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[Abstract] Objective To explore the association between single nucleotide polymorphism (SNP) of
rs46664308 locus in PLA2R1 gene and the susceptibility of idiopathic membranous nephropathy (IMN). Meth-
ods The literatures related to the rs46664308 locus of PLA2R1 gene and IMN were obtained by retrieving the
Pubmed, Web of science, Medline, CNKI, Wanfang and Weipu database. The retrieval time was from their da-
tabases establishment to December 31,2018, After conducting the quality evaluation on the included litera-
tures,the meta analysis was performed by using the Statal5. 0 software. Results A total of 7 articles were in-
cluded,including 7 225 participants. Among them,there were 2 508 cases of IMN and 4 717 healthy controls.
The meta analysis showed that the A/G allele,the combined OR values and 95%CI of dominant mode,reces-
sive mode and codominant model were 2. 480 (2.100— 2.930), 2. 920 (2. 630 — 3. 260), 2. 892 (2. 321 —
3.602),4.320 (3.450—5.410) and 1. 640 (1.300—2.070) respectively,and there were statistically significant
differences (P<C0. 05). In the recessive model and codominant model (AG vs. GG) ,the European group had
no relationship with the susceptibility of IMN (P >>0. 05). In the allele and dominant models,the Asian group
was more susceptible to IMN than the European group. Conclusion PILA2R1 SNP rs4664308 is a susceptibili-
ty locus of IMN. Allele A can increase the susceptibility of IMN. The SNP of PLLA2R1 gene rs4664308 locus in the
Asian population is more susceptible to IMN than the European population.
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