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TG(mmol /L) 4.6(4.0 5.2) 4.9(4.2 5.8) Z=-2.284 0.0220
HDL(mmol /L) 1.2(1.0 1.5) 1.0(0.9 1.3) Z=-3.874 <0.000 1
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Correlation between hyperuricemia and clinical and

Oxford pathology of IgA nephropathy on renal biopsy

Lu Zhenzhen Deng Yueyi Liu Wangyi

(Dept of Nephrology Longhua Hospital Affiliated to Shanghai University

of Traditional Chinese Medicine Shanghai 200032)

Abstract Objective To investigate the correlation between hyperuricemia and clinical features and Oxford pathol-
ogy classification of IgA nephropathy on renal biopsy. Methods A retrospective analysis was performed on 289 pa—
tients diagnosed of primary IgA nephropathy by renal biopsy. According to the level of uric acid on renal biopsy
the patients were divided into two groups including 120 patients in the high uric acid group and 169 patients in the
normal uric acid group. Clinical and histopathological data were collected to analyze the relationship between hype—
ruricemia and clinical features and Oxford classification on renal biopsy. Results The incidence of hyperuricemia
in the 289 patients with IgA nephropathy was 41. 5% on renal biopsy. Compared with the normal uric acid group
the high uric acid group had a higher incidence of hypertension. The levels of creatinine urea nitrogen and 24 -hour
urinary protein were higher and the lipid metabolisms of triglyceride cholesterol high-density lipoprotein and low—
density lipoprotein were more abnormal in the high uric acid group. Spearman correlation analysis showed that uric
acid was closely related to mesangial proliferation(r =0.254 P <0.000 1) glomerular segmental sclerosis(r =
0.145 P =0.013) and tubular atrophy or interstitial fibrosis(r =0.315 P <0.000 1). Multivariate logistic re—
gression showed that hyperuricemia was an independent risk factor for mesangial proliferation and glomerular seg—
mental sclerosis after adjustment of other clinical indicators. Three different models were established based on dif—
ferent clinical indicators. ROC curve combined diagnosis revealed that uric acid could improve the diagnostic ability
of mesangial proliferation and glomerular segmental sclerosis. The more combined indicators the greater the diag—
nostic efficiency. Conclusion Hyperuricemia is closely related to renal dysfunction and lipid metabolism disorder
in IgA nephropathy on renal biopsy. At the same time hyperuricemia is associated with renal pathological injury.
As an independent risk factor for mesangial proliferation and glomerular sclerosis hyperuricemia can improve the
diagnostic value of mesangial proliferation and glomerular sclerosis in IgA nephropathy on renal biopsy.
Key words IgA nephropathy; hyperuricemia; Oxford pathology; mesangial proliferation; glomerular segmental

sclerosis



