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[Abstract] Objective
tients found in physical examination, and to explore their value on pathological injury assessment and prediction.

Methods

To study the clinical features of serum IgA and IgA/C3 in IgA nephropathy(IgAN) pa-

The clinicopathological data from 239 biopsy-proven IgAN cases recorded due to physical abnormalities be-
tween August 2005 and December 2010 were studied retrospectively. Serum IgA and C3 were detected in all patients,
the renal histopathology was quantified according to Lee's grading. Results IgA and IgA /C3 were higher signifi-
cantly in IgAN patients compared with other non-IgAN ones, the degree of pathological injury were showed no corre-
lation with the level of IgA and IgA /C3 (all P>>0. 05) , their area under curves(AUC) were 0. 597 and 0. 611 respec-

tively. Conclusion The level of IgA and IgA/C3 is increased highly in IgAN patients found in routine examination,

their level has no correlation with pathological damage.and has low value in early prediction and diagnosis.
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