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The clinical and pathological features of primary IgA nephropathy with hyperuricemia
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[ Abstract] Objective To analyze the clinical and pathological characteristics of primary IgA nephropathy (IgAN) with hype-
ruricemia and provide a basis for diagnosis and treatment for this disease. Methods The clinical and pathological biopsy results of
288 patients with IgAN were collected in Renmin Hospital of Wuhan University from January 2015 to March 2017. The patients were di-
vided into two groups by the level of uricemia: hyperuricemia and normal uric acid. The clinical and pathological dates of two groups
were retrospectively analyzed. Results The prevalence of high uric acid was 43.06% in 288 patients. The systolic blood pressure,
diastolic blood pressure, 24-hour urine protein quantification, blood urea nitrogen, serum creatinine, triglyceride and low density lipo-
protein were significantly higher in high uric acid group (P<0.05). There was no significant difference in age, sex, high density lipo-
protein, plasma total protein and plasma albumin (P>0.05). There were significant differences in staging of chronic kidney disease
(P<0.05). Oxford typing results showed that there were statistically significant differences in mesangial hyperplasia, tubular atrophy or
interstitial fibrosis between the two groups ( P<0.05), and there was no difference in endothelial cell proliferation, segmental sclerosis
or adhesions (P>0.05). Conclusion Clinical and pathological lesions in IgAN patients with hyperuricemia are more serious than
that with normal uric acid. More attention should be paid. Effective and timely treatments are needed.
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