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Correlation between serum calcium and the vascular calcification and cardiovascular mortality in patients
with end—stage renal disease
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Abstract Objective: To investigate the correlation between serum calcium and the vascular calcification and cardiovascular mortality in
patients with end—stage renal disease (ESRD). Methods: Clinical data of 160 cases of ESRD patients with regular hemodialysis were
included. All cases were divided into three groups based on the serum calcium level: lower than normal (2.0 mmol/L<Ca<2.25 mmol/L),
normal(2.25 mmol/L<Ca<2.75 mmol/L), higher than normal (Ca >2.75 mmol/L). All the clinical data including age, gender, serum calcium,
vascular calcification rate and cardiac event occurrence rate were recorded. The vascular calcification was measured using X—rays. And the
cardiac event occurrence rates in two years of all cases with different serum calcium levels were recorded. Kaplan—Meier methods were used
to compute the survival rate. Results: There were 147 patients enrolled in the study at last, with a mean age of (57.76+13.43) years old, and
72 of them were male (48.9%). The degree of vascular calcification and serum calcium levels were positively correlated. The occurrences of
cardiovascular event for the three groups had significance differences (P<0.05). The cardiovascular mortalities in 24 months for the three
groups had significance differences (P=0.012). Conclusion: The level of serum calcium may influence the vascular calcification and
cardiovascular mortality in end—stage renal disease patients to some degree.
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Tab1 Comparison of the clinical data and vascular calcification in each group

215 n AR BN %) BHEEAE WA (%) BRI/ %) (%) BETESr Glw/(mmol/L)
ST 147 57.76+13.43 72(48.9) 7.56+3.94 52(35.4) 45(30.6) 98(66.7) 4.53+2.68 5.41+1.33
52 42 58.00+11.94 21(50.0)  7.35+3.77 9(21.4) 11(26.2) 22(52.3) 2.07+2.21 5.40x1.34
IEH 52 68 55.97+13.29 38(56.0)  7.14+3.59 27(39.7) 23(33.8) 45(66.1) 4.68+1.92° 5.23+1.19
RN 30 60.76+14.99 13(35.1)  8.56x4.64 16(43.2) 11(29.7) 31(83.8) 7.05£1.73%  5.72+1.52
2051 n Ca/(mmol/L) P/(mmol/L) PTH/(pmol/L) Hb/(g/L) Alb/(g/L) Cr/(pmol/L) BUN/(pmol/L)
PSRN 147 2.42+0.25 2.12+0.51  35(24,124) 102.13£16.09  38.40+3.01 986.67+203.67  28.4126.52
IS5 2 42 2.1520.04 2.07+0.56  30.95(21.75,83) 105.29+10.48  38.29+3.02 939.19+199.47  29.0626.51
TEH 5 EH 68 2.3820.13%* 2212054 37.8(21.581.5)  99.03£19.45"  37.72+3.97 1014.87+200.09  28.48+5.82
T E5 30 2.78+0.25* 1.99+0.34*  60(29.6,161) 104.24+13.62  39.76+2.70* 988.74+210.39"  27.51%7.73
21 51 n TC/(mmol/L) TG/(mmol/L) HDL-C/(mmol/L)  LDL—-C/(mmol/L) hs—CRP/(mmol/L)  Kt/V/(mL+s7/1.73m?
JERVN 147 3.34+0.29 2.33+0.32 1.12+0.43 2.1120.56 3.31+1.46 1.0920.17

S| 42 3.42+0.41 2.01+0.27 1.09+0.43 2.10+0.50 3.02+1.06 1.130.17

IEE 52 68 3.3320.23 2.3220.15" 1.150.49 1.99+0.34 3.55+1.56 1.0920.16

G2 30 3.27+0.22° 2.72+0.13%* 1.100.34 1.99+0.34 3.19+1.60 1.060.17

SRAGE LR, *P<0.05, 5 1E# A5 2H F AL, P<0.05: 55 B WM , A5 LA xas B M(1/4,3/4) 31
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Tab 2 Cardiac event in each group(n)
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Fig 1 The comparison of cardiovascular mortality in each group
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