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Abstract

An elderly female patient with anti-basement membrane (GBM) glomerulonephritis was reported.
The patient was diagnosed by autoantibody examination and clinical manifestations, and the an-
tibody recovered after plasma exchange, hormone and immunosuppressive therapy. Relevant li-
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terature was reviewed and sorted out, to investigate the pathogenesis, epidemiology, clinical ma-
nifestations, diagnosis, treatment and prognosis of anti-basement membrane glomerulonephritis,
so as to improve the understanding of this disease.
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1. 518

UL R B /NR T R — P B B e s, B P AR BRI A, R BRI B AN
WERANMAEIR, 45628 /ER. IR SCHUR I, BSeMA, 51 R R SEL]. 75 B RER
Ry & B /NER 1S 4% (rapidly progressive glomerulonephritis, RPGN), &l - LB AR i i, £
WPAR R e W M ZEREIR . 12 NI, A, HERPUE, RS . HTRBEEARE, ImK EXHZ
T HIAHIAN A o A SO I — B P IE EBE /INER B 28 B ta], P 2 [ AR DG SCRRIEAT S 5T L B

2. mPIRE

B, 76 &, B “REMK. BB 1R, XCREKM 6 K. 7 T 2022 454 H 7 HABi. BEN
Bedl 1 RuTC RiE R I R, TS, Tk, BEBOmR, RIiTiSH. 6 RATHIANT
JE KM, B BEAKERATINGE, tE= 1. ghE, JERIIRILIR SR, oV, oot .
BB RN BRI AT N, T 11256 3 U I kORE FE 7m A 0 F28 J 8 Kk — S PN 398 5 4 LA T F T
HRE, UM /NEEE L) 22 A ik AR T R T %5 R . R MURIRER A 2+, JRIBIM 3+, 40 ERAG
1+, A4 3.06/HPF, ZL4HM1 40.14/HPF, SABHBRREARL. NFijG e B e K. 2022-04-07 ML
BT 569 umol/L, JR &% 23.5 mmol/L, 4% 9.31 x 10%/L, IM4L8 A 81 g/L, ML/ A% 229 x 10°/L,
1375 S8 H 63 g/l, FAEA 30.9 g/L, Mt 30 mm/h, HUE/NERFE ST PHE, Mt R ik B
P, PUEPLARE: Bt CENPB S5FHME(+), Pikyifke EE 1:100 (FFHME), Mk C3. C4 R IULHE 7
W, BESEHUE I E (CAL25. CA153. CA199. CA724). AFP. CEA RW. ¥ . ZJFEmEPUETE. Pifl
JHE 2 BUARBIME, HIV I EEDUARRA . O ST-T S0, R REME: RUE LR EHR G, 25 11.2cm
x4.7cm, 4% 10.5cm x 5.1 cm, LB NAE 14cm FI4E 1.6 cm. B 10 45745 007 AssE 4 3L
BrARJE, EEME CT V4. XUMDVERERM JORE: XU 2 k4577 Eaflk ZRE kS s R 45
s GRBAFHN: BEFEEE. FRASIRKIKES B A 4 AL UIBRA S 2000 Bk N & I
PR . OAERHR R 20K, JHESMKANAITE, ENRaTm Mm A, 3R
REb—rE), “RERIERTE(D), ZRRR(DE), AZEFiKkINEEmIK.

SN Bk AR TE R, Prdtiayr o, AT E 0, FodhiiiEdb RER &dt GBM ke
i, 2022-04-09 A M ALET 742 umol/L, JRZ % 34.7 mmol/L, Z&£5 1k 46 &5 5L 31 a) £ B 3 A3 Ha o
WX I, AT AT L A bR, BE RS E . BT LA E S, AR NEIEE ERRAE, EHEA
LB EEER SR, AT, b MBGENT TR BARSRYT, WERE ER RS R E
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Wi . BB M, XUR R FR K AR T B, B ANRRAT ' R A EE, Bt GBM & =45 RIEUR 622
RU/mI, BOEHR RE S, S6WL. RGeS, YEBew “PrkRBE kg %7 , ET 04-14
Y5 F HIR JE 8 200 mg #IEYT 3 KRG IRE S 40 mg qd B . 709 F 04-24. 05-29. 05-23 45 T Ikt
0.4 g BRI s RIE (RN 1.2 9), 4-22 FFURITIMIR BHibyT, JL 129k, [RINFEA 4G LLIMBGE T 451
I HER S 5 1 557677 . 05-12 At GBM HiLik e & 41.4 RU/mI 51T B 2 R & o 8RR D JRIRE,
B IReRFEERKE,  VLEF/KF7E 560~650 umol/L J%Z5), 05-21 45 T47 FIBNERk EERIEAR, TBEsh
PR IENT S ZRIRTT - 2022-6 YkEAT R BEBE G TT R BE, FXE &P GBM HifkE & 8.39 RU/MmI,
H CD3+CD4+/CD3+CD8+ 0.32, LLfilfftk, HREEF RAIMEPRE, RIEL THBENE, HAlBEHEK
WA MBOE AT S SRR TR . vhig: ZBEE 2t T RE R L2 S /N R,
I A T B A AT I, R T DA B SRR 2 A R B i B SIS 2R R T B AR R AN 41— KB R . (H
R rp R s R A SR ENE, I GBM B/NBK'E RIZWINAL, 44T MK E#. Gre i) Lk
FIRYT, W CUAGENT (b, $Efli R L5707 . T B 2 e O 55 ZE S R s i il
JEMFRED IR, S8R B B D) Re Tk & B R REPE /N

3. X HE I RIEKER
3.1. 1 GBM B/ kB R F L EZERLFIE

311 IFRER

5RBEHSAAR R AR N R SR8 A G REMERN—F, W5 ARadibt
J&(human leukocyte antigen, HLA)JE R (1) 2 A PEAFAE SR FOCHE . COIFSRRELS HLA S50 52 R 5 50 % V) AH
K, FEAlE HLA-DR2 SAEARSY, TR B AN IS EI[2]. tAME S HLA-DRBL %547 2 RI71E I
FHRFMRG 1 SCER, 41 HLA-DRB1*1501 4% i ¥ &) & 5L K, HLA-DRB1*07 BA — & B 1 7R3 H
[2], HT&akaieaaiamik.

JE HLA FERAHDC: X T HAREER, b a K% — DA W SR SE gt Feg S2ARBE R 5 oo [ ARt
GBM B K[ 5 A 5% [3], AiZIEFTEDT GBM #i o I IFR AL T4 %

WEER TR AR, MABRENED R AR, RS X RN R 7 B4LE, 8E
A A B VERG N, A B B PR AR ER S R . O — BIRE R TR B A A A S L — 5T GBM
B [2], W AE FIRPREE R 8 5 H7E b i e kR AR

Pt CD52 . 5 BEPUIAFA & BLHTIA YT « Bl BT T 4 TR 97 22 IR T A AR PR Ak L4t s AR 14 25470
I R A BB & B BT R YT I, P ILPTR R 4,  Bo HAb e tegom[4], BB S HRT e R8UEs T
YHAFESE, MR T UM, mbEEERR AN IARS Y A, AR R AR B IR T 4, X EisUE
T YUARE & & B 5 I N0 H 5 G e ] o

3.1.2. ZmHLH

R B /NER S S AR 2 e VY JE A R, Al EREE . HEH. mRFRED
ZHEAN IV B IV BUR R FRIE A HES AR Y B2 B 6 N JERI(COLAAL-6)4mfil, TERL 6 %A a B
(al-6), WM =AEEETRREAFE M =RIRE5H), 4359 alala2, a3adab il ababa6, H:H' a3ada5 J1°F
LT B My R o R SRR IV A A i P S PR SR S A N- R g 7S S5 RN C- R NC 54
5, CLRCHP R PR TR R A A M R R R . fESRJR I, a3adab —HRARM C-Aufy NC 543 i
TERN AR NCL 4514[5]. 7S RARDU R SR = SRR TR, 7EPL GBM B &+, BUR Uik LR
B2 a3 i NCL Zhtaiek, 3% 1% X 02 4 b B 7E a3adab IR AR i Jo 45 A dsl g DU i & iy v o
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EERAY GBM B R BENIMET, PN a3 850V B EE A RN, W5 s Rt ad
B ab HEA RN, FREAFAERNMY B, X —I G2 B B G2 SR M HU AR 4R B i ) FAth 2 1 R a2
SRR, R 2 I s B RFE . FAE 20 tHad 60 SRRl A S FUIESE T K5 S Buik
IBURRE T, MEE S IR PR S R R KB, T8O R A A AR R [6]. tbAh, K
BRPTAR I 5 . BRSNS 8RS . TS HEOC[7] [8] DRI 3 PR £ A PN (O L Ak i 3
TRIT G

YU M G s BRAMAM S, T 4HMTEST GBM Fii [ R AR K Je Rt R ¥ — e AE ., DA uF LB s E
CDA+41 Xt a3(IV)NCL [ FE AT LE ok B g BE T IR AL g 5 2, IR H B B M CDA+T 41 4
PR INESIAE[9] [10]. HF H T 40MnT e B S E8UE NRIUI,  E50 5 B ) 23 v ke B
AR AR B/ NER LSRR T R AipR[11] [12]. B AT, 7E5T GBM 5 48 Hb 1 & 095 Hh 4 e G s th R 4%
—EfEH . EEBNE, RZTUARRIKDERIR S, WSHBEEEE —EXR, HlHELE
PR SRR, BT CD25+3MHI M T 4 AE T H I, AT HIfiI%T a3(IV)NCL IR 1, AT H 57 2 57
T X a3(IV)NCL 15y 52 HE[13] .
3.2. MITIRE

T2 IR 22 B B —TGURFF ., R A D B 2 5 T DA % % 5 S s A AR SR B, R 1k
WiZEN 1.64 58 5N EEEAE[14] . AHEG DARTEE T 5 A OB A BRI IR R 2 AE 1~2 Bl 5N
FARFFEAER T VF2 . HAETINNHE DL Al R AR A A DGR, TZEIE A s I i i
W [1]

3.3. IGRTIM

REZHUEFH RIS NERE K, BkE SO 3 /N WRA B /N eRiED 45 8 50%, Tfife
Pt GBM F Rt s bk, 'BIhAEH S H S SRR, RS/ NERIEEE AR, WE<3 gk,
o AT H IR IR . A 40%~60% 58 2 [FI A A fifi th ifiL, ACH A F 10%I1) B8 RN GRS, £H
WA S, LA R gt 3 PR T B AT S SR (D S 75 7R % RIS R B 3 v I R AR R T, T B
W PR M, ) 2R 30 R LA B B0 it s B s BRI 5, BRI RS A, 7B ] AR I S O i A A
LB, i E, B E R BN R PR M [15] [16].

34. BHSaTT

Pt GBM B % T ERFAZW, I8 s FGIT . 12 Wik B SR KI5, o M A7 27 A6 DU R/
B R HY GBM [k 19G JURR K73 B4 4% o

I B S ZIRIRTT A%, P PR B BUR B T R FEIR ST AR R, RIS PRI AN B o 2
[l FEA 1) G2 28, BELESBT IR AR B B TR R B LR B RO AT, VR T FesiZ /b 2 e E 2 i
EFR AR . 5z MmRI AL, RS T RE B AR B AR E[L7]. BTA
REIATRE, FULERITE, MEVIEEAEE, PibER. wa B iR, Glanfie i, EHE
H6r DA B FAB AL TS S I, ST 2 B A P T AR 2R, TR SO R B D et Ol . s
OB S EBE R, FIEN 2~3 mg/kg/d, R4k 2~3 N H, @EEINORAZ, DARAZLE KIS
R R T A — IO AT 5 I I S R B B i T BE ST GBM B 4% S AR A7 R IR A R [18]
1R B2 R B R Ia T, 7N 0.5~1 molkg/d, S8 TEFIIFAS, CARBEGER RO #TRD, TR 6~9 M H .
PR IDKIE S R B S T B, 5 DA R 250~1000 mg FFRIEEAE AT, #7%E 3~5 K, (H 2 Wi B3¢ B #hg Je ), &
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kA B Bz PR R A A [19] . 2 BUBE AR 12 Wi 7 ZEE AT IBOENTIR YT, HAdia 7 WR 2 .t
BEMIREEMIAMEE R, BT SRRy — 206 T 2400, (BRI BB AT 52 i (A, 2
FEAAIFRIE AT e ) [20]. JEEER, FEEDRITHORARIE, B MERSAE th R oh AR T R R IR R ia T s
%, fE9L GBM B &, WUBHE A F IR IARIL, FME AT DO BR AR A PR R AR 6 EL .

35. il

VA 1705515 28 VS T VR B EALEPR Ao th S0 AR 5/ BR BB D FRAE
o, R THEILMAGEYT . RO IRA K TRRELUBNT I , K2 MU 5
WAL ATER A, SR AIUETAF <500 mmol/L, W)y 95%: WnENLAFACF: > 500 mmoliL, Iy 8296.
FE IS EMEMUEHT Bt , B AE < 10%. B IERER AR A R0 B NR & 100965
RS SOWTBILAE T Nk, TR, 15 FATHRIE R 64 DR EIRA 1], — VN SUR A
AR H P EAF R R TG T PR B R R B 1097 I R [21).

4. BEE

PUHE R RBR IR K N, EH SR B DR wesms, FRMER. |EIRCAAZME. Wi, I P e i
Hrhw R A, PRI A A B T RS W, R SR VIS OL T RO B R A, WA
R RO, 82 e L RAT Ve s iR YT, RDMSR EHIR G HER . Bl DR m B AR
PAFIER, TR BT TP, 2.

SE
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