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o (34.3%) 14 (20.9%) 2 6
(9.0%) 2 4 (6.0%)
20 (29.8%) .
2.2 67 AAC 15
(22.4%) AACS52  (77.6%);
(P <0.05); N
\iPTH.C N W25 D.
1.
2.3 AAC N N
iPTH. N AAC (
AAC =1 AAC =0)
! ( OR>1) AAC
A AAC; B: AAC( )
(P<0.05); Mg(OR<1) AAC
2 (P<0.05) 2,
2.1 67  CKD3-5D 3
38 29 15 ~84(53.6 £17.9) CKD 0
CKD3-5 44 (65.7%) 5D 23 ? 2030
(34.3%) . ; 23 -
1
¢ P
n( %) 9(60.0%) 29(55.8%) - 0.729
( xts) 70.3 +10.5 48.8 £16.8 4.695 <0.001
(kg x=s 61.7+12.9 59.9+12.8 0.484 0.630
(mg/dl x+5) 9.1=1.0 8.1=1.1 3.118 0.003
(mg/dl x +5) 6.4+1.3 5.5£1.6 2.087 0.041
(mg?/dI* x +35) 57.8+10.6 43.2+12.8 3.769 <0.001
iPTH( pg/ml x =) 369.5 +563.5 343.4 +325.0 0.229 0.819
(mg/dl x=s) 2.2+0.2 2.4+0.4 -2.892 0.006
(g/L x+5) 36.6 4.0 35.9+6.3 0.450 0.654
C (mg/L x+s) 12.8 +17.3 12.8 +21.5 0.010 0.092
25 D( ng/ml x +35) 17.1+15.9 17.5£11.9 -0.095 0.925
( mmol /L x +5) 4.1+1.4 4.0£1.2 0.459 0.648
( mmol /L x +35) 1.8+1.0 1.6+0.8 1.084 0.282
n( %) 8(53.3%) 15(28.8%) - 0.078
n( %) 3(20.0%) 10(19.2%) - 0.603
n( %) 9(60.0%) 5(9.6%) - <0.001
2 AAC
B SE OR P 95% CI
-0.016 0.818 0.984 0.984 0.198 ~4.886
0.109 0.032 1.116 0.001 1.047 ~1.189
0.549 0.274 1.732 0.045 1.013 ~2.963
-2.631 1.251 0.072 0.035 0.006 ~0. 836
iPTH 0.001 0.002 1.000 0.797 0.998 ~1.002
0.114 0.041 1.120 0.006 1.033 ~1.215
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Study on the relationship between serum magnesium and abdominal

aortic calcification in patients with chronic kidney disease
Ni Lijun Ren Wei Jiang Jielong et al
( Dept of Nephrology The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract  Objective  To investigate the relationship between magnesium and abdominal aortic calcification
( AAC) in patients with chronic kidney disease ( CKD) and then speculate the intervention measures of vascular
calcification. Methods 67 cases with CKD3-5D were enrolled in this study and the clinical data were collected.

According to the detection of AAC the patients were divided into calcification group and no calcification group. The
factors between two groups were compared and the risk factors of AAC were analyzed. Results There were 15 ca—
ses with AAC (22.4%) 52 cases without AAC (77.6%) ; The age calcium phosphorus and calcium phosphorus
product in calcified group were significantly higher than those in non calcified group ( P <0. 05) ; The level of ser—
um magnesium in calcified group was significantly lower than that in non calcified group (2.2 0.2 vs 2. 4 £0. 4)

mg/dl( P < 0.05); Gender the body weight serum albumin alkaline phosphatase intact parathyroid hormone
(iPTH) 25 hydroxyvitamin D cholesterol and triglyceride between the two groups had no significant difference; Two
classification Logistic regression analysis showed that age serum phosphorus serum magnesium and calcium phos—
phorus product were the independent risk factors of AAC. The result of magnesium was statistically significant ( OR
=0.072 95% CI:0.006 ~0. 836 mg/dl P =0.035) which were corrected by age gender phosphorus calcium
phosphorus product and iPTH. Conclusion Age high calcium and phosphorus patients prone to abdominal aortic
calcification low magnesium is in addition to age blood phosphorus and calcium phosphorus products of the abdomi—
nal aortic calcification independent risk factors improving the body$ blood magnesium concentration may be condu—
cive to delay the progress of abdominal aortic calcification.
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