WA EF 2025 F 2 A % 37 5% 24 Med ] West China,February 2025, Vol. 37,No. 2 o 247

- RE -

MCP-1 .vWF-cp X GK1 544 m & EHfEE
MmMEHBUHXER"

WA ORFHEY BEXR ORE ERPER R FAER ORE
L. VG 7 BB TR 2 B B A DU JIT 9 M 646000,
2 TR R B - DI B2 R Bt DU 8 R B PR D1 R 610072
5. S BREAR 1 ANE 75 B 5 DU 1 A 610047 5 4. DU )11 8 ST I B - DUJIT LS 6100475
5. WA T 4 2 DX B B B E PR DU I K 610036)

[HE] HHW KiTELBapLESGRTF-1(MCP-1) o Zym A -FEBHEGWE-cp) BB REERATE
G# 1(GKD 5 g g E 4 (MHD) & % 2 F 456 % 42, FiE  SEMESH 2019451 A—2021 F 1 Awn g
ARER . &4 RARKER . RATE®S B IR E K. w9 & AR IR ERIKSE G 127 4) MHD & & 6906 R T4, ¥ L h
WA LE AR B A T I A5 IR 5 A A5 AL (n=51) \ R4S (n=T76) ., Fl B L IR 86 4] [ iF 14K 4 i JE &
e h st B, ik MCP-1,vWF-cp .GK1 K. 54 % MHD & % h & 450 B &, 8 MWER4A MCP-1,GK1 &P
BHF B, m vWF-cp K-FA&F 4 B4 (P<0.05), 45404 MCP-1,GK1 K -F & F k45404, W vWF-cp K P& T 4 45
L (3 P<<0.05), HA] & o R ¥ RAFAEHm MHD & o F 454089 2 B £ (P>0.05), 8 E Wb 45 45 5%
F AR EIA £ MCP-1,vWF-cp.GK1 4 % MHD % % % 454085 £ B £ (P<<0.05), 24L& 4 % B £ logistic = )2 £t
R M R R AT 45 45 B AR . MCP-1,vWF-cp,GK1 % %vh MHD & % a8 B th k5 AT B £ (P<
0.05), &1 MHD & &8 %4 A MCP-1,GK1 KFH & ., vWF-cp K-F K4k, L MCP-1,vWF-cp.GK1 2 & & % 45 1L
W B E LG R TR AR EASEATA ST T L AR e A5 RG K

[XEA] FHMmBELLEORT LhER b ARE FRAMBE B RRTRAY RGBS 1 EFELRENE
F f AL

[hEHZES] R692.5 [XakirEB] A DOI:10. 3969/j. issn. 1672-3511. 2025. 02. 016

The relationship between monocyte chemoattractant protein factor-1, von
Willebrand factor-cleaving protease and glucocorticoid-regulated protein
kinase 1 and vascular calcification in MHD patients

YANG Wei'?, KANG Yuwei'?, MA Shijie’ , ZHOU Wei’ , YUAN Jinyan’ , HE Xin’ , LI Huabin*, DENG Fei'**
(1. Department of Nephrology, The Af filiated Hospital of Southwest Medical University, Luzhou 646000, Sichuan, China;
2. Department of Nephrology, School of Medicine, University of Electronic Science and Technology . Sichuan Academy of
Medical Sciences » Sichuan Provincial People’s Hospital s Chengdu 610072, China;

3. Chengdu Kang fu Kidney Disease Hospital , Chengdu 610047, China;

4. Sichuan Desen Kidney Disease Hospital , Chengdu 610047, China;

5. Department of Nephrology, Jinniu District People’s Hospital s Chengdu 610036, China)

[Abstract] Objective To study the relationship between monocyte chemoattractant protein factor-1 (MCP-1), von
Willebrand factor-cleaving protease (vWF-cp) and glucocorticoids glucocorticoid-regulated protein kinase 1 (GK1) and
vascular calcification in maintenance hemodialysis (MHD) patients. Methods The clinical data of 127 MHD patients ad-

mitted to 4 hospitals from January 2019 to January 2021 were retrospectively analyzed, and they were set as the study
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group, and according to the presence or absence of vascular calcification, they were divided into the calcification group (n
= 51), non-calcified group (n=76). At the same time, 86 healthy subjects with physical examination during the same
period were selected as the control group. The levels of MCP-1, vWF-cp and GK1 were compared, and the factors affect-
ing vascular calcification in MHD patients were analyzed. Results The levels of MCP-1 and GK1 in the study group were
higher than those in the control group, while the level of vWF-cp was lower than that in the control group (P<C0. 05).
The levels of MCP-1 and GK1 in the calcified group were higher than those in the non-calcified group, while the level of
vWF-cp was lower than that in the non-calcified group (P<C0.05). Gender, hypertension, diabetes and other factors were
not the single factors affecting vascular calcification in MHD patients (P>>0. 05), while age, dialysis age, serum calcium,
calcium-phosphorus product, smoking history, MCP-1, vWF-cp, and GK1 were the single factors affecting vascular cal-
cification in MHD patients (P<C0. 05). Unconditional multivariate logistic regression model analysis showed that age, di-
alysis age, serum calcium, calcium-phosphorus product, MCP-1, vWF-cp, GK1 were independent risk factors for vascu-
lar calcification in MHD patients (P<0. 05). Conclusion MHD patients are usually accompanied by increased levels of
MCP-1 and GK1, and decreased levels of vWF-cp, and MCP-1, vWF-cp, and GK1 are the influencing factors of vascular
calcification, and clinically, targeted intervention can be carried out according to its level changes to prevent the occur-
rence of vascular calcification.

[Key words] Monocyte chemoattractant protein factor-1; Von Willebrand factor-cleaving protease; Glucocorticoid-

regulated protein kinase 1; MHD patients; Vascular calcification
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MHD patients
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Table 4  Analysis of multiple factors affecting vascular calcification in

MHD patients
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