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Scinti. Positive
g Ant. inf. | Ant+Inf. | Negative | Total
Ant. 10(71%) 2 1 1 14
Inf. 1 9 (69%) 2 1 13
Ant.+Inf. 1 3 2 (33%) 0 6
Scinti. Positive
mEve Ant. Inf. | Ant+Inf.; Negative | Total
Ant. 2 (50%) 0 0 2 4
Inf. 1 2 (40%) 0 2 5
Ant.+Inf. 2 2 0(0%) 2 6
[ Normal | 1 [ o0 | o J1(s0%)] 2 |
Bl TI2019>FELVG EDME
segment number of | segment number of
hypokinesis in LVG | akinesis in LVG
scinti. scinti.
case - — - "
negative positive | negative positive
S.K. 0.00) @®@®
Y.N. ® @®
N.S. @ ®
MN. 126 @ ® ®®
T.S. 12® @ ®
K.Y. @@® ®
I M. 126 @O ®
T.F. @ED ® @@®
S. L ®5 ® @ ®
HO. ©O@@®E® ® ®
Y.Y. @Qe® 4
Y .M. @® 16@ 23
Y.N. @&@
F.A. ® @® @
K.K. 36 @®D
Y.S. @®
A H. ® 6
H.A. @® 12 6
Y.T. 36@ ®

Osegment with collateralization
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scinti. negative
segment No. of | segment No. of
hypokinesis akinesis
case in LVG in LVG collateral
H.Y. 34 —
A.U. 3 4 —
M.S. 3467 —
K. I. 36 2 —
K.H. 57 —
C.F. 236 —
Y.S. 2 6 +
K.Y, 347 5 +

Akinesis in LVG
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No. Scinti. positive
[: Scinti. negative
5 N=17(AP)
4 4
275% 275% <75% CAG
Seg. 1,2, Seg. 3,4,7, Seg. 1 —15
5,6,11. 8,9,11,12,
M1 —2 13,14,15.
1—1

b T2y 5ELVG - CAGED MK

hypokinetic scinti.
case

seg. in LVG positive
S.S. — septum
. O. — posterolateral
T.O. 7 apex

apex

TS 1.7 inferior
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Scinti.
Inhemogeneous
Defect(+)| distribution | Negative| Total
HCM 2 (22%) 2 (22%) 5 9
DCM 1(50%) | 1 (50%) 0 2
HT (14%) 0(0%) 6 7
Myocarditis | 1 (8 %) 7 (58%) 4 12
Total (%) | 5 (17%) 10(33%) 5(50%) | 30
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