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Effect of Diltiazem Hydrochloride on Ischemic Heart Disease
—With special reference to the effect on angina pectoris—
Shung Chull Chae, M.D., Man Hong Jung, M.D., Duk Koo Yun, M.D.

Jae Eun Jun, M.D., Wee Hyun Park, M.D. and Hi Myung Park, M.D.

Department of Internal Medicine, College of Medicine
Kyungpook Nattonal University

Taegu, Korea

Effect of diltiazem hydrochloride on cardiac performance with particular reference to the
antianginal action was studied in 17 patients with ischemic heart disease, including 12 cases
of effort angina, by means of clinical and mechanocardiographic evaluations. All patients
were kept on the same medications from at least 2 weeks prior to diltiazem administration
until the end of the study, and were prescribed no other antianginal drugs except for liberal
use of sublingual nitroglycerin. Diltiazem was given 90mg a day in three divided doses for
two weeks. Clinical and mechanocardiographic evaluations, including calculations of pressure
rate product(PRP), triple product(TP) and tension time index(TTI), were made before and
at a weekly interval after diltiazem administration. After the medication, heart rate, blood
pressure and the pre-ejection period (PEP) with its ratio to the ejection time tended to decr-
ease, and the decreases in heart rate and the PEP at the end of two weeks were significant.
The PRP, TP and TTI were also significantly decreased at the end of the second week, and
the decrease in the TTI was significant even a week after the medication. An antianginal
effect, which appeared within few days, was excellent to good in over 90 percent of the
cases. These facts suggest that diltiazem hydrochloride has no negative inotropic action and
its antianginal effect in its early stage of the drug administration is primarily due to coro-

nary vasodilation and, as the drug is continued, is contributed to possibly by the decrease

in the myocardial oxygen consumption as well.
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Table 1. Clinical features of patients with ische-
mic heart disease given diltiazem (n=17)

Clinical feature No. of cases

Angina pectoris 12
Myocardial infarction, old 7

Hypertention with marked ischemic
changes on ECG only

Hypertension is present in a total of 6 cases
out of 17.
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Table 2. Changes in heart rate(HR), systolic and diastolic blood pressures(SBP&DBP) before and after
administration of diltiazem (n=15)

BRefore One week Two weeks
HR(/min.) 69-74.1 65--2.7 61+2, 3%
SBP(mmHg) 144+6. 2 138+5.1 140+4.7
DBP (mmHg) 89+5.2 84+3.5 85+3.2
Figures are mean--SEM. *:p<0.02

Table 3. Changes in systolic time intervals before and after administration of diltiazem (n=15)

Before One week Two weeks

PEP (msec) 114-55.7 110==5.1 105-+4. 3*

LVET (msec) 300:£5. 1 293+4.7 299-+4.9

PEP/LVET 0.380. 022 0.38+0.021 0.350.018
Figures are mean—-SEM. *:p<0. 05

Systolic time intervals are corrected for heart rate by Bazett’s formula.
In two cases out of 17, mechanocardiograms are unsatisfactory for measurements.
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rig. 1. Changes in pressure rate product, triple product and tension time index before and after admin-
istration of diltiazem (n=15).
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Table 4. Changes in pressure rate product(PRP), triple product(TP) and tension time index(TTI)
before and after administration of diltiazem (n=15)

Before One week Two weeks
PRP(mmHg/min.) 9805:-691. 0 8861+449. 8 8533388, 4¥**
TP(mmHg-sec/min.) 27411140. 9 2300+113.7 2525+104. 7**
TTI(mmEg-sec/min.) 2045+119. 8 1823+ 85.8* 1871+ 82.9*
Figures are mean—SEM. *:p<0. 05 *%p:<0.02 % p<0.01.

Table 5. Antianginal effect of diltiazem on pati-
ents with angina pectoris

Effect* No. of cases**
Excellent 6
Good 4
Fair 0
Poor 1

*: See text for details.
**: One case out of 12 is excluded because of
unreliability of patient’s statement.
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