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Summary

In an attempt to evaluate the clinical significance of LVSTI, 72 cases of ischemic heart disease
(IHD) were studied by coronary arteriography shortly after the estimation of STI (within 48 hours).
1) No significant difference in PEP/LVET ratio was observed between one vessel and two vessels diseases.
2) Significantly higher PEP/LVET ratio (p<<0.01) was obtained in cases with imvolvement of left anterior
descending branch, as compared to cases with imvolvement of right coronary artery or with circumflex
branch. 3) Significantly higher PEP/LVET ratio (p<<0.05) was observed in more than 759, stenosis
without efficient collateral vessels as compared to cases with collateral vessels. 4) During the first 3 months,
progressive improvement of STI was found, whereas no significant improvement was observed more than
1 year after the onset of clinical episode. 5) Similarly, no significant variation of STI was observed after
1 and 2 years after the onset, regardless the presence or absence of collateral vessels. 6) Apart from
arteriographic findings, significantly higher PEP/LVET ratio (p<<0.01) was found in cases with anginal
attack, as compared to the cases without angina.

In summary, PEP/LVET ratio appears to be indicative of clinical course and variation of left
ventricular dysfunction due to IHD.
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Figure 1. PEP/ET ratios in each group.
A: Comparison between IHD and control, NCA
groups.
B: Comparison between 1 and 2 vessel diseases.
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Figure 2. PEP/LVET and the sites of involve-
ment of coronary artery.

LAD: left anterior descending branch, RC: right
coronary artery, CX: circumflex branch.
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Figure 3. PEP/LVET and collateral vesseles.
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Figure 4. PEP/LVET and months after the onset
of clinical episode.
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Figure 5. Time course of PEP/LVET after the onset.
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Figure 6. Sites of vessel involvement and time course of PEP/LVET.
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Figure 7. Time course and collateral vessels. Figure 8. PEP/LVET and the anginal attack.

— S —



=16, YIRQE), YHREE), dok, A, EE, S R, R
%Bl W | ® o | o | ® |
06t .
.
° -
05t . .
[ ] ° F : °
? [ ]
0.4' ° Y L : =
o
z °
° N o epef o
03 H
)
4 o
1yr. lyr. 1yr. Tyr. 1yr. 1yr
1§e\rginqtion N ﬂl’yr-—a—fté:lstwe;;dmi_nati;l 7
A angina attack (+) angina attack (#)
B (+) (+)
e (+) )
D (=) (+)
E (=) (—)
F cases of death

Figure 9. Variation of PEP/LVET after a year period.
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