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signs vary depending on the organs affected. I R) Check for updates

A Japanese team established comprehensive diagnostic criteria
for IgG4-RD, 2011 focusing on the concentration of serum To cite Umehara H, Kawano M. Ann Rheum Dis 2019;78:¢66.
IgG4 (>135 mg/dL), numbers of IgG4-positive cells (>10 cells/
HPF) and ratio of IgG4-positive to IgG-positive cells (>40%) in
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affected tissues. ‘ Published Online First 6 June 2018
However, many cases of IgG4-RD with low levels of IgG4
and mimickers of IgG4-RD with increased serum IgG4 have .
been reported and the concept of IgG4-RD has become blurred. oo Linked

Therefore, new specific markers or new criteria for IgG4-RD are
required.’

Human IgG4 has a unique structure distinguished from the
other IgG subclasses by lack of interaction with the comple-
ment system and inability to activate the classical complement
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