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Abstract
IgA nephropathy (IgAN) is the most common glomerulonephritis in the world. Its exact pathoge-
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nesis is still unclear, and its clinical and pathological manifestations are highly heterogeneous.
The treatment of IgAN is still relatively conservative. With the deepening of relevant research and
the emergence of bio-targeted drugs, which have brought more benefits to patients, this article
summarizes the current research progress of IgAN treatment as follows.
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1. 5l

IgA i(IgA Nephropathy, IgAN)/Z —# EE UG EREF 1IgA TR T R XOURFAE R S /N BRI 9
[1], At 5 W B /INERE 58 o 120 018 R i R By fUET B B e B 2], /2 A8 B Iy
HEJE N2 A B IR 9595 (End Stage Renal Disease, ESRD) () 3= 5 K 2 —[3]. ik 20%~40%]1) IgAN
FEZWTE 10~20 E A HEN ESRD [2]. 1gAN B SR A2 T IgAN [R<BAriE, FARIR AL AN 143 IR 4]
[5]. fapE% HIEIT 7 AR, ARRIMTIRBHEEIRZ . KT ARGITIE S, femiEh, T
BEZREAMERYE 19AN B35, 6977 R FE BRI ERIT[6]: BiEmImE ., o EiE T,
R 2 I R I B e A 71 7R/ L B 5K R A2 AR BT (ACEI/ARB) & B KT 32 75 o S 2 H FFX T
IgAN BETTAMEVI A 1. BTN, BE R OB PR R AR B3 s, (HHI%ESE ESRD it @
IR 51—, HA RFAAHE Wo KT P HITR,  BRIECBEME e 00E F TR 8 H A A8 J peis
RIS R R FE R 83, B R ES (Mycophenolate Mofetil, MMF). #£4(% (Hydroxychloroquine, HCQ)#% il
S0P T E IgAN BE AR AE, oAl B M R (U BRI vy . PR ER) BT R 2 e AT R
WESE,

R, N B R SZ AR B SR A SRR ST BIEE MR W VAT H S A 2 B 4H AR PR 3] AR )
BT, YOI RREIRRI, 45 R iER4S ANIRAT, 1IgAN FGST A BAEARRKZE DTN THE . TRz
il YR R0 36 7 BT B AR,  Juadk e PRI ' IE %299 (Chronic Kidney Disease, CKD)i AU IgAN 3 HE (i 5
HEEXHPERRIT o ASCHUR R ALE] & BL L IgAN HI6R T 3E R AE — 2518 .

2. FATIRF R AR
2.1 RATIRE

IgAN 1] 5 2 AE S MR A 2 M 22 R AR K[L], RIS N e, HUORmngE N, TEMG i LR
e L ) A AR AR DL, Hodr, IgAN FEAL SR ABEH ) 55 2 L 20 2~3:1 [7] [8], ABAEZHH AR
1B L2y 1:1 [91. #EAGT[L0] [11], 7EEE, IgAN £ 5 Frfs B St A S| 5%, 7fEEE 5 12%,
FERRIN (5 25%, 7EH A &5 400, i7E A 2 0k 45.42%, X Rh 25 55 B0 T V5T fe B 0 15 ISR R VA, S
BRIANR], 5. FREEX IgAN Sy Bk Ry ik e S i T REAE ANl 40 124 Mk, BfEdE
TINFE(EE 3£, ¥k B) M E IgAN ANFEREAT 1 LIRS 42 25 R 2H S TECHE 7T (Genome-Wide Association

il
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Studies, GWAS) [12] [13] [14] [15], X AAIE AHEE IGAN 18L& T A AN R4 PR RLAT A H B 14 22 S 4 it
TEHPAEY R AL, EETURIL6], miE 16% 142 [F) b e R B F A LR TS A RS R/
BRIgA TR, b 100K I H 1gAN (IR ZL5 R4, DRIG,  BH TR AE T R AR B 10 S B A 24 1
LI AR, TgAN P B 552 £ 6 R0 R0 28 A BRIz ey T

2.2. RIHHH

2.2.1. FHRNUEITHRIE

EIAT, 1gAN BIRMLE] MANE 2, 5% AR BT 2 18] (AR B F SR Ve 7 1gAN R JE[4] [5],
—ANTZ RN AT IR REALE PO EATHRUL” [4]: 1) 1gAL ISR FERAL: 19AL A s
SECEFLRERZ 19 19AL (Gd-1gAL) KT T, X £l 1gAL BEEE AL BB O I B BAT m B B E[17]52) T
BERRT Gd-1gAL IO BLMAR: Gd-1gAL Thme 5IHe H S /B, SFEGAPIRMEPUA, 05 Gd-1gAL
) N-2 B AURE R A[18], (HAX Gd-1gAL K P HHEIEA L LLF S IgAN IR, 75 EAIAM A4 IR
TR R IEZ SV IR[18]: 3) R E S RATIR: FrRBEREPUALE & Gd-19AL k%)
SEYIFIIREENRAE T 4) RIERBEAME RS R IBE: R YIRS MER R, H
WAL, A SRR T S TR E R AR, SFEUOEMA4ER[19]. R, “P0
AT X R AT RS B fRIL T SBUR SRR [20],  HEE R BT I 2 T L 3 B TR AN AT
A B T BELE I PR S AT VA AR A [21] -

2.2.2. BEEFHEFEEE

SR IgAN I Z RS Bk CAE REAT: 2 U 92 P A3 BUE S [22] [23] [24] [25], WA H5 — P ) 7] 5
JELAE 1gAN S 71 (1B [26], IgAN 8825 [ IS5 APt A7 7E B v R WA R S 5 XU [27] R0 B8 v 7K P 1Y) Gd-1gAlL
[28], {HZ, BEES A FIEAEMERN, ABEHE 2] 1gAN FIHUR E[29]. S5 BEESF ML,
GWAS 1EN—MEE R KM TR, &4 ik, OrEHRHE L I S T IgAN, i 458
T 15 B R AR R R SCA R 5 1 X AE 51X 15 A~ GWAS 7 SR T 1IgAN K2 6%~8%[1) & 1A
PN AR [12]; F B B2 [20], GWAS A7 fUE R T LR EUR PR & A, Hdi T I 7ERIHTa T A
AFEPUE I TAI 2 #(MHC X18), #MERS(CFHR1/3 1 ITGAM-ITGAX £755), FEAE 1gA 724 (K
(TNFSF13 1 LIF/OSM A i) FHAL %695 JELAA I 5 K 50 % (DEFA, CARDY, ITGAM-ITGAX 1 VAV3 7 ).

ITAER, B RS rE IgAN R VR - U 2 BT EAL, Coppo Z5[301 & H 28t 1T “Ig -
BiEde” 22U, 15U A T o2 i 52 R e SO 8 R BE RS2 40T, T e 2 (R 0 AR Y I
TN, LS TH AP R R A B R U N, AT 51 R i 1 A R DG bk B2 2H 24 (Mucosa Associated
Lymphoid Tissue, MALT)/&ELANLIG AR I8 20, FEHER S WMARIERTHE 5T Gd-1gAL K241, I
S RIEA A&, EEERBEXIIRES IgAN. 1Ak, M FUR R EL[31], MiEwE S
PG R 2 [BAPE BB R, MTEREBEIISE . dR. JORTE IgAN KA. KRB s| EZEH.
WL, BIESEINENR, iE e S a5 . AR S8 A g A SRR S i
A, HAEE Y MAIE MALT BT, 1 1gA B & . PL R BRI 5 718 26 e e sh R ih
J7 1gAN 24 1308, JFRE T IgAN Y897 IIHT R AT .

3. II\RTIM

IgAN Il RER IS 1k, WIRBUN— RIVIGR SR A AE[2]: TR . AFRREE R E AR, A
PEREATYEE WG SIFIRVE AR IR, S2UEVE S NERE 2 BRZR AL SRR 055,
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4, J&fr
4.1. XFFRTT

2021 £E B 43R B E 7 4144 (Kidney Disease Improving Global Outcomes Committee, KDIGO)7
FAfEH T IgAN VAL BLEA RN [6]: BA 1gA YIRS I B /INER'E %8, TEHERR 4k & 5 Rl (B9 19A 1L 4%,
R TIRBERAHIV. FHR) RIETE . B S RPm . LR 19AN, 1gA JhERIEGUAH G B /NER
BR), BIRNEE R 1IgAN J5, GBI 20 MEST-C % B E A2, 48 I PR RN 2 27 2 e o B 2 ik
ITfal o2, (EHER 1gAN Tl TR A2 Wi ik R RS, iEEFE SIS 5ILRUOR, BEEE
WPANBR L RGE, FEREEDE S SCHFRRYT .

S 1gAN I R BRRE m AT B A = ST, (BT 1gAN B3 3L [FYA YT H b A2 28 225 i3t Je Fl
Bohaeidt— 0 R, SRR W 1gAN B oy S o0 sl g 8 A0 7 SN (R R 3R K
. R, EHIAE, & MIE23)5%):; ACEIARB R K2 A5 PO M )R, FE7E 4 BN E 3hE
22 HAth G 2 1) 50 - T [ 32]

4.1.1. BE - MEKEHKERY(Renin-Angiotensin System, RAS)#I

Horbr, SR 52 711 £ 1) RAS FIHHII57) X AR SCREVR TT 3 23R A, 2021KDIGO FRF i S H IR > 0.5
old, WIEFEIEIRIT BCKH ACEi 80 ARB JAJ7(1B); X THEAK> 0.5 g/d KIEE, LA GHEE ML
JE, 4T ACEQ B{ ARB J077(1B). {Hi2, [FINfEH ACEi 1 ARB [IXUE RAS FHETZ 2% 1IgAN
BE PGSR WLRTE AN AL R, ACEQ fl ARB [IZLATE 1gAN F ] fE BA bt
FEERIEM[33]: AL TR FI(E: 10 mg/d) A& 703 (LOS: 50 mg/d) & 1R FEARFRE AR A s 4Bk L)
WAL FIETEH E A LOS B, A MERRNE AR — P> 24 E FI LOS R4 2T, i E
FILOS AL, B FREIREE R MIA a7 BRSNS, WL IRGSME> . E R LOS HEL
HIRYT BA MR A SR FRAE A, 1X 0T Re 2 B 2R ORI 4 & i PR SR Y, E IR IR 1)
TEREF P, B4 S i /IR PR AR PT BB AEAR KR EE L sm B Nk N iR 3 /1%, Ry ACEi A
ARB JL:[F] 45 24 5 58 A MU BHAS T HERNSIBK T . {H7E STOP-IGAN BA%IIH, RAS BHH /7 R AR 2
B st R, HWUE RAS FHATI S ELE 3 R0 7 BeE 2 R B a8 1 IR [34]: i BEALN B 7e 3L
PIN 112 4438, 82 I(T3%) TER T Be A e 252 5 RAS BHIH FITEYT, 30 51(27%) B H:521E 820 RAS
B FRVEYT, FEREJG I 3 EREFEB B, PN RAS BHI 7RI T 2H 2 7] 4k S8 SRR 1R YT B 52 241 e 1% 400 )
PRIT /P BCAR 2, XU RAS PGS P S 5t RS R SR, W2 RAS BHA 7 5 1
A 3 2 B 58 A I PR B | fiti 55 /N ERE I % (estimated Glomerular Filtration Rate, eGFR)Z 2% . ESRD
ORI s WU RAS FEWT R (1) 2535 10 R 2 (1 LI LE A BE3E INIE 0.1 g/g (IXAE AR AIME FH S 311l 7)1 78
HHRE NI, HREANELIEMT 0.2 9/g); ML, BEAZH RAS B FIEIT B 10 R E A ULEF
LEFFET 0.3g/g: b4, MifEH eGFR fREFFGE, 7E RAS QYT SREK Z MW H % 57

4.1.2. ARERZHETHREMF

B TR SCRRIRIT A, 3T ETASEPIAI 1gAN 584k 2 FIATT 5 RAMAE L EERIZHTF I . 75 B 40
B, B A AT TR R B PR 5 () SONAR W 7T[35], HF At 4 s, S2EAHL,
ET f5PU7T Atrasentan 7] i & Az 26K 115 E 008 UK P A 27%, 8 1MLy LT (Serum Creatinine, SCr) finfi i
PR FRAR 39%, 7F M 253 o BEALBE 23 i 501 28%) &AL SCr N8k ESRD [ KUK BRI 35%; 1ER
E B BN NBEP RN BN A2 A REAF, WIPIESE T Atrasentan 7EHE R B 25
W RO RN 22 A o 5 o SE R 738 3E— 25 R T Atrasentan 352 /E LI [36]: Atrasentan #5371 ETa
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A, FEER B EFTERIEER, 5 2R 20 R eE AV RO VG A 1 AT I B OCHE,  REE I
b R INE TR R B IR TSR] B S Atrasentan B6G 45 24 nl i el SR BT
KR O E AT IR ORAPVE R - Atrasentan 78 IgAN YR Y7 49020 1 —T50 AFFINITY 11 31l ARAE 75 [36] 1)
rrASE B T kAR, HBAZIRH 0.75 mg/d Atrasentan, IR AR EIRE S, WIS 12 JH 24
/INE PR 1 LI LEAEL(Urine Protein Creatinine Ratio, UPCR) M2k (I U 15 It ;. $R R 1 eGFR & [ /2 58 56
Ji eGFR MIELR ISR TS 0L, T0% ) B H R R 1 g/d, ARER 1 BERE i MUK 1gAN 8 AR
FEIRYT 6 AR, i Atrasentan (1) 20 {5 55 1) 24 /NS UPCR [ JLA[SF 3B B 38.0%: VAT 24 S,
SERGZ VAL 11 %1535 TR 10 1(91%) UPCR SAE/b IS 40%. [F]I), Atrasentan 7 IQAN &35 9
ZRIF, JCIRIT ™ E A B 3% (Treatment Emergent Adverse Events, TEAEs) & /f; TEAE Ik u & ik
eGFR M A H BLR E AR, R B8 A IR A& R Atrasentan [ IR S /228N BT 8 BNP FI-F3)
RETH N, RUABREHE BN A, KB AFFINITY W98, FHUARGE Atrasentan 1EIG97 HEAT VB 1)
RETE R IgAN B A R 2 A Bk Z ol BEL. XUE « &R0 11 IR R AT 55 —ALIGN
WIEFEA B . Atrasentan 7ECRIUEZZ 2 VERI RIS T RB0@ U, H e iy, MRS, Z%44E
FRAEEERA IgAN VRIT LS Z —.

4.1.3. A - AEEHLEIEER-2 (SGLT-2)HHI5]

F—Fh IgAN [T SRR TT 752N SGLT-2 #ifilF. dreE=k, AT Fia77 2 BU0E IR 8%
(R v I 25 P A B A R AR T ARASPE AR A, SGLT-2 #filFIBR 7 FRARKE(L 2T &R (K7, BfEW K& 2
TR PR3 58 R B R 7 AR B 7 6k B AR Ca M 45 SR R RIS, B ARV E ML MR 8 Al 2
H SGLT-2 ] 771 i) Sk P B 3R 2t A7~ 5 L I bR AR R TG oG, Tt (R B 0 76 46 B 15 -3 B8 MR R
B NER N S FEAICAR ORIBE, 3 M R 1) I 30 77 27 A FH BVt mT DAORAF 2 FRO0% PR LA A DR ) U
PR N B RETHAE[37] [38]. ¥ K 21 DNEZK K 4304 42 RE ML 0. WE. 2RI BN 7T
DAPA-CKD, Z&iiE 1 1A F140 T+ FRAR AN B AT Co M85 2 P JXURS: LA R R JR s A A W PR s 12 1 1
JIFE BB () A RPE T SR I FR AR A FH[39] . 1H DAPA-CKD WA th AR 20 7T R PRIk B S8t AR E 1]
EFXT IgAN Frikcit, 44N 1gAN SBE SR, BRI 10T 9T 28 a7 9T ROl IR 2 s HIGR IR
KL eGFR i, TCiEME T ARSI IE eGFR HIMIMAFFRR S A )5 /& R B RS 5115 &
H PRI eGFR IEH B 520, H x5 2 NBERE AR SGLT-2 il EM b )24, ARk
P ) AT FE— 20 e, SRRT— TV 0 IA A% 10 X AW PR 18 B B R R BB XUE
2B 0T IR 128 SUBIE FE 2 7R [40], 75 TG PRI 118 14 165 A 283 v, FIRAS B3R 9T 6 JE A 2x s & 1 IR,
{H 2= 5 350 & B /N BRI % (measured Glomerular Filtration Rate, mGER)f &bk i~ [ 44 & sl ix 2
BITEM . L EMPA-KIDNEY B FE[411HI45 R © k3%, EMPA-KIDNEY S ETEAL7E R JEH 1) CKD A
e, BRSNS 5 U0 22 B B IR m i R B0 M R T B & R B /R . %A AR DA
HAEWTIZ PN GAEARAE: 6609 ZBENLZ 5, SA%IEFRSEI BAFERWIWI L, 78%M] eGFR < 45
mL/min/1.73m?, 48%¥11}R A 25 1 JULET L AE (urine Albumin-Creatinine Ratio, UACR) < 300 mg/g, 3% #eBE#L
o, oy AR AR 10 mg B RGRNGAYT, PALREYS 2 4F . EEEA S E O B RO
JEGHEN ESRD. eGFR 4R £ <10 mL/min-1.73m?. eGFR AHX} TR LR R4 MK 40%. B I JE RIZET?)
BOL M FHIET IR AL . FIAS RN, BRI HFEL S F R AR N 13.1%, ZEFIHAN
16.9%, £& r R AR BRI 10 5 02 75 B PR3 B At eGFR ook BhAk,  JEURS 0 st 2 Jd 1) 2 4 385 PRI
T CKD #BHERERRIE 14%, HOFEAFER SO FA TR A4 0. SR T RIER G4 %E
Sy YRR A VESRTIECR L, A A R RBLRAEFFEL. EMPA-KIDNEY {8 —IHE 4
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ML IINFRESR) 2 10 B PG SGLT-2 #ifil %S CKD b BRI AIRRDTTE, K SGLT-2
TR )& P NBEAE CKD (8 rpdt— 04 J S AR o W S8, R AR B2 AR L, Wil R
SKEAR A T RONA T HRIESESCRF, (BAEARK, ViR L TTIRREA . ATREPERT FUR St b, SRIF
fili SGLT-2 MHIFIXT 1gAN T AME, LAE SGLT-2 k72 5 n] L2 4 MK 1gAN (35 (¥ 3 2l
PR HESS 5 R A3, 4E 2021KDIGO f5F Y, ¥ ARHAETE SGLT-2 I IgAN IR IT 1k, SGLT-2
FHIFRIAE IgAN A o i 22 A AN RIS Rk — 2P BAIE .

4.2. BMFRTT

421 BEBEHRAT

TRl B ERIAITAE 1gAN SRR, R B8 Z TG AR 7T 8 TIRE, H—BEAAESL:
—IIZHN 86 4 IgAN [HIBEHLORE SR I AL AR W], WE R PR n 2 D A bR, JEBI L IgAN &
DagsAt: H2K H Thomas ZEHIBF AL IR WI[42], WEIGIT S5CRHEIRIT S &1, EHERIT AN EH
HMEE ST Z A R R, eGFR MIBFIRER A B, BERIBITXT IgAN BFH LR AT E ST
— TR F R IgAN BAFIFIGN N 151 B3 AR Bl U7 B 100K 5 4F 1) IR 7o 45 AR WA [43], 40 151(27%) i
HHRWERIRITIE, |ARM 5.6 g/d B3 TN 3 g/d (P =0.02), {HFL[IEEE N ESRD i A3 H % 5
(P = 0.58), 4 KLH(87.5%) 2 IMEFIHITIIELEWE TARFEM. 2021KDIGO f5F[6]#FH, £ IgAN
EE R, R PG DU e R U SR (4 3 N A AR L A SCHRRIR YT R RREEME R R 45>0.75~1 g/d;
EIREFIR <1g/d 2 IgAN B IESGE BT8R, (REFSEIE S E JRAE 0.5~1 gld 4 m] RE3E Nt e XU »
XoF TR D s e LS R A NG IR T, AN B SO = Va7 3R 28 AUXUS: . [] 2012
FRmaMItL, BUTEH 2021KDIGO f5FS 5 INoeis 4 B MEbE B B ER IR T (e At A, 3R TR A
7R 5/ MU H AR, FE3RTE T LU e B 4 4T eGFR < 30 mL/min/1.73m?. HE/R7 . AERE(BMI > 30
kg/m?®). FETETEBAE (IR TR AT 28, G5A%00) R4k R MR (PR AL) . S Bl i . R das
(AR PRI« ™ FL 1 OB 1) S5 N T LSt P e A DR B T R s AR 240 B MEST-C 143k ik
SE AT I J VR B2 O = Ve T IE R AN 2, HRT, 38 B R WA B S b BT VA BRI R = R
JPRCR Y], REVER SRS, BERBTEERIGSTLE 1gAN I R R 28 1 MR A E , IR REFEAIK 1I9AN
' o R P AU, (ELA 2 5 R 3 S R T R RE B B A P I A S e 7™ L )RR I ) L A X
F eGFR < 50 mL/min/1.73m? ({1 53 (2B);  [FIRF, IR 4yEBARYE S X I M 4a /e, 7R 1% o i, {8
BB PR IR (BRIFA 0.5 mg/kgld Kz DA b2 8 BEIBC G FRT tET m il ORI TE A B A S 2
Y, DABTTSEREIE BRI XHT IgAN s R AR N R B, EXFF &4 ESRD
BERIEEA R, HIRRSEAR R IR RKAE, AR, E B EE— DI RACIG AT SV 1
I WS R PR IAYT, RN 1IgAN VRIT IRt 5% .

42.2. BEBEHRIETT

TR 22 TR R4S Y27 B TE I e 9% 2 5 31 IgAN i [30] [31], i R R kVR ) GD-1gAL 2y “PU
7 IS R EARNRIEIR, RS GD-gAL IEUR %% B A WIHIITRRE T NRABX, S8E
DHREZENG . AT AL, Bk, THmERE RSN IgAN 07 FUEERR . B — TG 5 7 42 )
FEISAT M S B (TRE- A M AR 8) 7E  1gAN Y597 T IBEALAT R 2b BABE 8 (NEFIGAN) I 7t 45 5 iR [44]: 9
AR, 48 8% TRE-ATHIZE4E 16 mg/d V597 B8 ()35 UPCR T | 27.3%, 51 %4452 8 mg/d (1)
I UPCR T B 21.5%, 50 #4552 2 EGANG YT I 573 UPCR 34N 1 2.7%; fEBAMVISES, #f
PR EE, A 4R B FHAE KA AL, NEFIGAN BFFt R B, TRF-A 248 m B S5k IgAN &
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HWEAR, PR KIE RS ESRD MR, FTRERCAEN AT IgAN AL LI (1 )17 T8 R 5 602 1 5 —
Pl SRR IT 7. HRT, B L2 0 i 5 [ A S AR R i JE(NEFECON) . il 1, B P L ) 1
FH Tz v 18] i ARUR R SR Gtk B2 4, ki JOE S B, KA SRR e AR, k2> GD-1gAL =4, BRI
TERAEI R IR, ISk Rk, R BRI T AR, AIMSEDLNT 1IgAN KA. RERTH. A
5% NEFECON ) 111 #1lfs oA 72 351 H (NeflgArd) part A 35553 (R 78 45 F CL48 & % [45], NEFECON )57 21
AR B EIR)T 45 R E: £ 16 mg/d NEFECON 597 9 N H J& » V774 UPCR F41E 4 31%,
Z R4 UPCR F#1E A 5%, UPCR R EA B E M Fiit2 5 (P =0.0001), 6774 eGFR F#iiE Ny 0.17
ml/min/1.73m?, Z2/E 540 eGFR [41E A4 4.04 ml/min/1.73m?, eGFR N[k AH BEM L& L. 1
RV R b IR R, KREZECONRIP R RS X0 L BRI R TEA R PR R
To i HIR G KA . NEFECON  H Al 78 H [ Fr) gk J th & Ny, A [ S5 AR ZE 1 245 3 5 NeflgArdlll
1 Part A [ 43HT 45 5 —%, NEFECON CL4: 4 CDE g9 N B 7 vE BN 2542 5, FL i g g A
Jed PR, HPE IgAN FRE 1S 2 [l B R 6 R T AR AR H T A

4.3. BREBIM RIZINFIFETT

FUEHHE B SR A BRI R (1 PR A R 2R, {HARZESE ESRD HUEE, HANR SR W, £ EH
F v R FH 55 9 R 55 (Mycophenolate Mofetil, MMF)E AR 52 B & B RI6 97 . #2514 (Hydroxychloro-
quine, HCQ) W] A T~ RIS (4 SCREATT G AT AL 1328 R ooy ARGy o [ B3 s BRI IR M 003 FH #1837 H A
T4 A8 S bR B FEE ) Wik AT R Y R b, LA S B A0 o ) (B A R 8 L PR 3R) 097 28 S 2 AT e i 7
BE—PEsk.
4.3.1. MMF

MMF & 22 B R (MPA) I RT 2, MPA S2LH-5'- L IR i e 14l 5], MPA DLSBTHAE T F1 B k2
S 0 P PR A R R T AR LI, AT I A A 5 ) S S R TR B MMIF & — Rl 34 s
I, T T E A S RO, SR, MMF JAIT 1gAN IS XS AT S, TR, %= T
MMF 7£ IgAN 6857 AT KR, AN [F) R0 DX 95 B AN TR T A 1 S 50 S 30 H A L7 T R 45 2R

Sk o [ X ) 22 TR RAEAS [ RE R BRI T MMIF 78 IgAN YR TR IS . — TN 40 4
IgAN . BEVTI E]Kaxk 6 4RI BEHL IR 56 (Randomized Controlled Experiment, RCT)45 % i /< [46],
JIT A BE I UERF RAS [HITZG M, — BN MMF 69T 6 M H, 6 )5, 11 #EEFEE
Hr(MMF 20 2 %1, XFHRZH 9 fl), (EfSEEME, R 3 A2y (5 10 fx AM)EE T
SCr Inf ek ESRD (& A4 A, LR, 1€ RAS FEI/E A T A7t B B 4 43 205 A8 MR 41 B 1 R 1Y)
HE IgAN &, MMF 1897 A BEERDH N S EUE AR A 22, KN SECE IR . &
BTk AT EPAN 176 FlEE . BERI MMF BRE IR M B 54578k e s e iayr s sh b A4 vk
WAL 1gAN J7 3% 5 1 RCT FIFE R T MMF Y97 R [ 25 46 [47], MMF DR Jefa 54 &Ik e ta
TEW/D B R IT TR A 2 5%, (352 1 MMF 697 1S 15 A TS s 3G T VE R 2 1 IgAN B AR R &
P> JeAh, BTN T 25 EH X B RCT 17T ¥ &% 357 4 IgAN i RSk ih 45 B b
FW[48]: MMF S5HAMITEMLL, WITHCREA RIF¥ER, MMF X0 & A IR SR B ThRETC 0 %
SO AHSZH AT RIS E, AR REIHE T (<18 AN H ) TREXT 19AN A &, AR ECE K MMF SR ]
REA B TIRYT IgAN. (HIE, ¥R IRSE NBERRSCHEFE, 2015 5 2 MRS R — B0y 3 SE ARSI
RCT 45 H EoR[49], 34 ] 1IgAN N #8252 R 3k, ACEi f1 MMF 2 g/d (N = 21)8 22 B F1I(N = 13)iR77,
BEVF 36 N H G AL, WA A RERR. SCr. AR, MEsHL S it S B ER L2 L,
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T 7 2 A7 A5 338 J8 1k 305 XURGE 1 1gAN BB 35, TEVEIERH MMIF 2 g/d 397 3 SEXHE ThRE. B ESS Reik
BEAREAASRER. &6 0 & 32 L9 IgAN A A EEAE RCT [50], tHARED MMF [
BITIRAR, 2 MMF (1 10 N 583225080 7 A1 SCr 351 0.5 mg/dl (P = 0.7), R 3 4 MMF 1 2
SRR 1) 24 /N AR T 50%, PR RAEEA R FHME, EXAE AL % MMF
BB BAEIUEM AL, MMF AT REXT 4 B S DIREA 2 19AN & TR BT FlRASF R
BEARSLIR A R JEYE, XFT MMF 76 IgAN H3aT7, BREZUT 2 EEESE, HIA O KRN RCT
FEAR BB, ERFANTEFREEA KRR SR E RCT LA T RIFHITE AR MMF K
Wiz, DLk — 2 9ril MMF 72 IgAN ST R0 22 41, 2021KDIGO 45 g A A HERE v [ 8 rpn] i
F MMF 159 5 Joiioas i) B AR T

4.3.2. HCQ

HCQ R4 NIEHTIRIT RGN H & e VB i i FHIPUEZY), HCQ R H S 15 /E R 1)
BLELR 220, 75 IgAN JRT7 2 A IR ) G 5l % 1 oK S8 4 B B, HCQ i\ il i 2 Fhig a4 B &
Gyt FR, BRI A PR 28, YRS S0 T RS, J80 2R A 5 A AT Toll
FERZAR(TLR)IVELZE[51]. B4R, ORI HCQ mlidEid js/ /& T 4i4E K FEK 1gM. 1gG /KFiie
BT EH[52]. A% HCQ 7E IgAN JRI7H A R 2 v i, O R TREZMIMR. B
(14— JRURIF 9 A2 2K 11 o At et mo T FE A P — TR S e T 9 490 55t R 9 [53], 16 9F FKs 28 482 52 b 3R 97
3 AN HAEA B ERSL 2R 1 /R (0.5~2.0 g/d) i) IgAN B34 AFRALIC, RI#E52 HCQ FIEVDIHYAIT 24 J8 (38
1) ERAR S VPIRIATT 24 JA(GE 2 2H). I T00 R RE T FC 09 451 %o HEIT 9 119 2 224 U2 B 1 IR B TR 7K P sk
H>50%, HEEREIR, 1A 6 4EH42.9%), #2412 455 (14.3%)IA 5] F L S (P = 0.004),
B 24 JAWE, TR E A HEME 2 BN 1 4LRIES 2 4AE R LR AR ) 65.9% + 25.5% (P = 0.002)F1 95.3% *
30.0% (P = 0.791), WZH 3L 55 1R  AH 432543 2 ifn 351 LA & SCr Fll eGFR BL T2 57, 7RI %2 1Y IgAN
B, HCQ Al A MR AR . RAEZI I WP T HCQ 7E IgAN JEYT HH I U Al 22 41
WA, (EAEAM LR ERE: H, EMFARNIE RCT. Nk 14 XF. WFRE AL 6 S H; ik,
S RIPUER AR RAE TR LIS BN B E, AR BRI A I H AT R AR . B
WG XIFRE T H—HXE  BENL. ZRFIRTE. 1 WIERTT7E[54], RN 60 42 (71
eGFR 4 53.8 mL/min/1.73m?, F 4 fR & A HEMHEA 1.7 o/d) FEBEHL /> B2 52 HCQ (n = 30) 8L 227 (n = 30)
BIT, MARAR RN, HCQ A2 A 6 M H K8 R E 7 AL %2 5 2 35 (—48.4% vs 10.0%, P <
0.001), HCQ A7 2 F FR K F- B B T2 B 77 4H(0.9 g/d vs 1.9 g/d, P = 0.002), 7ERFFTIIE, WLy
RIEFEARFM, 1% RCT FE X LA AN, FGIER T HCQ 7E IgAN ¥R 77 Rk
FURBRZEE RG22 4, (A REBIUATT AREARRRN . RITIAR. 2152 5 WS 55 SR PR 1%,
PR T HCQ KT RIAF R A R A e & gh e . R B 8 R V7 RIE F) 24 A~ H ARSI 7T,
{H HCQ 7E 1gAN YAI7 H IR 22 A VAN 280130 75 AR T KA . KIABE G (1. Rl 2 FEALR) RCT it
FIUESZ. HCQ 1E ARt H MG T IR NAS K IgAN HE A BT, 2021KDIGO fEE#Y HCQ
AT T R B AR SRR YT 5 AT Tk e v R 1) v L ER

4.4. ¥MERREETT

ME RS 1IgAN KA. KEXRRZFEY), FAE 1973 4£, Evans Z5[55]507E 4 6 IgAN BB B ik 41 4R
HREINE] 1IgA. C3. properdin (P). J& Clqg; LbAh, f*MAL IgAN B35 T 2H 2005 A8 7 55 F AR OC[56], L
F5 C3. P. C4BP. C9. HTFl, HHHIAFAMEE IgAN HIWFF[57] [G8]iE K HN: #tERIRIE: JR MBL.
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C4d /K V5 IgAN E R eGFR. H HRLLI R IEME; &Ri&%: JR C3a. Bb /K5 IgAN HAJK.
eGFR 2 IEAHK, JR FH /KP4 eGFR 24iAHK; LRI : JR C5b-9. Cha /K¥ 1 IgAN HH K. eGFR
BIEMKR . FMATTIRS B /NRA SR Z 18] (25 )R BRSO 1IgAN 3 [RAMA R Guidk AT 20 A B T1F
AU, MET MR RGIHT L R T Rt N s T A, BAARERMEMZ OMS-721 F1 LNP-023
X KHEZY), AHEFEY 1gAN ABERSE ZIRIRIRE, R 5AE SR S 0 70 Sk A 52 mIE
R

4.4.1. OMS-721 (Narsoplimab)

OMS-721 RALFAEH THME R G B A5 50 BRI RN - H B RS S BHE R R L H R B
filf-2 (Mannan-bindinglectin Associated Serine Potease-2, MASP-2) [ B su fEHIAA, 75 MU L L FHIT IgAN
AMATEAL S B B IE%5 . Omeros 24 &) OMS-721 11 BRI 7S 3L 40N 54 44 IgAN. JRIEH 7. i
PEE o FIAMA 853 3 (C3) ' /INER T AL (0458 B85 DA ) A N, P2 4 282 W IgAN A2 8 1)
WHEBE, ARG RER: 518 F, OMS-721 4741 [ SRRl 7E OMS-721 &It
KA B — D RRAC, 205 31 A 2 54 JAIEAh AL E FES T 61%. OMS-721 1 11 Jilm R i 45
REH], OMS-721 7 IgAN SEKIBITH, HEK MR Hl, MAEREAEN = 450)1. XH.
BEAL. 2R HEF 1 OMS-721 IR IRAIT S S R 38l Ak AR AT -

4.4.2. LNP-023 (Lptacopan)

LNP-023 & —Figr @l D il 5L, EPFEME. BB EAMAR T B (FB)IHIF, BESEH THIT
Bl P BRI P I 21 8 R DA R AMA R0 2 R 2 M S i, E045 IgANL FMA 3 "B /Iakoi . 283 1
PEFREFLESAE . BEMEE 9 . 2021ERA 812 A0 19 LNP-023 11 I RAFF 58 th 93 &6 5 6 9, LNP-023 7£
IgAN 597 1 B ER R R B A BRI . X010 RNl WE . ZRFINR . PATALE T,
AN 112 ) AT P2 rmndh g KU 1 IgAN A 23, BEAL /T FC 2 LNP-023 4Bl e B 40697 90 R, F#
2 pi: VPl LNP-023 AN 22 EGRIFEIRYT 90 RI, 7Ek/> 55 8 (1 IR (i UPCR 24 h ) 75 T 177 & )
LS IR i ALHE LNP-023 [ 2 A VEANIN 521 . eGFR LA K S Uk M 55 1% A T M R A b 5420 o
HAFF g R R: LNP-023 (200 mg. BID)¥AYT 90 KJ&, 24 h UPCR P&k 23% (80% C1: 8%~34%); XLt
T2 RE7), LNP-023 B A5 B RS R (A P = 0.038); LNP-023 V&AJT )5, #H—IRAERIE UPCR A
NERESR . 7 OMS-721 —#F, LNP-02311I #lG Rt L & 38, K4 RIFFES IR

4.5. B 4HRAEFHFIETT

B 41l #3473 7 BAFF (B 4HHiH AL 7)1 APRIL (514 175 S0 AA) & 44 B 400 P AR o 28 ) 56
BT, FS530E2 NEE SRR RIS, ERFELTERIAE. 1IgAN. TIRLEEMEFZE K
FPE ST 9% B3 1 LY P YRS DU B X e A R R K T R, DRI, X R R B RIKEh I B &
o ST TVE ) A FEEAR[59]. BT, CALEIRKDT AT T BAFF 8 BAFF F1 APRIL ¥ JLFH0
Hil7, A BAFF/APRIL XUEE HliHi 7128 & VU (Telitacicept). B € 751 (Atacicept) f1 BAFF #1171
BION-1301.

4.5.1. Telitacicept

Telitacicept & — i 714 = 2H il 2 11, F 25 PSR R0 485 R 15 70 A A SRR B TG A4 ELVE F AT 19G
f) Fe # o 4H s, 845G Blys A1 APRIL 3X PYANSEMR B 40 A= A7 FIE PR () S B2 1, #if] B AR &K &
FAHGUAR SN, TP Gd-1gAL. Bt Gd-1gAL H S Hifk, IAFIMIEK FELFAIT 1IgAN (1 H I[60].
PPN Telitacicept 7 1gAN 857 H7 20U e A PER 1L WIS RAIF Fe 45 5L, LRl O 7 38 B AT 24 4 R19 3
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M. EIXITFENL WE . ZEGAR T, 158 7 RSS2 A SR T R B 1 FR75=0.75 g/d 1)
IgAN " [E 38 44 %, fATTRL 1:1:1 P LRI BEALEE 5255 5 160 mg. 240 mg Telitacicept L&, 74 24
Jilo FELFUREE 24 JHRS 24 NSHERERIAR, CEMIREA LIS eGFR L. AL R ER,
TEER 24 ISR M35 1gA. 19G. IgM RF4E H 2 KR PE F#1%; Telitacicept 240 mg ZH °F-3 88 FH IR B
FELR IR/ 49% (522 FIREEE—0.88, 95%Cl: —1.57~-0.20, P =0.013), 160 mg #1325 [ bR &k 28 8 /b
25% (-0.29, 95%Cl: —0.95~0.37, P = 0.389); eGFR K45 I [ (U HERS (R FFAGE . ELGM 22 LTI, A
1697 H LA KL 4 (Treatment Emergent Adverse Events, TEAES)TEAES AH{8l, TEAE /™ B 25 A%
FE Bl BE, I T EL I TEAE #2725 - Telitacicept (19 1 3HIG PRAF 70 45 3K B, Telitacicept Jsk/> T =5 KUK IgAN
BEMEAIR, A RE 1IgAN HER XS, HRIVBBGF 2, EERKD R EE 2 RFEA
BT HE— SAE B Hy T Ao 2240k, H R, Telitacicept (4 111 B PR 78 T35 [ SRS E, [EE# T2
o, A EEAEASK N B AR T RE R EE, TTRE IgAN VST X —Hig it .

4.5.2. Atacicept

5 Telitacicept #H1L, Atacicept /& —F NEARM A E A, [FIFEREHIH] B 40M 1% B B BTIR o1,
MIMFEAC Gd-1gAL. $it Gd-1gAL H &3k, AR MRk EFEFYEST IgAN 1) H 1. &l i) JANUS 5 [61]
eI 2a HARAHL 2RI RIGIRBT 7S, BIETEY Atacicept BETRF#MR 1gAN E#H K Gd-1gAL 7K-F K hit
Gd-1gAL HitfA/KF, JANUS LGN 16 ] IgAN & (FFi¢ > 18 & UPCR: 0.75~6 mg/m. #&sE [ ACEi
/B, ARB > 8 J&)73 9 3 #4: Atacicept 25 mg A1 75 mg 41, VLS 2204, BT 72 J8, (EIELRR. 5 4
JA B 12 JA 5 24 A 5 48 FIRIER 72 AR I T Gd-IgAL FUiR IR BT A R AR, 7E IgAN
B, Atacicept 7EK L 72 A I 1A] 4 BLRE RO 7 :UR R R A HLR & 1) Gd-1gAL BEAIS; 24 JFI,
£ Atacicept 75 mg HHMEE A 3 Gd-1gAL F25E N R R BRARK, X HER-5 5 1) B AR S 3R A K
24 JEwE, MELH) Atacicept 418 R I, B4 S DhRe ik B, {H7F Atacicept 2125 &
FrfasE. Ak, Atacicept FEKFEIF Gd-IgAL [ 9t Gd-IgAL H Br¥ifk[62]: HIELEMIEL, Atacicept 25 mg
A1 75 mg ZHAEE I MLIEDT Gd-IgAL HUR KA T B SEZeAHLL, 7228 24 Ji I Atacicept 25mq 2H IfiL 75
Pt Gd-IgAL Fii& T2 FBE T 24%, 75 mg 2 R & 29%; 7£%5 72 J& I Atacicept 25 mg ZHLIMiE T Gd-1g Al
PUA TR T 28%, 75 mg 44 FF% 39%. Ltk Tri, 14 4 EERYE T TEAES, KZH TEAE " EH 2
AR BRI, =4 B (2B n = 1; Atacept 25 mg n = 2)3R 45 T ™ (1) TEAES, (B 574771555 . Atacicept
7E 1gAN 8 BA 2 1) 22 0, WA B IREUR 201 Gd-1g AL &L EH Sfitflok-F, JFrrae
HHEARMEDIRE, A 8N IgAN BF R ik ss, HAr 0 Blm R bR 1T, AR FERE
(EE IR

4.5.3. BION-1301
BION-1301 s& —FHPHET APRIL ) NJEAL e FE LA, APRIL CHOIEMIZE IgAN B T, 55%E
(TG MO, A4E 8 A R IN AT eGFR FAMK, F BION-1301 FHIKT APRIL /& — i it FA% Gd-1gAL [IFEFR
KRS Lk B0 1 G B AR BOR AR 1gAN T ZE R Im L 1) S — #1697 771 - £ BION-13011/2 HHf
F63)CL eSS — #Brrh (BExHa B IR %), BION-1301 i 321 R UF, WA M™ENAREM, £
HZGREN PR > 30 K, JH74E fAPRIL. Gd-1gAl. IgA Al IgM 2 F AR SE57 B k2, HL
XF 19G MISEMAAE/N . ZWE AR = B TS R A AMN[63], 28 3 HA OB ARl B
25 10 FHAETERKER) 1gAN 120 FL4 R E A HE1>0.5 g/d B UPCR > 0.5 g/g; @ /Mifbil &/
ACEi/ARB (BiAN 32). BAFI—4F 450 J& 45 450 mg BION-1301 & kit 4, #lkeazh%/b 24 FJG, i
F% 2 i 600 mg ] BION-1301 7 FiES: A% % 2 A+#:52 600 mg BION-1301 5 FiF4f. AT VAl
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BION-1301 () PK/PD &3, {8 FH 2T ELISA F %2l i€ 5 € & T BION-1301, fAPRIL, it 25714114 (ADA),
HFIPTA(NADS) R Gd-1gAL HIIMLIEZK . BHHT, ik B A1 — 35 dE 7R, BION-1301 fE%: 2
JEl #5252 450 mg F ks 25 22/ 24 F) 1IgAN B35 T 52 1% R 4F, %H TEAE 5K AE MHEATZ 1k 78 IgAN
S SR FAPRIL A6 y% BREE M5 /K RESERRAIG:  F7E 12 F oWl 82 30 8 R I IR = B A%, 9F
H5 Gd-IgAL /K FHIFEMEA 5. [F Telitacicept. Atacicept 25161, BION-1301 il it B %40 A 1gAN fPY
HIT AL RGN E RIS 77, X2 HaTIATIR T B ik i), HiGsmadg 4
NHAfE, B HEEARKIE— X BION-1301 7E IgAN FF G771,

5. REERE

KT 1gAN HIIRYT, X TEemat Rk 1gAN &, I69T 7 A MR SCRAVEIR T 1 vkt . ot 1E7E
MR ARSI TR ETa FEPURECRIE Z A VERU AT 32 T 7 R0 U, HLid sePEBchy, M RTSR
J7 R S R T IEAE R B . SLGT-2 Fi) ) R S 2 0o B R aE , (HAORAIZUE L 11 19AN A A
DI S BEANHIFIR T IgAN BT I EVS BAT 3 VBB BB PR AR B 1 PR o 2 5,
HoRAELE ESRD e, HA RFAARXH W. 19AN [F& 258 677 (0 FOELAF 2 % AR 1EH
T IgAN [P EAT AR AL B AP 7 #EFIATT, 5 1gAN KA. AR S RIAMASE AT ,
VEF T R R AR R IR YT 55 o IR EEH IR T 5%, RN K IgAN iR 1 2 VAT EEHE, 1gAN
HaTT AT AR RIZDIENTE R ER . TRl S [T BTG, Xy 1gAN B R AL A
BOMPERIRIT %, DISEeE BE TS .

E&WE

V9148 it Z R & T EE 42 (19PJ060); B 7t T BH R BHIT & 1 42 (22JCYIPT0005); Y )I14 W &)
1% 42(2020JC0079) -
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