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Correlation between coronary blood flow reserve and QTc
interval prolongation in chest pain female patients with
non-obstructive coronary artery disease
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[Abstract] Objective To analyze the correlation between coronary flow reserve (CFR) and corrected
QT interval (QTc) prolongation in chest pain female patients with non-obstructive coronary artery disease
(NOCA). Methods A total of 130 female patients with chest pain admitted to this hospital from February
2018 to May 2021 were selected. No lesion with the vessel diameter stenosis =>50% was detected by coronary
angiography. The CFR value was determined by the PET/CT quantitative myocardial flow analysis. The pa-
tients were divided into the CMVD group (CFR<C2. 0,61 cases) and control group (CFR=2. 0,69 cases) ac-
cording to the CFR value. The QTc interval in ECG was calculated by the Bazett formula. The multivariate lo-
gistic regression model was used to analyze the relationship between CFR and QTc prolongation. Results The
QTec interval in the CMVD group was significantly higher than that in the control group [ (430. 9+18. 3) ms
vs. (419, 7£21.9)ms, P<0. 05 ]. The logistic model regression analysis showed that CFR was negatively cor-
related with QTc prolongation after adjusting by age, body mass index, low density lipoprotein (LDL-C),
blood potassium, diabetes mellitus, smoking and hypertension, the OR of decreasing QTc prolongation was
0. 619 when each CFR was increased by 0.5 (95%CI :0.416—0.920,P<0. 05). LDL-C was positively correla-
ted with QTc prolongation,OR was 1. 915 (95%CI ;1. 133—3. 236, P <C0. 05). Conclusion In female patients
with NOCA ,the CFR decrease and LDL-C increase are the risk factors for QTc interval prolongation.
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