”lIl l:.l‘ﬁiiﬂﬂu
J Clin Pathol Res

2019,39(9) http://Icblamegroups.com 1917

doi: 10.3978/j.issn.2095-6959.2019.09.010
View this article at: http://dx.doi.org/10.3978/j.issn.2095-6959.2019.09.010

BNk C1g 5 IgM infFRER A5 & R SRR RIERE X

(1.

[ =]

(X 1A

#2, BR°, K&

e

HBLE', HE, EFK, BRwE, T

TEKFEST, 75 2660715 2. 95 5 KFME MG BB TEGE NE, (LR W& 264000)

B8 : HHHE/NKC1q 5 IgMUTATE BN HE & P IEPE ¥ 05 (idiopathic membranous nephropathy,
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Clinical significance of Clq and IgM glomerular deposition

in adult idiopathic membranous nephropathy
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Abstract

Qingdao University, Yantai Shandong 264000, China)

Objective: To explore the clinical significance of C1q and IgM glomerular deposition in adult idiopathic
membranous nephropathy (IMN). Methods: Patients with biopsy-proven IMN from April 2016 to September
2018 in Department of Nephropathy of Affiliated Yantai Yuhuangding Hospital of Qingdao University were
enrolled retrospectively. And renal specimens were evaluated with electron microscopy in the First Hospital of
Peking University. C1q and IgM on the glomeruli were detected by direct immunofluorescence. Clinical data were
compared between patients with and without C1q/IgM deposition. Results: There were no significant differences
in age, sex, 24-urine protein, creatinine, uric acid, total cholesterol, triglyceride, lipoprotein(a), serum IgG, IgA, C3,

C4 between patients with and without C1q deposition as well as with and without IgM deposition. Patients with

7= HEA (Date of reception): 2019-01-22

B{E1E#H (Corresponding author): K3, Email: zhangyan@medmail.com.cn

E & T B (Foundation item): M & 7 Bl 47 11 %] T H (2017WS104), This work was supported by the Yantai Science and Technology Plan Project
Foundation, Shandong Province, China (2017WS104).



1918

I R i 2 i, 2019, 39(9)  http://Icbl.amegroups.com

Cl1q deposition had lower level of serum albumin (P=0.04), had higher level remission rate and had higher level

of IgM deposition (P=0.027, P=0.011, respectively). Patients with IgM deposition presented with higher serum

IgM (P=0.015). Conclusion: Patients with IMN and C1q deposition showed the lower level of serum albumin.

However, they had the higher remission rate, which indicate that the C1g-positive might seem to respond more

quickly to the immunosuppressive therapy compared with the C1q-negative. And it may serve as the guidance of

clinical prognosis.
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Table 1 Parameters of IMN with or without C1q deposition

H1gG, IgA, IgM, C3, C4%5 72T LG i
X (P>0.08), fHIL A A FE241 W] 22 5 A Ge it
= X (P<0.05),

LT IgM 25 5 7E B 4 21 1gM P 2 (1.46+1.32 g/L)
F1gMBAME 4 (1.05+0.50 g/L) 2 A4 G it 2% 3 X
(P<0.05, #1). Clq+IgMIL[E TR P45 Bk
A B ML IgM S R P g, 2960
il L (P<0.05, #2), AT F T
Giit2r L (P>0.05)

e ClqPfHPE4 (n=27) ClqPATEZ (n=122) P
PRI /%) /1 15/12 73/49 >0.05
R/ % $3.7+13.8 49.0 + 13.0 >0.05
JREH/(g24h) 6.1+5.3 4.6+3.4 >0.05
HEH/(gL™) 213+5.5 247+ 54 0.04
WL/ (umol-L ™) 65.5+222 60.7 + 14.8 >0.05
JRIR /(umol-L™") 366 + 104 368 + 98 >0.05
S FE/ (mmol L) 7.9+22 7.9+25 >0.05
=P HH/ (mmol L) 23+ 14 23+ 17 >0.05
JEH H (a)/(mgL™) 600 + 314 577 + 449 >0.05
IM3%1gG/ (gL ™) 6.1+23 62+2.1 >0.05
MiE1gA/(gL™) 2.1+0.8 2.1£0.7 >0.05
I iEIgM/ (gL ™) 13+12 1.0+ 0.4 >0.05
MyEC3/(gL™) 1.1+0.19 1.1+0.21 >0.05
IMiEC4/(gL™) 0.25 + 0.07 0.28 + 0.08 >0.05
B LB B/ [ (9%) ]

IgGULIA 27 (100) 122 (100) >0.05

IgAUTIR 6 (28) 19 (16) >0.05

IgMULER 7 (26) 9(7) 0.011

C3ULH 27 (100) 111 (91) >0.05
IMNZH/ [ (%)] >0.05

I 13 (48) 53 (43)

1I 13 (48) 67 (55)

111 1(4) 2(2)
GBI+ R I6YT/ [11(%) ] 18 (67) 58 (48) >0.05
Il PR/ [ 151 (96) ] 0.03

TEE 17 (63) 50 (41)

it D 4(15) 20 (16)

RS 6(22) 52 (43)
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Table 2 Parameters of IMN with or without C1q and IgM deposition

_ B} . B} e A 22 it / (151 (9%) ]
e[y HEM/ (gL 17 IgM/ (gL~ —
=D n EH/(gL™) HIgM/(gL™) YN e Fwr
Clq+IgMHPEZ 8 243+5.6 1.05 + 0.49 7 (87.5) 0(0.0) 1(12.5)
Clq+IgM[HEZ 141 19.9 £ 2.1 1.74 £ 1.82 60 (43.0) 24 (17.0) 57 (40.0)
P 0.003 0.027 0.027
2.2 BHELARELLE 3 it

TE149BIMNE T, ClqPHMEL (27/149)FF
IgMUTEHE 2926%(7/27), TC1qBAME4L(122/149)
IgMULFRE 2417%(9/122), & LB ERARITHE
X (P=0.011), HIgMULAFTECIqHIEH B C1qBAME
Him . ClqPHEA S Cl1qBi Tk s b fEIgA, C3UT
TR B3 15 T 22 S JE e 113 L (P>0.05) o

2.3 RIT RIGKEMBER LR

RIS REEMEHFNGITE, Tl BIfEC1q
FHPEZH S BATEA , 1gMBHPEZH S 914, Clq+IgM
E VTR A A b 22 R ¥ g # 8 X
(P>0.05),

I R 2% f 4% L« C 1q BH R 4 I R 22 i % (L
15 56 42 e PR 22 itk B &0 43 I PR 22 ik ) & T C1q PR 4
(P=0.03), C1q+IgMIE[RITTALBH 4L PR 9% ik % 45
FHPEZ 5 (P=0.027), IgMPHPEAL S BT thE, I
IR R 22 57 G % 5 X(P>0.05) .

2.4 I RE R E R logistic BJF 547

G R GZffR e 500 . e . A& . 24 hIR
EHER. HIIRE. Clq, IgMUTFAEZ HZE [F1H
AT, R B LIC1qUI A A IMN B 5 I TR 2% fift
(OR=4.424, 95%CI: 1.370~14.282, P=0.013), i
IgMUTFUX I A28 i JC A 52 0 (P>0.05, #63).

3 IMNIlf R &% F = flogistic[E V3 5547
Table 3 Logistic regression analysis of the factors for

remission of IMN patients

ity OR (95%CI) P

P (H) 1.407 (0.622~3.182) >0.05
AR 0.988 (0.961~1.107) >0.05
JREE 0.900 (0.804~1.006) >0.05
HEH 1.025 (0.950~1.107) >0.05
il 0.987 (0.963~1.011) >0.05
ClqiifH 4.424 (1.370~14.282) 0.013

IgMUTAR 0.615 (0.183~2.070) >0.05
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1) 48 138 4% 7F — LB IMN FR v m] BB &8 4 Bl 00
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