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Overexpression of NOX2 Exacerbates Angll-Mediated Cardiac Dysfunction and Metabolic Remodelling.
Antioxidants, 2022, 11, 143.

Guidelines on models of diabetic heart disease. American Journal of Physiology - Heart and 15 20
Circulatory Physiology, 2022, 323, H176-H200. :

Diet-induced obese mouse hearts tolerate an acute high-fatty acid exposure that also increases
ischemic tolerance. American Journal of Physiology - Heart and Circulatory Physiology, 2020, 319,
H682-H693.

NADPH Oxidase 2 Mediates Myocardial Oxygen Wasting in Obesity. Antioxidants, 2020, 9, 171. 2.2 10

3-Weeks of Exercise Training Increases Ischemic-Tolerance in Hearts From High-Fat Diet Fed Mice.
Frontiers in Physiology, 2019, 10, 1274.

The role of NADPH oxidases in diabetic cardiomyopathy. Biochimica Et Biophysica Acta - Molecular 18 60
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Isolated perfused working hearts provide valuable additional information during phenotypic
assessment of the diabetic mouse heart. PLoS ONE, 2018, 13, e0204843.

Myocardial NADPH oxidase-4 regulates the physiological response to acute exercise. ELife, 2018, 7, . 2.8 44

Exercise of obese mice induces cardioprotection and oxygen sparing in hearts exposed to high-fat
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High- and Moderate-Intensity Training Normalizes Ventricular Function and Mechanoenergetics in
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Cardiac peroxisome proliferator-activated receptor-I+ activation causes increased fatty acid oxidation,
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Increased O<sub>2<[sub> cost of basal metabolism and excitation-contraction coupling in hearts
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