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= ABSTRACT=

Correlation between the Electrocardiographic ST—T Changes and
Echocardiographic Changes in Patients with Hypertensive Heart Disease

Chung Gu Cho, M.D., Chuil Woo Kim, M.D. and Yang Kyu Park, M.D.
Department of Internal Medicine, Wonkwang University Medical School

Ock Kyu Park, M.D.

Department of Internal Medicine, Chonnam University Medical School

On the basis of the electrocardiographic ST-T changes, 46 patients with hy-
pertensive heart disease were evaluated with echocardiography and classified
into three groups ; those without any ST—T changes(group T, 6 patients) ; those
with various nonspecific ST—T changes(group II, 20 patients); and those with full
_blown LVH strain pattern (group III, 20 patients).

In group II, left ventricular posterior wall thickness (p<0.01), interventricular
septal thickness(p< 0.05) and cardiac muscle mass (p<0.02) increased significan-
tly and end —systolic dimension (p< 0.05), relative wall thickness(p< 0.02) also in-
creased significantly but ejection fraction decreased significantly (p<0.05).

These results suggest that LVH strain pattern is associated with left ventri-
cular hypertrophy or thickening, left ventricular dilatation and/or functional de-
terioration and that left ventricular wall thickness increase progressively even
in the stage of LVH strain pattern on electrocardiogram.
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Abbr. Dd : left ventricular end-—diastolic dimension, Ds :left ventricular
end - systolic dimension, IVST : interventricular septal thickness,
LVPWT: left ventricular posterior wall thickness.
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Fig. 2. Diastribution of left ventricular end —diasto-
lic(Dd) and end—systolic dimension(Ds),
left ventricular posterior wall thickness
(LVPWT), interventricular septal thickness
(IVST) and left ventricular muscle mass
(MM) in three groups of patients with hy-
pertensive heart disease.
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Fig. 3. Distribution of relative wall thickness(RWT)
and ejection fraction(EF) in three groups
of patients with hypertensive heart disease.
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Group [ : those without ST—T change
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Group I[ : those with LVH strain pattern

Fig. 4. Distribution of functional class of New York
Heart Association in three groups of patients
with hypertensive heart disease.
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