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[ Abstract])

and cardiac structure and function in patients with maintenance hemodialysis (MHD). Methods

To evaluate the relationship between pregnancy-associated plasma protein A(PAPP-A)
A total of 86 MHD

patients, with course of treatment for at least 6 months, were divided into non-cardiovascular disease (CVD) group

Objective

(MHD-nCVD group,n=50) and cardi ovascular disease group (MHD-CVD group.n=236) according to the state of
CVD,and 40 age-marched health subjects were enrolled as health control group. Serum levels of PAPP-A were deter-
mined by ELISA,and cardiac structure and function were evaluated by echocardiography. The correlations between
serum level of PAPP-A and indexes of echocardiogram were analyzed. Results  Serum levels of PAPP-A in both
MHD-nCVD group and MHD-CVD group, which were (4. 264 1.72) and (7. 83%2. 16) mIU/L respectively, were
significantly higher than that of control group,which was (1. 7740.51)mIU/L (P<C0. 05). Serum level of PAPP-A
in MHD-CVD group was significantly higher than that of MHD-nCVD group (P <C0. 05). Correlation analysis
showed that level of PAPP-A in patients with MHD was positively correlated with left ventricular mass index (LLV-
MI,r=0. 484, P<C0. 05), and negatively correlated with left ventricular ejection fraction(LVEF,r= —0. 379, P<T
0. 05). Conclusion Serum level of PAPP-A in patients with MHD might be high,which could reflect LVMI and left
ventricular structure and function,and could evaluate left ventricular hypertrophy and left ventricular function.
cardiac structure
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