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ARTICLE IF CITATIONS

ATPa€sensitive potassium channels in zebrafish cardiac and vascular smooth muscle. Journal of
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Isolation of Cardiac and Vascular Smooth Muscle Cells from Adult, Juvenile, Larval and Embryonic
Zebrafish for Electrophysiological Studies. Journal of Visualized Experiments, 2022, , .

Complex consequences of Cantu syndrome SUR2 variant R1154Q in genetically modified mice. JCI 5.0 1
Insight, 2021, 6, . :

Consequences of SUR2[A478V] Mutation in Skeletal Muscle of Murine Model of Cantu Syndrome.
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The Mechanism of High-Output Cardiac Hypertrophy Arising From Potassium Channel Gain-of-Function
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Pathophysiological Consequences of KATP Channel Overactivity and Pharmacological Response to
Glibenclamide in Skeletal Muscle of a Murine Model of CantA? Syndrome. Frontiers in Pharmacology, 3.5 19
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Clibenclamide reverses cardiovascular abnormalities of Cantu syndrome driven by KATP channel
overactivity. Journal of Clinical Investigation, 2020, 130, 1116-1121.

ABCC9-related Intellectual disability Myopathy Syndrome is a KATP channelopathy with
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Clibenclamide treatment in a CantA? syndrome patient with a pathogenic ABCC9 gaina€efa€function
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Conserved functional consequences of disease-associated mutations in the slide helix of Kir6.1 and
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K2P channel gating mechanisms revealed by structures of TREK-2 and a complex with Prozac. Science,
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