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#2 Carvedili i & 30T T BHE & OFERED £i1L
15 bE R AT RO Y
Baseline End Baseline End

o PR (mm) 66 7 60 7 69 5 68 5t

Lo F R P (mm) 59 8 46+10% 61+ 4 59+ H*

LB (%) 2512 46174 24+ 6 271 gt

I (mm He) 11815 12815 11010 11213t

PR AL (mm Hg) 73+ 9 73+14 69 6 6613

mean*5D
vs, BOGLLEFEY *p<0.01 tp<0.05; vs, Baseline tp<0.01 §p<0,05
# 3 Carvedili ic & 0BG R OL(L
IS UGS LT I MG B
Baseline End Bascline End

K QT (sec) 0.444=0.046 0.443£0.042 0.447E0.029 0.453:-0.046
= QT (sec) 0.371+0.038 (.390+0.036 0.394+0.030 0.394+0.028
QT dispersion (sec) 0.073+0.022 0.053+0.024 0.053+0.017 0.059+0.025
A QTc (sec) 0.479::0.026 0.455£0.038% 0.48110.050 0.465%0.054
#0 QTe (sec) 0.400+0.026 (.400£0.022 0.4241+3.036 0.4060.047
QTe dispersion (sec) 0.078-+0.021 0.005:E0.025* 0.058+0.023 0.059=0,023
RR Rk (sec) 0.866:-0.145 (.954:£0.149 0.883+0.177 0.969:+0.197
*p<0.05 vs. bascline mean® 8D

kD EEL AT 5 JTe dispersion 23, X5 (&% 308)

RN ERBR QM L TRIATFThH ok & 1) Packer M, Bristow MR, Cohn JN, Col-
LTV 5, ucci WS, Fowler MB, Gilbert EM, Shust-
Fo—FKT, Fei F)a)'ﬁ-’ Brendorp '?39)0) X erman NH, [or the U.S. Carvedilol

512, QT dispersion i 5 I OREHEHIC Heart Failure Study Group: The effect

BT, SHOE I CODARERE DL TFRIL 2 of carvedilol on morbidity and mortali-

oot OHEL LY, LASEHCE VT ty in paticnts with chronic heart fail-

QT dispersion 2SI LM TR 2 T L 5 ure. N Engl ] Med 1996; 334: 1349-1355

B EE AR S AT, 2) Fesmire SI, Marcoux LG, Lyyski DS,
pEde, QT dispersion & BRI RIS oM Sprague MK, Kennedy HL, Eichhorn

BEARIT T % G 2 h, QT dispersion ix EJ: Effect of selective versus nonselec-

2 T 0 BT o A — o fgihic e b tive beta blockade on QT dispersion in

BarEr bR T\, i, OEKFER patients with nonischemic dilated cardi-

5 QT dispersion D& EAH UMb omyopathy. Am J Cardiol 1999; 84: 350-

W5, L L, QT dispersion (Lf§{H-C, &l 354

REEE LB - Enh, EHOEBKERD 3) Peng D, Zhao S, Chen Y, Li X; Effect of

BRI LT odEsg s R T, bisoprolol on QT dispcrsion in patients

SHIERHTALELNED L E 2 LR, with congestive heart failure - The etiol-

[# ] ogy-dependent response. Int J Cardiol
Carvedilol #5141 & 5 AF INFEEHE O UE 2001; 77: 141-148
VLR OB YRR O AR — Pk o E AL S o 4) Cice G, Tagliamonte E, Ferrara I,

EARIR R R,

lacono A: Efflicacy of carvedilol on com-
plex ventricular arrhythmias in dilated
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combined therapy O LAL T3 2508

B K £ £ B &
B R ITEWY A2
B A F B K %

JtiE R

[ =]

BRill, Ty¥F35 2y v ISHRKEHRE
(ARB)WER X hB X 51cich, L=y 7
YIUAT R E X VN block T 5
BH e LT xhT\%. BcELLITE II
trial” % Val-Heft trial” ©12 ARB iz ACE] »
FFOMBOLD - A HE IR TS, Lk
L, 4¥ofFr 5 il bikc ACEl #8x 2
BREWMWE ST, 2o T4,
ACEIicd ARBizd L=y - 7o ¥4 53
YREBEETIHRANCERERT T4 %
ZYRTyIVFF ISR E type I A
fEM7s & @ additive ISR 25 5 fow, ik
At % o L cHMAMASRAB LS B
DEEZ I
(B ]

ACEI & ARB o6t fi# ik 0 8L AR 4ot

THERAMTHLACL, FoBERRITT 5.

(7 k)

ACEIl ix enelapril %, ARB 3 valsartan %
fF L7, model 8442, Cardiomyopathic
hamster (BIO TO2)%{EM L. 6 B2 5
EHORE LG Lz, Y%, BHoBHBRYN O
DREEL T B0, HREERRcoME
DR HITHor oAb, Fig lieRrT 50
valsartan OB EWHiz r FROEESR
BEH LR, FZ T, BFHB X LT en-
alapril (30mg/kg/day) + valsartan (500mg/
kg/day) (LI'F EV )% H - EITF o#st 47
=7z XTI enalapril (30mg/kg/day)
(LLFEED), plasebo (LI FCEH : L1z, H&
F#%1 Kaplan-Meier 2 CHRE L. D#fEo
fE & LC, 1.4-French microtip catheter

# #H e
S yall
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TEERIR BN
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Fig. 1

(SPR-677, Millar) % A\t h 7 — 5 L
T +dP/dt, —dP/dt, 13MHz @ linear scan-
ner (Hitachi EUB565A) % fi\ 7o om0 — ]
i C left ventricular end-diastolic dimen-
sion (LVDd), percent fractional shortening
(%FS), E/A, deceleration time (DT) # £+l
L, MBFEMBRE L L7, A< b
FN Y AV IRBETY, BHELR L
PR E B L. #iE one way
ANOVA #H vz,

(i £]

SEHETHRE, e SRt EEEYR
Bighote, DR SBETEELERL, £
IWHE I L CB 77.3£5.815mmHg o3 LT
E# 62.7825817mmHg, EV B} 56.8+4.116
mmHg & BRREFH CHECET LT (p
<0.0D#, EBE:EVEHLTHEESELEYD
Isdvotc, Fig. 21z Kaplan-Meier B % 5.
EBBCHB Iy, EVERERI vESCTFR
o E Ui, [MITEHAEISE % Table 1 125R%7.
+dP/dt, -dP/dt v Fhd EVEIIEH L Y
FECELEDH L v Lo —-Hogs
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Table 1 Hemodynamic parameters in Bio TO2 and F1b hamsters

positive dP/dT max

negative dP/dT min

2532.22
2404 .46

control (n=5)
enalapril (n=5)
combination (n=5)

1421.926
+391.764
3064 .8601-452. 394

—1924.22£237.386
—1748.42-£204.664
—2253.82276.076@

valucs are means+S.D.: control, untreated BIO TO2; enalapril, BIO TOZ2 treated with enalapril; combination,
BIO TOZ treated with enalapril and valsartan; positive dP/dt max, maximum rate of rise of ventricular
pressure; negative dP/dt min, peak rate of fall of ventricular pressure.

a) p<0.05 vs, enalapril

Table 2 Echocardiographic parameters in Bio TOZ2 and Flb hamsters

LVDd (mm) YRS (%) E/A DcT (msec)
control (n=5) 74.616.465 10.618+3.5b5 4.94 1,047 45.95 £8.211
enalapril {(n=5) 65.81+5.2631® 17.06 £2.124 3.03 =0.839® 50.85 +8.248
combination (n=4) 55.51 4,795 26,45 X£7.911 @ 1.738-F0.344@ 62.469 5, 386w

values are means®S.D.; control, unireated BIO TOZ; enalaoril, BIO TO2 treated with enalapril; combination, BIO TOZ ireated with
enalapril and valsartan, LVDd, left ventricular diastclic dimension; %FS, percent fractional shortening; AoD, aorta dimension;
DcT, deceleration time; E/A, early filling velocily/atrial filling verocity

a) p<@.01 vs, control
b) p<0.05 vs. control
c} p<0.05 vs. cnalapril

{4 Table 2427k T. EBHXCE XL, EVHE
B ERM X v & LVDd o3k &2 Mk L.
7., EVEILCHE, EHMI VAR XFSo
BT 2 s U, SR meRIE ik CREZ
restrictive pattern #75 L, E R OMimiclEs,
A oOMEARDI., L L, EREKRETS
HTEEHEMNMET, A &S L, deceleration
time O E #» @, restrictive pattern ®{
EhRD I ﬁ%”%%%%TmmSELb

O e g cHEEvES L
L o0, LIREEEE EV B CHRCRE
XhTwvi, ¥ERRC#E X, EVEIRE
B X b I L o R R 1o,

(5 =]
LRt 5 ACEL oF 9B L
WChaY, FOMFrLIL=Y - TrIF
FvvHEO block & 75 F 4 & =y Do E
Mo 2 S KERBEHYRELTWSEER
LRTWLA, Linl, ACiidv—tolsc
IbACEloL=y 7T IFF v %0
AT eh s 2 EBIhTw5, £2T
romfpcroy - Ty F v o RBelE
<% % ARBOASICH LT ACEl 282 %
MBS, L L, ELLITE T ®
Val-Heft trial o2 ¢, SaTRCBE LT
ACEl % x 2R aBD bhigm ol £ 0
MR B A TR W 4 R S ok & O
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Table3 Histologic paramelers in Bio TO2 and F1b hamsters

nuclear density of
cardiomyocytes (No./mm®)

%fibrosis (%)

control {n=5)
enalapril (n=5)
combination {n=4)

39.100F 7.015
34.300% 3.144
54.5 =*13.5

6.502£1.0865
5.002L£0.727MW

e 3.708--0.812@@

values are means:zS.D.; control, untreated BIO TOZ cnalapril, BIQ TOZ trealed with enalapril;

combination, BIQ TOZ2 treated with enalapril and valsartan;

a) p<0.0t vs. control

b) p<$.05 vs. control

c) p<0.05 vs, enalapril
AREOBEERICSHS LEL, LAEEFTANL
A% — BIO TO2 i3t LT, A Tx 501
Bis bk o b % CREE R T 1o,

AR ETF AN LAY — BIO TO2 x4 2
INH Y HBKILTHBY. et Las YR
> @ knock out mouse ZHLAL A ET Y o
Emb, I )9y OREOHERE I <
HEALB 2 TWBEELZLORTVBLDD, %
DILAE X RIET B L3S T
<, DR EITECET L, 13 TCRAES
WHRRC 10~15%, 200871k 7~10% & 7/t 5.
¥ HA TR T30 ~400 T LREFET 5 &
ENTEY, BRLADETLVEELDLZ EH
TE3%,

AR OER, ACEFEIR L ARB offH
RESEF Tt ACE Bl 5B X v L FROKE
Shi w3, IARRE, HEEREE: b K HFERUEE
A,

& &

RO X 58 ELAEE T VI
combined therapy # x5 L7354, ACEI#
MiESC B L, T, IFEEE TLEREV-Th
biE LD, FoBF R OEmiAESR,
B Rick s v E 2 SR,

[(BE3H]
1) Pitt B, Poole-Wilson PA, Segal R, et al.

2

3)

4)

Effect of losartan compared with capto-
pril on mortalily in patients with symp-
tomatic heart failure: randomised trial
—the Losartan Heart Failure Survival
Study ELITE II. Lancet. 2000; 355{9215);
1582-1587

The Val-HeFT Investigators. Effect of
the angiotensin receptor blocker valsa-
rtan on morbidity and mortality in
heart failure: the Valsartan Heart Fail-
ure Trial (Val-HeFT). Circulation. 2000;
102: 2672-b,

Sakamoto A, Ono K, Abe M, et al. Both
hypertrophic and dilated cardiomyopa-
thies are caused by mutation of the
same gene, d-sarcoglycan, in hamster:
an animal model of disrupted dystrophin
-associated glvcoprotein complex. Proc.
Natl. Acad. Sci. USA 1997, 94: 13873-
13878

Ramon C, Ronald D, Steven A, et al Dis-
ruption of the sarcoglycan-sarcospan
complex in vascular smooth muscle: A
novel mechanism for Cardiomyopathy
and muscular dyvstrophy. Cell. 1999; 98;
465-474
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¥ — %N LHERB Ly v e, 07
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CTLA4Ig 13 B7 1 #& LT CD28 : &%
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2 (EAMDZ, THfA&EED HOREBEERE
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HRlE, $SEFRIRFET- . DR OERE
B, OMAE R & R RE AR R R ¢
i U, DEERBCRABMHCLOBOBA L
DRREOER, HEENCIIS o RIFHH
faiR a5 REAS OB HESI Rk
CTLA4Ig i5#8f ¢, CTLAO B CiXiigse
S RFEME LED B, CTLAM B TR
2Tl EAR IR RE RS b,
EAM i 3\~ T AdexCTLA4Ig v X » THHka

IEHEALEIRY > 7 VBl O RER AR E Rk,

(AR BEH]
PURRE RN TR i THlRY &£ 7

=N LE -7y, #ibigs 7
NTChAR TS EER, CTLA4lg
2 B7 24 1L TCD28  DEAKEL, i
BRERV chFRERR AR T s X, T
A4 oHORBEBESCBHEE TV L TCEYT
Lo ZrABICHEI N TWS, —7, Lewis
Sy bRLEEI Y CERIET S, BERERL
MEEFIEL, ToBFRTHREFECHD
REREETHAZ LAREZIh TS, T b
ot O & 2t D S o B
Rorf L cEMido MR LED, i
HEOLDAREELHEL, —HPilf2Er zi
L, & MEMREOHROETVELFELLR
Tu 5, AElbibiiid, CTLA4g #FHET
577/ 4 NVANRY ¥ — AdexCTLAdIg %
T, EAM o i8R 4R L.

[BFRAE])

M7ZLHRI AL 2 CFARBHILA b D
* THBONVA ATy Mt FELTEAM %
YRR L7c.

IR E BB OH 4RI, T
v bo—VEEcik AdexLacZ %, iGEE TR
AdexCTLAA4Ig %, 1.0 x 10(9) PFU #IRHN
#;E L.

BUEENR OB AERZIAR RIS
HRBARE, OEAELRE, HFErRes
(HE Z) %1770, HESAMRRET T, 2R
FH N R R L A SR e

4 IMm#E CTLA4Ig BEORIE [MEFD
CTLAAIg #rE % ELISA & CllE L7-.
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Tablel Summary of Results
Myocarditis, HW/BW Macroscopic % Affected
diseased/total (g/kg) scores area ratios
Normal 0/8 2.740.4%% 0-=0% * 0%
Adexl.acZ
day 0 (n=12/) 12/12 6.7£0.5 3.9%+0.1 42.3%+3.7
et 0/7 3.1%0.1%* 020 00>
AdexCTLAdIg _ .
day 14 (n=9) 3/9 3.9%0.3% 1.9140.2%% 12.3+4 1%

Table 1 Results

§ In AdexLacZ day 0, threc of twelve rats died of heart failure during the experimental period. BW indicate body weight;

HW. heart weight, Values are mean+S.E.
* p<0.03; %% p<0.0001, AdexLacZ day 0 vs,

GUMHRETT 1 b A CHRIE  BERELE
EB L% FE YA~ Mk, 2o bkEDo L
18, IFN-y, IL-6 % ELISA & CHIE L7,

(& 2£]

BB ET s, EEEFHEOF L ovRT
(Table 1). [MEEHAEOFEE, CTLAO B
TIE/ —whay bo— L EEZn L~
Th o, CTLAM BECcxtimis s, O
RE LIBT3 r FECOEEROBDAES
fo. ¥, ABMR o 7#McksCLEEED
R Tho 7, RICHEBFNIRSE 2T O
B, EEARO LAV CREEE R b,
HE a3 1TV, RN B4 F40
ThHewi, LEOBEHBRRED L AN oME
e, RIEMMREBEEY NIH image ©3}
L, REMBEZEREL 2 Rb L. OHER
T, REMRERARBEL BNy R,
CTLAO BTl ili#larck b,
CTLAUY B TRAER ThHaXMEIsh T
fo. ThooREYRET 5L, EFEHTOL
Bh e OFAE L CTLAO B Cibiz iz 522 o g
i, CTLAMBEHTCRAESTLHLS 1 E X h
TWwh ez %, 1.0 x 10(9) PFU © AdexC-
TLA4Ig * ARG Lictkomb#EE+
ELISA #CHlE L (Fig. 1). 5 3 A
LMPREE LR L, 21H& TH +0EVBE
PHERF S T IREMIC AR R R 2
AT (Fig. 2). QOEhseEtci, FIARIFMa
RENBED LR D2, CTLAC BT, 131352
EREORMITMHE S, CTLA4 BT,
AR TEB D5, WHdhicr oD L

AdexCTLA4Ig 1.0x 10*PFU IV

Serum CTLA4Ig (ug/ml)
E § &
1 ] ]

2
1

o 3 7 14 21
Days after administration

Fig. . Serum concentrations of CTLA4lg afier gene transfer. Sera
from animals which were treated with AdexCTLA4lg day 0 (n=8)
were harvested at the indicated time points and analyzed by ELISA.

Fig. 1 Serum concentrations of CTLAAlg
after gene transfer

Tt R, 2> bro—n, LOBHEE,
CTLAO BRick T, Dot 1 5 4
% ELISA i CHIE Ui (Fig. 3). %4 +H A
YiZowTiy, Thl % 4 @ IL-18, IFN-,
WHEMES A P h 4 > Th B IL6 ZRIE L
LA & IL-18, IFN-y i3, CTLAO B -Titil
BRE LR U CHRCFOESE NG s h T
\~7e, IL-6 &, CTLAO BE-CiLh48E » i

LT, AETERCHHE X Tu g,

(% ]

DR R THIIE b THIRL + 7
=N LB—rF e, BENE 7+
NTEBLE LS FURNBEREN, B F
Vocdh THIfE Lo CD28 & APC Eo B7
DALY =Tl a B EECRLELEE
BRILATWS, AARYASEEATHS
CTLAAIg iz, X b Ev-HfotC BT + 4L
T CD28 r it & #HEL, in vitro #® in
vivo Of4 DT FVick W, BESRE .
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Fig. 2. Representative histology of heart from control rats treated
with AdexLacZ on day 0 (A), AdexCTLA4lg on day 0 (B), and

AdexCTLA4lIg on day [4(C).

Fig. 2 Representative histology of heart
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Fig. 3 Heart tissue level of cytokines
{pg/mg protein}
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kit L IR T oRRAERRICH e b SRR
AMEBETELRL, Tl EOAN XL
CTLA4lg %7 7/ o 4 W A BT ok
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Wit afTor. i, FoREcHpofE
g, +okldhRELT 55 AdexC-
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18, IFN-rit, CTLAOQ Bfcil A B v g
LTHBCEDEENNGH STt IL-6
L, CTLAO# TR LERLT, A&
T IEl R T, gk LT, &
B4 oA v AEELRERRLLLTE Y,
IL-18, IFN-y 7z 2%, NO %ML, OFfio
TR AR, HERFCES LS
PEEZIRTEY, chood A Nh a1y 0
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ARSI 5 2 23, ORI, OIS %
BT 5 - LB el AR E 2 B R
L. LLEX b, AdexCTLAAlg 3B Wit
DR OEEICEN TH L LR E R

(¥ #®]

B Ci IR L D o Bl A & Colg
i OZEM, FHERPMITE Ko Sn M e s
ol ) ILE O BER R B X ki, CTLA
4 R REcuk, ARITE, DL, HEF
g ks T h CTLAO B Cikizizss
4z, CTLAM BTl TiihvrnfFE
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(&5 #k]
1) Nakagawa I, et al Hum. Gene Ther.
1998; 9: 1739-1745.
2) Kodama M, et al Circ Res. 1991 OQct; 69
{4): 1042-50.
3) Godsel LM, et al Circulation. 2001 Mar
27: 103(12). 1709-14.
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-2y A buy)ay(DG), a, b1k
sS4 Lar) Hr(SGE LI EBESH
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DBETRETHLLELWME L, 0 break
point %k L. R 6-SG 0Bz TR L
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RIEFBED IR T4 SG Hil%E T 5 Hk S %
WREX /R T 5. —4 Northern blotting @
R, mRNA X a- 8-, r-SG tLic $HBEY) » 5
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(K2), BLT OB HEOBERLE .
Bl 7 — 7 M OBREHER, AEHERET

A B
cCT T TS C T TLTLS
kb - kb .. .. .
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%FS r ARERHE(LVER) $#E L, EL<
~ e, BYotFRy Kaplan-Meier & T
BT Lo S B AE L T el L TO-2 B
LAY —TARTERLHE LL. ShidBY
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., Th LR LIRS ERT B EA R KN
wd FBRRACL R AEAR IR, B
OFREOH LWEABET MR CBEHS
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pg/ml
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40. ® Sham group
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. I B

- ‘_c". "..'. . 0. | h |
20 # 'F p<0.05 vs. sham
14 i.i . ‘
0 . N

Dayl Day2 Day4 Day? i

K2 M4 TNFa D& f4H3—2

EaiERL FFr—Ds LR ZES (iR L
fo. A hR =N E LTBEOARIToR
sham Bxf\ 7. BEEEIL 2 4, TEY
2lHB o HIMEkE & M5 TNFo BE % &L
7o, ERICHIRE TNF-o, ANG II xof ADM @
IR =) Lo OHER, OERL,
QEEHEFLTOL Y EIr MDA,
sham B r 8 LA, MBI RV EEHD
DEREO M A FF— & L ¥ ¥ b ok
e LT 7.

[BRLER]

FE®RE 7T HEH B\ T ligation B¢k
sham #ficth L€, RFMOMRE TR/l
il & M4 TNF-o BEO ER2ZES (X 2).
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LTHERS THRHCS W CERREERD 2
Roh, Fr—LoFEfoLHEERL I YLD
e b0 bR EREIL TR EE L
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S 3 OB B R, BNk
ote, #f TNF-a o ¢, QOEBREc
BEEEZ I 2EMOLRERRULLBET T3
O kRN, BENEGE4 THEDL Y
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-(B3) %7, Ly bLEEECRARER
EFWIEBERE, Oy 7F—FLE)2ED, &
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PR F =) TEL, KEMEF CTHRE LA
LELNAT, BREAZEDS K-
4, 5). Zhboz kb TNFalii, fbof
BRI T 5 ANG IT % ADM X 1338 5 4

* Ligated donor
® jnfarct zone in ligated-donor
# border zone in figated-donor

A contralaterat zona in ligated-donor
Po/mg * Sham daner
100007 + sham-gonor
] * Recipient heart
] O recipient heart with ligated-donor
B recipient heart with sham
50007 ‘_ "~.,'_ *
IPRIPIL » Sy - ...auz.:::t,.::;- M,
A P;m“:vn“‘\ ...,.ﬁf'j{}l?imm“w
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fRITIZ B R b o fe. SEFER LG, VET
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I FLOMITTEIE (LY 7— 7 Vi)
Ligation+ TNFR: F¢

a. H&d ANGII

*1 FFEZI1HMHoL ¥
Sham Ligation
Heart rate 322434 378 18%* 364129
Max LVP 123£10 112+16.3 10811
LYEDP 6.8t1.3 16.1%2.5* 3.0x£2. 7%t
+ dP/dt 86041412 5393 L2083+ 76021+1132
— dP/dt 58611607 414631718 60395301
+ 8D * p<0.05 vs.sham. t p<0.05 vs ligation
¥ a.
. ] - | b. b.
":::]' L re—
0 fmol/g f"“"{g_
200 ] ] n.s.
100 100
U o
$ &5 88 F
SS§Fs s
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b. [ ANG I a. ##t ADM b, [M4Frh ADM
3348-3354 (1996).
4) Nakamura H, at al. Characterization of
T cell receptor 8 chains of accumulat-

ing T cells in chronic ongoing myocard-
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T s ENT, 2EEEREYEELLOT,
FORBEAHET 5.

(7 &1

XV, WRELLEE, EARLOEE,
FLLREE, 2 F 3 v FUT7TH, (O Fabry 3,
QT fEEfE A, ANRIRIE A 208 (G2
BER) th s, HEWNREREL, 2EO—K
Hhio HEBRICEEAE L, REREE L X
PEOERI R BT : L, FHEAREER G,
kL SR, NERL L, —RBEEELD
E U BiiBhlit2. 414 Th 5. —IRFR T,
1998 1 A 1 E»BI12H3IHO BB LA L
1 —RERT TRELD, LOEEOL-
cilERho UCIRRTY, ERAY, HumRELc-
W TR E A REE L, IREBE(TR)
TREBREOHLVERESGL. 3 bar MY
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A LB cr—HoEH I 2T D AH
BA T ot BEROHEST ZEEN A 2EE
= o T X oo te, SEFRMIRRE L x2
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1. —KHEFR

— AT OB & L icRT. —KRA
RO AL 58.4% THoie. HEOKE
WigkRE FlEIER S X oo, —IREE THE
R AERI BT IR R 36,341 61, BE R A
7,2620, fRBILN12H| CTH o A, IR

a1 N 7 E280#, O Fabry #570#, QT &
ESERRE380H, AR A S LA 24541 T
bt 19984 o EHEGH BRI X 18 9526
EFEEM Akt o b, WRFRLLT, 700 A
(16,500-18,800), HEAHI%21,900 A (20,600~
23,200), #HUEEAENLL300A (260-350), 3 b3
N 1) 7 640 A (500-780), /> Fabry #5150 A
(95-205), QT ZELIEMEEL,000A (690-1,320),
RES R M A5 OB HES20 A (360-680) & #ER] =
ni- (& 2).
2. ZIRIAEHRE
THRHETIRER O 3 b, Ralksf], HEEH
VEAE B AREE O & O BB A HEFI BT HEE R D
HEAL, 9328, AERALOARIEAS2, 1344, s
2266, 3 bar FU 7256, SO Fabry i
176, QT EEIEBETOR), REREHELEED
PR3 Thote, FhEhoMWEEmH
SR 0)EE IR T.
PAERLCRRIE L B A1, 4004, 26328 C¢H
THIX2.6Th D, FHAMHE 1Ko 593K
bioo Tt HEABLODIE X FE A 1,490/,
AeAP B E2.3Th b, HEETHIT L
B S008Il Cute., MR e 4 605EH
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