)., PTAH T
i, DR AR grfitb e n T, EET
elichico TRESENRA LR DXL,
HETII—EOIIERF  ARLARETH - -
(B03). ME§mha, BT 5>, 7RI,
YA+, 3470 ciBitc(®4), B
EddEskrEL SR, o, EELOHRBRD
AERIC—BH LTED LRI N-I KA Ui,
HEoHBEMHARSEEEMRC I AERET T
7, MlEEA~ORESTNEDLR(KS5).
N-# F~) vk, OEFMEONERESS
WCAEAE L, OB oo B VR O v ER S e 15
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#£1 EVERSBHY Y - 0EBEES O ()

i Fl 1 2 3
B H 1999, 5.12 1999, 6.13 2000. 7. 8
T 404 201X, 4048,
51 5 5 "
LEER DCM DCM DCM
Vi R<D R<D R>D
E¥nEaE 1{LVAS) 1CGE0RIERS) I1(LVAS)
FRIE 29 69 198
HEYA T EHE type (=) % type
BRI (B) 39 (=) 227
BEE(ERE®R ) 65 46 90
E:E Ty HEEE HaEE HEE

%2 EVERSBEKEL Y B EBERIPOE B0

i 1 2 3
HEHE R T AEHh B hRE B fEfa R
W5 Fr—5—H For—y i Fr—5—H
PSRz 1:33 2:20 1:43
Al ol 3:46 3:35 3:29
DR E Lower-Shumway Bicaval Bicaval

#3 EUMBRSBHE LY F B3 0BEREIFAOE 253

iE 7l 1 2 3

SR

i B AR Ha i (A B OKT3 e OKT3

TruRHKY S (+) (+) (+)

Tl F= o (+) {(+) (+)

3072/ -0 (+) {(+) (+)
M B O iR D T I8 (=3 (+) (=)
A I 0 1 s (=) AFTaA KR ()
MR B3 5 RBYE (-) (= (=)
CMV TRE#IiAE (+) (+3 (+)

OB L, 2 ba—- LV RECH WERL, 1NAEAMELAECARKL ..

58 F M 2 A X BIRHEED 28 (ICD) A 2 A Z i 2
ffTshi. ok HEOICD fE#nab
e, ZATAIE 0OARSER YRS, Erkll
F1ARRARE o, FT% 3, 30
S RGBSR, AREEORAE: LT,
DIEBHEERE LT, ARBSE Yy 7 -2~
Bk, BHEMSEL ok,

3) fEFS : 44mE, Lotk

19984 1 A B E B i LARSRER IR Ui 2,
HARHAE Lo BiRE LTy, 10H i [ISER

EMB ic T DCM : 22 h, BEUZE, ACE
FEAESCARMaECTBR L, AkicT
MR Tz, 1999 9 A & b FR RS HI B
L, ABEh#%1T 5 OALE/L, 108 T4
VAL ALRERER, 75735 3 {kELLY, X4
Ty —~ERE L. OB, @Bk v=
KRR RRET LA, WRL.ORSIHES
L, IABP#iBmiiEB L7 b, BH LVAS(A
BRI EEFT 2T 1>, LVAS BE#%L S
REQHE L, HOOBEE oSN Las
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o 2RI L, BT o ode 12A L
by IR BEE O TOEB AR R 2 Rl e
[ERLEE]
1) FEFI 1 : LVAS #§EI39H H FF —» i3l
L. YRS oZRERETLED LR, 25
REEGRIFCTH Y, BRI Fl L. B
T EAER 2 (Lower-Shamway 1% %
Wio, W#BICU 20— —4~AZEL, 11
BRIk E U, BIHERG G IR, #)
&l RS A F 72— TR R D e b o
Fedd, —HHRBE Dy ) — - AEER L, )
NE) T = oa s ERcHE D, 65F HIiC
B L7, BHig10» B ciEa L, BHEA LI
BREAKC T B LTV 5.
GIEIE L, B - BREERED-C
Xy, ihxvapoer7CDIHRY 0
— > QKT3) & methylprednisolone (VW -
ARFo— )k hEAL SBRELEZTR
cycrosporine-A (4 # — 7 Jl), mycopheno-
late mofetile (& I £ 7 ), % X F pre-
dnisolone (7 L F= 2 )& X 5 =HOEARTEN
BirLic, O A 472 —(EMB, Z4)
1 - 2 e HREEIR S 0Ty, NEKHR Y &
T CEMNICiT%. 2 hE TIiTo % EMB
ciz, EROMIE A" TLT & bk
BT LR IE R RS T o, JDERERD
BfF¢, EMBEICIT> HlLAr 72 Th, HE
MR, WHERAJE, CMAHIRBIER Tho7. &
1o, 3x AR XTI HPeEBRERLS Lo
MEAL 2 — %7 Ui, FHFeRETRyd
BT, BT 701 08RO EMB %0
M b s, BRI A A — 9 b 450mg,
LT 28 0REL, TV FzrikdukL
T B,
2) fiEfl 2 BEREGSHH I M —AHBE L.
A@x, FIRITRcHY, Fhke LTz, F
F—il, FRCAL OB LI L TRDBMA
ARy &1k (bicaval #:) % H Ve
shErE s, At -7 0, kT h,
S Fzric k5 =FHBEL YT
EMB i3, EEHEIaLIT T, #i%k468 Hic
BE2 -, BHEE3 2 Ao EMB I THEEEE
T2 Ma OFfR&x Rictd, ABRICTY L - A

Fo— iz k3 500mg/day 3 HRD/ Ov A3
HwiFeot., 18%o EMBicT, la :Bth
LT\, Fof%, 8» HAH®EMB K THE
Ma OFTR&x&Edictosd, V- XA Fa—N
2.5 OV ARBIERITo1. FO%k, |4H
@ EMB =T Quilty effect i ih, la
T b, F0# Quilty effect iIZiHA L TR,
B AmEbhchs. 1HEER3 » Ak X
vl o EEREE s L oENERN -2 —%
WofT Licas, BB EIREAES v,
f%10 J el L, BWEA 1 BB KT
M A ke LT 5%,

3) # 34 : LVAS #ilh227d Elic M+ — 4R
nbb, BETHEIToL., TMfe LT,
B2 FWCid - e RS B PEIE Tk -
fofod, HOEGRE#EEEEET 5 modilid bic-
aval it Hu 7o, W ICU 7 ) — ¥ b — A
AZE LA, Fr—0OnL i Exr offEr
L, MEdThoted, PR TLICE
CIEmEEEII R LCwe, BEfokE, 8O
B EEEThH -7, WElOLE S+ T —
i CEBSEEG L fEME A B e ol o, —
Bty ) — v — L ~BEBE L, e 'J T
— g e, ERER Y LE L
Lict=d, 0B HwBEL, HEHETD )N
v 5 — 3 a yHEfThe, A 2 ooBEARc
T kR LT %

@ EEMER AL, LVAS HEHIth o, %
7o PRA [B¥ 35 X U° F+ — HLA ~ohusGit
i Thsbicsn, 1HIHE KRR LD 3V
varo—yOKT3 v - 2=t X9
WAL, AF—-FN, ELETH, BITTL
FZ X B ZHEHBEA~BIT L. EMB
CiHREE cEHEBREIa LI ThHS.

AW FF—FEI L ET L P HPEL,
Mo 1 BRI N E o fe. FOR, (ORY
NEYErT) Ny F—3riri ki
toThb, WRLTER,

4) EE . REPLARS T EREE LT,
BAED 2 = ALEBHIN S - 2 RE LI
A LTWh, L L, CEBELIT S
BN T TOMEBHESAKETH Y, BHET
X, TERE 9 108 i HiT X SR o1



