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The 5th Meeting of Japanese Coronary Spasm Association

17:00 - 20:45, 31"July (Saturday), 2010

Shinagawa Prince Hotel 15F “Kyoto”
10-30 Takanawa 4-chome, Minato-ku, Tokyo, 106-8611
Tel : +81-(0)3-3440-1111

Opening Remarks 17:00-17:05 Hisao Ogawa (Kumamoto University)

Report 17:05-17:30 Chairperson: Hisao Ogawa (Kumamoto University)
“Future study by Japanese Coronary Spasm Association”

Speaker: Yusuke Takagi, Satoshi Yasuda (Tohoku University)

On behalf of Coronary Spasm Association

Presentation  17:30-19:18

1) Yusuke Takagi (Tohoku University): The prognostic significance of dual
induction test for coronary vasospasm and ventricular fibrillation in survivors of
out-of-hospital cardiac arrest

2) Hiroki Terakawa (Hiroshima General Hospital of West Japan Railway
Company): Drug-refractory vasospstic angina pectoris in a patient with sleep apnea
syndrome in whom continuous positive airway pressure could improve symtoms

3) Kenshi Higashi (Gifu University): A patient with muli-vessel spasm, developing
antero-apical acute myocardial infarction

4) Keisuke Ooba(Kumamoto University): A Case Report of Acute Myocardial
Infarction Probably due to Coronary Spastic Angina

5) Soichiro Enomoto (Kokura Memorial Hospital): A patient with acute myocardial
infarction, associated with coronary vasospasm and EPA



6) Yasuhiko Tanabe(Niigata Preferctural Shibata Hospital): Takotsubo
cardiomyopathy-like left ventricular dysfunction in a patient with vasospastic angina

7) Hiroaki Kawano (Ehime Prefectural Niihama Hospital): Optical coherence
tomography imaging during vasospastic angina attack, showing the separation

between the adventitia and the intima-media complex

8) Taro Kawano (Nihon University): An out-of-hospital cardiac arrest / ventricular
fibrillation patient due to coronary vasospasm; An autopsy case

9) Takumi Inami (Kyorin University): Report of 9 patients with left ventricular
dysfunction probably due to coronary vasospasm

(Intermission 19:18 - 19:40)

Lecture 19:40 - 20:40 Chairperson: Hiroaki Shimokawa (Tohoku University)
“Coronary microvascular dysfunction”

Speaker: Paolo G Camici
Professor, Vita Salute University and Scientific Institute San Raffaele

Closing Remarks 20:40 - 20:45 Hiroaki Shimokawa (Tohoku University)
A Social Gathering 20:45 -
Organizers:

Hisao Ogawa (Kumamoto University)
Hiroaki Shimokawa (Tohoku University)
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Coronary microvascular dysfunction

Paolo G Camici

Vita Salute University and Scientific Institute San Raffaele, Milan, Italy

The development and refinement of non-invasive cardiac imaging over the past two decades has provided
new tools for the identification of pre-clinical disease. A bulk of studies, mainly using positron emission
tomography (PET) for the non-invasive quantification of regional myocardial blood flow, have demonstrated
that dysfunction of the coronary microcirculation occurs in many clinical conditions in the absence of
demonstrable stenoses on the large epicardial arteries. Studies in asymptomatic subjects, but with risk
factors for coronary artery disease such as hypercholesterolemia, essential hypertension, diabetes mellitus
and smoking, have provided evidence of how these risk factors translate into measurable damage to the
coronary microcirculation in the absence of demonstrable stenoses of the epicardial arteries. In some cases
these abnormalities represent mere epiphenomena, whilst in others they represent important markers of
risk or even contribute to the pathogenesis of myocardial ischemia, thus becoming therapeutic targets.

In the absence of obstructive stenoses on the epicardial arteries, a reduced coronary flow reserve is a
marker of coronary microvascular dysfunction. Although a single cutoff value of coronary flow reserve (e.g.
<2.0) below which microvascular function is deemed abnormal would be useful clinically, it must be noted
that, in normal humans, coronary flow reserve varies according to age and gender. Therefore, it is essential
to compare coronary flow reserve data in patients with those obtained in age- and sex-matched normal
subjects. In addition, resting myocardial blood flow is linearly related to cardiac work. Therefore, when
comparing different patients it is important to correct resting myocardial blood flow for the main
determinants of external cardiac workload, i.e. as blood pressure and heart rate (rate-pressure product;
RPP). A corrected coronary flow reserve can then be calculated by dividing hyperemic flow by
RPP-corrected resting flow. More complex is the assessment of coronary microvascular dysfunction in
territories subtended by stenotic coronary arteries where the evaluation of microvascular function depends
on the clinical context.

As proposed by Camici and Crea, coronary microvascular dysfunction can be classified in the following four
groups: 1) coronary microvascular dysfunction occurring in the absence of obstructive epicardial coronary
artery disease and myocardial diseases (type A); 2) coronary microvascular dysfunction occurring in the
context of cardiomyopathies (type B); 3) coronary microvascular dysfunction occurring in the presence of

obstructive epicardial coronary artery disease (type C); 4) iatrogenic coronary microvascular dysfunction

(type D).
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