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Abstract:Objective  To investigate the correlation of serum T cell immunoglobulin mucin molecule-3
(Tim-3) and its ligand carcinoembryonic antigen-related cell adhesion molecule-1 (CEACAMI1) with the pro-
gression of renal function in patients with idiopathic membranous nephropathy (IMN). Methods A total of 80
patients with IMN diagnosed by renal biopsy in this hospital from July 2019 to August 2022 were selected as
the IMN group,and 77 healthy people in the same period were selected as the control group. IMN patients
were divided into normal renal function group eGFR>>90 mL/(min » 1. 73 m”) | and decreased renal function
group[ eGFR<C90 mL/(min ¢+ 1. 73m”) Jaccording to the level of estimated glomerular filtration rate (eGFR).
Serum Tim-3 and CEACAMI levels in each group were compared by enzyme-linked immunosorbent assay,and
the correlation between serum Tim-3, CEACAMI levels and general clinical indicators in IMN patients was
analyzed. Multivariate Logistic regression analysis was used to analyze the risk factors of renal function decline
in patients with IMN, Results Compared with the control group,the serum levels of Tim-3 and CEACAMI1
were increased in the IMN group (P<C0. 05). The decreased renal function group had a significantly higher se-
rum level of Tim-3 than the normal renal function group (P <C0. 05). Serum Tim-3 level was negatively corre-

lated with albumin,total protein and eGFR (r=—0.266,—0. 229, —0. 374,P<C0. 05) ,and positively correla-
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ted with creatinine (r=0. 289, P <C0. 05). Multivariate Logistic regression analysis showed that Tim-3 was an

independent risk factor for renal function decline in patients with IMN. Conclusion

Serum Tim-3 and

CEACAMLI levels are increased in IMN patients. Tim-3/CEACAMI may play an important role in the occur-

rence and development of IMN, Serum Tim-3 level can provide some basis for the treatment and prognosis of

IMN patients.
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molecule-1; idiopathic membranous nephropathy
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