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Lipids level detection and their correlation analysis in patients with HCV infection complicating chronic kidney disease
YANG Xiaoyan ,ZHANG Pingan® ,NIU Zhili
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Abstract: Objective To explore the serum lipid levels and their relation with renal function in the patients with hepatitis C vi-
rus(HCV) infection complicating chronic kidney disease. Methods Serum was collected from 116 cases of HCV infection complica-
ting chronic kidney disease,130 healthy people and 241 cases of HCV infection and the biochemical indicators of the liver and kidney
function and blood lipids were detected. Then the detection results were statistically analyzed. Results The levels of creatinine and
B.-MG in the patients with HCV infection complicating chronic kidney disease were higher than those in the HCV infection, the
difference was statistically significant(P<C0. 05). There was a positive correlation between the TG level and the levels of 8,-MG and
uric acid in the patients with HCV infection complicating chronic kidney disease, the differences was statistically significant ( P<Z

0.05). The levels of TG and HDL-C had a close relation with the kidney function in the patients with HCV infection complicating

chronic kidney disease,the difference was statistically significant(P<C0. 05). Conclusion There is a certain correlation between the

levels of TG and HDL-C with the renal function in the patients with HCV infection complicating chronic kidney disease.
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