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Abstract

IgA nephropathy (IgAN) is also known as Berger’s disease. Berger and Hinglais first proposed it in
1968; it is the most common primary glomerulonephritis worldwide, and Asia is a high incidence
area of IgA nephropathy, accounting for 38% to 58% of renal biopsy patients in China, and it has
been increasing year by year. The pathogenesis of IgAN is still unclear, but a large number of stu-
dies have shown that the pathogenesis of IgAN is closely related to the formation of Gd-IgA1 mo-
lecules. Therefore, the level of serum Gd-IgA1 is measured by non-invasive methods to explore its
pathogenesis. The relationship between them is very important and will also provide new ideas
for the treatment of IgAN. This article describes the relationship between the pathogenesis of IgAN
and Gd-IgA1l.
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IgA'E %% (IgAN) X #XBerger’sj%, H]J. BergerfllHinglais T 1968E 1 XiEH, BEREMHAEE AR LK
FRREE/NERER, ESFBARE % (ESRD)RFE KRR, EHREIGANKERX, Z£RE L EE
B 138%~58%, FHEBRFEHMMEE, HITIgANHIRBILHITIAEE, B KEMFRBPIGANT
RIFHLH 5 Gd-1gA1 > FRITE R E VIS, B I8 T T 6/ F Bl 2 L7 Gd-IgA1 7K F, BREH 5IgAN
RRZ PR REREE, B AIgANKIZNET. YT IREFT B, AURIgANRIRLEH] 5 Gd-IgA1Z
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1. i

IgA "B 2 At Sy 0 2 [ e i LI SR R PR B /N BRI, 2 S BB 1 B s B 4 AR A
I E5 5 DL AR TR 22—, 2 LA AR R R S T, AN [ (1 BB 3 L R R I o R R DA R 35 0 3 e ) e
TG WAF, FHHET WIS —E[1]. Bl lgA B HTFREZEE T FRERAR, H&1%75E
B TE RS A AN B S AT, AN BRI I S ] 1) BT R 4 SRR VA e 1 R (R, R SR — M Tl
HR AL AE AR SV L2 K IgAN, I BVTA5 000 2F R RE L e 0 24 [2] . H AT IgAN A Jm LA
ANERE, IR 2 B TR 2R R L M 2 BT 50, (HiE 2078 Uk Gd-1gAl TR AE IgAN
FIR IR CBIER[3]. 1gA 0 TF IgAl Fl IgA2 PIANTERY, 0] LUK (mIgA)f1 2 B AR (pIgA) 2K
1A1E[4], plgA EEPIRERBX, AR KA TREMEURER. IgAl 7 HEEE CHI A1 CH2 2 [if —4
13 FERARESEX[S]-[10], BNMREEXEF 24 O-WEA S, FEHLARMIFZRARL. 1EHH
AL FRAFE LA AP R 1, (Em/REER R R -GalNac H1[1 GalNAc 7E N- L 7LbE
R MR (GalNACT)IE FH TR 2 1gA 70 TABE X L2 ZIR Bl IR (0 2k b, TR O-i% 82 . T = 2 3L BE(Gal)
78 -1,3 FIFEEREFC1Gal T L H > TH4E Cosme 1FH FiE#E#| GalNAc b, &JGHERIRTE o2,6-ME
MR R (ST6GalNACI/E ] FiEH:% Gal B GalNAc b, s Sl ity O-FBESEH[11]-[17]. X
Fi O BHE 8 IgAl 7 T EEE FINE LA S, IS Fo ZARMITARARIT, M5 Hn T4E5F IgAl 4 TR %,
TR BEE X 2 B AR PR AR S, IgAl 20 TR 48 L AME S GalNAc AT, (15
O-¥i#E GaINAc F-FLHERAL RS, 5 GalNAc - LW F A0 Bl R AL FRUHE BE s/, T B 204 )t i 3
% . Gd-1gAl 7= S HEEAL I FE o OCBERG VG PERRAIG . R e NI S . AMARITE L . FREER &R
S5 5R[18] [19].

REFEL20RE T —TEBHEG T, PN IgAN B 40 F], JE 1gAN 850K M /N ER T B (B
FEEPE o TNV B R kT B B /N ERBEARAE) 20 451, fg B 20 4], RA ELISA J73:0
SE MLIE Gd-IgA1 /KT, 45 5 BoR M7 Gd-IgA1 2 K IgAN [ ROC HiZk T AR 4 0.886, #% A4 662.5 U/mL,
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FHLEIE IgAN 20, X HEZH, TgAN A IME Gd-IgAl K- Fiem, MaE IgAN 4. @R R MG Gd-TgAl
KPR ZEZESR, HIE [gAN A, 3% Gd-IgAl i Lee 38 mimiFt &, o Gd-IgAl AT{E N IgAN
HI— AN B2 Wi b v R T 7 — SRR b it TgAN 5835 'S I, 2 B A8 1) 7™ B8R ¥ » Z Moldoveanu %5 A [21]
BEITR T HAA BEEE RS54 920070 58 L% Gd-1gAl KT, W4 N 153 B #i2 W IgAN B0
RN, 153 BHEFEAN, WENHEEIEEIEKE R MARA, A SAE, U 1gAN HEHREA/ML
BF. MALEF. 3% IgA. eGFR SR e bR, 7E{d X RALRE A/WUEF > 0.2 5% Egfr CRA MDRD A1t
H)/NF 60 mi/min/1.73m” HHERR, KRH HAA AR 45 & S2B07RE 95 Gd-IgAl K IgA /K, SighE
STBAA EL, FIRTEFRTE IgAN 5 E (P < 0.0001), 381t ROC #HZE AN LT IgA K Gd-IgAl i£H7 IgAN
PR B e e, 45 B R 2SI Gd-IgAl > 1076 U/ml I, 2 Wr i S0t 90%, BURE N 75.8%,
I IgA > 4761 ug/ml B, HSWiEeFPER 90%, BUBE 32.7%, 4IiiE Gd-IgAl > 394 U/mglgA i,
FL Wi RE R 90%, BURNE Y 61.4%, FF HLIIE Gd-1gA1 /KF- 55 5 fa BUAS AR AR B 1] [R) BG O6 O%
eAh, BRI Gd-1gAl 5 IgA 2IEMHSE, H5IREA/WIE. MVLEF . eGFFR ook, I FHER M5
Gd-IgA1 JKF-FEARE B PPN TgAN B85 5 Dy REi 45 7= A2 FE  (F R AT39R nT A TgAN SEE R4 B2
H R T IgA. Kai Zhang [22]%5 N KRR T — % BUBVERFL, BRI 75 GI7E R BB 22 a8 B B
LB IRIZ W IgAN & 75 B, WOER B iER I B ). AR, Il 24UPO. eGFR (R H EPDI
ARTHHE R 2IE IgA. JRER(UA), o BRI B B (30 ), g g Fefita =2 80 1, Uk
EENHAFMARA, KH KM-55 X — g BEHUARMER ELISA W& 2 75 Gd-1gAl KF, JH
KH KM-55 % R#IEIX ) Gd-IgAl TG, LIRSS, B N-FE R E HK 1.8 g/d, & IgA
¥I7KF 330.97 mg/dL, IgAN 4L1M1iE Gd-IgAl /K F(11.09 + 4.87 ug/mL) = T-fd FEXT B 41(7.20 + 4.00 ug/mL,
P <0.001). IgAN 4L LLIMTE Gd-IgA1 HHAL BN F 4(11.09 £ 4.87 ug/mL), 43 4>10.32 ug/ml, <10.32 ug/ml
W, S5 RBURIMTE Gd-IgAl K FHE4, M IgA. UA MXTEE, 1 eGFR. 24upo. FRIKZL4H M.
HEA MULE. 'ERERE R RAHRTCEE ZS, [ Gd-IgAl 5 Bb. C3a. C4d. MAC 2 IEAK,
AN IgAN 45 I R AKX Gd-TgAl PHYE, f@EEXT IR RBEIX Gd-IgAl BT, I H /KPR Gd-1gAl
5 RBEX PO Gd-1gAl A%, BESRIXFIAHKMEARE . 704 RITRILE Gd-1gAl 5HF HhReinfife
BT, TSGR IgA. UA 2 IEAMHJK. Clarissa A. Cassol 25 \[23]RFE T —5s BIEPERRE R, FEE
BUFE RN IgAN 57507 2 BR B B AH PR B 28 (SAGN) I R B2k} A B s B BRI R A 2, 48N 100 1 5 &
FEFRAE M B3 IF LS /N ERE TegA IUTRL, BFE IR R M IgAN. 4R 1 TgAN (FFAEZ . SR JEM:
W)« SAGN. MRIEVE'E %, FREFITEIER, WERIEK &R ETR, R KM-55 %5 I B bR
AFATYAL, FHERAMUCEE KM IgAN RIEXA Gd-IgAl PP, gkkPE IgAN. SANG FR[EX
Gd-IgA1 Yett 3 pad, H et nm 5 78 JFUR M IgAN 4IAH ELIRIE T B R 41 1% SANG 41, JE R IgAN 4 &
X Gd-IgAl JetasmPTE, 238548 (P < 0.001), FEE N HRAif BNk R X Gd-IgAl
Gt [HPEAS L LS R & M IgAN . Yan-feng Zhao [24)25 N KR T — % T LK Gd-1gAl 5 HAS Stk
1gG JE R e A PDTE IgAN RIFHLEIHIPER, 99N IgAN &35 35 6, f et 17 51, FIH
PFUBEERFAR IgAl 20 T AR A AEAMER) 1gG, (EAEIME T 1gG-ddIgAl B, HWHEIXS ST E5Y)
Xof Z B2 B 1) 38 B AN 98 R FH (0 2R 2 22 S, R A0 2R T G G 58 IR PRV AS U 4R A0 1) 2% 11 ddIg AT 4T 1
PEIALIRES, Western blot £l 1gG-ddIgAl E-AY)H £ BAFAE dd-IgAl Fl 1gG. WEERTAH NG il
B I JR < e GFR R 2R FI/WLBF S5 IR AR TR AR, 75 H 2518 TgAN 41 K% f B o B L7 38 b 255 ) 4  3) 1gG-Gd-IgAl,
HIX PG IR G5 52 AP0 m] 5 22 I M (1 389 58 LA & B 48 PR 7 IL-6. MCP-1. CXCLI1 Z[)RiE, JFH
FHES REA MG KT, IgAN TR RZL(1.10 £ 0.05 vs 1.03 £ 0.03; P < 0.001), R,
IgG-ddIgAl HIWELIR) Z G0 531k (1) 28 i DR 7K ~F- 5 4 Fext R ZHAH 24 (MCP-1: 3701.1 + 2199.9 pg/ml vs.
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3373.9 £ 1465.6 pg/ml, p = 0.528; IL-6: 103.2 (81.5 £ 277.4) pg/ml vs. 143.9 (108.2 &+ 248.6) pg/ml, p = 0.315;
CXCLI1: 1762.3 + 934.0 pg/ml vs. 1575.8 + 582.3 pg/ml; p = 0.383). &t L EH 5/ K H IgAN B Kb
Rt 1gG Ptk RA 15T SRR MGG A 280N . IF HAEW 1 g Gd-1gAl 70 7 RABURER . it
Ah, AR, FABERDL T —F 80K 1gG-ddigAl EEMIRIMI% T, AT T4 )RR IgAN
RIFHLE I FL . Yukihiro Wada [25]58 N RR T — 5 BIUBERF 7 FHRIE, & 7EH B Gd-IgAl 7375 IgA
5 9 S5 I AR FL B TP B SR 2 TR PRI R, RN 111 & B TS BHAfIZ TN TgAN 1) H AR B3
29 BIARIETE B 4 (LN) B, 18 IRt Sk S (HSPN) B, 18 151l ANCA M I K (AAV) B, 18 4
TINRAZ B9 (MCD) &3, W Bk N B TS R AR 4%, SR A ELISA ISE I35 Gd-IgAl /K, If
HoRA KM-55 5F RIBEXUTF Gd-1gAl 3T e e . 1S LRSS0, M Gd-IgAl (s-Gd-IgAl)
JKFAE IgAN 41F1 HSPN 2 [Al/KFAH2Y, {H/25 LN. AAV Al MCD #LL, IgAN B K) s-Gd-IgAl /K
SFHE TR (IgAN vs. HSPN, LN, AAV, and MCD: 16.2 £ 9.1 vs. 142+ 10.8, p =0.263; 12.7 £ 9.4, p = 0.008;
13.1+7.3,p=0.059; and 8.2 + 4.8 ug/mL, p < 0.001). i s-Gd-IgAl £ LN. AAV. MCD [a] TEH & % 7.
7t IgAN 5 HSPN it R X Gd-IgAl (m-Gd-IgADVTHL, s-Gd-IgAl FH&E 5 IgAN
m-Gd-IgA1 FITEZR B E M K (p = 0.004), HEV 3 IgAN B3 s-Gd-IgAl F+5 . m-Gd-IgAl YT
B, {H&, Jit& MCD /& LN, m-Gd-IgAl e fRIRMES. A, 7E [gAN A IE Gd-1gAl KF
TE B /INERTEE AL RN B /N 8] O A8 PR B 25 T . TgAN 2R, REIX Gd-TgAl 3% 5 eGFR 2 fiAfoe, @it
PLERFREE R, ZEH NN, BEIR IgAN Fl HSPN {588 LA, {H xs-Gd-IgA1 Tt &A1 m-GdIgAl Jifi &
S IgAN P AR LR AT SIS IR 3R . G -gd-1gAl IYEN IgAN B TS 1) P FE 475 o

2. B4

ICN=A

T IgA B AR ROZEEE G, B SEARKM TR LA EEZ —, FIHERL
H Gd-IgAl 7KFXF IgAN BN LU 5 Fellm RARFR Lo B 2 [ 58 &, BTN 52 LT Gd-IgAl
K, CUESIRHBOR BRI T REGE s 2T ERE . (B, J3AF Py KA
By AAREET I B G E X B AT KBV SF 2P0 g DL, Gl RIE M Gd-1gAl
ZKV AT RASE 06 s 13 FR A FEE PR 1A 4 A
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