5508 3 48 35 W] hERMREFZZE Vol. 28 No.35
2018 4F 12 A China Journal of Modern Medicine Dec. 2018

DOI: 10.3969/j.issn.1005-8982.2018.35.017
XEHS : 1005-8982 (2018 ) 35-0083-05

BERSIEAT B E ME BB B AT
REZMEZ S

¥ RAE S, TREERC, R

(1. BT A¥EXRE —WEER HAF, #5E G F 832000; 2. BEL =W
F_Elk BAR, BE KZ 366000)

HE . BH WEBBREN (PD) BF aFFREaRETL, sEmxelERAEL, 7 &
B2016F 1 A—2017F 1 AKL TETTFTRFE—MBEERAL TTFARER S AFT PD (&40 H >
3ANR) ey B 78 BIMEA Sk, FIRFAIE T RS E — R ERAL T T AR ERAME RS 78 6115
FySTRRLL, PR R BT HET R e, AR E ISR S (AACS) HF PD B4 5 s 451K
Y. P RS E JEASCL, K RARK A AIRAT, B R R B o JE R 52 BaAb i) e R AT Y am i A K R
F —23 (FGF-23), 25— #% 4% D25 (OH) D] A FRALZFEGRF, ER OFEBRALFEFELED,
FGF-23 RT3 8- BB &, 25 (OH) D R-FEARAEL (P <0.05); QR & B KT 62 # T, BAL
G FGE-23 48 Wk sk % (iPTH ). fa 5% f2 JUEF ( CREA ). JkB2 .SBP.DBP S #5473 71 % (P <0.05),
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Serum level of sclerostin in patients with peritoneal dialysis and
its relevant factors

Xin-hui Shi', Jian-ping Chen’, Xiao-ping Yang'
(1. Department of Nephrology, the First Affiliated Hospital, Medical School of Shihezi University,
Shihezi, Xinjiang 832000, China; 2. Department of Nephrology, the Second Hospital of Sanming,
Yongan, Fujian 366000, China)

Abstract: Objective To investigate the serum level of sclerostin in the patients with peritoneal dialysis, and
analyze the relevant factors. Methods Seventy-eight patients, who received peritoneal dialysis for more than 3
months in the First Affiliated Hospital, Medical School of Shihezi University and the Second Hospital of Sanming
from January 2016 to January 2017, were selected as the experimental group; and 78 healthy people having physical
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examination in the same hospitals during the same period were selected as the control group. All the subjects
received abdominal plain film examination. The 78 patients who received peritoneal dialysis were divided into a
mild calcification group, a moderate calcification group and a severe calcification group according to abdominal
aortic calcification score (AACS). The relevant biochemical indicators were collected, and the serum levels of
sclerostin, fibroblast growth factor-23 (FGF-23) and 25-hydroxyvitamin D [25(OH)D] were examined with ELISA.
The correlation between the degree of calcification and sclerostin protein level in the experimental group were
analyzed. Results Compared with the control group, the serum levels of sclerostin and FGF-23 were significantly
increased, but the serum 25(OH)D level was significantly decreased in the experimental group (P < 0.05). With the
increase of the AACS, the levels of sclerostin protein, FGF-23, immunoreactive parathyroid hormone (iPTH), blood
phosphorus, serum creatinine (SCr), uric acid, systolic blood pressure (SBP) and diastolic blood pressure increased
significantly (P < 0.05), but level of 25(OH)D, blood calcium and eGFR decreased significantly (P < 0.05). Pearson
linear correlation analysis showed that the sclerostin protein in the patients with peritoneal dialysis was positively
correlated with age, blood phosphorus, iPTH, FGF-23, AACS, SCr and SBP (P < 0.05); but negatively correlated
with 25(OH)D, blood calcium and eGFR (P < 0.05). Multiple linear stepwise regression analysis revealed that AACS,
iPTH, FGF-23, 25(0OH)D, eGFR, and blood phosphorus were the independent determinants of sclerostin protein

level (P < 0.05). Conclusions Serum sclerostin protein level may increase in patients with peritoneal dialysis. It has

certain correlations with AACS, iPTH, FGF-23, 25(OH)D, eGFR, and blood phosphorus.

Keywords: peritoneal dialysis; sclerostin/proteins; vascular calcification; fibroblast growth factor-23;

25-hydroxyvitamin D/vitamin D; enzyme-linked immunosorbent assay
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RS L 1.

(n=78)

poyiises| 52.15+7.18 56.0 23.54 £1.37
S 53.05£6.76 52.0 21.09 = 1.09
i x M8 2311 0.233 0.864
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1.88 +0.61 924.19 + 87.32 2452 +17.75
-0.552 9.334 6.331
0.001 0.000 0.000

poyits:l 356.29 + 74.58 44.11+6.18 4.51+048 2.37+0.08 1.21+0.18
M| 441.20 £ 81.32 224.39 +92.43 3.44 +0.81 2.14+0.34 2.26 +0.94
{H 2.005 3.118 0.229 1.223 0.882
PAH 0.003 0.000 0.008 0.002 0.000
payiicE) 4.91£0.48 98.49 + 7.46 61.38 +7.21 68.33 +8.17 40.18 £2.44
SEHA 5.09+0.71 2.14 £ 0.57 12.31 +6.19 327.65+58.14 224.08 +18.71
{H 0.994 5207 4228 6.554 -6.224
Pl 0.304 0.000 0.000 0.000 0.000
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