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Clinical significance and prognostic value of SNP and PLA2R-Ab in primary membranous nephropathy
REN Haiqing', ZUO Jianghua', GUO Xiaoyangs WANG Ting'. GUO Yin' (1. Department of
Laboratory Medicine, Xingtai People’s Hospital s Xingtai 054000, Hebei , China, 2. Department of Nephrology ,
Xingtai People’s Hospital)

Objective To investigate the clinical significance and prognostic value of HLA-DQA1(rs2187668) , HLLA-
DQB1(rs9275572), and PLA2R1 (rs35771982) single nucleotide polymorphisms (SNPs) along with PLA2R-Ab in
primary membranous nephropathy (PMN). Methods A total of 120 PMN patients were enrolled and diagnosed in our
nephrology department between January 2021 and January 2023 who had not received immunosuppressive therapy.
Genotyping of the three SNPs was performed, and PLA2R-Ab levels were measured using quantum dot fluorescent
immunoassay. Patients were followed for 24 months to evaluate the impact of SNPs and PLLA2R-Ab on clinical remission
and relapse.  Results Baseline PLA2R-Ab positivity was 55. 0% (66/120), with 24-hour proteinuria 4. 37 +2. 66 g/d
and serum albumin 29. 864+4. 12 g/L. By the end of follow-up,63.3% (76/120) achieved clinical remission, including 5
cases of post-remission relapse. The GG genotypes of rs2187668 and rs35771982 were significantly associated with higher
PLA2R-Ab positivity risk (OR=1. 85 and 2. 22, respectively; P<C0. 05). PLLA2R-Ab positivity reduced clinical remission
rates (OR=0. 51,P=0. 041) , while higher eGFR and serum albumin levels favored remission.  Conclusion Specific
alleles of HLA-DQA1 (rs2187668) and PLLA2R1 (rs35771982) show strong associations with PLA2R-Ab positivity.
Dynamic antibody monitoring combined with genotyping may provide guidance for PMN risk stratification and
personalized treatment.

primary membranous nephropathy; HLA-DQAT; M-type phospholipase A2 receptor antibody (PLLA2R-
Ab) ; PLA2R1;single nucleotide polymorphism
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Table 1 Allele frequencies, genotype distribution and HWE test
results of the three SNP loci
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ﬂ::blj 0
ED  BECD HRRI L 0] P
} A=58.30, AA = 41 (34 17), AG = 48
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Table 2 Logistic regression analysis results between SNP
genotype and PLA2R— Ab positive

SNP X Lb) OR (95% CD VAL P A

rs2187668 (GG vs. AA+AG) 1.85 (1.06—3.22) 2.178 0.029
rs9275572 (GG vs. AA+AG) 1.68 (0.87—2.99) 1.432 0.152
rs35771982 (GG vs. AA+AG) 2.22 (1.16—4.69) 2.521 0.022
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Table 3 Multivariate Logistic regression analysis of influencing
factors for clinical remission

bSE S OR (95% CD z P

PR (B vs. 2O 1.28 (0.63—2.33)  0.936 0. 350
AR CERIN 1 %) 0.97 €(0.94—1.00) —1.854 0.064
24 h#E AR (g/day) 0.88 (0.77—1.01) —1.826 0.070

eGFR (mL/min/1.73m?) 1.03 (1.00—1.05)  2.001  0.047

M HEA (g/L 1.11 (1.01—1.22)  2.102  0.036

PLA2R—Ab (Bl vs. B1)  0.51 (0.27—0.95) —2.051 0.041
Gender t @
Age L |
Prot24h —@—i
eGFR L J
Albumin —@—
PLA2R_Ab ®
0.5 1 2

Odds Ratio (log scale)

B1 EREBHSTEERASTERKTKE
Fig. 1 Forest plot of the results of multivariate Logistic regression

analysis of clinical remission
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