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Correlation between High Sensitive C — reactive Protein and Cardiac Function in Patients with Dilated Cardiomyopathy. Zhou Heng,Tang
Qizhu ,Deng Wei. Department of Cardiology, Renmin Hospital of Wuhan Unviersity, Cardiovascular Research Institite of Wuhan University ,
Hubei 430060, China

Abstract Objective To investigate the relationship between high sensitive C - reactive protein( hs — CRP) and cardiac function in
patients with dilated cardiomyopathy(DCM ). Methods We compared the differences of NYHA classes, left ventricular ejection fraction
(LVEF) and left ventricular end diastolic diameter (LVEDD) between normal hs — CRP group and elevated hs — CRP group,and analyzed
hs — CRP levels of different NYHA classes, then investigated the correlation between hs — CRP and LVEF and between hs — CRP and
LVEDD. Results The NYHA stage, LVEF,LVEDD were 2.06 +0.90,(38.58 +5.98) % and 58.94 +6. 14mm respectively in normal
hs — CRP group, while those were 2.89 +0.88,(33.46 £6.55)% and 66.87 £9.34mm in elevated hs — CRP group,and there were sig-
nificant differences between the two groups. The hs — CRP was 2. 66 +1.80mg/L in NYHA [ group, while that was 5.02 +3. 27mg/L in [I
group, 5.25 £3.18mg/L in [l group,and 8.84 +£2.60mg/L in IV group. Levels of hs — CRP in [l group and Il group were both signifi-
cantly higher than those in I group(P <0.05) ,and the levels in IV group were strikingly higher than other three groups (P <0.001).
Levels of hs — CRP had negative correlation to LVEF (r = - 0.438,P <0.001), and positive correlation to LVEDD (r =0. 346, P <
0.01). Conclusion It is reasonable to believe that hs — CRP is associated with cardiac function in patients with DCM ,and hs — CRP may
be an useful index to predict the prognosis.
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