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Retrospective Analysis of the Clinical and Pathological Features of the Acute Interstitial Nephritis. Cheng Hong, Wang Xiaogin, Jin Jin-
song, Shi Junhua. Department of Nephrology, Chinese Medicine Hospital of Hubei Province, Hubei 430000, China

Abstract Objective To investigate the cause of the acute interstitial nephritis and its characteristics of clinical manifestations and
pathological changes. Methods Causes, clinical manifestations, pathological changes and hormone treatment effects of 60 patients diag-
nosed as AIN from July 2007 to July 2011 in our hospital had been retrospective analyzed. Results Drug — related cause was 83.3% .
Disease causing drugs included primarily antibiotics, cold medicines, non — steroidal anti — inflammatory drugs, joint use of these drugs,
other chemotherapy drugs, and some traditional Chinese medicine. Cause related to infection and immunity was less. The renal function of

43.3% patients returned to normal after drug treatment. Fourteen cases of 17 patients had stopped receiving dialysis treatment. Conclu-

sion AIN’s risk factors were multiply, and medication is the most common risk factors. The various clinical manifestations were nonspe-

cific. Early diagnosis and treatment could improve the prognosis of the disease.

Key words Acute interstitial nephritis; Clinical and pathology analysis
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