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Acetylcholine Induced Coronary Spasm in Patients with Acute Myocardial
Infarction with Angiographically Normal or Near Normal Coronary Arteries

Seung-Jung Park, M.D., Seong Wook Park, M.D., Jae Joong Kim, M.D.,
Jae-Kwan Song, M.D., Sun Mee Park, M.D,,
In Whan Seong, M.D., Jong-Koo Lee, M.D.

Asan Medical Center, College of Medicine, Universitv of Ulsan

Recent studies suggest that coronary endothelial dysfunction in atherosclerosis may contri-
bute to the predisposition both for coronary spasm as well as for thrombus formation.
The integrity of at least one aspect of endothelial function can be assessed by the intracoro-
nary administration of acetylcholine.

Eleven(13.4% . mean age 48+ 13. male 11) out of 82 consecutive patients with acute myoca-
rdial infarction showed angiographically normal or near normal coronary arteries at 7~ 10
in-hospital days. Ten(91%) had history of heavy smoking and 7 patients(64%) had no
history of previous angina. Anterior myocardial infarction was in 8 and inferior in 3 patients.

After intracoronary administration of acetylcholine(incremental dose of 20, 50ug for the
right and 20, 50, 100ug for the left), 9(82%) of 11 infarct related arteries showed total
or subtotal occlusion, but only in 3(17%) out of 18 non-infarct related arteries of 10 patients.
Multivessel spasm was noticed in 3. Ergonovine test(graded doses of 0.05, 0.1 and 0.2 mg
intravenously) was performed 30 minutes after completion of acetylcholine test in 5 patients.
In 1 patient, acetylcholine test was positive and but ergonovine test was negative.

Conclusion : 1) Eleven(13.4%) out of 82 patient with acute myocardial infarction had
angiographically normal coronary arteries.

2) Ach positive responses of infarct-related arteries are more frequent(82%) than that
of non-infarct related arteries(17% ), suggesting that the infarction might be related to coro-
nary artery spasm.

3) Positive Ach responses of non-infarct related arteries occurred in 30% of Patients.

4) Ach and Erg induced vasospasm developed at the same site in 5, which suggests
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that local hyperreativity might be related to spasm.

KEY WORD : Acetylcholine induced coronary spasm * Acute myocardial infarction *

Normal or near normal coronary artery.
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Fig. 1. A ! Initial right coronary angiogram demonstrating normal coronary arteries without any luminal

irregularities. B : after acetvlcholine intracoronary injection of 50ug demonstrating total occlusion
of the proximal portion of right coronary artery. C : initial left coronary arteriography and after
acetvlcholine 20ug intracoronary injection(D) demonstrating subtotal occlusion of proximal portion

of LAD.

Table 1. Clinical profiles of study patients

Total numbers of coronary angiogram in acute myoca-
rdial infarction from June '89 to Jan '91

82
Acute MI with angiographically normal or near normal

coronary arteries.

11(13.4%)
Age (mean, yrs) 48+ 13
Sex(M/F) 11/0
Previous Angina History 4
Smoking 10
MI, Anterior 8
Inferior 3

MI : myocardial infarction
ol 8, 3t =B o] 3 AT (Table 1).
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Table 2. Angiographic results of actylcholine and ergonovine provocative test in patients with MI

No. of Ach. test
Ach. test(+)/Pts
(+)/Vessel
multivessel spasm
multlesion spasm
spasm site
Ach. and Erg. test(5)

Infarct-related artery

Non-infarct related artery

11 18
9/11(82%) 3/10(30%)
3/18(17%)
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