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Ah receptor expression in cardiomyocytes protects adult female mice from heart dysfunction induced
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Repression of the Aryl Hydrocarbon Receptor Is Required to Maintain Mitotic Progression and
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Ah Receptor Activation by Dioxin Disrupts Activin, BMP, and WNT Signals During the Early
Differentiation of Mouse Embryonic Stem Cells and Inhibits Cardiomyocyte Functions. Toxicological 3.1 54
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Aryl Hydrocarbon Receptor. , 2016, , 1-15.

Disruption of Ah Receptor Signaling during Mouse Development Leads to Abnormal Cardiac Structure
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Gene-Environment Interactions Target Mitogen-activated Protein 3 Kinase 1 (MAP3K1) Signaling in Eyelid
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Ah Receptor Signaling Controls the Expression of Cardiac Development and Homeostasis Genes.
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Sex- and tissue-specific methylome changes in brains of mice perinatally exposed to lead. 3.0 59
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The Ah Receptor Recruits IKKi+ to Its Target Binding Motifs to Phosphorylate Serine-10 in Histone H3
Required for Transcriptional Activation. Toxicological Sciences, 2014, 139, 121-132.

Pluripotency factors and Polycomb Group proteins repress aryl hydrocarbon receptor expression in
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Disruption of Aryl Hydrocarbon Receptor Homeostatic Levels during Embryonic Stem Cell
Differentiation Alters Expression of Homeobox Transcription Factors that Control
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Distinct Signaling Properties of Mitogen-activated Protein Kinase Kinases 4 (MKK4) and 7 (MKK?) in
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The aryl hydrocarbon receptor cross-talks with multiple signal transduction pathways. Biochemical
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trans-activation. Biochimica Et Biophysica Acta Gene Regulatory Mechanisms, 2007, 1769, 569-578. 2.4 11

Ah receptor signals cross-talk with multiple developmental pathways. Biochemical Pharmacology,
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Arsenite-Induced Aryl Hydrocarbon Receptor Nuclear Translocation Results in Additive Induction of
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Induction of Oxidative Stress Responses by Dioxin and other Ligands of the Aryl Hydrocarbon

Receptor. Dose-Response, 2005, 3, dose-response.0. 1.6 46

Chromium Inhibits Transcription from Polycyclic Aromatic Hydrocarbon-inducible Promoters by
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The Aryl Hydrocarbon Receptor Displaces p300 from E2F-dependent Promoters and Represses S

Phase-specific Gene Expression. Journal of Biological Chemistry, 2004, 279, 29013-29022. 3.4 139
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through Modulation of pRB Phosphorylation. Molecular Pharmacology, 2004, 66, 502-511.

Molecular Signatures of Dioxin Toxicity. , 2003, , . 0
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Role of the aryl hydrocarbon receptor in cell cycle regulation. Toxicology, 2002, 181-182, 171-177.
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