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Abstract

IgA nephropathy is a primary glomerular disease characterized by IgA or IgA deposition in the
mesangial region. Abnormally glycosylated deficient IgA1 molecules, mainly circulating galactose
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deficient IgA1, are the trigger factors for IgA nephropathy deposition and subsequent renal injury.
In recent years, it has been found that galactose deficient IgA1 plays an important role in the de-
velopment of IgA nephropathy. At present, the pathogenic mechanism driving the production of
galactose deficient IgA1 has not been fully elucidated. It is known that innate immune activation
via Toll like receptor-9 is involved in the production of galactose deficient IgA1. A proliferation
inducing ligand and IL-6 can also enhance the synthesis of glycosylated deficient IgA1 in IgA neph-
ropathy. The relationship between glycosylated deficient IgA1 and disease pathology and pro-
gression in clinical research is suggested to improve readers’ understanding of the pathogenesis
of IgA nephropathy. This paper provides new ideas for disease research.
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He
1. B%

1968 4, v£ E i EE 22 X Jean Berger 18- Al th (17 9+ Nicole Hinglais 18 - (H - AU 22 ) B WK 1gA
B (IgAN) IR A —Fp B A B /NER “IgA-19G B4 M E MU 7 BB Wi[1]. 1gAN EREEEE, IRREMZ
FE, AT BUCRER I PR A (B E E IR 18IS REEEGAE. BIRLERAIE, H a2t e 2 B . fnt
—TAFIBE AT R, IgAN BB SBT3 A 310 N3 N—1, WA aaike 6 42[2] [3], 30%~40%1]
IgAN B E1ER R 20~30 4FJa 4 KRR IEIH4] [5], 15 20% M B K AR B B ThAg, I BABHTH L
T, 1gAN 2= SFECE DREA vl 10 %Ak, NI T 8055 30 77 B8 F B K 422 7 48[ 6]

2. &Y

IgA 2 NP & EREE NIRRT, 295 AMEBRIZEREAN =22 . IgA A IgAl Fl IgA2
W, HA IgAN BE B/ NERUTERDIH I IgA UE T 1gAL W2, —H R EX FZ 1IgAL 7> TREEX &
A 19 MEFEBRF 6 NEAEMN O BUBERALAL 5 M0 19A2 40 TAUH 10 MEIERR, HIi%A O BN A&
[7]e MORIE L, 1gAl ZEAFE T MG, 205 s 1gA 1) 85%, FE N, DEDlJ 52 Ik
PRI R SR AFAE . 1gA2 DI AFAE T I, 2905 M3+ 1gA 1) 15%, EZAFET M ibi+, LA
KAWL AEAE8]

3. FF BT A 1gANL BfEHLE

FFUEERFA T 1gAL (Gd-1gAL) TR 1AL 731 O BUBEEALAT ;S A71E W 10 P LRE B O, I T 2 R
HIRBE S T IS S0 5, ok B SRR IgAN B IOTEFR 1AL AKEThE, fEA — kI Mis = 1
O-%HH, WK GaINAc BUMEVR R 1L GalNAC 415k, AR IgAL IRERAL & A B2E, (HILAh & O-FKH M)
BRI S AL L3R 9] UhAh, Gd-1gAL FIMIE KT T 2 — s AR E[10] [11], R BATE 1gAN 1)
RARHL P AEE AL L A e R &K [12]. Suzuki [13] [14]%5245 0N IgAN KRG T Bt “PUEITd 7 5
HFE, BEGRE Gd-lgALl HEM 2, ARJERE R Gd-1gAL IIPTHEEE 109G HiiA 2, B EURE
TP SV, 55 &I HE e LA BRI e &5 PR B /INER R 8 A MA R GEis R 540 i,
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55 240 P 3F R A 3ot FEE 43S L5 J T A TEWLAR, S IQAN AR5 HE 5 A5 I PR 6 L
4, Toll SZTE FLPESPARY 10AN BURHLE

Toll B2 (TLR)Z e K s KRG ICEE > 7, 5 19AN IR R HLEIA JC[15] [16]. TLR-9 & | R
PEEE T, HARAMX, ESREDXRI P X . BERE 7 1LIH T 88(MyD88) & TLR-9 FlHAth TLRs [ #: 1
TLR-9 AMJEMERC A 32 222 A F Bk g - B IR - SR A% A7 IR 41l (unmethylated CpGdinucleotides,
CpG-DNA), K THEAMEEE, WIEIERASE CpG-Yttik-19G &M%, T ERIE T T-4M[17].
BT TLR-9 EZA M, KRUbFCiARR 2 A EREE NG, 5N TLR-9 454, W& My88 &k
RS E R, ML, KIERPEEH . Suzuki [18]2 NHISEG A, S2i6 A 5 4L IgAN [
ddY /) B A S Fid & CpG-ODN, H B R I3 A K 4l AP S 95k, 5 300 Fi 354K IgAN A 1gG-1gA IC
A EEFEAR, UEBH T TLR-9 W& INE 1 55 & 1gAN (1) ddY /N E 45045

5. IR SEARIKEME 10A BRP 10AL REEEW

B 7 S HCAR(APRIL) 2 PR SRR B S (TNF) IR 51, 2 — Rl B ik L4036 58 AT 1gA P24
(IAMLEE To APRIL 15 % —A> TNF BRI B 4EA IS T (BAFF) 5 — 46t B 40K B B Z (115
SR, IgAN (43 R ST 7 s 17— /NS TNFSFL3 JE R 4 55 [19], 3 R 4tD APRIL Ficfa,
IZECHR 5 BAFF FLAT R R P (48%) [20], 2 1gAN I8t 58 A 1. McCarthy %5 AR T — il ek
1% BAFF HIFERER/INGR, 2/ RAEAFAE A RSO0 T 5 A6 1IgAN AL, BAFF RIS, /)
Bt I i DG PR 7K 1) S B AL 19A g A FRIEITRA L IR AN 2R 1 PR [21] [22], B APRIL 3R IA 2 5 BAFF
MEIE B IEAHG . B FR[231558 AR HMATR S5 RAE W], APRIL Aotk 40 5 7 #0 vl BE 2 3 IgAN
Gd-IgAL [(9FHE, K5 APRIL 39417 1gAN B ML+ Gd-IgAL FI K. IFHAERS IgAN B IR
FAER M b I, i APRIL KPR, I PR BIA™ 5 (7= B 1 IR AMIK eGFR). BT AN APRIL 75
IgAN 2 W7 J T e Hh B B AR .

6. IL-6 iFSHREEENL 10A =%

MRPEH FT R [24] [25], 1L-6 2520 IgAL BEFEAL B R4 R+, BoA 1IL-6 1 i3 1 R
YA AN ST 5K, FROEHE T R I RV RIR I, RERR ISR AR, R PRI R 1L-6
B 52 M. Suzuki 25 AKI92E A ddy /N RIES CpG ODN ] B s A SN R4 i = A= 1L-6, I H.14) Fam
ks R rh R IL-6 W ATBE N IgA P24, bk, 1L-6 #4858 7 Fa BE3EAL 1gA 4 A 1gG-1gA IC [T
B, 0T APRIL BI7P74E . XS RBLERIA IL-6 AT REA2A 1S TLR-9 WG /T 00 B IR 1gA I B =411
FENSTZ—. IL-6 & APRIL I A 3958 1gA Al Gd-1gAL FI774E, APRIL Al IL-6 i&42 %% H AL A
S TLR-9 51 Gd-1gAL FId AR, B APRIL A1 1L-6 Hip[F] K ShST et Gd-1gAL B4 R

7. 8578

REZTFREY, Gd-1gAL K B SGHiiRfE RN —Fe M A bs 9, He Wi Bor T 5,
SRTAE B R NHE A, ARe ) S B 5 P 5 RS 9 s B v, I e B2 Wke S BE A o

HHBET IS /MR 1gAL IFEEA R ZEE AR, H A& R i iE .. prilidi—» 7/ TLR-9
PEHE S HPEILAL IgA HIFLH] B TLR-9 #0% APRIL A1 IL-6 (i &=, AT SR E I ml S L is
EYILUHBIZ BT 1IgAN . X885 (1) L5 7K A S B A PEAS IgAN TS FB e & S G PR 12 Wi 77,
ST EERE R DAROE — R bR BN R T SOR B AT FIW . [RIRE, 7R SR R A AR S AT
CWIET, HERR—L8 AT A DS B IR, AT s W e 2
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