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Clinical value of serum PLAZR antibody in evaluating primary membranous nephropathy”
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Abstract : Objective To investigate the ability of serum M-type phospholipase A2 receptor (PLA2R) anti-
body to evaluate the condition of primary membranous nephropathy (PMN). Methods A total of 137 patients
with primary membranous nephropathy (PMN),31 with secondary membranous nephropathy (SMN) and 50
healthy controls were enrolled in the study. 31 of the PMN patients accepted immunosuppressive therapy were
followed up for 6 months. Serum PLA2R-Ab.blood urea nitrogen, creatinine, total protein,albumin,cholester-
ol,triglyceride,24-hour urine protein were measured at the time of diagnosis and at the end of follow-up. Re-
sults Prevalence of PLA2R-Ab (70.8%) was higher in PMN compared to SMN patients and controls. Serum
PLA2R-AD levels in PMN and SMN patients were negatively correlated with TP and albumin, whereas posi-
tive correlated with cholesterol. Moreover, Serum PLA2R-Ab in patients with PMN was positively correlated
with 24-hour urine protein and successively increased with the severity of proteinuria when divided patients in-
to three groups according to the degree of proteinuria. Through the 6-month follow-up.,PLLA2R-Ab and 24h-u-
rine protein levels were found significantly decreased when patients with PMN reached remission. Conclusion
Serum PLLA2R-Ab is correlated with the level of proteinuria in PMN patients suggesting to be a potential bio-
marker for monitoring disease severity.

Key words: glomerulonephritis,membranous; blood urea nitrogen; cholesterol; triglycerides; prog-

nosis; phospholipase A2 receptor antibody
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2.1 PMN,SMN 4 i # Ffidt B X B2 AF 58 % 42 016 IR
PeRrkbdr  PMN,SMN 4 3 il e X B8 40 i 5% %t
SR AR L 2 R TG E L (P>0.05),
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JULEF (z = s, mol /L) 59.0(48.0~74.0)59.1(45.2~73.0)  72.74+11.4 1.000 0.425 0. 287
MEN (TEs.g/L) 48.1%£10.7 51.7%£11.5 73,2441 0. 496 0.001 0. 001
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