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The relationship between red blood cell volume distribution width and the prognosis of chronic heart
failure
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[Abstract] Objective To study the relationship between red blood cell volume distribution width

(RDW) and the prognosis of chronic heart failure (CHF ), and to explore its pessible as a potentially novel lab-
oratory markers in CHF patients. Methods 200 patients with CHF in our hospital from May 2009 to December
2010 were collected and divided into three groups according to New York Heart Association: class Il (n=66),
class [l (n=58), class V (n=76); 182 cases healthy people as the control group. The levels of RDW were
compared in all groups; 200 patients with CHF were divided into two groups, normal RDW group (n=98) and
high RDW group (n=102), The mortality were compared in two groups. Results There were no statistical
significance among all the groups in the differences of clinical data (Pall>0.05). The levels of RDW increased
gradually from control group to class IV group, and there were statistical significance between each two groups
(Pali< 0.01). The moriality in higher RDW group was higher than in normal RDW group and the difference had
statistical significance (P< 0.05). Cenclusion RDW in CHF patients is significantly higher than in the control
group, and the level of RDW is obviously related with the prognosis of CHF.
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