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Prognostic Value of High Sensitivity C — reactive Protein for Idiopathic Ventricular Premature Contractions. He Wenbo, Yu Xiaomei, Lu
Zhibing , et al. Department of Cardiology, Renmin Hospital of Wuhan University, Hubei 430060, China

Abstract Objective There is no evidence for organic heart diseases in patients with idiopathic premature ventricular contractions
(PVCs), while some latent pathological changes may exist. High sensitivity C — reactive protein (hs — CPR) might reveal the latent chan-
ges in the heart and thus could have prognostic value for idiopathic PVCs. Methods Patients with idiopathic PVCs admitted during
2010 - 2015 were enrolled. Holter ECG was performed to analyze clinical features of PVCs and heart rate turbulence indices (turbulence
onset and turbulence slope) were calculated to evaluate cardiac autonomic function. Serum hs — CRP was determined and patients were di-
vided into normal group and elevated group based on hs — CRP levels. The associations between hs — CRP levels and clinical features of
PVCs were analyzed. Results A total of 109 patients were enrolled including 88 patients with normal hs — CRP and 21 patients with ele-
vated hs — CRP. The patients in elevated group had increased blood pressure, impaired cardiac autonomic function, and significantly in-
creased incidence of polymorphic PVCs. Furthermore, high hs — CRP levels were risk factors for polymorphic PVCs as revealed by binary
Logistic regression. Conclusion In patients with idiopathic PVCs, high hs — CRP levels might reveal the latent pathological changes and
impaired autonomic function in the heart and were significantly related to high incidence of polymorphic PVCs. Hs — CRP might have a
certain prognostic value for idiopathic PVCs.
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