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Epidemiology investigation of chronic kidney disease among adults in Yongchuan of Chongqing”
Luo Huali, Jiang Xianhong® sWen Jin .Ma Yanping , Xia Qinghong sLi Yang s Hu Yulin , Sun Xieyi
(Department of Nephropathy and Rheumatism ,the Yongchuan Af filiated Hospital of
Chongqing Medical University ,Chongging 402160,China)

Abstract; Objective To study the prevalence of chronic kidney disease(CKD) and risk factors among adults received examina-
tion in Yongchuan district of Chongqing. Methods 10 280 residents(older than 18 years) were selected, who had health examina-
tion in the Yongchuan Affiliated Hospital,Chongqing Medical University, Yongchuan Hospital of Traditional Chinese Medicine and
Yongchuan peoples hospital from January 2012 to December 2013. Patients with CKD were identified by the examination dates. All
of them were conducted with a questionnaire survey, physical examination,and renal damage and related risk indicator factors moni-
toring for more than 3 months. Results Eligible dates of 10 021 subjects were enrolled in the study. The prevalence of albuminuria
was 5. 1% ,hematuria in 8. 3% ,reduced renal function in 1. 4%. The CKD population prevalence rate was 15. 7% ,and the recogni-
tion was 6. 4%. The Logistic regression model showed that hyperuricemia, nephrolithiasis, diabetes mellitus, hypertension, obesity
and age contributed to the development of CKD. Conclusion The prevalence of chronic kidney disease is 15. 7% and the recognition
is 6. 4% in urban healthy examination population of Yongchuan. Independent risk factors associated with CKD are hyperuricemia,

nephrolithiasis, diabetes mellitus, hypertension,obesity and age.
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