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adult myogenesis. Experimental Gerontology, 2021, 145, 111200.

Skeletal muscle regeneration via the chemical induction and expansion of myogenic stem cells in situ

or in vitro. Nature Biomedical Engineering, 2021, 5, 864-879. 22.5 23

Myeloid cell-mediated targeting of LIF to dystrophic muscle causes transient increases in muscle fiber
lesions by disrupting the recruitment and dispersion of macrophages in muscle. Human Molecular
Genetics, 2021, 31, 189-206.

Modulation of Klotho expression in injured muscle perturbs Wnt signalling and influences the rate

of muscle growth. Experimental Physiology, 2020, 105, 132-147. 2.0 20

Differential Effects of Myeloid Cell PPARI"and IL-10 in Regulating Macrophage Recruitment, Phenotype,
and Regeneration following Acute Muscle Injury. Journal of Immunology, 2020, 205, 1664-1677.

Aging of the immune system causes reductions in muscle stem cell populations, promotes their shift

to a fibrogenic phenotype, and modulates sarcopenia. FASEB Journal, 2019, 33, 1415-1427. 0.5 62

Targeting a therapeutic LIF transgene to muscle via the immune system ameliorates muscular
dystrophy. Nature Communications, 2019, 10, 2788.

Macrophages escape Klotho gene silencing in the mdx mouse model of Duchenne muscular dystrophy
and promote muscle growth and increase satellite cell numbers through a Klotho-mediated pathway. 2.9 37
Human Molecular Genetics, 2018, 27, 14-29.

Immunobiology of Inherited Muscular Dystrophies. , 2018, 8, 1313-1356.

Myeloid cella€derived tumor necrosis factord€alpha promotes sarcopenia and regulates muscle cell

fusion with aging muscle fibers. Aging Cell, 2018, 17, e12828. 6.7 51

Regulation of muscle growth and regeneration by the immune system. Nature Reviews Immunology,
2017,17,165-178.

Klotho gene silencing ﬁ)romotes pathology in the<i>mdx</i>mouse model of Duchenne muscular

dystrophy. Human Molecular Genetics, 2016, 25, ddw111. 2.9 34

Myeloid cells are capable of synthesizing aldosterone to exacerbate damage in muscular dystrophy.
Human Molecular Genetics, 2016, 25, ddw331.

Increases of M2a macrophages and fibrosis in aging muscle are influenced by bone marrow aging and

negatively regulated by muscled€eerived nitric oxide. Aging Cell, 2015, 14, 678-688. 6.7 149

Shifts in macrophage cytoRine production drive muscle fibrosis. Nature Medicine, 2015, 21, 665-666.

Macrophage-Derived IGF-1 Is a Potent Coordinator of Myogenesis and Inflammation in Regenerating 8.2 a1
Muscle. Molecular Therapy, 2015, 23, 1134-1135. :
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Nitric oxide synthase deficiency and the pathophysiology of muscular dystrophy. Journal of
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Regulatory T cells suppress muscle inflammation and injury in muscular dystrophy. Science
Translational Medicine, 2014, 6, 258ral42.

Shared signaling systems in myeloid cell-mediated muscle regeneration. Development (Cambridge), 05 125
2014, 141, 1184-1196. ’

IL-10 Triggers Changes in Macrophage Phenotype That Promote Muscle Growth and Regeneration.
Journal of Immunology, 2012, 189, 3669-3680.

Agea€related loss of nitric oxide synthase in skeletal muscle causes reductions in calpain
<i>S<[i>a€nitrosylation that increase myofibril degradation and sarcopenia. Aging Cell, 2012, 11, 6.7 77
1036-1045.

Immunological Responses to Muscle Injury. , 2012, , 899-909.
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Mechanisms of Muscle Injury, Repair, and Regeneration. , 2011, 1, 2029-2062.

Neuronal Nitric Oxide Synthase-Rescue of Dystrophin/Utrophin Double Knockout Mice does not 05 30
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Role of superoxided€“nitric oxide interactions in the accelerated agea€related loss of muscle mass in
mice lacking Cu,Zn superoxide dismutase. Aging Cell, 2011, 10, 749-760.

Interleukin-10 reduces the pathology of mdx muscular dystrophy by deactivating M1 macrophages and

modulating macrophage phenotype. Human Molecular Genetics, 2011, 20, 790-805. 2.9 248

IFN-3 Promotes Muscle Damage in the <i>mdx</i> Mouse Model of Duchenne Muscular Dystrophy by
Suppressing M2 Macrophage Activation and Inhibiting Muscle Cell Proliferation. Journal of
Immunology, 2011, 187, 5419-5428.

Regulatory interactions between muscle and the immune system during muscle regeneration.
American Journal of Physiology - Regulatory Integrative and Comparative Physiology, 2010, 298, 1.8 859
R1173-R1187.

Arginine Metabolism by Macrophages Promotes Cardiac and Muscle Fibrosis in mdx Muscular
Dystrophy. PLoS ONE, 2010, 5, e10763.

Loss of positive allosteric interactions between neuronal nitric oxide synthase and
phosphofructokinase contributes to defects in glycolysis and increased fatigability in muscular 2.9 50
dystrophy. Human Molecular Genetics, 2009, 18, 3439-3451.

Nitric oxide generated by muscle corrects defects in hippocampal neurogenesis and neural

differentiation caused by muscular dystrophy. Journal of Physiology, 2009, 587, 1769-1778.

NO may prompt calcium leakage in dystrophic muscle. Nature Medicine, 2009, 15, 243-244. 30.7 12
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Major basic protein-1 promotes fibrosis of dystrophic muscle and attenuates the cellular immune

response in muscular dystrophy. Human Molecular Genetics, 2008, 17, 2280-2292. 2.9 76

Shifts in macrophage phenotypes and macrophage competition for arginine metabolism affect the
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Inflammation in Skeletal Muscle Regeneration. , 2008, , 243-268. 16

The role of free radicals in the pathophysiology of muscular dystrophy. Journal of Applied Physiology,
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Interplay of IKK/NF-1*B signaling in macrophages and myofibers promotes muscle degeneration in
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Patient survival by Hsp70 membrane phenotype. Cancer, 2007, 110, 926-935.

Macrophages promote muscle membrane repair and muscle fibre growth and regeneration during
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Mechanical signal transduction in skeletal muscle growth and adaptation. Journal of Applied
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Defects in neuromuscular junction structure in dystrophic muscle are corrected by expression of a
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Evolving Therapeutic Strategies for Duchenne Muscular Dystrophy: Targeting Downstream Events.
Pediatric Research, 2004, 56, 831-841.
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Prednisolone decreases cellular adhesion molecules required for inflammatory cell infiltration in
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Administration of the non-steroidal anti-inﬂammatog drug ibuprofen increases macrophage
concentrations but reduces necrosis during modified muscle use. Inflammation Research, 2003, 52, 4.0 30
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Expression of a musclea€specific, nitric oxide synthase transgene prevents muscle membrane injury and

reduces muscle inflammation during modified muscle use in mice. Journal of Physiology, 2003, 550,
347-356.

Null Mutation of gp91 phox Reduces Muscle Membrane Lysis During Muscle Inflammation in Mice. 9.9 62
Journal of Physiology, 2003, 553, 833-841. :
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2003, 36, 457-461. ’

Interactions between neutrophils and macrophages promote macrophage killing of rat muscle cells in
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Clinical Immunology, 2001, 98, 235-243. :
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A nitric oxide synthase transgene ameliorates muscular dystrophy in mdx mice. Journal of Cell
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Nitric oxide inhibits calpain-mediated proteolysis of talin in skeletal muscle cells. American Journal of
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Platelet-derived Growth Factor-stimulated Secretion of Basement Membrane Proteins by Skeletal
Muscle Occurs by Tyrosine Kinase-dependent and -independent Pathways. Journal of Biological
Chemistry, 1997, 272, 2236-2244.

Calpain Il expression is increased by changes in mechanical loading of muscle in vivo. , 1997, 64, 55-66. 29

Calpain Translocation during Muscle Fiber Necrosis and Regeneration in Dystrophin-Deficient Mice.
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