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Effect of sodium citrate on chemerinZ mediated inflammatory response and
vascular endothelial cell injury in maintenance hemodialysis patients”
WEI Tong' .GAO Ming'® ,CHEN Ying'.XIE Ji*,JIANG Yutong'
1. Department of Pharmacy ;2. Department of Emergency ,General Hospital of Eastern Theater
Command of the People's Liberation Army of China s Nanjing »Jiangsu 210000,China
Abstract:Objective  To explore the effect of sodium citrate on chemerin2 mediated inflammatory re-
sponse and vascular endothelial cell injury in maintenance hemodialysis (MHD) patients. Methods A total of
98 patients who underwent MHD in this hospital from May 2021 to May 2023 were selected as the research
objects. According to the random number table method,98 patients were divided into control group and obser-
vation group,49 cases in each group. The control group was treated with low molecular weight heparin sys-
temic anticoagulation,and the observation group was treated with sodium citrate in vitro local anticoagulation.

The serum levels of C-reactive protein (CRP) ,interleukin (IL) -6,tumor necrosis factor-a (TNF-a) ,endothe-
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lin-1 (ET-1) ,nitric oxide (NO) ,chemerin2,chemokine-like receptor 1 (CMKLRI1) ,G-protein coupled receptor
1 (GPR1) and chemokine C-C-motif receptor-like protein 2 (CCRL2) levels were compared between the two
groups before and after the study. Pearson correlation analysis was used to analyze the correlation of chemer-
in2 level with inflammatory factors and vascular endothelial injury indicators,and the correlation of inflamma-
tory factors and vascular injury indicators with CMKLRI1,GPR1 and CCRL2. Results
cant difference in each index between the two groups before the study (P>>0.05). After the study,the levels
of CRP,IL-6,TNF-a,ET-1 and chemerin2 in the two groups were higher than those before the study,and the

There was no signifi-

level of NO was lower than that after the study,and the differences were statistically significant (P<Z0. 05).
After the study,the levels of CRP, TNF-a,Il.-6 and ET-1 in the observation group were lower than those in
the control group.and the level of NO was higher than that in the control group,and the differences were sta-
tistically significant (P<C0. 05). Pearson correlation analysis showed that the level of chemerin2 before and af-
ter study in the control group was positively correlated with the levels of CRP,11.-6, TNF-« and ET-1 (P<<
0. 05) ,and negatively correlated with NO level (P <C0. 05). In the observation group,the level of chemerin2
was positively correlated with the levels of CRP,11.-6, TNF-a and ET-1 (P<C0. 05) ,and negatively correlated
with NO level (P<C0. 05) before the study. After the study,the level of chemerin2 was not correlated with the
levels of CRP,IL-6, TNF-a, ET-1 and NO (P >0. 05). After the study, the levels of CMKLRI1, GPR1 and
CCRL2 in the control group were higher than those before the study.and the differences were statistically sig-
nificant (P<C0. 05). After the study,the levels of GPR1 and CCRL2 in the observation group were higher than
those before the study,and the level of CMKLR1 was lower than that before the study,and the differences
were statistically significant (P <C0. 05). After the study.,the level of CMKLRI1 in the observation group was
lower than that in the control group,and the difference was statistically significant (P<C0. 05). The results of
Pearson correlation analysis showed that CMKLR1,GPR1 and CCRL2 levels in the control group were posi-
tively correlated with CRP,IL.-6, TNF-a and ET-1 levels before and after the study (P <C0. 05) ,and negatively
correlated with NO level (P<C0. 05). Before the study,CMKLR1,GPR1 and CCRL2 in the observation group
were positively correlated with CRP,1L-6, TNF-a and ET-1 (P <C0. 05),and negatively correlated with NO
level (P<C0.05). After the study,CMKLRI in the observation group was positively correlated with CRP,I1.-6
and ET-1 levels (P<C0. 05) ,and negatively correlated with TNF-a and NO levels (P<C0. 05) ,while GPR1 and
CCRL2 levels were positively correlated with CRP,IL-6, TNF-a and ET-1 levels (P<C0. 05) ,and it was nega-
tively correlated with NO level (P<C0. 05). Conclusion Sodium citrate can reduce the inflammatory response
and vascular endothelial injury in MHD patients caused by hemodialysis. The mechanism may be that sodium
citrate reduces the expression of CMKLRI1 and inhibits the chemerin2/CMKLRI1 axis effect.

Key words: maintenance hemodialysis;

sodium citrate; retinoic acid receptor reactive protein 2; in-

flammatory response; vascular endothelial injury
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