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Myocardial bridge(MB) existing in the coronary artery not only remarkably
suppresses the atherosclerosis development in the coronary segment covered by MB,
but also is influential to the atherosclerosis evolution and localization in the coronary
artery segment proximal to the entrance of MB. When the mass volume of
myocardium composing MB is large, such large MB induces the occurrence of MB.
The patient age of such condition is significantly 8 years younger than that attacked by
myocardial infarction without MB.
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Endothelial cell shape by SEM
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Anatomic properties of MB in Ml hearts

MI cases Non-MI cases
(n=67) (n=100)
Age 70.0+13.2 70.0+12.5
Gender (M/F) 54/13 81/19
MBEB entrance from left coronary ostium (cm)
4.80+1.17 4,57+1.,25
(mm)
+129
(mm)
+0.44

(MB muscle vol.)
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Patient profiles of 150 MI patients by MB status

MB status MB(-)
Case No. (45%) 83(55%)

Age of acute-on-old

68.0+16.1 71.4=%+11.1
Gender(M/F) 54/13 61/22
Acute/old 23/44 28/55
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Difference in systolic compression by muscle voelume of MB
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