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Abstract: Objective To explore the clinical significance of serum C-type lectin domain 1( CTLD1) for prognosis of
patients with idiopathic membranous nephropathy (IMN ). Methods A total of 116 patients with IMN diagnosed in
Shengjing Hospital from September 2016 to December 2019 were selected as the case group, and healthy volunteers with
age and gender matching in the physical examination center during the same period were selected as the health control
group. Clinical data of patients in case group were collected and followed up for = 2 years to record treatment and
outcome. The expression level of PLAZR antigen and CTLD1 antigen epitope were detected by ELISA. The differences of
clinical indexes between CTLD1 positive group and negative group were compared, and the prognostic influencing factors
of IMN patients were analyzed. Results There was a statistical difference in CTLD1 expression level between health
control group and case group( P<0.01). The blood C3 level(Z=2.402, P=0.016) and anti-PLA2R antibody level( Z=
2.266, P=0.023) in CTLDI positive group were statistically higher than those in CTLDI negative group. CTLDI was
positively correlated with blood C3(r=0.239, P=0.012) and anti-PLA2R antibody(r=0.233, P=0.016) ,respectively.
Cox regression analysis showed that high CTLD1 level was an unfavorable factor for disease remission ( HR=0.734, P<
0.05) ,and positive CTLD1 predicted a poor prognosis for IMN patients ( HR=0.628, P<0.05). Conclusion CTLDI

epitope expression level is related to the prognosis of IMN patients, with a assessment and significance for
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outcome of IMN patients.
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V€. A W B K 10 mmol/L Tris-HC1 ( pH {H
8.0) W W H ( FifgA= 1) | A AR (B 3R500 W,
180 YK, B K 5 s, A 5 s) o AliALHE 1 - K 10 mmol/L
Tris-HC1(pH 8.0) ¥ Wi i A 21 88 75 830453 2 A T vE h
HEATE R, DA12 000 v/ min ( BF.02F AR 11.2 em) B 5% 3
B0 10 min, A7 LI, HE FRDITEE BB O AR
PR . FRUCE B, A 8 mol/L JR ZK [ 10 mmol/ L,
Tris-HCI(pH 8.0) R, 12 000 r/min (B 02F
72 11.2 cm) B0 10 min , SEALEE FTHLIK, (R BF3EA T BT 3%
I3hT o
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BA—BRPR S BN 2 WL, pH {1 9.6, Sigma A H] ) i K
A1 2% IR YIRS (BD AR R E o In—P0 KA
100 F5H BEANA S ELISA #iH,50 wl/fL, B2 H L, 7
T, REH—X:37 CHRF 1 he BEI. =
P PN 1gG (H+L) -HRP HpfA (Jackson 24 7))
LA 20 000 f5 5 B A A E ELISA Az, 100 nl/fL. i
R, UG R BAMATRY] A (AR
T HPEIRZE TR, Sigma 23 7)) 50 L, AP
B(TMB+DMSO, Sigma 257 ) 50 L, % JhL G i £
M7 : BAASERE )T, BEALINAZ W (2 mol/L iR,
Sigma /N #]) , FEERIE K 450 nm ( PAas AN BRFLIEE)
TE AL A, ASSEE: i b st AR H B &
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SPH7. 4 5T] Shapivo-Wilk 465045 T i B 4545
AL A A4 E 2540 R TR VORI w2 26
7 A A8 53 A1 8 T B e (3 i (1 4367 8] )
[M(IQR)] 3 /~, f#i B} Student ¢ ¥ 3& 5{ Mann-
Whitney U #555 (X TR IES /04 (28 1) T
PERE; AR LA (%) For, il X KR ek
Fisher 56K 56 AL o A A 3 A1 1152 BORHR AR OGP
fdi 1] Spearman FEAHIE 43 #r . SR 2728 5 Cox [0l 1
S Mrsz i IMN FRS ( PRU 2R i A G 36 12 kg XA A6
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2 7% R

2.1 —&H R FHEBRARIE, £F A A
PLA2R {5 IMN g &3k 116 4], 4244 19~70 %,
FE 62 1], Lotk 54 1 BRI 49 i, AR RS 25 ~
67 %, B 26 1, Lotk 23 ], Al B 4G A 1 78 I (H
TWHo RO EEAR TR R LR 1,

&R 1 PLA2R ACHE IMN BE AR (n=116)

Tab. 1 The clinical characters of patients with

PLA2R related IMN (n=116)
HiH HfE TiH izl
IR (%, xts) 49.50+11.78 || il C3[ &/L, M(IQR)] ~ 0.92(0.26)
B4 (fl) 62/54 Ifil C4[ g/L, M(IQR)]  0.25(0.08)
BVFHEIL A, M(IQR) ] 26(10) #t PLA2R #ifk 74.05
[kU/mL, M(IQR) ] (96.47)

iR A, MUIQR) ] 2.0(6.5) || BAERERL (%) ]
e [ mmHg, M(IQR)])  139(30) | 7(6.03)
A /HP, M(IQR)]  12.63(25.45) || 1T 93(80.17)
24 h-pro[ g/d, M(IQR) ] 6.45(6.56) I 15(12.93)
JRER (pmol/L, x+5) 352.16100.32|| IV 1(0.86)
Hb[&/L,M(IQR) ] 134.00(25.80) || i&97 Ak [ ( %) ]
ALB(g/L, %ts) 23.43£5.39 ACEI/ARB 30(25.86)
BUN[ mmol/L, M(I0R) ] 4.82(2.48) Cs 7(6.03)
Ser[ pmol/L, M(IQR) ] 67.50(57.48) || Mhrisw] 10(8.62)
eGFR[mL/(min + 1.73 m?), 100.31£27.31 ||  CS+FRREEHE 56(48.27)

Xs | CS+ll s 5] 8(6.90)
i IgM[ g/L, M(IQR) ] 0.86(0.59) oA 5(4.31)
11 TGl &/L., M(IQR) ] 4.82(3.08) | BITEACR[BI(%)]  90(77.59)

@ Hb, M £0 8 [ ; BUN, I R & ; eGFR Al 115 /NERYE T % 5 €3,
HMA 3;C4, KMA 4; ACEL/ ARB, A4S 5 3K 26 700/ 10 A5 5 3l 26
TZARHEHR CS, R FOME
2.2 CTLD1 & & ki shte 2% CTLD1 vk
ZER LR 1, CTLD1 Bligmh & & H 4= 22 000, 10
fEFMBAN A Rk, gk Mr#t s CTLD1 & &R
FBE TR 81%, UL 1 : 100 RGBS BT REA JE 17
ELISA #0438 CTLD1 & H W OGE (A {E) FE 9120
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(¥ MCIQR){#[ 0.33(0.49) ] (mAU ) ] 5 25 T-{ede e % B
2H[0.14(0.13) ] (mAU) , 225306 581 12F3 XL (P<0.01) .
2.3 CTLD1 RE 4L ls RFgARerosr  DUd X IR
41 CTLD1 ~F-34{H+3SD Sy 43 FHE, 45 116 ] & 53K
CTLD1 BIE4H 67 {41 CTLD1 FHELH 49 41, 1M C3 7K
- #T PLA2R Hp i /K F- 76 CTLDL B2 s T
CTLD1 B4 (P<0.05), W2,

2.4 CTLD1 5 R R Ws RAgAregAa 5t HSCHE T
7R, CTLD1 5 ifii C3 (r=0.239, P =0.012) K #i
PLA2R #i & (r = 0.233, P = 0.016) 7 7F iF #1 X%
CTLD1 55 H A I PR 48 b5 JCAH AL (P>0.05) . W
%3,

2
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T M, Marker; L, 2403 RS 5 4752, AL AR B 10 45 17k
R BAR#E A A9 4 CTLDL Bl i ELISA #4524 .
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&2 CTLD1 S} [ KA AR L
Tab. 2 Comparison of the clinical characters between the

CTLD1 high expression and low expression

CTLDI Bitk4l CTLD1 PR /2

A (n=67) (n=49) VA Pl
MRS (%, xts) 50.00£11.67  49.57+12.06  0.193  0.848
B L (i) 38/29 24/25 0.681  0.454
SR A, M(IQR) 2.5(5.5) 2.0(7.0) 0.700  0.487
I [ mmHg, M(IQR)])  140(30) 130(30) 0.544  0.589
FRECAEMA[ /7HP, M(IQR)]  11.30(26.57) 14.45(25.32)  0.377  0.708
24 h-pro[ ¢/d, M(IQR) ] 6.44(6.54) 6.23(7.66)  0.293  0.771
R (pmol/L, xs) 348.48+95.48 357.20£107.39 0.461  0.646
Hb[ /L, M(IQR) ] 134.00(25.00) 133.00(28.50)  0.313  0.756
ALB(g/L, #+s) 23.14£531  23.95:541 0797  0.429
BUN[ mmol/L, M(IQR) ] 4.98(2.56)  4.71(2.28) 1121  0.264
Ser[ pmol/L, M(IQR) ] 67.30(29.80)  68.10(21.40)  0.204  0.840
eGFR[mL/(min + 1.73m2), 99.63%25.98  100.8828.80  0.240  0.808
xs ]
ifi. 1gM[ g/L, M(IQR) ] 0.82(0.75)  0.97(0.58) 0344  0.733
1 1gG[ g/L, M(IQR) ] 4.80(3.32) 531(3.02) 1451  0.148
It C3[ g/L, M(IQR) ] 0.87(0.29)  0.98(0.27)  2.402  0.016
IfiL C4[ /L, M(IQR) ] 0.24(0.10)  0.26(0.07)  0.853  0.39%
Hi PLA2R $i/k[RU/mL,  67.49(81.91) 87.34(112.89) 2266  0.023
M(IQR) ]

2.5 ¥ IMN & 57U 6 Cox @354 FHAYTSS
R4y IBIT A R 5 1R YT IR IR A R B R S
STGSR IRIT O AE R AR 2 R T TR
B ZE Cox 434 Hr, T ELISA S2E045 1y A
BB i /N, R BT R B g T ik, IR
CTLD1/SD #£47 Cox [nlIH43HT , 28 55 UEEUH 145 & 55 L
BB, 25 48R CTLD1/SD 5% Ji5 AH ¢ (HR =
0.734, 95%CI: 0.583~0.935, P=0.012) . %[
XA CTLD1/SD # A Z H 2 Cox [BIH /4T, A
FERRZE N TS 46 55 : 24 h-pro ,ALB .eGFR 44 A £
HZE Cox [ 4347, #£78 CTLD1/SD 7K -5 i 7l J
(HR=0.733, P=0.011) (% 4) , 2B IEAfEEH Y
Z B[ 4525>0.1 57 2K (VIF) <10 ],
CTLD1 [HYES R 25 B3 5 A R (HR = 0.628, 95%
CI: 0.407~0.970, P=0.036) ,
%3 CTLD1 5A[wilfs PRAGHR 09 AH I 3 B

Tab. 3 The correlation analysis of CTLD1 with clinical characters

Il R G b7 r i PH || WGRAEbR i PfE
AL 0.062  0.510 || BUN -0.078  0.403
Jpa 0.070  0.452 || Ser 0.014 0.881
W4 e -0.034  0.719 || eGFR -0.084 0.371
JRECZEME —0.003  0.977 || ifi IgM 0.049 0.614
24 h-pro 0.218  0.116 || If IsG 0.170  0.078
TR 0.060  0.519 || ifi C3 0.239  0.012
Hb -0.071  0.448 || fi C4 0.056  0.561
ALB 0.112  0.232 || Hii PLA2R ¥ifk 0.233  0.016
R4 NG RAEAR UG 5 ) 2 A Cox 74T

Tab. 4 Multivariate Cox analysis of the influence of
different clinical indicators on prognosis

Wald

1 [ B SE oy P 8 HR{E  95%CI
CTLD1/SD -0310 0.123 6404 0011 0733  0.576~0.932
24h-pro -0.001 0.025 0.001 0977 0999  0.952~1.050
ALB 0.001 0.024 0002 0969 1.001  0.954~1.050
eGFR -0.004 0005 0785 0376 0.996  0.987~1.005
3 3 @

2009 4F Beck 257 % 1 T PLA2R,2016 4F Seitz-
Polski %' % # PLA2R #i Jf {5 IMN f) 35 A
K, SR AR R U T R B T — B B T A o

CTLD1 F1/5% CTLD7 B 59E 01 2 B e
HA5&, CTLDL/7 BTSSR 15 3h S A BL, XHAYT
AHHT T, PLA2R Hifhpi K™ s,
H AT PLA2R $itk/KSF-, CTLD1 Fil/ sk CTLD7 FHt 5
BEFURBFMTUS AR . PLA2R (4R B
AR IS A M bric
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Fite— ST PLA2R R A SIGIRIUS R E R,
ZIREJ%%AEET CTLD1 i JE 0 & 1, L 116 fil%)
o0 IMN 4 #2647 7 CTLDIL B9l 5, & ¥ i C3
Kt PLA2R HifR7E CTLDI PHPA4H /K- %455, CTLD1

5t PLA2R $ipfk f C3 RIEAHXK,
F 5T % B PLA2R {7+ CTLD1 % CTLD7 Ff

PSR RIS R A 6, RAEE— 2 il . A
B CTLD1 515 A0 5C, CTLD1 3R3K i & R Wi ¥ i

M 2% M, CTLD1 PHME#E BUS A, (HJE H ATEE AR =48
D RAA I B R EEA RIS T IIE

FIAT PLA2R (LR 2E0F 5 26 W], PLA2R1 (e fafh
2) Fl HLA-DQAT ( Yt {4 6) (Y BRA% 11 iR 22 A5 1 (SNP)
FIMN AH %0, fE CTLDL 3 i B g M292V Fil
H300D Fi-> SNP il IMN %555 56 R 854117 KL 2
EL%%/TT CTLDI 5 IMN k&, {H BRI,
T B — LSRR HE R X T IMN E016 R 25 5L

2021 4F e i KDIGO 45 B $2 1 A “’ﬂi?m/ﬁ
H— 25, CTLD1 Fl/af CTLD7 PR AT AE 4> fifi
H B e e Hh B2 WL, 9T e IR 22 e
] LW R 225k, iff CTLDL #1/5; CTLD7 FH Y iY
SREREI ARG IR R GE MR ™ o R 25 i e B A
%,ﬂu%aﬂvﬁﬁﬁ%é@:_ho

2% BTk, CTLD1 5 #3% i9 Us #1 5%, CTLD1 [
VeSS B BUG A R, AT S 0 F A 2 B 710
J7. HTARVIRE TR F.OomsR, 3F HAEAR gD,
TR B BEIR R AR JEAT 5T, i — 25483 PLA2R
FRSHRHRR .
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