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Correction: 2016 American college of rheumatology/European
league against rheumatism criteria for minimal moderate, and
major clinical response in juvenile dermatomyositis
Rider LG, Aggarwal R, Pistorio A, et al. 2016 American college of rheumatology/European league against rheumatism criteria for minimal moderate, and major clinical
response in juvenile dermatomyositis. Ann of Rheum Dis 2017;76:782–91. doi:10.1136/
annrheumdis-2017-211401.
The footnote for table 3 has been corrected to:
The enzyme range was calculated based on a 90% range of enzymes from natural history
data (5,38), which for creatine kinase is 20 times the upper limit of normal (ULN), for aldolase
is 6 times the ULN, and for lactate dehydrogenase, aspartate aminotransferase, and alanine
transaminase is 5 times the ULN.
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