EfrhREFLF 2014411 A% 35454 228 Int ] Lab Med,November 2014, Vol. 35,No. 22 « 3051 -

R BT -
1 ) R il B K RE A A I AT AR K1 S

7 A, HAE AR AR MR E O OBS
(MEREZERARA, T T %M 110016)

O OEHN ARACARBEEFRELS R hofailk, HE ARBIFACHEBZEZ S AR B R o, o0 bk
JEi 4 Bk (BNP) (A2 4% C B i & @ (hs-CRP) | & % (BUN) \ JUEF (Crea) K F, s 45 Rk AT 547, SR % ;4049 BNP hs-CRP,
Crea K- FRZ5 TR, £FH %% 5L (P<0.01), logistic @92 54 £ 8 ,hs-CRP 5 R f 2 & 5 48 % 65 (P=0. 021),
Git SARBBHFREARLE ARE R hARIAMXY,
KER: Ry KmE; wA%B; EECAEESG
DOI:10. 3969/j. issn. 1673-4130. 2014. 22. 020 XEkFRIRAD : A NEHS:1673-4130(2014)22-3051-02
The association between anemia and inflammatory in patients with heart failure
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Abstract: Objective To research the relationship between anaemia and inflammatory in patients with heart failure. Methods
284 cases of patients with heart failure were enrolled and divided into 2 groups (anaemia group and non-anaemia group). The serum
levels of of brain natriuretic peptide (BNP) , high-sensitivity C-reactive protein (hs-CRP),blood urine nitrogen (BUN) and creati-
nine (Crea) were measured,and the results were analyzed. Results The levels of BNP,hs-CRP and Crea of anaemia group were sig-

nificantly higher than those of non-anaemic group (P<C0. 01). The results of logistic regression demonstrated that hs-CRP was in-

dependently associated with anaemia (P=0.021). Conclusion The occurrence and development of inflammation are independently

associated with anaemia in the patients with heart failure.
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