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Systolic Time Intervals in Korean Diabetics

Seong Hoon Park, M.D., Yun Shik Choi M.,D. and Young Woo Lee, M.D.

Department of Internal Medicine, College of Medicine, Seoul National University, Seoul, Korea

Recently, the proportion of cardiovascular disease as a cause of death in diabetics is in
ever increasing tendency.

Present study is designed to evaluate the change of myocardial performance by the effect
of microangiopathy of diabetics.

The measurements of systolic time intervals were obtained from simultaneous high speed
recordings (100 mm/sec) of electrocardiography, phonocardiography, and carotid pulse tracing
in diabetics(male 26, female 31).

1. As the diabetic retinopathy got severe, shortening of LVET and prologation of PEP
were noted, but QS, showed no significant change.

2. PEP/LVET ratio of diabetics without diabetic retinopathy was significantly higher
than that of normal control(p<0.01).

3. PEP/LVET ratio of diabetics with diastolic blood pressure under 95 mmHg was signifi-
cantly higher than that of normal control group(p<0.01), and PEP/LVET ratio of diabetics
with diastolic blood pressure over 95 mmHg was significantly higher than that of normal
control and that of diabetics with diastolic blood pressure under 95 mmHg (p<{0.01).

4, PEP/LVET ratio of diabetics with proliferative retinopathy was significantly higher
than that of normal control and that of diabetics with mild diabetic retinopathy (p<0.01),

but this result was not conclusive because of the small case number.
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Fig. 1. Simultaneous recording of phonocardiogr-
aphy, carotid pulse and electrocardiogra-

phy.
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Table 1, STI of Normal Koreans
(Mean-+S.D.)
Age Sex No. QS, (msec) LVET (msec) PEP (msec) PEP/LVET
20~39 M 17 363127 284+21 79-+10 0.280=0. 033
F 20 36325 28224 8110 0.284+0. 044
Total 37 363126 28323 8010 0.2824-0. 038
40~ M 17 37026 287222 8312 0.293-20. 048
F 12 368+28 28322 85+10 0.30320. 027
Total 29 369127 285=-22 8411 0.29840. 037
* M: Male, F: Female, No.: Number, S.D.: Standard Deviation., STI: Systolic Time Intervals.
Table 2, STI of Diabetics
_ o (Mean=S.D.)
Age Sex Retino Diustolic Neo. QS,(msec) LVET (msec) PEP(msec) PEP/LVET
pathy JHypertension
16~39 M&F - - 9 386+29 292427 94--12 0.324+0. 049
+ - 0 — - - —
Total 9 386429 292427 9412 0.324+0. 049
40~ M&F - - 7 39333 293+29 10012 0. 343+0. 052
- + 11 36833 263+26 105417 0.404-20. 080
Total 18 832+34 28225 10015 0.36210. 072
M&F  + - 15 377428 280=26 98-+5 0.35140. 030
+ + 12 378134 269-+26 10915 0.40820. 058
Total 27 377434 27529 10312 0.3760. 053
M&F 4 - 0 - ~ - -
+ + 3 370+ 7 249+ 9 123710 0.498+0. 053
Total 3 370+ 7 249+ 9 12310 0. 498+0. 053
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Fig. 2. PEP/LVET ratio in normal and diabetics with or without retinopathy.
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Fig. 4. Correlation of mean deviation of STI values of diabetics from normal with regard to retinopathy.
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£ PEP/LVET = AHEsHA S7stg ek (p<0.01).
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