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Analysis on clinical characteristics of primary IgA nephropathy with nephrotic syndrome as clinical manifestations
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Abstract; Objective To analyze the clinical characteristics of primary IgA nephropathy with nephrotic syndrome as the clinical
manifestations. Methods Forty-one cases of primary IgA nephropathy diagnosed by renal biopsy from October 2007 to December
2016 were retrospectively analyzed. According to whether manifesting as nephrotic syndrome in clinic, the patients were divided into
nephrotic syndrome group(n=12) and non-nephrotic syndrome group (n=29). The clinical characteristics in the two groups were
analyzed. Then the clinical characteristics of primary IgA nephropathy with nephrotic syndrome as the clinical manifestations were
further analyzed. Results The nephrotic syndrome group had 12 cases and non-nephrotic syndrome group had 29 cases. In the ne-
phrotic syndrome group.serum creatinie and blood urea nitrogen(BUN) were higher, while the glomerular filtration rate(GFR) was
lower, the levels of cholesterol, HDL-C and LLDL-C were higher and Hb level was low. In the patients with nephrotic syndrome. the
occurrence rates of hematuria, renal insufficiency and hypertension,and the levels of BUN and creatinie in the severe group were
higher than those in the mild group, while the levels of Hb and GFR were lower;plasma albumin and 24 h urine protein levels had
no statistical difference between the two groups(P>>0. 05). Conclusion The condition of primary IgA nephropathy with nephrotic syn-
drome as the clinical manifestations is serious,its laboratory indicators has an important significance for guiding treatment and prognosis.
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