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Abstract : Objective
lated cardiomyopathy (DCM) patients. Methods
cording to NYHA classification, 12 patients in NYHA class [l .15 patients in NYHA class [l and 20 patients in NYHA class [V.
RDW, High sensitivity C-reaction protein (hs-CPR) ,tumor necrosis factor-a (TNF-o) and interleukin-1g (IL.-18) were detected in

To investigate the relationship between red cell distribution (RDW) and serum inflammatory factor in di-

47 dilated cardiomyopathy patients and 40 healthy volunteers were chosen. Ac-

all the DCM patients and healthy volunteers. The correlation between RDW and serum inflammatory factors were analyzed.
Results Compared to healthy volunteers, RDW, hs-CRP, TNF-a and IL.-13 were elevated significantly in DCM patients (all P<C
0.05). Comparisons among the DCM patients groupss RDW, hs-CRP, TNF-o, IL-18 in NYHA class [l and NYHA class [V were
higher than those in NYHA class ]I (all P<{0.05). There were positive correlation between RDW and hs-CRP,RDW and TNF-q,
RDW and IL-18(r=0. 422,0. 390,0. 325, P<Z0. 05). Conclusion

there is a significant correlation between RDW and serum inflammatory factors in DCM patients.

RDW is one of the indicators evaluating cardiac functions, and
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