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The Vasomotor Tone In Vasospastic Angina

Kyung II Han, M.D., Ki Hoon Han, M.D., Seung Woo Park, M.D,,
Suk Keun Hong, M.D., Dae Won Sohn, M.D,,
Myoung Mook Lee, M.D., Young Bae Park, M.D., Jung Don Seo, M.D.

Department of Internal Medicine, Seoul National University, College of Medicine, Seoul, Korea

To evaluate the coronary vasomotor tone in vasospasic angina, we compared the diameters
of non-spastic segments of vasospastic group with those of control group. The internal
diameters of each segment of three major coronary arteries were measured on the basal
coronary angiogram. and nitroglycerin administration after provocation with ergonovine
or acetylcholine.

The vasospastic angina group consisted of 26 patients(20 males. 6 females, mean age
of 54 years) and control group consisted of 25 patients(7 males, 18 females, mean age
of 55 years). The basal coronary arterial diameters in vasospastic angina group were smaller
than those in control group(p < 0.05) except the distal segment of right coronary artery.
The percent dilation ratio** in vasospastic angina group was greater than that in control
group(p < 0.05).

In vasospastic angina group there was no significant difference in the degree of constriction
after provocation with ergonovine or acetylcholine between proximal and distal segment.
These observations suggest that in vasospastic angina, basal coronary arterial tone is increa-
sed in the entire coronary arterial tree and the localized spasm may reflect local hyperrespon-

siveness. ) ) . .
diameter afer nitroglycerin-basal diameter

X
basal diameter 100

Percent Dilation Ratio** =
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Fig. 1. The location of measurement.
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Table 1. The basal coronarv artery diameter (mm)
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Ao A grlA ZHth(p < 0.05)(Table 2,

Fig. 3).
o] 3 PAZ AT o| A ergonovine E acetvl-
cholineo] 9% FHAZ(UEZIZHAT Fo

Fo] WA et FLHEANE W W7 Aol W
3to] HAE H))7F 29 - M= 3441235 (%)
A BAHNME 369+ 4.3(%)2 2EEH U
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Location Group 1 Group 11 p value
LAD proximal 3.37£0.10 3.70£ 0.11 <0.05
mid 3.02+0.10 3.45%£ 0.10 €0.05
distal 2.35% 0.09 2.86% 0.09 €0.05
LCX proximal 291+ 0.10 3.26+0.11 {0.05
distal 2.49+0.10 3.14+0.13 €0.05
RCA proximal 3.04+0.15 3.61x0.15 {0.05
mid 2.95+ 0.15 3.36+0.13 €0.05
distal 2.73%£ 0.16 3.00t0.12 NS
MEANZT S.E.
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Fig. 2. The basal coronary arterv diameter(mm).
Table 2. The percent dilation ratio( %)
Location Group I Group II p value
LAD proximal 343123 163+ 2.4 {0.05
mid 16.6+ 7.1 1.5+ 7.5 {0.05
distal 363+ 11.4 7.5+ 3.9 {0.05
LCX proximal 19.3% 7.0 108+ 3.3 {0.05
distal 299+ 8.9 12.1+ 6.1 {0.05
RCA proximal 41.4% 6.1 7.7+ 7.7 {0.05
mid 38.2+ 7.5 14.0+ 4.0 {0.05
distal 39.2+ 59 15.0+10.0 {0.05
Total 324+ 2.8 9.38%+ 1.9 0.05
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*p<0.05 **NS
Fig. 3. The percent dilation ratio(%).
Table 3. The percent constriction ratio( %)
Location Proximal Distal p value

LAD 298+ 3.7 37.2%t 8.4 NS

LCX 348+ 8.3 29.4%+10.5 NS

RCA 46.71+16.4 41.2+22.6 NS

Total 344+ 3.5 368+ 4.3 NS
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Fig. 4. The percent constriction ratio( % ).
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