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""In-Antimyosin Fab # 72 DAREZ I ) 5 0 107 B 2 D BFAfG

R fEE* kW ER MR BB OKE FE
=4 B REH—E

By WInERL AL AR OFREECHROICERT LTV A. 22T, KBEEHVTO
BHEIC 31T DIEBIM L OREE * RINTE RV BRKRICH 21T o o, MR, OIEERLOMAE 10 41, Ok
WA Z T IERBLOGAE 7 #4136 X 0G5t 8 45l T & %. !'In-antimyosin Fab 74 MBq (2 mCi) #i¥ 48 i
i1z planar 3 X (8 SPECT #: % #f% L7-. fEMic n-antimyosin Fab o U &R % 4 B (+3, +
2, +1,0) i/, F2LAbkEBMEE Lc. E£7-, ElECTONH, MEFCBOEREREL, O g
HEREL B L. WHE DML 088 LRIFTH 7. BtEiz, ©9/10(90%), @ 7/7 41 (100%), X
V@ 0/8(0%) 12§87, L/ MEFERE T, ©2.04+0.24(22.46+0493% L N3 1.53+0.13 TH
Stz OTROREAHFINE L, LVEF 3ETLTwWe. @Tix S#l (71%) icfiiE CPK, LDH o k5,
20 WRIB%AH Y, LK, LVEF 0T 287k, O, QR TERBOLERTH Y, REIHR~A
CHAET D OER A RH T E 2R MY S Y, UDFERE IR - - PHER 2R3 2T REM R S
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I. # =

U n- {83500 < A4 & v $ifk (M1n-antimyosin
Fab) (3, DA BRIICERT S Z L8
MEBRICTRHEND bR T, 21T, Zh
RO LA A— ¥ v 73 At 2E 0
B, IRV OBEICERARZ LSOO D
£72, AMUHR, UDBHEOHERE
DBHICLBERICA M Tbh -2 H 5771,

L AT, WERELLER, OHARICX VO
BRERT % 2T REARHOERTH 512719, %
P BT, AEARBLUMHAE 2> & JLRERL O AR RE~BAT S
%5, Wb 5 IR E R EREOHE O FEES
FBERHENTWBB D, Lt #gETR LY T A
ORI BT 5 E£RET, KEO MR MFERE

5379,

* ESIEREA € Y — R
** 7l MR
A 2481 A 24 H
BHRRsAT 2423 4 26 H
BURIEER S | RETEA R 5-7-1 (B 565)
ESIERER 7 —BUEREZ R
woA E Z

il (CPK LDH) B kR ¥ 5 Z &R &Eh TS,
IRLDOUFERTHEARARTH Y, ODAROEST
Lebie, DFEEICMLIOEELAL TE
D, ZhoDBHRAICHETL TV A FEMEIRE &
hTws. 22T, RBETE, HRBOHES
L OHEIEHE R BRBLOAE I 8 v T Mn-
antimyosin Fab # W/ A A —Y v 7 &
T, AR BT 5 OFFEE > IEBLILA < 3T &
% RREt L.

II. x4 ]

1] p-antimyosin Fab X 2.0 A A —Y v 7
R2SREGNCHEST L7, Z oW, IERELDHE
1041 (B4 7 B, 4tk 3, T4 5211 ),
PEERAR 2 R T IERBLOAREE 7 81 (B4 S ), &t
24, FHEHES 4948 ) BIURBELT, L
FE & 5 - 12 5 EFIR X OBRIBHEO A%, H1E
ROV 3R CBYET B, £t 1 B, FIHEE
4412 5%) Th 5. FERBLOHE, HERMEE ST
JERBLLARAE O W, BREREER, MIES LR, O
BEEICMZ, #YV Y L0HYFIT 74, DT
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A—BLOLHF—F VREXZITV, BRI
FOFERICT2PIMRE L. Zh b OSER O
MNiRk%, Tables 1,2 i27/x%.

. x5 *

1) !1In-antimyosin Fab %5

WERRFICE FHLI A v v Hik 7 5 2 2 v b
Fab-DTPA (A#K|D KA 0.05mg) 0.1 m/ #
BAWTHEANT 2 &ITV, ISHBICEMT H 5
Z L% W L 7= 1% n-antimyosin Fab (0.5 mg
RIIDI10) # Ji#RARD & R2ERICEA Lic. 2%Ep
TR G%, AfTERTRICRE 2D L o0

2) TRk

IIn-antimyosin Fab 74 MBq (2 mCi) #: 48
Bpfltgic, o x A ¥—Hay x—s&2F L1z
v v FH A5 Starcum 400AC/T (GE ##H) # H
W, IEf, ZERTRML 45°,70° o 4% 3 FM a6 4%
10 45y, JOoff planar & ffh L7z, o, 14
A, 1 533> 32 step (180° [Al#x) FH (%9 35 4
M) 12T, OF SPECT gofig 247 -7, kv
<, [AEEOAEM T, 21TICI 74 MBq (2 mCi) #k
155% X v, Wi T, O planar, SPECT
GEER L2, F— 7 IBEIC W 72 = 5L ¥ —
' — 7% 20Tl 73 KeV+109%, '''In 175 KeV+
7.5%, 247 KeV+10% ToH %. ''In-antimyosin
Fab O&ic3| x> %, 200TICI A% &
% 1T - 7z 7= ®» !!lln-antimyosin Fab ¢ planar,
SPECT (> Tt cross talk O #HIF (3438 L
Liv. UL, 20TICI g A% O Wif§ic >\ T
T 77 v b &FEER (k) 2T, '"n— 201T]
109, 201T1—111In 8% o cross talk 233 - 7273,
HAEHIC I [, cross talk (2 X 2833w
h o,

) FT—2uE

Ul n-antimyosin Fab o> 0 555 o £ B 13,
200TICI 3 AR L% planar IEm#IC T, 0, +1,
+2, +3ICHHL, 3 ANOEMOHEIZE VIT-
. El, DHEMORBRE Y ERAICIHES 5 2
¥, Carrio 5%10 L [EkD H#EE AW TS X
O EFHIC O A REL, RO H 7 > bk

27 3% 6 45 (1990)

(O /%) % AMindex L L CEHL7Z. &
& {2 MIn-antimyosin Fab 35X O 201 TICl 0%
o BRIC > Wi, O planar 5 X OU0 A
SPECT {4 o [vi)—MJ&d i i< T 1''In-antimyosin Fab
OLFHERE L 2ITICH JEFRIRO B > v T
RHICHE L.

4) fEHnE

BRICET 57 — 73V R TRBIL
. Eio, HEEMOFEAEMRER unpaired t-test
FRHWTIT- -,

Iv. & R

Wn-antimyosin Fab o .0 7 #£ #§ & FREE 1,
Fig. 1 ({Z/r¥ X oic, Bkl T2AUT
Offi, BIORBEOHHEZ 0, +1, Bk
LR b Bl i, EWa e 2,
+3 L, 2L L TAIBRBECHIEZ. 2L,
+2 LA ko> n-antimyosin Fab o .04 % By
MR S HE L2, 0, +1, +2, BXO +3 %55
FHREGIE, BOBD, 4,5 12, BXIO 4HTH -
. HRAHESCKNF T LICEH Lz r a7z

Antimyosin Visual Score

% N +1

Fig. 1 The degree of '''In-antimyosin Fab myocardial
uptake. 0: no uptake, +1: mild uptake, +2:
moderate uptake, +3: severe uptake.
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3.0

2.0

1.0

AM (Heart/Lung) Index

o °
Q o
[eXe)
o Oo. %
Oo L
220}
2% B
n=25
r=0.88
y =0.43X +1.30
0 +1 +2 +3

AM Visual Score

O : Dilated Cardiomyopathy
@ : Hypertrophic Cardiomyopathy (Dilated phase)
A : Control

Fig. 2 The relationship of !!'lIn-antimyosin Fab myocardial uptake between visual
score and semiquantitative value (AM index).

30t oo
[
o [
o _o
000
20 1 0?° ’:
[o]
& o
4424 }
1.0 | 3
L ) P < 0.01
P < 0.01
0 1 L 1
Control Dilated Hypertrophic

(Normal) Cardiomyopathy Cardiomyopathy
(Dilated phase)

n==8 n=10 n="7

Fig. 3 AM (Heart/Lung) index in dilated cardiomyopathy, hypertrophic cardiomyopathy
(dilated phase) and control groups.

Presented by Medical*Online

621



622 BE#

Table 1

27 % 6 5 (1990)

Patient lists of dilated cardiomyopathy with !11In-antimyosin

Fab myocardial scintigraphy

AM AM

Tl

wall

No. Name age/sex score  index defect onset LVEF(%) HiGtior Biopsy
1. KT 47/F +2 2.25 + Ty 32 GH +
2. TY 22/M  +2 2.1 + 5y 31 GH +
3. KK 51/M  +1 1.63 + 8y 27 GH +
4. KT 66/M +2 21 - 4y 35 GH +
5. 0S 64/M  +2 1.79 - 1y 21 GH +
6. KT 54/F +2 237 + 3y 20 GH +
7. YK 59/F +2 213 + 14y 17 GH +
8. KK 52/M +2 1.80 + 9y 27 GH +
9. UM 53/M  +2 2.00 + 9y 21 GH +
10. M 52/M  +2 223 + 5y 40 GH +

AM =antimyosim Tl=thallium + =hypoperfusion/defect

LVEF =left ventricular ejection fraction

+ =biopsy done

Antimyosin

Fig. 4
dilated cardiomyopathy (No. 9).

B+ 5 AM index (CEH+EHERZE) 3, B0B
», 1.46+0.04, 1.64+0.10, 2.06+0.17 35 L O
2.81+£0.27 Th 7. Fi, HEMHED 22T
L, AM index (I Fig. 2 IZ;RT X 912 r=0.88 &
B EOMBE TR L. LEBOHIELION, %
BAR & R AR RO 7 Bl X OB 8 filic 813
% AM index # Fig. 3 IZ;79. AM index (3£
+IEREEE) 2, FBECEBWVWT, 2.04+0.24, 2.46
+0.49, 1.5140.13 LRi2 Fick T, FEICH

GH =generalized hypokinesis

TICI

11n-antimyosin Fab and 201TIClI myocardial planar images in a patient with

fiL Twiz (p<0.01).

FEAERL OB AE 10 412 35 ¢ %5 'In-antimyosin
Fab ic X 2.0 /4 2 —Y > VOt % Table 1 (2
R 72, REWIERNIC B3 5 0 # planar
% (No.9) L%, L f5 SPECT f& (No. 1) #
Figs. 4, 5 |25/ 3. BIE TEF, ERBRICEWVWT,
n-antimyosin Fab T, [LFICUE AMEOERE
R, —F, 0TICI T, FHEEC—E
HIE T2 S0, DRERIEKLTVS. £
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Antimyosin

Fig. 5§
myopathy (No. 2).

623

TIC1

1] n-sntimyosin Fab and 201TICl SPECT images in a patient with dilated cardio-

Table 2 Patient lists of hypertrophic cardiomyopathy with 1In antimyosin
Fab myocardial scintigraphy

No. Name age/sex score il:ul(\i/lex cT:Ielefect onset LVEF(%) xgltlion Egﬁ/ Biopsy
11. YH 37/F +2 201 - 4y 61 normal t +
12. TA 57/M  +2 195 + 5y 43 GH 1 +
13. TK  50/F +3 283 + Ty 32 GH t +*
14. KY 53/M +3 236 + 10y 39 GH t o
15. MH 59/M  +2 200 - Ty 73 normal 1 +
16. HS 37/M +3 3.02 + 3y 49 reduced — +
17. TA 48/M  +3 3.03 + 2y 48 reduced — +
AM =antimyosim Tl=thallium + =hypoperfusion/defect

LVEF =left ventricular ejection fraction

GH =generalized hypokinesis

CPK/LDH =Creatine phosphokinase/lactic dehydrogenase

t =elevation + =biopsy done

# i1, ""In-antimyosin Fab <, [ Miefkic,
FEWTE R T E Ao OHERE S Y,
201TICI G, FiREHFRIC TIREFERIE T 235 0,
PODHIEEIER L TWw s, 210 4d, 9 4]
(90%) 2B W TOEIc, U FE A B

PR, +_C 42 OEHET H 7. 20TICI i
X HHERIE T X, 84l T w -. LVEF |17

27% Td v, 24z T generalized hypokinesis %
EREERCTRb 2. ODERTEMIC THET S

* =lymphocyte infiltration

h, DR JEK &R L2 B 72 2%, DR
O FREFT RIZ 2FIC TR b - 12,

Wiz, WEMAE R TR KRBOHECS T S
HIn-antimyosin Fab ([CX B3.LHA A=Y v 7D
FiAE % Table 2 (2773, 72, KREMLEHICE
i+ %005 planar {4 (No. 13) 35 X 0L A5 SPECT #:
(No. 14) # Figs. 6, 7 I2;+%. RiE T, EHif
{if 45° (23T, 1ln-antimyosin Fab o & D
OFEME CEAtCB®» 2. —F, 2ITIC T
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Antimyosin

27 % 6 55 (1990)

TICI

Fig. 6 !!''In-antimyosin Fab and 2°'TICI myocardial planar images in a patient with
dilated phase of hypertropic cardiomyopathy (No. 13).

Antimyosin

TICI

Fig. 7 !'!'In-antimyosin Fab and 20'TICI myocardial SPECT images in a patient with
dilated phase of hypertrophic cardiomyopathy (No. 14).

FOERD S Y, ORI O FIRERRRIC AT TX
BgrED-. 72, #%#F Tz "n-antimyosin
Fab, 20'TICI & & {kiilifg k<, OAHBic TXREA
Br B 2 BWEOEMIT, oA CIIEREL
T, 2THEFAIBWT, 7# (100%) i, W
F A Mn-antimyosin Fab 544 # 58,
o 4 Bl T +3 OFEERE & B, 0TIC
TRIRIEBLOEREKTE S plicgioiz. LVEF
FSHICTIEFKETTH Y, BEEEIRFE L 5 Hlic
T 1=, £r-MF CPK, LDH o FF i 5 4

TR . ODAER TR EFIC TIEARLO AR AE
DT B 5 OFIEK LRIz, R L
FHLTWEDL, RFiIC2HTirY v Bk 3R
Wiz, Lo 2EHicH L, Xt 8 4l T £iERic
T 1In-antimyosin Fab £33 b o 7=,

V. & 8

ARFFEORRFT, FEBRBLOHAE L HLRAH 2 4
JERBLORAEIC 3T, OFR AR THEEIME O RE
A3t < & 3 Mn-antimyosin Fab (2 X 2.0 A1 2
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11n-Antimyosin Fab # B /= .UFHE (C 313 %0 BRE S o 24 625

— YUy THEHBER, BEREEA D Z LR
Itz tThs.

ln-antimyosin Fab 5. % 0 MGE#IC> W
T, FHo M ER#RSSFH B &R T 38
IHHERERABYVERTE 2 RS Z L, 24
RERIERIC LT e ds 200, O HURTEME DS DR ICTF
ETsz ek Enn, RERENA A—C L 7D
R L LTEYIEZEA BN 35D, S E O xR
e o THEFI T 48RRI B I AT L T W % 25,
Hllpn-antimyosin Fab (3, &M HHzEo+h &
BEOVOCEAMICOHICERYIAE A, planar 3 &
O SPECT g7 5 0N HEME L 13 B 5
DEEZLNS, FREROMFRL LIEFROE I
DAREEH LTWw3 A5, n-antimyosin Fab #
FEASEEI 11T, T h 6 O EHEMEO KIS 30
WL LHEKLTWE b0 LEILN.

n-antimyosin Fab O fiER ORI, #
HHHIE & AM index L Offlic 0.88 L BiF2IE
OHBEZED . LK -T, 2hboiffikg
BT, fixofEFIcis Tz RIEROHE L 1T
ST ki, #YLEZShS. Carrio b4, AM
index & LT, MiBFon v Mz EHT 2
AEDSHETHEAESE CHEREOH IR VT, £
BRI —ETHZ LEaREL TS0,

Yasuda 5D (3, AEOHERORB 2 K%L
L C, !!'!In-antimyosin Fab (2 X 3 . MHEF 0
FEG, DR RAERI O ZEizh®R L, Sensitivity 1009,
Specificity 58% L#ELTW5. 2oz Lix, O
AERMEMTH > T, n-antimyosin Fab
DUFHEBDBH 5N B ERINBFEST 52 LERL
TWa. Fiz, DEBHEBIERRISCODH R O i
Flic v, Carrio 519 i3, OHERTH30Y
DEMET R % <+ 25, !lln-antimyosin Fab Tt
KIT0% IHEET sz L BELTVWS. &
DE I, W OrOBFIIRWT, ERFTR
fatg <13, !ln-antimyosin Fab o[ MiEf % &
L LE, TRAHDEBIZEWT, 6 200F
B DBEESE L TV A ATEEREZ R L T
5z &b, Zhichnz, Obrador 518 3,
HERRLOARE & RIBEODAE 2 F T 2R 2 3

H LT, #1#& i3 "Un-antimyosin Fab o [ MF4E
Brdon, BETIRL AN Enb,
PLERBLLGAE BRI B 1 2 IGBIR L DA E O 1F
FEETRELTWS. b, K60 TIRITE
Blth L B0 B, DHERICT, DHROFTREE
LTwri.

EFHEOOEROBKICRNTH, DHERE
T & o 7 EERELC 5 AE 10 415 9 4] (90%) (2
In-antimyosin Fab 0. FERE T N E AMICER
Wi, Lal, FLb 4 ) v 2 EEETRLT
RIBIBHL & —BL L o7z, 20 & 9 ICHEBRALD
IER, < OLEBOMEKE L XKn-EICL
WZ ERBEWD, R X Y IEERLORE DA
LEELBMOKB LR - TREEHFE TS
Lo LTHESTLhLAESHLEZON, £
DM R, %, EREHAELRHET
LZREDRDD.

& HICHED 5 FHEE, BRBLLHIED O b,
PERLDIEIC BT+ 2Bl Sh TV 3R
T IERBLLFAE 7 I 74 (100%) 18501,
1p-antimyosin Fab o fpEfEi2 Bz L T
b5, FEEP FHER L YLK, Y
ALY v F ST A0 KIBGB R ML CPK,
LDH {E» L5 7 £ {a] & 7>¢> on going necrosis M
FEMNEE DN, Mln-antimyosin Fab o[ fH4EHE
FohErB Yy s2bo LFELHR L. Mn-
antimyosin Fab o.M H&ERz, i 6 o FEFIC
BT TICT EBIKT, KIBEALSCU EA
HiREN, Lad, AM index i3, FLIRELLE
FEDOZH &) BEERT RS L <, 4412 T
+3 DUHERTH o, £, TOIBL2HIT
EOAERIC TIERBLOAEE IR 8 S 2 BT R
Z, VU lERBMEERD . A EERRRO
7z, BRONIEER L 2ATA T, SAH 7 IR
CMBEEFNIC 1T 11 n-antimyosin Fab (2 X 3,05 4
A=Y T fTo TV,

SRIOM G & L RO IE, LREE R T
FERBLOFEER & b ICFRAROLERTH Y,
]n-antimyosin Fab o.M, oo F
BLEBFRTINICOVWTLREPLETHS. B
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RO DS IC B 5 AR OHERT RO EIE
B L, ln-antimyosin Fab o.0 G /RS
L5 ENBEDHLNTNBHTI0, SE|ORKE T,
FEAERLLGRE | ] (No. 2), $LEHM % SR+ JE AR
OHEE 15 (No. 13) ([ THRE® 6 » ALUINICHKE
TLTW3.

WEERhIC LA, BEEETIE, 2ok ) niEBic
¥ %5 In-antimyosin Fab o [ MHEFRE O BFF X,
SMUBHEEDZRICHL, BB THCEHEA
Tirwiw., LrL, Zok)ERTIE, &4
CHAEE T 2 DO o THRARRA & L 2RE
EhTwa, L7zd - T, "n-antimyosin Fab
XA A=Y rCRUBERDPERETLE
BB Eh s Z Ehn, ZhboERAII
B sFREOFRAEETRLTWS. §#%, Ak
DA L3R - 1 BWER & DEICRE W T
Bz s EHE RS A,

VI. &

1) !'[n-atnmyosin Fab # 72,004 A —
¥ U R DRFERNCRETT L 7c.

2) !lp-antimyosin Fab oMt I1E, ILIE
BLOMHAE 9/10 1] (9095), HEHEAH % 74 JERELL
AAE 7/7 41 (100%) (@B . —F, SRHITI
0/8 5] (0%) T& ~7-. AM index i, D F D,
2.04+0.24, 2.46+0.49, 1.51+0.13 Ljij2 #HIZT
ARICHML Tw .

3) A, thelCHET 5 DO BRI
FRTHY, DFEFICEWT, DR TR
ol BERE 5% 9 5, ERTHRAECHESL
OR[REHE D RSB & .

E 2

FtEE - In-antimyosin Fab (D-8601) Z 4k L Tu 72
EWkWE—F oA T4 Y b —7HERNCES - L
F. A% D-8601 EEEERBRO—H L L TiTbhre.
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Summary

Assessment of Myocardial Damage in Cardiomyopathy Using
M1In-Antimyosin Fab Myocardial Scintigraphy

Tsunehiko NiIsHIMURA, Seiki NAGATA, Toshiisa UEHARA,
Kohei HAYASHIDA, Isao MITANI and Shinichiro KumiTA

Department of Radiology and Department of Cardiology, National Cardiovascular Center, Suita, Osaka

ln-antimyosin Fab (AM) myocardial scin-
tigraphy was carried out in (A) 10 patients with
idiopathic dilated cardiomyopathy, (B) 7 with
dilated phase of hypertrophic cardiomyopathy and
(C) 8 with normal (control) individuals. Imaging
was taken 48 hours after intravenous injection of
74 MBq of AM. Myocardial uptake of AM was
evaluated qualitatively and quantitatively. Positive
uptake was observed in 9/10 (90%), 7/7 (100%,)
and 0/8 (0%) in group A, B and C, respectively.
AM index (heart/lung ratio) in group A and B
were 2.044+0.24 and 2.46+0.49, values signifi-
cantly higher than that obtained in the control

patient without cardiomyopathy (1.514+0.13) (p<
0.01). Positive monoclonal antimyosin sntibody
studies were highly prevalent in dilated cardio-
myopathic and dilated phase of hypertrophic
cardiomyopathic patients, even in the presence of
negative right ventricular biopsy. It is suggested
that this method was useful for the noninvasive
assessment of active myocardial damage in these
patients.

Key words: !!!In-antimyosin Fab, 20TICI,
Dilated cardiomyopathy, Dilated phase of hyper-
trophic cardiomyopathy.
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