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Research progress on atypical anti-glomerular basement membrane disease

CAOQO Pei-yang, YANG Jing, LU Guo-yuan”
Department of Nephrology, the First Affiliated Hospital of Soochow University, Suzhou 215006, Jiangsu, China
[ Abstract |

clinical symptoms. With the development of diagnosis and related technologies, it is found that in patients with anti-glomerular

Anti-glomerular basement membrane disease is an autoimmune disease with low incidence but severe

basement membrane disease, the clinical manifestations and laboratory examination results of some patients are different from
those of typical patients in the process of clinical diagnosis. The pathogenesis of such patients with anti-glomerular basement
membrane disease are not clear and the clinical manifestations are not typical, it brings some difficulties to clinical diagnosis and
there is no uniform standard for its treatment at present. This article will review the research progress of atypical anti-
glomerular basement membrane disease.

[ Key Words |
antibody; therapy method

anti-glomerular basement membrane disease; pathogenesis; anti-glomerular basement membrane

YU /INER 2 IS 55 Canti-glomerular basement

1 EiRHE
membrane disease, anti-GBM disease) &35 1§ ¥/ Wk

AT GBM H A ¥ JE /5l 4 24 vh TLRR i 5 %
(/NS R o I KRR 1. 64/ T
T 1967 4 1 Wilson S5 1 R PEAIH A .

UTAFARARGE I — 2L (1], ORI JIE S B % e
A] LS S R A T GBM R R TUARL (HI IR
T BRI L LT R B 2 A R a5 LR T 3 AN )
TR MR GBM R . 4275 n] BEA A [R] Y A i AL
il BT RARAR. 24 1R R HGE AR TS24k
TE IR F A 41 38 HL g AL R S {EL B 82
S HAIGT GBM g AHBL BORE BB SRR
FESIHT GBM Y . A SCR A AR 18 BT GBM
o AT RE A A AL A7 T = 5 A i PR BEARR AE
7 R TERIE
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WAL R ZE G VB o3 4% JE IR X (a3NC1) fY
Fay gl Ay, S B A ) R BE 3247 (Goodpasture $T
J) T 55 5 ARG B o 7= A A X i B BB R H BBt
A, BBk GBM Fi1/ sk fiti it 5L S B 25 5 )5 R
TG AR | 55 A v P A0 R A A A, 5 ke 3
JEERIE RS . AR M5 GBM 5 Al g A A [A] T i
AT GBM g i) & L], A AT GBM g B35 1L
TEER P SEAFETE AT X GBM LRI+ UL T GBM,
SR I BT A T BE EE X IV B e R A Al 3R A CIE
«3NC1 HL 5 PRI B RBAR S A — a1 Pk
WEAMAE S Fe ZRRE KT (i 1gG4 WAD ™ ;3
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A MR AEAE— 28 5 GBM 25 F1 ) %5 5 1t Bk 4
FUSA . Nasr 8 RIERY 20 FHESLAT GBM
P KB A — 2 R O RO S BR A B T GBM
DU, LB T JCAH N A B3 W0 A2 AE S 1A
e IEht GBM $iiA, 3 3873 H 35 7T BE N 5 v B A
PEFR | B UL FR %% (monoclonal immunoglobulin
deposition disease, MIDD) f L B R EE H 5
GBM EL A7 i 5 A g i DA 15 W 1l 478 24 b JF R
o I S RE I 1 B v R e e BR AR . AR ML GBM
i Ty GBM UURR A S 3k (1 I E AT GBM $i k.
M2 GBM 7 By P 4R 10 25032 -5 3506 v 7 B9 T 2K
IWEA R g i 2 TeG sl & D TR
GBM., 550 R B 9 b i) e ALY . SR 1T Nasr
SRR g 181 v O R LR B 1 AR AU, BT
AZFFZHLG] AR GE ¢ 2 HEBR s I8 A R4 2 P s
R SZIGRTF I 48 i T 4IRS A9 e g 225 1T
SRR R . BT AR GBM e &
R BILTRI A B H AR 3 B I S92 9 ' ke
2 AR T GBMURR”, B A AT RE A [R5 IR 5|
AL 25 R 1 6 A 14, HLUTRLT B IR i) S e 2R R
AR » LB = bR R T 5 . R SR
GBM 95 1) &R DLl 75 ZE R AT

2 RITRE

HAIHT GBM WAL R AR E B 2 A
— e BT 30 2 A BT AR ANRE BUHE R Bk
RIS Ttk s I — e BAE 60~70 &
(AR NBE B A, dE AT GBM
S5 HR 3 IR B AR 20, Nasr 2500 35 38 1 20 451 g 3
SRR RN 58 B h BAENZ K. BN
5500 F Ttk

3 IaRRIE

HRIHT GBM Jii & BN SR B R ER 5 R/
sl £ 1L 15 7 B ) 2 T AR S B BT GBM il
RFBBES . B Y. AR T GBM o 5 il 3 1fiL
AT AT GBM g 3420 ~62 0 B H i %2 A=
AL Nasr S RIE Y 20 4 HE JL 8 BT GBM &
B . K ARIL R GBM i i)
PG B At SRR B N IR  EE PR R e
AN ANE TR GBM U 8 @t R B k3R
B, Nasr 554 B IE sk SR 5T GBM Wi (8 35 19 4]

TR MG W24k 2. 2 mg/dLL(22 mg/L) , JTo—HilF:
BLENT B OIRe I FE W BT IO GBM B S
H IR TR IUETR 9. 7 mg/dL, A 73 % #7555
Bt . SRR SLALT GBM g 838 8 1 PR i B 4 e 1
BT GBM i 433k 6.4 g/d 5 1.7 g/d"* 17,
I AR ANT GBM i B2 A 2R 4t GBM ik
H A B R A ANl T R ST GBM
B I65 %0 ~100 Y0 FHPEZRSY X ] A W R JL
R RE, (D AESLEIHT GBM % B & L6 26 b (9 4t
GBM Hit It A £ X ML Y o3NCL, T 2 5 X I i
FErp AR AL, (2 JE MG GBM g i 116
IR AT aBadad 75 B BT TR 114 DO 8 45
P07 T AS 2 5 % «3NCL, adNC1, o5NC1 4% B
RO B R AR MR GBM i B 3 NG R PR
JE KA » F ELISA Western blot o [f] 42 88 98 67k
RISt AFL PR H: 5 5 21 20 0% 0 g i UL R
R (3) I AE 2R e BT GBM Hpia, B 41 4ty
GBM JUAR I fo 92 BR AR 1 S Bl gl W e |k 50 JR
7 R BEL T A i 928 B AR 1 D AR L, L A e AL 4T
GBM % £ 2 19 "5 /N8 3 IE I (tubular basement
membrane, TBMD §ift Z 4 5 BR 8 1 1 TR, Bk mT
REVERL T BE . BopriFoE ™ & B0, R F s Uk AE
R IR AT AEFR A3 5 ARSI bt GBM Ho i 52 B 1k
FA) R PRI B KT 1 4T GBM 44 (i 4 R
W ARTENG R K . F 40 3k M Sk 4
A5 04y A LIS BT GBM Bk g B, {515 A
BT TeG iy GBM &MV AT — 21
AV R s e Y o, v UL 3 1gG ¥y GBM 2
LAV,

4 BIERERN

ST GBM i 2R BUOL BT T IR 3T H 1K
TERL LT e R FEIRFE . 8500 (835 B 1R 3R T2 >50%
B NERNY s eSO T S IR 1 (R TG, ]
o TgA 5 TeMD Y GBM SR TURR . ZHERMA C3 1T
RV PO T ECE W UUR. AR 5T GBM
FPEVEIE T BRI S kR 1 (2 1gGL 7l 2l
IgA B¢ IgMD) iy GBM ZRAEUTAR . it 5 SR 477 GBM
AR [ L 2 R R FEUH T 50 GBM . B A
HUER LS LR F A AR S8 2 22 0 (D) AR L R4 GBM
TROGHE T ICTRIE BT H A BN £F 4 R AR R SE . T
R N B AN AR R R D BR R
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( endocapillary proliferative glomerulonephritis,
EPGN) | JlE3 A4 5 /NFBR B 46 (membranoproliferative
glomerulonephritis, MPGN) | & &3 A= £ B /NER B
# (mesangial proliferative glomerulonephritis,
MsPGN) | R kb7 Be B /N Bk 4k (focal segmental
glomerulosclerosis, FSGS), v] A Jaj kb 14 585 H 1K IE
TRANET 4k ZAEIRIE . Nasr 2V IRGE 1Y 20 4] 5
9 B EPGN, 3 il MPGN, 6 fi] MsPGN, 2 ]
FSGS. AW 8 il i kM H T8 B S 47 4 Rk
INFE, 53 B B 0 18 Y0 Fl 700 B /INER . B /NG ) o %
PR AN [R) R B 10 /N 22 4 A ) B 2T 4 Ak . (2) Al
Pt GBM Ji sz ¢ 6 T 1 GBM ZRFETTALY 1gG
B2 Ny 1gGl 5 1gG3, AR LA HT GBM Hi5 £y 1gGl
5 1eG4, H 1/3 B A 1eG2 PR 1gG3 454
HMARE Sy 58, T 1eG4 5 1gG2 45 54 MARE 11 55 .
IEAE AT GBM A 55 % & A C3 UUALH
SHCEE 55, TSR BT GBM f§ ol 7800 ~
96 %1 (3)AESLAIHT GBM i (B T 2 UL —
WA Bk 8 (I UTAL . Nasr ZM JGE 29— 21
JE 4 BT GBM 5 8 5 B 20 O B — B 4t
GBM $HLARGTR (F 2 1gG-0) , i 8 HT GBM
BEBEAL P Z RS GBM $TiR TR 21
MHUARTTRRFE b 70 o P-4 Jry kit A AT B T 2
— AR TTRUE A 10 Y0P Ja k8 A AR TE i
W BE 5 2R EOE #MARE Jyaa G, dESUR
P GBM iy 8 — I BIHT AU T fE S MIDD (14
TR B T 3R R0 GBM 5 . iZ AR A i it — B 0F
FEAESE, (O IRMAHT GBM JH 4 R 6T GBM i,
TEHEEY U, I 5 AT GBM i —F (HAE— 48
BE A WAVR R XN B RL S BB T R
YU, AR GBM g B 27 A T
Kr s To— 1 S5 e 7 DA R 18 B ) AR RIS BE A /N Bk
B RD R AR SR BT GBM i - AT GBM 5
AT EL

5 BT AWE

PRI GBM g (% FARHETR Y7 5 58 0 I3
IR G HOR SBRBERE . SR ST GBM i
4 IEThRUEIRYT 758 . Wilson 5527 7E 1971 4R
HGE T 1B 14 2 F 2% A8 B TR A T AR A Bk
P 1gG YR, E DU 2 K[ iR, BV 1 4R
B OIREIRIZ IEH . Nasr S5 40HE 9 9F M AT GBM

9o 2 5 91 v 0 1 9 AR FRCR TR B W A 22 25
BRIGTTIB BN 58 R G AR  SR T [ A J7 RAE S 5b 2 )
BE YT RURSE B RNk B T REAN 425 6
50 PR BCR T 5 PR BRI 14 R 5 TP oA 4 il sE st
JE BELA KM B J5 (end stage renal disease, ESRD),
T 5 A FH S ot 50 5 SR TR 1Ry 7 & v AL 1
KA RGO, $ 7R AR ST GBM i R 38 W R 4t
FBERN 3R SN R A . Teixeira %5 {1 1 ik
HLAYHT GBM g i & He 32 P sl e o o 97 ik, il e
T DRI RLAE Ry 3 A HGIT IS iE AR TE g . e
TR % E BB (375 mg/m”, 4 W/ D IRYT G 5.
| N —JRURFF 5 iR L 2 IR SR 4T GBM g J8 %
AT R K JE A R B 9 i AT IR T B B e e 2
fift . AFHLAIHT GBM g & TS B 2 4 1 i AL 47
GBM i i . ARt GBMUig v 1 A AR A
RN 9300, B MEAEAE RN 8500, 1 A 4T GBM %
SBRF RN T30 25610,

25 BT A BB 5T GBM 95 BUR TE S 5 5
T L5 HANGT GBM 5 A AL, B fo e BR 2 U
GBM ZAETURR L AH G PR 2R 3 XA T 1 520
K 5 AT GBM i A8 [\, 42 78 H B A AN [R]
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S BB L AR (H B HIL R 22 4 R B IR 0k 1 ok
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