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[ ABSTRACT ] Aim To investigate the risk factors of abdominal aortic calcification( AAC) for maintenance hemodi-
alysis(MHD) patients. Methods The lateral X-ray plain films of abdomen were used for AAC evaluation in MHD pa-
tients. 177 MHD patients were divided into calcified group( AAC >0) and non-calcified group( AAC =0). The demo-
graphic characteristics, dialysis vintage, clinical history as cardiovascular events, hypertension, hyperlipidemia, diabetes,
medication history of calcium carbonate and active vitamin D, laboratory markers as serum calcium , phosphorus , intact para-
thyroid hormone (iPTH) and hypersensitive c-reactive protein( hs-CRP) were compared between the two groups.  The risk
factors of AAC were analyzed by Logistic regression model.  The probability of AAC among patients with different level of
iPTH was evaluated. Results There are 103(58.2% ) MHD patients with AAC.  The incidence of cardiovascular e-
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vents was significantly higher in calcified group compared with non-calcified group(33.3% vs 9.4% ). The results of un-
ivariable analysis showed that the number of patients with aging, longer history of dialysis, higher levels of hs-CRP, history
of hyperlipidemia or hypertension, medication history of calcium carbonate or nonselective active vitamin D in calcified
group was more than that in non-calcified group. The difference was statistically significant. ~ The results of Logistic re-
gression analysis showed that aging, hyperlipidemia, hypertension,longer dialysis vintage, higher iPTH and hs-CRP levels,
medical history of nonselective active vitamin D or calcium carbonate were risk factors of AAC.  Serum iPTH level was
positively correlated with the incidence of AAC even after adjusted by age, gender, smoking, dialysis vintage, history of hy-
pertension or diabetes , high hs-CRP, medication history of nonselective active vitamin D or calcium carbonate. Conclu-
sion The incidence of AAC is higher in MHD patients, which might affect the prognosis of cardiovascular events.  Aging,

hyperlipidemia, hypertension, dialysis vintage , higher hs-CRP, nonselective active vitamin D and calcium carbonate use are

risk factors of AAC.
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The higher levesl of iPTH might be one of the most important risk factors of AAC for MHD patients.
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Figure 1. The demonstration about AAC-coring methods
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Table 1. The comparison of clinical Characteristics between

calcified group and non-calcified group

mo A BEARAL(103 f])  ARESfkAL (74 1) P
FEA TR

FRE(H) 55.50 +9.78 45.85+13.21  0.000
Bk (f) 53(51.5) 35(47.3) 0.585
KABEHTIE () 77(74.8) 44(59.5) 0.031
2 0 5 (45 37(35.9) 23(31.1) 0.502
DR B () 0.913
T8tk B/ INER ' R (BI]) 40(38.8) 30(40.5)

Wl BRI B s (1] 15(14.6) 10(13.5)

o ML B A5 () 17(16.5) 14(18.9)

PR ()

R I () 79(84.9) 36(67.9) 0.016
O IS (1)) 31(33.3) 5(9.4) 0.001
WEBRI (B]) 13(14.0) 4(7.5) 0.244
R LA (1)) 56(61.5) 28(45.2) 0.046
FHZ s ()

BRTRAES (1)) 81(94.2) 31(77.5) 0.012
TR D)) 83(94.3) 32(78.0) 0.012
T E IR

155 ( mmol /L) 2.51£0.28 2.52+0.26  0.680
1fiL % ( mmol /L) 1.97 +0.54 2.11 +£0.61 0.119
R (mg?/d12)  61.64£19.23  65.96 +20.58  0.154
I3 iPTH(ng/L) 1194.25 £879.92 1464.78 +1102.02 0.073
& hs-CRP(mg/L) 45(52.9) 22(34.9) 0.029
AAC 8(3.75 ~13.00) 0
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Table 2. Risk factor analysis model for vascular calcification
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et 1.146 1.047 1.054
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Figure 2. Prediction model of AAC by combining tradition-

al cardiovascular risk factors with CKD related risk factors
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