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Clinical significance of combined detection of serum BNP,hs-CRP and ALD in chronic heart failure patients
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Abstract ; Objective
with chronic heart failure(CHF). Methods

To investigate the clinical significance of joint determination of serum BNP,hs-CRP and ALD in patients

80 CHF patients(CHF group) and 40 healthy volunteers(normal control group) were

enrolled. The serum concentrations of BNP, hs-CRP and ALD of all the subjects were tested before and after treatment respectively.

And the results were analyzed statistically. Results

The levels of serum BNP.hs-CRP and ALD in CHF patients were significantly

higher than those in normal control group(P=0. 000) , which reduced significantly after 3-month treatment(P=0. 000). Conclusion

Combined detection of BNP,hs-CRP and ALD is helpful for the early diagnosis,treatment,and curative effect observation in CHF

patiets.
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