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A controlled study of hemodialysis combined with hemoperfusion for the treatment
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[Abstract] Objective The aim of this study was to assess the effect of hemodialysis combined with hemoperfusion for the
treatment of microinflammation in diabetic nephropathy patients. Methods One hundred and twenty-five cases of diabetic nephrop-
athy experienced treatment from July 2014 to December 2015 in author’s hospital were analyzed retrospectively. They were divided
into two groups randomly. The observation group received hemodialysis combined with hemoperfusion, and the control group re-
ceived just hemodialysis therapy. The status of microinflammation and curative effect were compared. Results The effective rate of
observation group was 60. 6% , while was 45. 8% in control group (P<C0. 05). Microinflammation level: compared with control
group,SAA,IL-6,11.-17,11-22,1L.-18, TNF-aand TGF-1 status of observation group showed decreased trend (P<C0. 01). Conclu-
sion Hemodialysis combined with hemoperfusion can effectively decreased microinflammation status in diabetic nephropathy.
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