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The value of serum aPLA2Rab in evaluating the severity and prognosis of patients with

PLA2R-related membranous nephropathy
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'Department of Nephrology ,the First Affiliated Hospital of Soochow University , Suzhou 215000 ; Intensive Care Unit,
Suzhou Hospital Affiliated to Nanjing Medical University (North District of Suzhou State Hospital) , Suzhou 215008,
China

[Abstract] Objective: To observe the relationship between serum aPLA,Rab titer and the severity of renal disease and renal
prognosis in patients with PLA,R-related membranous nephropathy. Methods: A total of 237 patients with PLA,R-related membranous
nephropathy confirmed by renal biopsy in the Department of Nephrology of the First Affiliated Hospital of Soochow University were
included and were followed up for =1 year. The end point was renal insufficiency, defined as a 40% decrease of eGFR from baseline.
Clinical indicators of patients were collected for statistical analysis. Results: A total of 273 patients were included in the current study,
of which serum aPLA,Rab titer <50 RU/mL group (low titer group)had 44 cases, 50~ < 150 RU/mL group(medium titer group) 142 cases
and =150 RU/mL group (high titer group) 87 cases. Serum aPLA.Rab titers were significantly correlated with gender, baseline serum
albumin, serum creatinine, total cholesterol, urinary NAG, urinary RBP, and glomerular C4 deposition. Multivariate Cox analysis showed
that aPLA,Rab titer was still an independent risk factor for renal insufficiency after correction for clinicopathological parameters. The
cutoff point of serum aPLA,Rab titers for predicting renal insufficiency was 135.66 RU/mL, with a sensitivity of 65.8% and a specificity of
63.8% . The renal survival rates without reaching renal insufficiency at 1,5 and 10 years were all 100% in the low titer group; 100%,
87.0% and 75.5% in the medium titer group; 95.4% , 72.3% and 72.3% in the high titer group, respectively; there was a significant
difference among the three groups. Conclusion: The current study further confirmed that the serum aPLA,Rab titer level in patients with

PLAR -related membranous nephropathy was related to disease severity and renal prognosis, providing theoretical support for the new
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conceplt of immunological remission as the therapeutic target.
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Table1 Comparison of baseline data of patients in different serum aPLA,Rab titer groups
-~ JSYEN <50 RU/mL#H 50~150 RU/mL£H >150 RU/mL#H Pl
) (n=273) (n=44) (n=142) (n=87)

PRI n(%) ] 0.007

5 165(60.4) 19(43.2) 84(59.2) 62(71.3)

& 108(39.6) 25(56.8) 58(40.8) 25(28.7)
AR (7 £ 5) 43.79 + 14.25 39.20 = 12.36 44.78 +13.97 44.50 + 15.25 0.065
WEFELA ,M(Pss, Prs)] 4.1(2.0,10.4) 5.6(2.0,32.2) 4.1(2.0,10.2) 43(2.0,9.1) 0.240
Wi 5[ mmHg , M(Pas, Prs) ] 125(118,136) 123(115,131) 128(120,139) 125(114,135) 0.353
FFikE[ mmHg, M(Pas, Pys) | 80(70,89) 79(70,90) 80(74,89) 80(70,87) 0.528
JREEMA [ g/24 h,M(Pas, Prs) ] 3.33(1.71,5.07) 1.04(0.59,1.85) 3.30(1.90,4.80) 4.67(3.37,6.80)  <0.001
PRECANNEL A/ WL, M(Pas, Prs) ] 4.0(1.0,20.0) 3.5(1.0,21.8) 3.0(1.0,12.5) 7.0(1.0,33.0) 0.088
M AEA (gL, x +s) 27.96 + 6.17 36.60 + 3.88 28.87 + 4.14 22.10 +3.22 <0.001
ML WLEF [ mg/dL, M(Pss,P5) ] 0.77(0.60,0.90) 0.71(0.57,0.84) 0.72(0.58,0.86) 0.82(0.68,0.98) 0.001
ML PRTE [ wmol/L, M(Pxs, P3s) ] 353.0(293.9,436.0) 360.5(293.6,415.3) 354.0(298.0,436.0) 345.5(286.5,439.3) 0.925
S E B [ mmol/L, M(Pss, Pys) ] 7.09(5.66,8.81) 5.81(5.07,6.98) 7.01(5.84,8.57) 8.02(6.36,9.73)  <0.001
Hil =HEE [ mmol/L,M(Pss,Pr)]  2.18(1.47,3.25) 1.83(1.17,2.96) 2.24(1.58,3.43) 2.19(1.47,3.21) 0.132

JENAG[U/L,M(Pss,Pss) |

31.90(19.65,48.80) 17.60(11.10,27.20) 30.70(19.70,47.30) 40.80(27.90,60.60) <0.001

JK RBP[ mg/L, M(Pss,Pss) ] 0.32(0.11,1.09) 0.14(0.07,0.35) 0.26(0.11,0.85) 0.57(0.18,2.43)  <0.001
R 5 [n(%) ] 37(13.6) 3(6.8) 21(14.8) 13(14.9) 0.363
B (%) ] 8(2.9) 0(0) 4(2.8) 4(4.6) 0.338
B/ NER TgA YRR [n(%) ] 143(52.4) 28(63.6) 69(48.6) 46(52.9) 0.390
B /NER TeM TR [ n(%) ] 131(48.0) 27(61.4) 68(47.9) 36(41.4) 0.151
/IR C4 TR [n(%) ] 191(70.0) 27(61.4) 96(67.6) 68(78.2) 0.055
B/NER Clq iR [ n(%) | 154(56.4) 22(50) 76(54.3) 56(65.1) 0.263

0.088) . ' /INEK C4 DUFR LB =i B L e ey, T sy
T R AL AR AL (R 22 S R L (P=
0.055,7%% 1),
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0.001) , {XCBF I 35 1125 FA A8 AR SEPE 200 . &5
7, IMIL3E aPLA,Rab i B 59451 (P=0.001) | il HILEF
(P < 0.001) , & JH & (P < 0.001) , R NAG (P <
0.001) . JiX RBP (P < 0.001) . ¥ /NBR C4 YL (P=
0.024) . 3 IE A OC, 5y A& H (P < 0.001) 3%
A (R 2),
2.3 & aPLARab & B 5 TG 6 % %

273 i 3, A BE U7 B[] DRy [39.57 (17.83,
64.97) ™A o 38 HIEH KA EHEA4, 1.5,
10 4F K 3k 2] B ) BB AS 4 19 B 0E 2 A7 4500k

K2 KIEFEEME aPLARabFEEREX M

Table 2 Correlation between each index and serum aP-

LA:Rab titer
izt i P
P51 0.205 0.001
A ATA 0.068 0.265
PRET AN 0.098 0.106
RISk« -0.891 <0.001
I35 WL 0.236 <0.001
S ] s 0.397 <0.001
JENAG 0.439 <0.001
R RBP 0313 <0.001
B /NBR C4 TR 0.137 0.024

98.5% .84.0%7F177.8%

273 191 5 3 v 79 151 (28.9% ) I8 2 1 A 19
AT, 58 Bl (21.2% ) F A 2B A5 605 R0 Tl 2 g 000 71
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SeJa i H 2R e M EI NG, 5161 (18.7% ) A Al
FHABEMHIFIATT o 273 1 #E H 235 141 (86.19% ) i
FHIMAE oK R AR H1 7] (ACED/I 45 SRk 32K
FEPIR(ARB) o ARIKBEDITIT, 178 11](65.2% ) F.34 1L
1 aPLA,Rab Ji% % <50 RU/mL, . 126 4] (46.2% )
B 5 54 %1 (19.8% ) £ 35 1l ¥ aPLA.Rab i & 50~
150 RU/mL; 41 1 (15.0% ) £ 35 IfiL 3 aPLA,Rab i £
>150 RU/mL.

JI A I PR IE L e bR 2 BRI 2R Cox [0 JH 7 26 | 1l
I aPLARab Ji% B (P < 0.001) 17 5 T BEAS 4= 1 52 1)
IZ o BEAh PR R s e e BT 9Kk PR ER
H LA FHE F LS UUEF R NAG  FR RBP ' 7Nk

*®3 BIIgER

TgA DB B /NER TgM TRk B D REAS 42 () s i) 1R
#($£3),

Z N ZE Cox T i , 2P 5] R AR 4
JEEF SRR R ER L LEF LR NAG . JK RBP
INER TgA UURR B /INBR TgM TR SR I R BF 1E ), LT
aPLA,Rab i% 5 (P=0.023) 4154 5 T BEAS 4 1 4l 37 18
B2, ek, R AR &7 K LR RBP I /NER
TeM PR A B T REAS 2 ST fE R R 2R (R 4) .

ROC iR #2R | IML3% aPLA,Rab Ji% B T30 ¥ 2y fig
A4S AE N 135.66 RU/mL, fh 2k F i fL(AUC)
9 0.695 (95%CI: 0.613~0.777, P < 0.001) , & fif Ji
65.8% , 557 J% 63.8% (K1 1)

aPLARab fIGIH BE 41 B35 14F 5 4R 10 AR A A

HIEERBERD

Table 3 Univariate analysis of influencing factors for renal insufficiency

ES B SE Wald PlE Exp(B) 95%CI
aPLA,Rab i% 0.011 0.003 13.325 <0.001 1.011 1.005~1.018
53] -1.066 0.419 6.455 0.011 0.345 0.151~0.784
I 0.047 0.012 16.298 <0.001 1.049 1.025~1.073
St 0.000 0.005 0.008 0.930 1.000 0.990~1.009
W 0.030 0.009 11.997 0.001 1.030 1.013~1.048
FPIK T 0.041 0.015 7.301 0.007 1.042 1.011~1.074
JREEH 0.163 0.040 16.668 <0.001 1.177 1.088~1.273
PRETAM 0.001 0.002 0.177 0.674 1.001 0.997~1.005
I3 8 -0.077 0.027 7.987 0.005 0.926 0.878~0.977
RGNS 0.224 0.096 5.442 0.020 1.251 1.036~1.509
137 DR IR 0.000 0.001 0.057 0.812 1.000 0.998~1.003
S IR 0.027 0.059 0.208 0.648 1.027 0.915~1.154
il = A 0.071 0.058 1.474 0.225 1.074 0.957~1.204
JRNAG 0.020 0.006 11.019 0.001 1.020 1.008~1.032
R RBP 0.058 0.014 16.637 <0.001 1.060 1.030~1.089
RIEX 58 0.081 0.533 0.023 0.880 1.084 0.381~3.083
7 Befififk 0.444 0.730 0.369 0.543 1.559 0.373~6.521
B /INER TgA TURR -1.109 0.353 9.869 0.002 0.330 0.165~0.659
B /INER 1M TR -2.092 0.391 28.638 <0.001 0.123 0.057~0.266
B /NER C4 TR 0.525 0.385 1.861 0.173 1.690 0.795~3.592
5 /NBR Clq AR 0.067 0.335 0.039 0.843 1.069 0.554~2.061

x4 BHEEALZMEZHNESEEST
Table 4 Multivariate analysis of influencing factors for renal insufficiency

ES B SE Wald P Exp(B) 95%Cl
aPLARab i i 0.009 0.004 5.181 0.023 1.009 1.001~1.018
A AT 0.044 0.012 12.394 <0.001 1.045 1.020~1.070
kIR 0.048 0.018 7.078 0.008 1.049 1.013~1.087
JR RBP 0.065 0.018 12.373 <0.001 1.067 1.029~1.107
B /NER TeM TR -3.470 0.602 33.211 <0.001 0.031 0.010~0.101
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Figure 1 ROC curve of serum aPLA:Rab titers for pre-

dicting renal insufficiency
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