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The expression and clinical significance of CXCL12,CXCR4 and IL-6 in patients
with idiopathic membranous nephropathy
WANG Siwei , NIU Guanghua
Clinical Laboratory Center ,Liaoning University of Traditional Chinese Medicine Affiliated
Hospital sShengyang s Liaoning 110032,China

Abstract:Objective To study the expression of chemokine CXCL12,chemokine receptor CXCR4,and in-
terleukin-6 (IL-6) in patients with idiopathic membranous nephropathy (IMN). Methods A total of 105 pa-
tients diagnosed with IMN by kidney biopsy in Liaoning university of traditional Chinese medicine affiliated
hospital from September 2018 to November 2019 were selected (IMN group) and divided into low protein ex-
cretion group (51 cases) and high protein excretion group (54 cases) according to 24 h urinary protein (24 h
UTP) level.and healthy subjects (55 cases) were collected as control group. Using enzyme-linked immunosor-
bent assay method to detect each group CXCL12,CXCR4,I1L.-6 and anti-phospholipase A2 receptor antibody
(anti-PLA2R antibody) levels,compare different pathological staging its level difference,analyzing CXCL12,
CXCR4,I1L-6 and the correlation of anti PLA2R antibody and CXCL12,CXCR4,1L.-6, anti PLA2R antibody
and the correlation of 24 h UTP,and the above indexes separately and the diagnosis of joint detection efficien-
cy. Results Compared with the control group,the levels of CXCL12,CXCR4,11.-6 and anti-PLA2R antibodies
in IMN group were increased,and the difference was statistically significant (P <C0. 05). The levels of CX-
CL12,CXCR4,1I1.-6 and anti-PILA2R antibodies in the high protein excretion group were compared with those
in the control group.and the differences were statistically significant (P<Z0. 05). There were statistically sig-
nificant differences in the levels of CXCL12,CXCR4,IL-6 and anti-PLLA2R antibodies among the 4 pathological
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stages (P<C0.05). CXCL12 and CXCR4 were positively correlated with anti-PLA2R antibody (+=0. 85,0. 82,
P<<0.05). CXCL12,CXCR4 and anti-PLA2R antibody were positively correlated with 24 h UTP(r =0. 85,

0. 83,0.85,P<C0. 05). Conclusion

The combined detection of CXCL12,CXCR4,IL-6 and anti-PLA2R anti-

body has higher diagnostic efficacy,which can provide reference for the clinical diagnosis and treatment of IMN,
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