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The 6th Meeting of Japanese Coronary Spasm

Association in Osaka

16:00 - 19:45, 23t July (Saturday), 2011

RIHGA ROYAL NCB (Nakanoshima Center Bld.) 2F “Yodo no Ma”
6-2-27 Nakanoshima, Kita-ku, Osaka, 530-005
Tel : +81-(0)6-6433-2251

Opening Remarks 16:00-16:05 Hisao Ogawa (Kumamoto University)
Report 16:05 - 16:20 Chairperson: Hisao Ogawa (Kumamoto University)

“Progress of prospective registry study by Japanese Coronary Spasm Association
Speaker: Satoshi Yasuda (Tohoku University)

On behalf of Coronary Spasm Association

Presentation 16:20 — 18:20
1) Hiroaki Kono (Ehime Prefectural Niihama Hospital): Novel findings of optical
coherence tomography imaging in patients with vasospastic angina

2) Sho Minakawa (Tokai University): A patient with acute coronary syndrome
associated with coronary vasospasm and intra-plague hemorrhage

3) Noritsugu Uemori (Kinki University Nara Hospital): A patient with coronary
vasospasm in whom cardiac rupture developed following acute myocardial infarction

4) Miwa Ito (Kumamoto Saisei-kai Hospital): A patient with drug-refractory
vasospastic angina and ventricular fibrillation

5) Hiroki Terakawa (Hiroshima Rail-way Hospital): Clinical characteristics in
patients with medically refractory vasospastic angina



6) Daisuke Murakami (Nippon Medical School Chiba Hokusou Hospital):
Therapeutic potential of combination of different calcium channel blockers for patients
with vasospastic angina refractory to conventional medical treatment

7) Inami Takumi (Kyorin University): The impact of coronary vasospasm on left
ventricular dysfunction in patients without structural heart diseases.

8) Yasuhiko Tanabe (Shibata Hospital): A patient in whom cardiac arrest developed
during playing golf

9) Yoku Kikuchi (Tohoku University): Enhanced Rho-kinase activity in circulating
neutrophils of patients with vasospastic angina. -Possible biomarker for diagnosis and
disease activity assessment -

10) Koji Sato (Kumamoto University): Coronary spasm is frequently observed in
patients with obstructive coronary artery disease accompanied with rest anginal chest
pain

(Intermission 18:20 - 18:40)

L_ecture 18:40 - 19:40 Chairperson: Hiroaki Shimokawa (Tohoku University)
“Importance of coronary vasomotion in the pathogenesis of myocardial
ischemia”
Speaker: Filippo Crea
Professor of Cardiology, Catholic University

Closing Remarks 19:40 - 19:45 Hiroaki Shimokawa (Tohoku University)
A Social Gathering 19:45 - (3F Yuki no Ma)

Organizers:
Hisao Ogawa (Kumamoto University)

Hiroaki Shimokawa (Tohoku University)
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Importance of coronary vasomotion in the pathogenesis of myocardial ischemia

Filippo Crea, Catholic University, Roma, Italy

For many years atherothrombotic occlusion of epicardial coronary arteries has been considered the
only cause of myocardial ischemia and necrosis. In the past years a large number of experimental and
clinical studies have clarified that an abnormal vasomotion at the site of both large epicardial arteries
and coronary microcirculation plays a key role in all clinical manifestations of ischemic heart disease.
In some instances alterations of coronary vasomotion represent epiphenomena, whereas in others they
represent important markers of risk or may even contribute to the pathogenesis of myocardial ischemia,
thus becoming therapeutic targets. Among patients with chronic stable ischemic heart disease, dynamic
stenoses and coronary microvascular dysfunction play a key role in modulating the severity of angina
symptoms. Furthermore, microvascular dysfunction is the only cause of angina in patients who remain
symptomatic after successful recanlization of epicardial coronary arteries and in patients with
microvascular angina. Among patients with non ST elevation acute coronary syndromes, both
vasoconstriction at the site of the culprit stenosis and microvascular dysfunction play a contributory
role in modulating the severity of myocardial ischemia. Among patients with ST elevation acute
coronary syndromes, coronary artery spasm is the only cause of ischemia in patients with variant
angina. Furthermore, intense microvascular constriction is the last common pathway leading to Tako
Tsubo syndrome, as indicated by the fact that adenosine administration is associated in these patients
to a transient improvement of both myocardial perfusion and function. Finally, among patients with ST
elevation myocardial infarction microvascular constriction is an important pathogenetic component of
microvascular obstruction (also known as “no reflow” phenomenon) which is associated to a worse
outcome, thus negating the potential benefit of a successful primary percutaneous coronary
intervention. Although vasomotion alterations are present in all clinical manifestations of ischemic
heart diseases, the underlying molecular mechanisms are only partially known. This gaps in our

knowledge need to be filled in order to identify new therapeutic targets.
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