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Clinical significance of combined detection of hs-CRP and iron parameters for hemodialysis patients
Zhong Lihua s Lan Hui
(The Third People’s Hospital of Zigong ,Zigong,Sichuan 643000 ,China)
Abstract: Objective ~ To investigate the clinical significance of combined detection of hs-CRP and iron parameters for
hemodialysis patients with renal anemia. Methods For hemodialysis patients with renal anemia treated with erythropoietin(EPO)
and chalybeate, hs-CRP, Hb, reticulocyte hemoglobin (CHr) , the percentage of hypochromic red blood cells (Hypo%) , transferrin
receptor (sTfR),serum iron (SD,transferrin saturation (TS) and serum ferritin (SF) were detected before treatment. One month
later all parameters were detected again. According to the pre-treatment hs-CRP level and the laboratory reference value for hs-CRP
(4. 92 mg/L) , the patients recruited were divided into two groups.no-inflammation group(group | .hs-CRP<(4. 92 mg/L) and mi-
cro-inflammation group (]l group,hs-CRP>>4. 92 mg/L), the two sets of parameters before treatment and after treatment were
statistically analyzed,and level changes were observed to evaluate the micro-inflammation effect. Results Before treatment,in group
1 .SI,TS,SF levels were significantly lower than those in group [I (P<C0.05),sTfR level was significantly higher than group Il
(P<C0.05) ;after treatment,in group [ ,level changes of all parameters were significantly greater than group [l (P<C0. 05). Conclu-
sion Mcro-inflammatory response in hemodialysis patients with renal anemia may affects the curative effect of EPO and chalybe-

ate, Combined detection of hs=CRP and iron parameters can better guide clinical medication, and predicts the effects of combined

therapy of EPO and chalybeate.
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