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Abstract Objective: To study the relationship between the morphological severity of myocardial bridge (MB)
and vasospasm caused by acetylcholine (ACh) challenge test. Method: A total of 392 patients with left anterior de-
scending (LAD) without coronary stents underwent intracoronary ACh challenge. Angiographic coronary vaso-
spasm was defined as all or subtotal occlusion induced by ACh challenge. MB was identified as a milking effect in
coronary angiography. The total bridging length and maximum contraction compression of the MB in the LAD were
quantitatively analyzed. Result; There were 140 (36 %) patients with myocardial bridges in LAD,mostly in the mid-
dle. Patients with LAD combined with MB had significantly increased vasospasm and ACh challenge test positive
patients compared with patients without MB. The bridging length was positively correlated with the percent
shrinkage compression of the MB (+=0. 37, P<C0. 001). In the receiver operating characteristic curve analysis, both
bridging length and systolic blood pressure percentage significantly predicted the occurrence of LAD spasm (AUC
0.74,P<C0.001 and AUC 0. 68,P<C0.001). Multiple regression analysis demonstrated that these factors were in-
dependent predictors of LAD spasm. Conclusion: Myocardial bridges, especially morphologically severe myocardial
bridges,may induce greater coronary spasm.
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1 LAD . MB
Table 1 General data in MB patients (%), x=Es
(392 ) MB(140 ) MB(252 ) P
/ 63.6+12.1 63.7£11.6 63.6+12.4 0.97
189(48) 70(50) 119(47) 0. 60
/(kg+m™ %) 23.8+t4.4 23.6+£4.0 23.8+4.7 0.69
248(63) 76(54) 172(68) 0. 006
68(17) 30(21D) 38(15) 0.11
256(65) 90(64) 166(66) 0.75
78(20) 27(19) 51(20) 0.82
27(7) 15(11) 12(5) 0.03
DES 24(6) 12(9) 12(5) 0.19
60.4+8.9 60.3+8.8 60.5+9.0 0. 81
184(47) 64(46) 120(48) 0.72
66(17) 22(16) 44(17) 0. 66
98(25) 36(26) 62(25) 0. 81
117(30) 44(3D) 73(29) 0.61
ACEI/ARB 127(32) 37(26) 90(36) 0.06
B- 41(10) 11(8) 30(12) 0.21
0.9240.97 1.1240.99 0.81=£0.95 0.002
RCA 107(29) 48(37) 59(25) 0.02
LAD 184(47) 85(61) 99(39) <0. 001
69(18) 24(17) 45(18) 0.83
LAD
208(53) 55(39) 153(61) <0.001
62(16) 32(23) 30(12) 0.004
84(21) 46(33) 38(15) <C0.001
38(10) 7(5) 31(12) 0.02
LAD 0. 26
54(29) 21(25) 33(33)
130(71) 64(75) 66(67)
104(27) 47(34) 57(23) 0.02
147(38) 65(46) 82(33) 0.0069
217(55) 90(64) 127(50) 0.008
Ach 192(49) 83(59) 109(43) 0.002
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2 LAD
Table 2 Vasospasm in LAD (%) .x=Es
(140 LAD (+)(@85 ) LAD (—=)(B5 ) P
1(1 0€0) 1(2) 0.35
134(96) 81(95) 53(96)
S5(4) 4(5) 1(2)
LAD MB
49(35)
32(23)
4(3)
55(39)
MB /mm 15.0+6.9 17.246.9 11.645.4 <0. 001
/mm® 1.5040. 46 1.4440.47 1.6140.43 0.03
/mm 2.18+0.43 2.20+0.41 2.137£0.46 0. 36
/% 31.84+15.1 35.4+15.6 26.2+12.6 <0. 001
3 MB LAD
Table 3 Predictor of vasospasm
OR(95%CD P OR(95%CD P
1.00€0.97~1.03) 0.81
1.20€0.61~2.36) 0. 60
1.03(0.95~1.13) 0. 46
1.11€0.56~2.19) 0.77
0.69(0.42~2.20) 0.93
1.19€0.59~2.41) 0.62
1.69(0. 68~4.19) 0. 26
1. 89(0. 57~6. 28) 0. 30
1.16(1.09~1. 24) <C0. 001 1.13(1.06~1.22) <C0.001
MB 1. 05(1.02~1.08) <C0. 001 1.03(1.00~1.06) 0.047
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Figure 1 Coronary angiography images
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