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[ Abstract| Objective: To investigate the influencing factors of vascular sclerosis in patients with ter-
minal kidney disease (ESRD) using carotid intima media thickness (IMT) as the standard. Methods:
In 52 patients with ESRD, carotid IMT was measured by ultrasound, and age, systolic blood pressure,
serum levels of phosphophosphorus, calcitonin (Ca) , creatinine (Cr), urea nitrogen (Urea), Albu-
min( ALB) , glucose (GLU) , total cholesterol (TCH) , high density lipoprotein ( HDL) and parathy-
roid hormone (PTH) , and the content of whole blood hemoglobin (HGB) were compared in patients
with ESRD. Spearman method was used to analyze the correlation between the increase of IMT and the
above indexes, and the multiple linear regression analysis was used to analyze the independent risk fac-
tors for the increase of IMT in carotid artery. Results; Carotid IMT, systolic blood pressure, P, Cr,
Urea, HGB, TCH, HDL and PTH level in ESRD patients were higher than the normal reference val-
ues, and the blood Ca and ALB were lower than the normal reference values. GLU and CRP were
within the normal reference values. IMT was positively correlated with age, systolic blood pressure and
serum P level in patients with ESRD(r =0.576.0.595 and 0.430,P <0.05), but had no correlation
with serum Ca, Cr, Urea, ALB, GLU, HGB, TCH, HDL and PTH(P >0.05). Multiple linear re-
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gression analysis of the factors related to carotid IMT (age, systolic blood pressure, blood P) showed
that age(r =0.387,P =0.002) and blood pressure (r=0.498,P =0.000) were an independent risk
factor for carotid IMT thickening, and blood P was not an independent risk factor(r = -0.28,P =

0. 823 ) for IMT increase. Conclusion: In addition to the traditional risk factors for cardiovascular dis-

ease, the levels of blood phosphorus levels are also associated with atherosclerosis in patients with

ESRD.

[ Key words | kidney disease; hyperphosphatemia; carotid intima media thickness; ultrasonic exami-

nation; atherosclerosis; hyperparathyroidism, secondary
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General data of patients and results

Tab. 1

of laboratory examination

EIEL2) I (E 2%l
IMT (cm) 0.11 +0.05 <0.09
4 s (mmHg) 141.72 £17.13

P( mmol/L) 1.77 £0. 50 0.80 ~1.50
Ca( mmol/L) 1.80 £0. 17 2.02~2.60
Cr(umol/L) 638.50 +214. 47 57 ~111
Urea( mmol/L) 26.52 +5.82 3.60 ~9.50
ALB(mmol/L) 28.52 +4.71 32.4~59.2
GLU(mmol/L) 5.42+1.19 3.9~6.1
HGB(g/L) 79.10 +21.24 130 ~ 175
TCH( mmol/T.) 4.1+1.50 2.33~5.17
HDL( mmol/L) 1.02 £0.32 1.03 ~1.55
PTH( pg/ml) 273.21 £109. 14 6 ~80
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Tab.2 Correlation analysis of carotid IMT

increase in patients with ESRD

biztiap MR FRE(r) p

A 0. 576 0. 000
eds 0.595 0. 000
p 0. 430 0. 000
Ca 0. 135 0.332
Cr 0. 220 0. 068
Urea 0. 088 0. 526
ALB -0.063 0. 651
GLU -0. 107 0.573
HGB 0. 142 0. 353
TCH 0. 044 0. 780
HDL 0. 070 0. 658
PTH 0.259 0. 067
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