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Abstract

Objective To compare the clinical features and pathological changes of patients of atypical membranous nephropathy

(AMN) with positive immunne indexes and patients of idiopathic membranous nephropathy (IMN). Methods  From January 2012 to
Sep 2019, 28 patients of AMN with positive immune indexes including ANA and 123 patients of IMN which were diagnosed by renal biop-
sy were analysized retrospectively. The general clinical data, clinical manifestations, laboratory examination and the results of renal pa-
thology were compared between the two groups. Results Compared with IMN patients, AMN patients had higher proportion of females
with younger onset, lower complement of C3, C4 with leukopenia. Immunofluorescence revealed the proportion of multiple immune com-
plex deposits containing Cl1q was elevated, while patients with IMN had high rate of PLA2R positive. Conclusion The clinical manifes-
tations of AMN with positive immune indexes is nephrotic syndrome and is similar to lupus nephoritis of type V in pathology. AMN wth
high positive rate of ANA, anti SSA and anti SSB antibody, and pathological immunofluorescence deposition of multiple immune complex,
especially accompanied by " full house" , may highly indicate lupus nephritis and should be early treated actively.
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