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HHEOEE: Ny 77—
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on non-obstructive hy-
pertrophic cardiomyo-
pathy

Bl BE= Junzo NAGASHIMA
Summary

We assessed the effects and therapeutic implications of disopyramide on left ventricular systolic
and diastolic functions in 19 patients with non-obstructive hypertrophic cardiomyopathy by Doppler
echocardiography. All patients were in sinus rhythm. Parameters measured were fractional shortening
(FS (%)), mean velocity of circumferential fiber shortening (mean Vcf (circ/sec)), ejection fraction (EF
(%)), peak left ventricular outflow velocity (peak-LVOT (cm/sec)), peak rapid filling inflow velocity
(peak-R (cm/sec)), peak late filling inflow velocity (peak-A (cm/sec)) and peak-A/peak-R ratio (A/R
ratio). These values were compared before and after infusion of disopyramide (2 mg/kg).

There was no significant difference in heart rate, systolic and diastolic blood pressures before and
after infusion of disopyramide. Following the intravenous drip infusion of disopyramide, FS decreased
from 38.1+5.4 to 33.2+4.9 (p<0.05) and the mean Vcf decreased from 1.285+0.181 to 1.141+0.188
(NS). EF and peak-LVOT also decreased from 67.7+6.3 to 61.9+7.0 (p<0.05), and from 107.6+29.5
to 92.4425.2 (p<0.01), respectively. The infusion of disopyramide increased the peak-R from 47.3+
18.2 to 55.5+19.2 (p<0.05), and decreased peak-A from 52.0+13.6 to 40.2+12.6 (p<0.01), resulting
in a decrease of A/R ratio from 1.277+0.537 to 0.818+0.475 (p<0.01).

These results suggest that disopyramide improved left ventricular diastolic function, although
systolic function decreased slightly. In conclusion, diasopyramide can be also used beneficially in
non-obstructive hypertrophic cardiomyopathy without arrhythmias.
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N2RTHB. FE—ORIERT D % ERIIRED
BTzt L iz, HFEiz calcium overload »37F
ETBLOEZZDD, EEaVT5ATVRADK
& AL LT diltiazem * verapamil % 3
VYT LEREOBREPRA LR TRY, EX
HEBROBEL LTt T 5% > DO BEND
B0, EoORERTH S REIRE, &5l
EMobo L EZHEDO LD LIZRTONRB D, T
D5 HbILEERERIZERELFRHL, FEOT
#“rELEYTSH. —7F, EEWRERD > b CRE
%D b DRRIEEOEREITH L. FECLE
B & GEFE L 72434, atrial kick 23%kbh, LE
o booster ZHENBWET 572w, EEIEROIKE
THR—BEELLY, LDERERECHEACIA
HIDREICHRZ R EZLREY. Z0X)
72 b & FERAZEME B R BT AE 16k 4 5 HIAREE AR
EREILRBVTE, LDEHSMEEIHEIL, 2o
DEABIOBRMEIZIEE LA T KA E BT %
YEXRDD. REME f TAKEWES, Ak
DEZBNIREOETICH LTHERATHZ LEXD
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Tho, BRAEIZIFIHRELEY.

Z = CIEFAEMERELHEICS T 5 Lig=o
DORER, +ThbbEEIRENIKT & REARIC
ST A2 EREFRFICHE T 2 FTREM 2 & 2 KAl%
£x7J- L %, disopyramide #3%F5z LN TH
5. AFNEF MY vaFr o vEEETSRL
XY HABIRERA 2 BEL, LEHIMHE LM
BL, »oBRABSREETEFTHEH, [
BRlzc v AEFER oz L b T v
55V, RFIH FAEEIRKRELLFES T AL &
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BMHIE~ DB L, FiCE L EEIREL R
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BLMBEE O IBHRIC B 1) % disopyramide D EgHKHY
BRIz L BHE L
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X% 1980 £ 5 1989 £ Tofflic, JR K
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KRELUHER 19 fplc, FHEREOhE BR T3
Ll BrE, 2FEERTH 57z, BRELLFE
DEHFFFA L LT EARRREOHERKSE
HIFICHE, FERAREOLHIEAE & -+.0KEE
&L, ESIERHEEELN 15Smm DL Ex 5
BERMEL L. FBAEOESHI, Lz —X LM
8 S0 IR R E )7 ES) (SAM) oiRiE 3 B
kT 13 UTThaZ &, EERHEREEIRL
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Table 1. Clinical data

Age Distribution of

w
o
"

Case

(yrs) hypertrophy
1 58 M ant-sept-lat-apex
2 60 F ant-lat-apex
3 65 M ant-sept
4 24 M ant-sept-lat-apex
5 42 M ant-sept-lat
6 76 F ant-sept
7 39 M ant-sept-lat
8 64 M ant-sept-lat
9 58 M ant-sept-lat
10 40 M sept
11 52 M ant-sept-lat
12 53 M ant-sept
13 48 M ant-lat
14 40 M ant-sept-lat
15 61 F ant-lat
16 35 M ant-sept-lat
17 34 M sept
18 48 M ant-sept-lat-apex
19 60 M ant-sept-lat-apex

M=male; F=female; ant=anterior wall; sept=
septal wall; lat=Ilateral wall; apex=apical wall.
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PEEBEALERL : 3, hEEARERL . 2, mikE
PUBEC AR - 1 4], miBE(BEIEESE - 2 4
Tdh 5 (Table 1). Tl B EWIEE, o3k
HlE MR OFEFICIE, T CTRAO—EFET X
b PR & HE L7c.

7 =

1. QLT a—[Fig§ L disopyramide DiF5

WG EAIEAL & L, 10 Rl i &
&, IE, OFa%kE JE Lictk, O = — ik
T ot DT a —FEREIC i 7 v A3 SSD-870
HV, g0 M - Rz a—, 4
MEFfm iy PR Y 2 — A B EW LS
WMAMFE SV Z - Ky 75—z a—[X, LS
HBSIMFERE Ky 79— bz a— K&k L
Joo ANV v FF e — bindkid 100mm/sec |2
Tiiote. iR UHoOFRLBEL A5 H
T, DRI LY 0SB R ELcB T 57 7
—Fy 77—z a—HiE&E & To7. 2T
disopyramide 2mg/kg #% 2 43213 TERIRIC
Feli Lic. B THE S ICIE, Ok JE
L, FEHiL ML HETOT 2 — KRz 1T - 7o

2. DT o—HERFOBRT

HWic X7 2 =2 — I TFo@) Thb.

1) E=FHUL M £— Rz a—nb, &
SRR (D) (mm), ZESIHFEEE (Ds)
(mm), B H R (ET) (sec) (ZEZ#&EEDRI
TIBAAA X Y A E CoRR) ZFHUL (Fig. 1),
[(Dd—Ds)/Dd] x 100 1Y 758 N #HEZR (FS) (%)
#, (Dd—Ds)/DA X ET X v 5 &5 M55
4EpE (meanVef) (circ/sec) M L7z, %72
Teichholz » a4 7 b b (V) (ml)=7D3¥
244Dz & b EEIEIEKIF R (EDV) (m)), & X
O e IR A8 (ESV) (m)) % sk, [(EDV—
ESV)/EDV]x 100 X v BitH=% (EF) (%) % &K
L7z

2) EEBAMG ALV - Ky 7I7—Lxa—
7> 5, LA iR i A ML (peak-A (cm/
sec)), YLEREMIRFERAMTHEE (peak-R (cm/

JERBLOAEDO LRI LIET VY E T ~ A Ko

l|lIlIIII‘HIIlllIIIHIlIIHIIlHllllII|llHIHIl|Illlilllllllllllllllllll

llIIIHH‘]IIIIHH‘IlllllIIl!HH[IIII’HIlIIIH'!]lIIHlIlHH'IlHII!IIJ

Fig. 1. Measurements of left ventricular dia-
meters and ejection time.

Dd=left ventricular diastolic diameter (mm); Ds=
left ventricular systolic diameter (mm); ET =ejection
time (sec).

sec)) (Fig.2) # 5l L, peak-A/peak-R X v A/R
E sk e

3) EEFmHELEGEER Ky 75—z a—
72513, fermitiE (peak-LVOT) (cm/sec) #
L 72 (Fig. 3).
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L

100mm/sec

Fig. 2. Parameters derived from left ventric-
ular inflow velocity patterns.

peak-R =peak rapid filling inflow velocity (cm/sec);
peak-A =peak late filling inflow velocity (cm/sec)
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3. Disopyramide ZF5gFI%IZH 1T+ S EEEDRS

b ofifdrEE R % vy, disopyramide ok
il BWT, ROBIREZ RF L 7.

1) ¥k fuE

2)  EHRINEREO TR

EEFHMNO M £— Fhza—KX v ELh
% FS, meanVcf, EF, 35 X O =5 H a1 %
Ky 75—z a—KXvHEshs peak-LVOT
& ZEBIHRRE O FRFR & LT Vv e

3) EEAREREO R

EERAMLGK ALV A - Ry 7FF—Lhza—RK X
D5 peak-A, peak-R, #3 X 08 A/R [h#x /e
FEIRREOHFE L LTHw .

Yy #75-Fy77—-0Lxza—KIY, MRy
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’
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Fig. 3. Representative left ventricular outflow
velocity pattern.

peak-LVOT =peak left ventricular outflow velo-
city (cm/sec).

4. #ErEaY0IE

Disopyramide #5Hifgic 1) % 7 — # 1334
+1SD Tt%L, ZEoOKEZ, paired t HiEx H
v, p<0.05S #fHEEH Y L Lk

& 2
Disopyramide 5§12 313 % K3 O fihy
i Tables 2, 3 \c—4f L-CoR . 7o BAHH
R Gc T, ERI2, 3B XU SIcniBE 2l
DS, el BIVE RT3 b vigin o 7z,
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Table 2. Heart rate and blood pressure
before and after administra-
tion of disopyramide

HR SBP DBP
Case

Before After Before After Before After

1 63 61 124 124 72 72
2 60 57 136 138 88 86
3 67 65 130 124 74 67
4 60 62 124 130 80 60
5 60 61 110 114 74 80
6 65 63 128 130 45 80
7 86 88 150 152 80 80
8 77 79 118 120 82 78
9 73 84 140 134 90 90
10 66 68 120 114 80 74
1 68 82 142 148 92 92
12 60 62 123 130 72 72
13 52 57 110 110 80 74
14 51 60 120 124 80 80
15 67 70 160 154 88 87
16 81 76 110 114 72 74
17 56 55 148 150 88 90
18 62 59 110 114 72 80

19 64 62 120 124 80 82
Mean 65.2 66.9 127.5 128.8 78.4 78.8
+SD 9.8 10.0 14.8 14.0 10.4 8.2

HR=heart rate (bpm); SBP=systolic blood pres-
sure (mmHg); DBP=diastolic blood pressure (mm-
Hg); Before=pre state of administration of disopy-
ramide ; After =post state of administration of disopy-
ramide.

¥ 66.9+10.0, UHEHIMLE 3 ZEHITH 1275
148 mmHg % b &5 4% ¥ 128.8+14.0mmHg,
FEAERIMT 3 B 5-A g 78.4+£10.4 mmHg 55
BhgE 788+82mmHg L, wFh i #&
EfigcEEEL RV AR b o7 (Table 2).

2. EERMBEEDIEE

W B 1 T 13 212 28 0 I BREF T, disopyra-
mide #¥5%, HEMCHEELELERBDR2-
7.

1) FS A%#E5H0E 30 6 53 (£ 38.1
+54H% Th Y, HEicX Y 19 FH 16 FITET,

MEABIOFEDLEREICB XET Y YT <A FORE

2HIHAE, 1pcmLc. #5% 0 FS i
255 41 (g 33.2+49% ThH Y, ZEREIC
WUAEICKEL R Lz (p<0.01) (Fig. 4a).

2) MeanVef 3#E#0x 096 55 1.82 (F
#91.285+0.181) circ/sec T v, #¥E#%, 19
15T, 1HITFRE, 3pcEmLz. &5
# o meanVef 1 081 75 1.41 (E5 1.141+
0.188) circ/sec TH Vv, FEHICH LIETHER%
RLED, BEEIRD -7 (Fig. 4b).

3) EF (35757 75 84 (¥ 67.7£6.3)%
Thoted, FEicky 194H 16 fiTET, 2
BleARZ, 1pcEmliz. BE5%o EF 350
e 72 (EH 61.9+7.0% Th v, FEHNCHL
HEICIEEE R Lz (p<0.05) (Fig. 4c)

4) Peak-LVOT 3A&#F#E 2 X v 19 i 15
HICIET, 3HITARE, 1FTHEMmL, 2ETI
BB 68 22 &5 180 (£ 107.6+£29.5) cm/sec i
H L, #5460 5 & 170 (3£ 92.4+£25.2 cm/sec)
LEBIIET L (p<0.01) (Fig. 4d).

3. EEHREEDIEE

1. Peak-R i3 AFIEE I X v 194d 56T
KT, 3FITHRE, l1fcEmL, Ecaiks
i 24 2 102 (SE¥y 47.3+18.2) cm/sec ik L,
¥ 546 24 5 102 (£ 55.5+19.2) cm/sec L
FicHnL 72 (p<0.05) (Fig. 5a).

2. Peak-A 3#¢Eiz X v 19 il 16 5 TIETF,
3HITAE, R TRBEM2 2072 (B
52.0+13.6) cm/sec izt L, #5422 25 62 (S
#40.2+12.6) cm/sec r FEIC/ET L= (p<0.01)
(Fig. 5b).

3. AR 3 AFIEREC X v 194F 15 4T
IETF, 26ICAZ, 2H°HEmML, 2T i&Ea
0.43 H i 2.57 (¥ 1.277+£0.537) el L, #5
#% 038 » 5 216 (Fiy 0.818+0.475) L H&Eic
EfE% R L7 (p<0.01) (Fig. 5c).

4. H5—FyTS5—bIa—RIC & BIEEFEFHE

Disopyramide #5-3i, 19 g 7 filic MR &
FINERDED, 26 1+ Thol. FEE
Bz 7 1flic MR o 75 0kt &

— 79 —



RIE

Table 3. Doppler and echocardiographic findings before and after administration of

disopyramide
FS meanVcf EF Peak-LVOT Peak-R Peak-A A/R ratio

Case Before After Before After Before After Before After Before After Before After Before After
1 38 30 1.25 0.99 68 57 90 80 40 38 68 25 1.70 0.65

2 44 36 1.47 1.07 75 65 120 90 55 52 65 55 1.18 1.06

3 40 36 1.36 1.22 70 65 125 110 70 62 30 30 0.43 0.48
4 44 40 1.50 1.36 75 71 170 170 40 40 25 25 0.63 0.63

5 36 31 1.23  1.40 65 58 90 80 55 55 55 30 1.00 0.55

6 53 41 1.82 1.40 84 72 180 120 28 30 72 58 2.57 1.93

7 38 37 1.23 1.19 68 67 80 76 102 102 62 62 0.61 0.61

8 34 26 1.26 0.96 65 52 140 72 36 24 63 52 1.75 2.16

9 42 38 1.45 1.41 72 68 92 80 24 44 52 40 2.16 0.91
10 38 33 1.31 1.22 67 61 90 100 44 49 30 22 1.47 0.45
11 39 30 1.25 0.97 69 57 84 70 53 65 54 40 1.02 0.62
12 35 35 1.20 1.20 64 64 110 110 30 62 42 24 1.33 0.38
13 39 27 1.22  0.86 69 53 102 100 50 70 64 52 1.28 0.74
14 30 25 0.96 0.81 57 50 84 60 48 50 52 50 1.08 1.00
15 36 35 1.20 1.13 65 64 110 92 39 92 54 46 1.38 0.50
16 30 32 1.15 1.24 58 70 110 110 36 64 44 39 1.22  0.61
17 40 40 1.25 1.28 70 70 110 90 67 60 42 30 0.62 0.50
18 35 31 1.21  1.05 65 59 68 64 32 40 50 36 1.56 0.90
19 32 27 1.10 0.92 60 53 90 82 50 55 64 47 1.28 0.86
Mean 38.1 33.2 1.285 1.141 67.7 61.9 107.6 92.4 47.3 55.5 52.0 40.2 1.277 0.818
+SD 5.4 4.9 0.181 0.188 6.3 7.0 29.5 25.2 18.2 19.2 13.6 12.6 0.537 0.475

FS=fractional shortening (%) ; meanVcf=mean velocity of circumferential fiber shortening (circ/sec) ; EF =ejec-
tion fraction (%) ; peak-LVOT =peak left ventricular outflow velocity (cm/sec) ; peak-R=peak rapid filling inflow
velocity (cm/sec); peak-A=peak late filling inflow velosity (cm/sec); A/R ratio=peak-A/peak-R; Before=pre
state of administration of disopyramide; After=post state of administration of disopyramide.

7z %% (Case 19), o> 6 flic i3 B iz e b o7, &
5 %I H e MR o 7o B E 2724
X hoiz.

z #

Disopyramide 3 HiREREIEFH O & 72 & F,
Anyy AFEFERE LA LYY, JERAEMIELR
BUHIE D ILRER WE ST AIRELSE X b
5. LirLanb, R FERCEEENHER%
oz t¥amohTsy, FEFAEMEERELGRE
~OFFOEEIZEE LTI, ZoDECRIES
HELEETIVERDD. APFETIIZ DA

BLc, ME—FKhxza—[, FyvrS5—%
v, EZIHERE, EEIERED ZhZhicon
THREZEfTo 72

L DHBEDFEMEE

1. EZIkEEOfE

AW TR EBIMEREO IR L LT, EXRRE
FiEx (FS), £EMEH A TFHERHEEE (mean-
Vef), ER= (EF), ZE=HH K & & 5 5 &
(peak-LVOT) 2wz, zhoidwFh s
INfERE R K+ 238 L LTHRATHS. 5L
peak-LVOT 13, EZHHEARICIVAEE
BEEhslew, HEZO L0 0T EY TR
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ERBILFHIED LHREIC B XIET VY ET v FOEE

FS mean Vcf
° circ/sec
% I P<0.01 1 2
501
] — \
0 0
pre post pre post
a b
EF peak-LVOT
% cm/sec ——P<0.01—
100+ —P<0.05——
501
B \
ol ;
pre post pre post
c d

Fig. 4. Systolic parameters before and after administration of disopyramide.
All systolic parameters were decreased after the intravenous infusion of disopyramide.
For abbreviations : see Table 3.
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A/R ratio
peak-R peak-A 2k
cm/sec cm/sec T
®
50t 50} 1k L
| J—| -
L p<p.05— P<0.01 oo
0 0 0

pre post

a

pre

b

post pre post

[+

Fig. 5. Diastolic parameters before and after administration of disopyramide.
Infusion of disopyramide increased peak-R and decreased peak-A, resulting in a decrease of A/R

ratio.
For abbreviations : see Table 2.
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peak-R oz 7L, AR HicBr2 5% %
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—EEAWT, MIERAEAEOEEL BELIE

Brazlicky, ZoOREBRRIILL.

2. FERAZEMEIR KL ERAE DO HERE

1. ERIFEEOIEE
FEFAZMEIE K BB RE D ZEEINFEEEIC 2 W T,
P9z, Oz a—F F, FS, meanVef 0ff
ENRELCERBEEZRLLZ L0, AECBV
T, ERENEEIETLTWANER TN
3. AEogEHcB v b, disopyrmide #E3i
B B EEIEREO TR, FS 3262 30%
2L, meanVef 32428 0.96 circ/sec L L, EF
TEFIR 57% bkl vwFhbEFHEAAL2 I
HY, FECEZNEEIRILATVELDOLE
Zbhi.

2. EEEREOTERE
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ERAMPBIERLEK T 57201, EFEBEMAR
IEE LEL T 5RIBICHD. — DERILERRE
i3, EERALK VR - Fy 75—z a—
XLk, peak-R n{&TF &, REAREFIHE DK
fmc X 5 peak-A oiEhN,  ofERL LTo AR
Ho#Eme LTREA B8O, Ui Liss, &
FEDEBIFRIEICIEFIC X 2ENKE L, ER
HWHZRTHI LD LT 2RELALNS. &
ElO RSt Tix, disopyramide #5730, A/R Has
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FERE AR B o0 2 SR A ML EE & T 5
b D219 fil 15 41 (79.0%) % Ho, Zh b Dfl
TOEZIREQETIRB E iz, LA
Beh#kic AR AR ED VML b0
D HF 46T, 20> b IFOREHEZENE
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3. Disopyramide %RARE5 D

L %% M@E

R HF X3 % disopyramide FRANIRE D
By iV oWE T, FFRERE T
W, MECIEERELMIBD R Rh oL
LTw5. FEFAEMBRELFEEZNRE LS
EloREHcsWT b Bk OHEE, IES0E,
FEREHIME X W h b 2 0B —EOEAZ &
, BERBTHEEZIRD bR b o7, ik,
AFEICH LT IDRAERESLAEIRERL B L L
THNY T LRI B AR
BB LIGA, DIFEAIET R REMAE IRIE
AENTIMECKT 2RO L T 5 |EH® H
HB. TN LE, ThHDEH L HELES,
AIEICK+ 5 disopyramide nZ&L&MEO—HE T
FTLOLLTERB DS LEZONT.

2. EBIEEOEE

Disopyramide »ZEZEINKEREIC R IE Tz
WTRBEIZ X 2ERD Y, BEHETIESIGE
RCEEEEX e T35BRE"YH 5 —F,
Nayler® i3 E=INEREX KT s¥5L L, 20

ERBLHED DHEICBLET I Y ET <A FORE

BEE L LT, AANc X 5 adenosine triphosphate
& creatine phosphate DfEREPNIEEEHBEINERIC
X % negative inotropic action #ZFTwW3. %
7o Pollick &3, fHE T EZINMEREET %
BoRVb o0, BiMLNEERDHREORY
DTREZNEEFMET S5 LTRY, —ED
RIRE R, LaLeRs, wFhictk, zh
b OWMEIIAEEIERBOHEL IR L Lich
D TIEAR V. SEO B TR, disopyramide 5
#ic, EENMEECIEEI T XTHAARICETL
THY, FOERHL LTEHF|D Lo negative in-
otropic action BE X Hhiz. L LEMs, &

RRGROEZNMREOEERZ, 2T FS &

25% LLE, meanVef 3 0.81 Lk, EF 3 50%
PEEWFh b EFRAANY L EEoTHR
D, FEPAZEMERERELLMHE » EZIEREIC KT LT
i3, REREBIRESHRVWLOLEZXONT.

3. E=EIFREORRE

FEFASEM AR KBLLMBEE 1238 1) B ERILIRREREE
DAREIX, EHRLHIRE L Zhic X 52.0RET
R, 3 X OUHRIRE O BLF)RE I HE D BREE 2
FOXEERTLE SR T WBO, FECHT S
verapamil % diltiazem Zp H 1 ¥ 7 AFEHIED
bz, BUNILE b S o K/INEBIR O FERE R
X B ODRETRMOKE, B X COHRHREE LM
Bafo calcium overload mEkEIC kv, A=
RERECHT2HREBE T LEEX AT
2. FRrYUAF YU RAHERTHS diso-
pyramide (I, RIRIC LT Y AEHIERE2EL
TRV, FEROEFICX Y, FEOCERIE
EErRESELZ LA/ ESL .

SEIO KRS, disopyramide #E1%1258E %8
o 11 )iz peak-R oghne & bic AR ok
T#RL, 2F0FHHET L peak-R o FE Y
e, AR WoFERETE2RLE. EERA
ANV R - Ry 77 —ERICEEE RETHRF
DI L, LA EMEIFFRSHIECERRE
{bER&lhrolczl, ¥ F—Fy 75—
Ta—[ETR L Y BIEFRAETR2C X 2B R
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7z AR Hotk#E i, EREEEREORECLISL
DEEZXBZ LHTEH2W, i HREHIC
peak-R M %R L c 11 i eh, #5340 peak-R
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disopyramide o #ARPNIXE- X EZEIIRED KT
EETHHCRNT, 20HEELLLTLOL
% bhiz. Disopyramide 3 FERHLEM:EATLL
FHIEIC AP L 72 D EMIISMUE B X O RIEHLE
HBhIC Lid LI HIAREARIE L LT Av bh 5 3EAl
Th5H, AP L Y ARFNTFEPAEMIBRELL
BRECESIEEICKEAFEr RET o L i
, EEEErRET I LETRSh, R
k% &0k L 2 WEEFIC 3\ T b AIE D IHIRIEIC 72
VBB LRSI

o B

1. JEPAEMERERELIMGE 19 ok L, dis-
opyramide (2mg/kg #ARNRE) oFEE, O
Ta—, Fy77—EEHVWTRLE.

2. ¥ MEIAKRERS%TEEEEZR
DiEh ol

3. EBWMROIEET b 5 EENREMRER,
EZEMEFRVEEEMREE, BHRE, BE5H
FROEFRBERNICH o722, FERERIEE
ETF L. ZhiaFRoREEAERICE S
DEEBIONRY, BERCBNTLEE#AZ
BATEEZTT bOEIRL, ToEAREET
borLEIONE.

4. WARREOIEL LT, ARIRER, B
o 11| peak-R o#fghne & iz A/R olk
TeEkL, $2E0FHETL peak-R 0FE
7EEmeE AR WoBFERETE Ak, s
#iz peak-R 2EMER LIS O 0 ) B EHIE

2 40cm/sec KFETH o2 b D1 11 fHd 6 5T
bolehl, ¥EHIC peak-R DAL E KT %
RLEboorhix 8l 1 FIcBES, %y 7
Bl EEWRECEENBRE TCH oIt EXDN
5HTHoT.

PUkXxy, SEFAZEMERBLGECS T 3
disopyramide O#RAFRE1Z, ERILEEOE
TeAT3hcNT, ZOHEELZLTLO
LEZLNIZ.

= #

Dra—R, Fvy 75— AT IERAEEE
KRELOFHIE D ZEZINFERER L OHREEIC B X E T
disopyramide DE#EE R L7

St AT E A+ 5 JEFAERLLHIE 19 T
»5.

ERIEEOIEE L L T EERNERERER (FS
(%)), Z2E M & F M-I 8EHEEE (meanVcf (circ/
sec)), BBHE (EF(%)), ¥ X O ERFKHEE MLk
P (peak-LVOT (cm/sec)) %, E=ILERED
18I & L TR R IR ERA MR#HE (peak-R)
(cm/sec)), HLARAEHIRE Ui A ML 5 2 B (peak-A
(cm/sec)), 3 X peak-A/peak-R . (A/R K) #
FHAIL 7. &3HAIfE% disopyramide 2 mg/kg &
WRPI 5 Hi1% THBRE L 72

FS 1374 38.1+5.4 55T 332449 ~ &
HEIET Lz (p<0.01). MeanVcf 33 1.285
+0.181 235 1.141+0.188 ~ 1 & F L7225,

EERIBEDB P o7z, EF 3FY 67.7+6.3
HFH 61.9+7.0 ~L HREICET L7 (p<0.05).
Peak-LVOT 1334 107.6-:29.5 s & oty 92,4+
252 cm/sec ~ L HEITIKT L7z (p<0.01). Peak-
R 337 47.3+182 8 5554192 ~»
BHEEM L (p<0.05). Peak-A 33y 52.0+
13.6 75 FHy 4024126 ~r BEICIETFLE
(p<0.01). A/R iy 1.277+0.537 5 5
0.818+0.475 ~ L HEIZIETF L7z (p<0.01).

Pk X b disopyramide i3 3EPAEMERELLH
IEDERIFEREY RERT S ¥ 50, EZENERE
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