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New roles for desmin in the maintenance of muscle homeostasis. FEBS Journal, 2022, 289, 2755-2770.
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Profiling of the muscle-specific dystroglycan interactome reveals the role of Hippo signaling in
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Non-canonical activation of DAPK2 by AMPK constitutes a new pathway linking metabolic stress to
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The extracellular matrix protein agrin promotes heart regeneration in mice. Nature, 2017, 547, 179-184. 27.8 498

Muscle wasting in disease: molecular mechanisms and promising therapies. Nature Reviews Drug
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VWA domain of S5a restricts the ability to bind ubiquitin and Ubl to the 26S proteasome. Molecular 01 15
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Ubiquitylation by Trim32 causes coupled loss of desmin, Z-bands, and thin filaments in muscle atrophy. 5.9 165
Journal of Cell Biology, 2012, 198, 575-589. )

During muscle atrophy, thick, but not thin, filament components are degraded by MuRF1-dependent
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