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[ Abstract]

secondary MN, often concurrent with chronic inflammatory demyelinating polyneuropathy (CIDP). We

Contactinl (CNTN1) associated membranous nephropathy (MN) is a rare subtype of

reported a female patient who gradually experienced neurological and renal symptoms within 6 months and
responded well to the immunosuppressive therapy. Tubuloreticular inclusion (TRI) was found in

endothelial cells, providing insights into the underlying mechanism of this association and the mechanism of
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renal injury.
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HT oM AT B AT R S &
A B BORUON R 2 T A TG T RRAR . Bk
A e I H 5 52 104, i e 42 i AT, JCE R s . A
Y M EBE KA 7 L CNTNTHLR 1: 100,14 H K
FE E)1:320, JREE A (+4) , $L # PU K (antinuclear
antibody, ANA) 1:100, Ifi. 3¢ F1 2 H 30 g/L, 25 JZ 1L
W% 9.4 mmol/L, & i 2 /N LM 12.4 mmol/L, 1k
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WUHS 7 < A 30 8 4 UL L TE 9 38, 52 e 4 8 43 L iz
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& (motor conduction velocity, MCV ) + i & £ 12 b 75
PRIIFE A | &8 43 #i 28 Pf A% 32 BEL YT 5 38 43 SRR o8 ot 28 4%
Sl B M PR R R Bl 28 B A L 7 (sensory nerve
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ZF BRG] e 2 R A R i ¥, s
Bl AR M A BRI H AR R R S 2 Wl
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577/pL, JRE F (++) , 45 T 1 Z & B 40 600 mg, Z
S5 32 BB JBOK M, 2023 4F 10 A T & B R 2 [
J& A 1l B= B b Be B N BHE BE iR IT o A AR 130/
80 mmHg(1 mmHg=0.133 kPa,  [d) , .0 fili i€ Jt B
S BAPEIARAE o BT R B2 K i

KR EEE RN EA(H++4) 24 /DR
& FE i 2.36 g, LK FLEE 1 34.3 g/L, Ifi LA
55 pmol/L, Bt B 4 0 2 5 5 B ik IgM nl € FH M,
PLA2R-IgG i & <2 RU/mL, C1q 202.67 mg/L,
C3c 1.0 g/1.,C4 0.24 g/L, ¥ {E 1IE ¥ L H , CA242,
CA153,CA125 ,CA199 ,CA72-4 Ji IR0 5 | [ 45
JEJE WA W SR HIV M 88 S (TR AT % 5E A 2R
16 B9 BE PR -TgM il 3 2 FLH 88 R0 L 5L D-#
M B2 ER TR Y BEPTIE CEB R #E A ST LR IgM At
i 20 e 5 P 44 TgM B, DR 15 9% B4

FEmapmEss LW 36 ME/NER, Hrp
2y 5 A BRVERE AL, A0 B /N BR T B R R TR R
W2, R SN ARG A AN B S R A I A RE S R
RO, 6 40 i 8 s T Ak R 4, PASM 4 5 b UL 6 4
I A5 B i 4 5, 437 BORT UL S B B, R UL
BV 98, RS RISl ik ] 8 38 5 A 5 9 D 4
w2 1gG (+++ ), IgG4 (+++) ,1gG1 (+) , Kappa
(+++),Lambda(+++),CNTN1 (5K &k Bk 40
MR AE ) VB A i 4 BE DL, PLA2R (-) | IgA
(+/-),IgM(-),C1q(-),C3(-),1gG2(+/-),IgG3
(=)o RPEAALIR R CNTN1 U 40 1 5 BE IR (&
1) o HUBE W7 B /DN 3Kk 2R I A0 i 1 A= 0 R 68 o
Z  REX N ET R IWLBEFECEYIUR, N4
O 5T oA DL PRI B 5 W W N B IR 4 JRE AN
b, bR W S H BB DO RR A B I T S
PESE A BRI B, R R BREG (K 2), F
JINGE ) BT A L R, 350 W DU AR, /N 2l ok A RE DL /D
BT EED IO .

BH LW CNTN1AHE MN, BT 14F . ¥ 8h
BT RZIRBH L g RGPS BOKVP I BTHE AR TT
55 R AR 25, DR B BEAIC, I K A B T
LM RGAERFF SR 1N H R E A IRER
(++++), IR S E H /IR ILEF 3 475.72 mg/g-Cr,
PREE 1/ PRIUEF 4 520.19 mg/g+Cr, F1#E 1 29.6 g/L,
WLEF 40 pmol/L,CD19+B 41 Ky 0. 2 4F J7 38 i 3
ZERAY g IR AR (+++) , R SR
H /R WUEF S 1 373.54 mg/g-Cr, JR &8 1 /IR LI
A 1879.26 mg/g-Cr,CD19+B 4l i & 0, $TL CNTN1
PUARBAYE , 2% A H 40 g/Lo
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(thrombospondin  type-1 domain-containing 7A,
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BORLPIE AN 1/ 2 AR AR TR
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R E 7 AR MRS RE R 1P Al B R B A 1
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A': The glomerular basement membrane is thickened (PASM, X400); B and C: Immunofluorescent staining for IgG4 (B, X 200) and CNTN1

(C, X 400) along the glomerular basement; D: Immunohistochemical staining of CNTN1 (X 400).
E1 BZFRERER
Fig 1 Results of renal biopsy

2 BERRAEMAENE WA EH(x20 000)
Fig2 Tubuloreticular inclusions in the endothelial cells

showed by electron microscopy (x20 000)
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