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The clinical value of plasma M type phospholipase A2 receptor antibody and IgG
subtypes deposition in diagnosis of hepatitis B virus-associated membranous nephropathy
Li Jun,Zhuo Li ,Gao Hongmei ,Lu Jianhua , Zou Guming ,Li Wenge*

(Nephrology Department ,China-Japan Friendship Hospital ,Beijing 100029, China)
Abstract: Objective To investigate the different expressions of plasma M type phospholipase A2 receptor antibody and IgG
subtypes deposition of kidney tissues in idiopathic membranous nephropathy and hepatitis B virus-associated membranous nephropa-
thy,and to evaluate the significance of plasma M type phospholipase A2 receptor antibody and IgG subtypes in diagnosis of hepatitis
B virus-associated membranous nephropathy. Methods Plasma samples were obtained from patients with idiopathic membranous
nephropathy, hepatitis B virus-associated membranous nephropathy and minimal change disease, respectively, before immunosup-
pressive therapy. Concentration of plasma M type phospholipase A2 receptor antibody was detected by sandwich ELISA and concen-
tration of IgG subtypes were measured by immunofluorescence. Results Concentration of plasma M type phospholipase A2 receptor
antibody was (15.4=%7.2)pug/mL in idiopathic membranous nephropathy group,higher than that in the hepatitis B virus-associated
membranous nephropathy group (10.3%5. 7) ug/mL (P<C0.01) ,between idiopathic membranous nephropathy group and hepatitis
B virus-associated membranous nephropathy group. There was no distinct difference of IgG subtypes deposition in glomerlar capil-
lary wall. Conclusion There is obvious clinical significance of concentration of plasma M type phospholipase A2 receptor antibody
in differential diagnosis of idiopathic membranous nephropathy and hepatitis B virus-associated membranous nephropathy, while no
distinct significance of IgG subtypes deposition.
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