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Clinicopathological Analysis for Repeated Renal Biopsy in Patients with IgA Nephropathy with Partial Crescentic Formation. Luo Mianna,
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Abstract Objective To investigate the efficacy of immunosuppressive agents in the treatment of IgA nephropathy with a small a-
mount of crescentic formation. Methods Clinical and pathological data of IgA nephropathy patients with partial crescent formation who
received repeat renal biopsies were retrospectively analyzed in our kidney division. Results Cellular crescent bodies were found in 24 IgA
nephropathy patients at the first renal biopsy. All patients received immunosuppressive therapy without serious adverse reactions. There
was no significant difference in blood pressure, creatinine and glomerular filtration rate between two renal biopsies. At the second biopsy,
the hemoglobin and albumin increased. 24 —h urinary protein excretion decreased significantly. There was no significant difference in the
fluorescence intensity of IgA and C3 between two renal biopsies. The mesangial cell proliferation were decreased significantly, but the pro-
portion of global glomerulosclerosis and tubulointerstitial fibrosis were significantly increased. Although there was no statistical significance
in the proportion of glomerular crescent formation between two renal biopsies, there was a decrease tendency, even completely disappeared
in 12 patients disappeared during second renal biopsy. There was no significant difference in segmental sclerosis, balloon adhesion and in-
terstitial inflammatory cell infiltration. Conclusion Early intervention is necessary even IgA nephropathy with partial cellular crescent
formation. The immunosuppressive therapy of IgA nephropathy with partial cellular crescent can obviously reduce proteinuria, stabilize re-
nal function, improve anemia and reduce acute kidney injury without overt adverse effects in a short — term follow — up. However, there is
still a chronic progress trend. The optimal treatment remains to be clarified. Repeat renal biopsy is conducted if necessary.
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