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Abstract

In order to evaluate coronary flow response to 2 different vasodilators, nicorandil and papaverine, in
patients with myocardial infarction, we measured coronary flow reserve using a Doppler guide wire in
infarct-related and non infarct-related arteries. The study group consisted of 28 patients with first acute
myocardial infarction 3 weeks after successful coronary angioplasty within 6 hr after symptom onset.
Twelve patients with atypical chest pain served as the control group.

Coronary flow reserve induced by intracoronary papaverine (12mg) was lower in infarct-related arteries
than in non infarct-related arteries, but there were no differences in coronary flow reserve induced by intra-
coronary nicorandil (1 mg) between infarct-related and non infarct-related arteries. Coronary flow reserve
induced by nicorandil was lower than that by papaverine in non infarct-related arteries and the control
group. However, there were no differences between coronary flow reserve induced by nicorandil and
papaverine in infarct-related arteries.

Vasodilatory response induced by nicorandil was relatively preserved in infarct-related arteries com-
pared with papaverine. These results suggest that impairment of coronary microvascular response in infarct

myocardium varies in the different sites acted on by different vasodilator agents.
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Table1 Hemodynamic data at baseline and after administration of nicorandil and papaverine

Infarct-related

Non infarct-related

Baseline  Nicorandil Papaverine Baseline  Nicorandil Papaverine
Blood pressure (mmHg)
Systolic 113£21  105*+18* 101£17* 112£18 103£17* 101x17*
Diastolic 64+9 59+10* 58+9* 64110 59+10* 57+9*
Heart rate (beats/min) 7010 72£11* 72+10* 70£10 74£10*  76%9*

*p<0.01 vs baseline. Values are mean=+SD.

Table 2 Coronary flow reserve induced by intracoronary administration of nicorandil and

papaverine
MI patients (n=28) . Control (n=17)
Infarct-related Non infarct-related
APV (baseline, cm/sec) 20+7 24+38 16£5
r 1
CFR (nicorandil) 2.0+0.8 :I 2.1%+0.8 2.7%+0.6
CFR (papaverine) 2.1+0.7** 2.4%0.8* 3.1+0.8*

*p<0.05 vs nicorandil, **p<0.05 vs non infarct-related. Values are mean=+SD.
APV =average peak velocity ; CFR=coronary flow reserve ; MI=myocardial infarction.
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p<0.01 NS

CFR

3.0 | 3.0 |
2.0 | % 2.0 |
1.0 | -——— 1.0 —

0 . , 0
Nicorandil Papaverine

T 1
Nicorandil ~Papaverine

Fig.1 Coronary flow reserve induced by intracoronary
administration of nicorandil and papaverine in
non infarct-related and infarct-related arteries
Abbreviation as in Table 2.
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Non infarct-related artery Infarct-related artery

APV by 2mg nicorandil APV by 2mg nicorandil
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Fig.2 Comparison of average peak velocity after intra-
coronary administration of 1 and 2 mg nico-
randil in S patients
Abbreviation as in Table 2.
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