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Analysis of Risk Factors of Cardiac Valve Calcification in Non-Dialysis Uremic Patients
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[ ABSTRACT ] Aim To investigate the risk factors of cardiac valve calcification in non-dialysis uremic patients.
Methods Echocardiographic examination was performed to detect the calcificaion in 88 non-dialysis uremic patients.
Patients were divided into two groups based on the echocardiographic, one as valve calcification, and the other as valve
non-calcification.  The blood biochemical indicators were collected, serum parathyroid hormone (iPTH) was detected by
radioimmunology.  Thirty healthy cases were selected for normal control group.  Serum fetuin-A was measured by en-
zyme-linked immunosorbnent assay (ELISA) in both of the study group and control group.  The calcification risk factors
were analyzed by binary logistic regression. Results  Of the 88 patients studied, cardiac valve calcification was found
in 25 patients, aortic valve calcification in 21 patients, mitral valve calcification in 4 patients, aortic and mitral valve calci-
fication in 2 patients.  Serum fetuin-A was lower in study group than in normal control group(P <0.05). Age, serum
phosphorus, calcium phosphorus product(Ca x P), C-reaction protein (CRP) and iPTH were higher in calcification group
than in non-calcifiation group, while serum fetuin-A was lower (P <0.05). Binary Logistic regression analysis showed
that age (B=3.732, P=0.015), CaxP (B=1.255, P=0.003), P (B=1.774, P=0.003), CRP (B=1.503, P =
0.025) and iPTH (B =0. 832, P =0.017) were the risk factors of cardiac valve calcification. ~Fetuin-A (B= -0.59, P
=0.043) was negatively correlated with cardiac valve calcification.  Fetuin-A was negatively correlated with CRP (r =
-0.545, P=0.000). Conclusions The cardiac valve calcification is prevalent in non-dialysis uremic patients, of
which aortic valve calcification is more common than mitral valve calcification.  The risk factors include age, Ca xP, P,

inflammation, iPTH.  Serum fetuin-A is the valve calcification inhibitors and negatively correlated with CRP.
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Table 1. Levels of fetuin-A in each group
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Table 2. Comparsion of the clinica data between calcifica-

tion group and non-calcification group

W H KB el Pa
IR (4) 53.00+13.85 63.96+13.34  0.002
W4 e (mmHg) 141.35£22.76 142.36 +25.33  0.400
#F3KE (mmHg) 79.2+9.0 82.2+9.5 0.312
ALB(g/L) 33.82+5.88  32.67x5.78  0.409
PA(mg/dL) 29.10 £10.05  25.02 £9.16  0.083
Hb(g/L) 76.76 +18.37  71.40+18.10  0.218
1145 ( mmol/L) 1.88 +0.31 1.90 £0.32 0.772
MU ( mmol/ L) 1.65 0. 56 2.03 0. 49 0. 006
FERERF (mg®/dl?)  40.78 £14.32  51.28 +14.01  0.007
iPTH(ng/L) 286.74 £247.61 416.35 +312.29  0.043
HDL( mmol/L) 1.07 +0.37 1.09 +0. 40 0.314
LDL( mmol/L) 2.09 +0.73 1.93 +0. 69 0. 309
TC( mmol/L) 4.06 +1.35 4.03 +£1.31 0.793
TG (mmol/L) 1.57 £0.75 1.86 +0. 61 0. 094
Lp(a) (mg/L) 289. 64 +239.66 319.67 +316.52 0. 64
CRP(mg/L) 25.11+8.29  32.42+10.23  0.001
RERE A A(pg/L) 3.82+0.77 3.02 £1.68 0. 000
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Table 3. Binary logistic regression analysis of risk factors

for valve calcification

moH P 17T 2250 (B) PE
R () 3.732 0.015
CRP(mg/L) 1.503 0. 025
JRERE I A(pne/L) -0.59 0. 043
1% (mmol/L) 1.774 0. 003
FEREFEF (mg’/dL?) 1.255 0. 003
iPTH( ng/L) 0. 832 0.017
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Figure 1. Relationship between fetuin-A and CRP
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