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The Influence of Frequent Ventricular Premature Contractions on the Inflammatory Status and Cardiac Function in Patients with Dilated
Cardiomyopathy. Shi Shaobo,Yang Bo,Liang Jinjun,Li Pengfei,Liv Kai, Wang Xinxin. Department of Cardiology , Renmin Hospital of Wu-
han University , Cardiovascular Research institute of Wuhan University , Hubei 430060 , China

Abstract Objective To investigate the influence of frequent ventricular premature contractions on the inflammatory status and car-
diac function in patients with dilated cardiomyopathy (DCM ). Methods We compared the differences of hs — CRP level , NYHA classes,
NT - proBNP level, left ventricular end diastolic diameter( LVEDD) and left ventricular ejection fraction( LVEF) between DCM accompa-
nied with PVCs group and non — accompanied with PVCs group. Results There was no significant difference in hs — CRP level between
DCM accompanied with PVCs group and non — accompanied with PVCs group(4.21 £2.39mg/L vs 3.75 £2.25mg/L,P >0.05). NYHA
classes were higher(3.02 £0.62 class vs 2. 68 +0. 66 class, P <0.05). The number of patients whose NT — proBNP concentration =
1800pg/ml were more(105/128 vs 37/60,P <0.01). LVEDD was strikingly greater(65.65 £7.82mm vs 59.63 +11.34mm,P <0.01).
LVEF was lower(34.32% +6.79% wvs 38.02% +7.55% ,P <0.05). Conclusion Heart failure is more serious and left ventricular
function is worse in patients of dilated cardiomyopathy with PVCs than those without PVCs,which suggestes that adequate attention should

be given to PVCs clinical diagnosis and treatment.
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