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Abstract: Objective To compare the clinical and pathological features of patients who were positive and
negative for M-type phospholipase A2 receptor (PLLA2R) antibody in idiopathic membranous nephropathy.
Methods The clinical and pathological data of 147 cases of membranous nephropathy who were performed
with renal biopsy in Peking University Third Hospital from May 2015 to October 2017 were retrospectively
analyzed. Results There were no statistical significance in age and sex between the antibody-positive group
and the antibody-negative group. The proteinuria levels were (7.55%6.10)g/24 h and (5. 10+4.10)g/24 h
respectively in PLA2R positive and negative group. Serum albumin levels were (27. 71 == 5. 93) g/L and
(33.07+£7.03)g/L respectively. There was a statistically significant difference between the two groups (P<C
0.05). The estimated GFR were (107, 35+33.47) mL « min ' « 1.73 m ? and (107. 21436.64)mL * min ' «
1.73 m™? respectively. There was no significant difference between the two groups. In terms of clinical diagno-
sis,the ratio of nephrotic syndrome in PLA2R antibody positive group and negative group was 80. 00% and
54.39% respectively. The difference between the two groups was statistically significant (P<C0. 05). In the
kidney pathology,IgG,IgM,IgA,IgG 1—4 and Clq deposition in kidney tissue were similar in both groups.
But the difference of C3 deposition between the two groups were statistically significant (P<Z0. 05). The usage
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rate of immunosuppressive therapy in the PLLA2R antibody positive group and antibody-negative group were
82.22% and 57.89% respectively. There was a statistical difference between the two groups (P<C0.05). The

remission rates (including complete remission and partial remission) were similar in both groups, which was
60.00% and 63. 20% respectively. Conclusion Compared with PLA2R antibody-negative patients,the PLA2R

antibody-positive idiopathic membranous nephropathy patients usually have more severe clinical manifesta-

tions. There is a high incidence of C3 deposition in the kidney tissue. And the need to use immunosuppressive

therapy is more greater.
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