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Nebulin interactions with actin and tropomyosin are altered by disease-causing mutations. Skeletal
Muscle, 2014, 4, 15.

Familial dilated cardiomyopathy mutations uncouple troponin | phosphorylation from changes in

myofibrillar Ca2+ sensitivity. Cardiovascular Research, 2013, 99, 65-73. 3.8 68

Skeletal muscle I+-actin diseases (actinopathies): pathology and mechanisms. Acta Neuropathologica,

2013, 125, 19-32.

K7del is a common TPM2 gene mutation associated with nemaline myopathy and raised myofibre

calcium sensitivity. Brain, 2013, 136, 494-507. 7.6 42



38

40

42

44

46

48

50

52

54

KRISTEN ] NOWAK

ARTICLE IF CITATIONS

Skeletal and cardiac +-actin isoforms differently modulate myosin cross-bridge formation and
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