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Abstract

The relationship between coronary vasospasticity and the development of atherosclerotic lesion was
studied in 24 patients with vasospastic angina.

All patients had no organic stenosis initially and underwent follow-up coronary anglography at 6619
months after the initial examination. The coronary artery diameter was measured with the contour detec-
tion method. The spastic and non-spastic sites were identified at the initial coronary angiography with the
acetylcholine provocation test. The change of the luminal diameter (ALD) and the ratio of the change of
luminal diameter (% ALD) were compared at the spastic and the non-spastic sites.

The follow-up examination showed significant decreases of coronary artery diameter in both the spastic
(2.35+0.67 vs 2.16+0.58 mm, p<0.001) and non-spastic sites (2.66+0.91 vs 2.54+0.84 mm, p=
0.02). However, ALD and % ALD were not different between the spastic and non-spastic sites (ALD : —
0.194+0.40 vs —0.12+0.46 mm, NS; % ALD : —6.7+14.8% vs —3.2£17.0%, NS).

In conclusion, coronary vasospasticity does not promote the development of atherosclerotic lesion.
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Selected abbreviations and acronyms

AHA = American Heart Association
LD=Iluminal diameter
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Table 1 Clinical characteristics

Patient Age Sex period*! Follow-up Frequency*? ST change**

Angina Coronary risk factor Medications

No. () (mo) (mo) HT HL DM Smoking Ca antagonist Nicorandil Nitrate Aspirin Pravastatin
1 66 M 48 70 Frequent Depression + + + - 2 0 1 0 0
2 69 M 1 66 Frequent Elevation — — — + 2 1 1 0 0
3 63 M 1 67 None Elevation + — -— - 1 0 1 0 0
4 61 M 60 49 Frequent Elevation — + + + 2 0 1 0 1
5 49 M 12 48 None Elevation + — + + 1 0 1 0 0
6 60 M 1 64 Frequent Elevation — — -— - 1 1 1 1 0
7 60 M 41 65 Frequent Elevation + — — + 2 1 1 0 0
8 76 F 1 63 Frequent Elevation + — — - 1 1 1 0 0
9 74 M 1 71 Frequent Elevation + + — - 2 1 1 0 0

10 67 M 1 69 Sporadic  Elevation + — -— - 2 1 1 0 0
11 68 M 1 58 Sporadic  Elevation — + + + 1 0 1 0 1
12 49 F 1 64 Sporadic  Elevation + —  + - 2 0 1 0 0

13 7 M 2 72 Frequent Elevation — — — - 2 1 1 0 0

14 61 F 10 80 None Elevation + — — - 1 1 0 0 0

15 53 M 1 60 Frequent Elevation + + — + 1 1 2 0 1

16 62 M 37 85 Sporadic  Elevation + — + - 1 1 1 0 0
17 52 M 62 60 Sporadic  Elevation + — + + 2 0 1 0 0
18 59 M 2 58 Frequent Elevation + — + + 2 0 2 0 0

19 69 M 120 69 None Elevation + - - - 2 0 1 0 0

20 67 M 1 67 None Elevation - - + - 2 0 1 1 0

21 56 M 38 61 Frequent Elevation — — — - 1 0 1 0 0

2 59 M 1 76 None Elevation — — — - 1 0 0 0 0

23 49 M 1 75 None Elevation — — — - 2 0 1 0 0

24 62 M 8 75 None Depression — — — - 1 0 0 0 0

* Angina period before treatment, *?Frequency of angina attack; Frequent :

*3ST change at angina attack.

more than a few times per month, Sporadic : less than once a month,

HT=hypertension; HL=hyperlipidemia; DM =diabetes mellitus; mo=months.

LEEIC (p<0.001) /MEL, FEEHEED 2.661+0.91
5 2.54+0.84mm & FREIC (p=0.02) FR/AML L 7.

4. PRI & IR DO LEE

Fig. 2 (Z38EHE0 & JEMEER T ALD, % ALD Dl
BER L7z, ALD (3BEE T —0.1910.40 mm, FE#E
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14.8%, FEMFEERT —3.2+17.0% T, MEMEICHE
ErEIREDLON e, o7

5 PMOBREICLBILR

PR A M ELELROBRBES, L 0% FHL 99-
100% BEICMT T, ALD &% ALD % B L 7-#R %
Fig. 3 ISR L72. ALD (& 90% #4¥EE T —0.15+£0.40
mm, 99-100% ##EET —0.22+041 mm, FEEHEI
T —0.12+046 mm TH Y, % ALD (I 90% &I T

J Cardiol 1996; 28: 61-69

—5.8+152%, 99-100% #HELRT —7.5+14.7%, FE
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Table 2 Initial angiographic characteristics

Patient No. Organic stenosis sites*' Spastic sites (severity and type of spasm)*2

1 #2 (100% f), #12 (100% f), #14 (100% f)
2 #1 (99% f), #2 (99% f), #3 (90% d), #6 (100% f)
3 #4PD (90% d), #4AV (90% d)
4 #4PD (90% d), #4AV (90% d), #7 (90% d), #8 (99% d), #9 (99% d), #11 (99% d), #12 (100% ©)
5 #11 (100% f)
6 #10: 48% #6 (90% 1), #7 (100% f), #9 (100% f), #11 (90% d), #13 (90% d), #14 (90% d)
7 #1 (100% f), #7 (100% 1), #9 (90% d), #11 (100% f)
8 #7 (90% d), #8 (90% d)
9 #6: 28% #6 (100% f), #12 (100% f), #13 (100% f), #14 (100% f)

10 #6:42%, #7:25%,#9: 40%  #4AV (99% f)

11 #4AV (100% f)

12 #2:25% #2 (100% f)

13 #2 (90% 1), #3 (90% f), #4PD (99% f)

14 #7 (99% f)

15 #1 (100% f), #11 (100% f)

16 #7(99% f)

17 #2(99% d), #7 (90% d), #9 (90% f)

18 #2 (90% d), #9 (99% f)

19 #2:37%, #4AV: 28% #6 (90% d), #7 (90% d), #8 (90% d), #9 (90% d)

20 #3:42% #8 (90% d)

21 #4AV (100% f), #7 (90% f)

22 #2 (99% f), #3 (99% d), #4AV (100% f), #11 (100% f)

23 #6 (90% d), #7 (90% d), #8 (90% d), #9 (90% d), #14 (100% f)

24 #2 (100% f), #6 (90% f), #7 (90% d)

*!Organic stenosis was assessed using a quantitative computer based analysis system CCIP-310, CATHEX, Co., Tokyo, Japan.
*2Coronary segments were defined according to the AHA classification. Severity of spasm was graded according to the AHA classification.

f=focal spasm; d=diffuse spasm; AV =atrioventricular node artery;
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PD =posterior descending artery.
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Fig. 1 Comparison of coronary diameter between initial and follow-up coronary angiograms
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Fig.2 Comparison of ALD and % ALD between spastic and non-spastic sites

ALD=change of luminal diameter (luminal diameter on follow-up angiogram —luminal diameter on initial angio-

gram);
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% ALD = percent (ALD/luminal diameter on initial angiogram).
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Sporadic : Angina attack is less than once a month during follow-up period, Frequent : Angina attack is more than

a few times per month during follow-up period.
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