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Clinical characteristics of kidney disease in AIDS outpatients”
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[Abstract] Objective
with AIDS. Methods

Hospital served as the study subjects. The epidemiological data and clinical characteristics in these patients

To investigate the clinical characteristics of kidney diseases in the outpatients

Four hundreds and ten AIDS outpatients in the infection department of Beijing Ditan

complicating renal diseases were retrospectively analyzed. Meanwhile, for 187 initially treated patients, the
changes of renal damage related indicators after 6 month regular antiviral treatment were observed. Results

Among 410 cases of AIDS from January to December 2017,87 cases had complicating kidney disease, with a
prevalence rate of 21.2%. Among them,80 cases had hematuria,with a prevalence rate of 19. 5%. Among the
187 cases of initial treatment, 31 cases had hematuria before treatment, 17 cases converted to negative after an-
tiviral treatment,and the rate of hematuria converting to negative was 54. 8 %. There were 8 cases of proteinu-
ria and 1 case of renal diabetes before treatment,all converted to negative after treatment. There was no signif-

(118 +13)

mL/(min ¢ 1. 73 m”) J. Conclusion The prevalence rate of kidney diseases in AIDS patients is higher than that in the

icant change in eGFR before and after antiviral treatment[ (118 £12) mL/(min * 1. 73 m*) wvs.

general population,and the manifestations of kidney diseases have various forms,mainly hematuria.
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