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Analysis of clinical and pathological characteristics in patients with antineutrophil cytoplasmic
antibody associated vasculitis with renal dysfunction Tang Hailian ,Li Jianjun,Dong Hongfang,
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[ Abstract |
antineutrophil cytoplasmic antibody ( ANCA ) associated vasculitis ( AAV ) and renal dysfunction.
Methods
were selected and divided into the renal dysfunction group(62 cases) and the normal renal function group

Objective To investigate the clinical and pathological characteristics of patients with
A total of 110 patients with AAV and renal damage confirmed by renal biopsy in our center

(48 cases) according to whether or not accompanied by renal dysfunction(blood creatinine =106 pwmol/L).
The general clinical data and renal pathological results of the two groups were collected and compared.
Results The incidences of edema, proteinuria,anemia and hypertension in renal dysfunction group were
significantly higher than those in normal renal function group (P <0.01). The differences of pathological
types between the two groups was statistically significant,the proportion of crescent shaped patients in renal
dysfunction group was significantly higher than that in normal renal function group, while the proportion of
focal type patients in normal renal function group was significantly higher than that in renal dysfunction
group( P <0.001). The proportions of patients with renal pathological manifestations of crescent formation,
capillary loop necrosis, glomerulosclerosis, interstitial inflammatory cell infiltration, interstitial fibrosis,
renal tubular atrophy and arteriolar wall thickening in renal dysfunction group were significantly higher
than those in normal renal function group (P < 0.01). Conclusion The clinical manifestations and
pathological changes of patients with AAV and renal dysfunction are more serious, and the pathological
types are diverse,with significant active and chronic renal lesions.
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