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Analysis of the correlation between left ventricular mass index and coronary myocardial bridging

WEI Shu—zhen, LIU Xiang-li, LI Guang—ping

(Department of Cardiology , The Second Hospital , Tianjin Medical University, Tianjin 300211, China)

Abstract Objective: To study the relationship between the level of left ventricular mass index(LVMI) and coronary myocardial bridging .
Methods: A total of 94 patients were recruited in this study who accepted diagnostic coronary angiography and were diagnosed with
myocardial bridging. And the patients were divided into 3 groups. 58 patients with normal coronary angiography served as control group.
Two—dimensional echo Doppler study was done on all patients to analyse the relationship between LVMI and systolic compression. Results: The
depiction rate of coronary myocardial bridging was 11.1% , and most commonly localized in the middle segment of the left anterior
descending branch. The level of LVMI in myocardial bridging group was significantly higher as compared to the control group(74.96+16.04
vs 82.82+16.26,P<0.01). Significant differences were found between subgroup 3 and subgroup1, 2 (93.19+13.16 vs 80.38+16.85 vs 82.46+
14.90, P <0.01). Conclusion:Coronary myocardial bridging is most commonly localized in the middle segment of the left anterior
descending branch. The level of LVMI is positively correlated with systolic compression.
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Tab 1 Comparison of heart functional parameter of two groups
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Tab 2 Comparison of heart functional parameter of three
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