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RFEwHEE (PFR), INfEARH & BKFEH £ TD
B[] (TPF) % sk 7. ZE=FPTHEAE L anterior,
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D 6 EICEY LD AR E K 7 (Fig. 1).
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SV), LENMEIRKFEFEE (PFR-AC) &3k ®
7= (Fig. 2).
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ZEEOER B X O R-R G 3 E% 8 (52.4+
11.6%%, 876-121 msec), JeiNERE (59.7+7.01%,
9314108 msec), BiEEEEZERE (53.147.8 2%, 884+
171 msec), T EERFZERE (54.7+-8.0%%, 873+ 54 msec)
TEXADT, £, EF>50% 0 FEZEdE (59.14
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12.05%, 843144 msec), EF<50 % nEZEdE (54.3
+9.75%, 826+95 msec), IEH EE (55.5+£9.15%, 923
+90 msec) TEE D V. ¥ 7z, gated blood
pool k& first pass DI T r=0.74 D F & iz
FHEAZ R 2.

1. BulvER

EF 3IEH 8 & 23880 v (Fig. 3), PFR X
apical Iz T HREICIKTF L (Fig. 4), TPF X global
B XU apical it THEIRKEE #;5 L 7= (Fig. 5).
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PFR 3 EFEICET L AC/SY REEiIc#Emz =
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Fig. 1 The left ventricular region of interest at end-
diastole was separated into 6 regions. ANT;
anterior, APEX; apical, INF; inferior, SEP;
septal, INF-APEX; infero-apical, POST-LAT;
postero-lateral region.

24 %12 5 (1987)

L7z (Fig. 6). PFR-AC 3 IEHEHLEZB DIV
(Fig. 6).
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EF 3B &IZ{&T L %ic anterior, apical, septal
I TIEfE %7~ L7 (Fig. 3). PFR | global (LAO)
B X W inferior 2R FHBEIC THEICETL
(Fig. 4), TPF % septal T THARICIEREZ L T-
(Fig. 5).
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EF 34 &IZ/ET L4 inferior, infero-apical,
postero-lateral iz T{EfE# /X L /- (Fig. 3). %7z,

backward

forward

100 %)

0 %

Fig. 2 Time activity curve of left ventricle from the
multigated forward and backward data collec-

tion. AC; atrial contraction, PFR-AC; peak

filling rate during atrial contraction, PFR;

peak filling rate, TPF; time to peak filling rate.
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Fig. 3 Ejection fractions (EF) of 4 groups of subjects: G1; normal, G2; angina pectoris,
G3; anterior myocardial infarction, G4; inferior infarction.
NS; not statistically different from G1, p<0.05, p<0.01; significantly different

from G1.
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Fig. 4 Peak filling rate (PFR) of 4 groups of subjects.
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Fig. 5 Time to peak filling rate (TPFR) of 4 groups of subjects.
6 f5ilrh 341z RCA 12finx LAD ¥ 7z 1% CX ok IZIEF L (Fig. 4, TPF 3IEERBLEZ2RB D 2

ZRTH, ThHDERTHEESENY 28D, - 7= (Fig. 5).
PFR |3 global 35 X X septal # &< HEICTHE
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p<0.0l NS NS p<0.05

Fig. 6 The left ventricular diastolic indices of 3 groups
of subjects: (1) normal subjects, (2) patients
with myocardial infarction and EF>50Y%,
(3) patients with myocardial infarction and
EF<50%.

NS; not statistically different from normal sub-
jects, p<0.05, p<0.01; significantly different
from normal subjects.

AC/SV; atrial contraction by stroke volume,
PFR-AC; peak filling rate during atrial con-
traction.

5. EF<50% M friasest

PFR 3AHBEITET L7223, AC/SV IZIEH &
#=EBED T, PFRRACERE B ICEMEE R L 2
(Fig. 6).
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shi.
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Summary

Analysis of Left Ventricular Diastolic Function and Left Atrial Function
in Coronary Artery Disease by Radionuclide Angiography

Seizaburo KAWAKITA

First Department of Internal Medicine, Shiga University of Medical Science

To analyze regional left ventricular diastolic
function, first-pass and multigated radionuclide
angiography was performed in 27 patients with
coronary artery disease (12: angina pectoris (AP),
9: anterior, 6: inferior myocardial infarction (MI))
and 9 normal subjects. To analyze left atrial func-
tion, AC/SV (atrial contraction) and PFR-AC
(peak filling rate during atrial contraction) were
obtained from backward left ventricular volume
curve in 17 patients with coronary artery disease
(11: EF>50%, 6: EF<50%) and 7 normal sub-
jects. In AP patients, PFR was significantly
reduced in apex and TPF (time to peak filling rate)
was significantly prolonged in global LV and
apex. In EF>509( patients, PFR was significantly
reduced and AC/SV was significantly larger than
that in normal subjects. In anteiror MI patients,

PFR was normal in inferior region, and PFRs
were significantly reduced in other regions. TPF
was significantly prolonged in septal region. In
inferior MI patients, PFR was normal in septal
region, and PFRs were significantly reduced in
other regions. In EF<509, patients, PFR and
PFR-AC were significantly reduced, and there was
no significant difference in AC/SV between the
control group and EF<509%; group. We conclude
that the left atrial contribution to left ventricular
function is increased in patient with coronary artery
disease, but this compensative mechanism is
limited in MI patient with reduced EF.

Key words: Radionuclide angiography, Coro-
nary artery disease, Left ventricular diastolic
filling, Left atrial function.
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