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Abstract

IgA nephropathy is the most common primary glomerular disease globally, and its pathogenesis is
closely related to the production of galactose-deficient IgA1 and the formation of autoantibodies.
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Increasing evidence suggests that abnormalities in the intestinal mucosal immune system, as the
primary site of IgA production, are a key initiating factor in IgA nephropathy. This review system-
atically elaborates on how various factors, such as intestinal flora imbalance, dietary antigen expo-
sure, and intestinal diseases, can lead to abnormalities in intestinal mucosal immunity, thereby
driving the pathogenesis of IgA nephropathy. Simultaneously, we explore potential therapeutic
strategies corresponding to the aforementioned mechanisms, aiming to provide insights into un-
derstanding the “gut-kidney axis” mechanism of IgA nephropathy and developing novel therapies.
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1. 5l

IgA 5i(IgA Nephropathy, IgAN)Z 5% WL R AR VE S NERERE, JBT R AE S NERE %, 1gA
NERREE GV TRETURRT B /NR R X R EZR BRI . W AER, [gAN B 275 [R] Hb I3 A
R Z AR 2 5, ARG, R GE AN HE o 2 B, AR e NBEAE B, PRI R AT e
ARG 487 5 DR R 45 08 2 T PEAF A R BR [ 1] PR AR YTE, 2R T 20~30 ZIHFE S, Mo A AT
Ptk R 2 B, N FEAARIIE RN EEERZ —. IGKRED L, IgAN &RHRERE, #5979 5 R
OIS 8] A T A R0 P L WP | Y A TE ) A R AT IRREAR, IR PR R I R AEME IR IR o PR B R R
PR EATHZ ). DUABRE . Bk AKEEER . 7RI JLERIE R, 1gAN 5518 2 8] i S BOZiT 52
BT 2 . BRI NSRRI IgAN BE A EBEE ME e S e, BRI GIE N
TP L RSO o (i 2 E IR, RIS L i 108 0 M6 o D et tH IS B O, X AR i A S A
MIBRESRE 1 T BE, [RIBTE S AT 7 T ARAFAE i, IR L8 2R R 2 (M A SHAE . AH LS, 76 IgAN [
KA VA OR R R =2 T AR ARSI E R o 3T iX e RN E R I, A OB i 2 8 e 72 57
WAL IgAN KI5 AT VR F DA BB RHZ AL O IR 9T SRR AE — 25348 .

2. KRHLE

IgAN HIRIRHLHI AR TE 4] 1, KHIDREISE [gAN “DIUEIT 207 RIS (PR e 7L
FEER LI 1gA1 (galactose-deficient IgAl, Gd-IgA DI 2 (G —FETH), Kk H R4, B S8t
JR5 B S PARESSTERRE R GYCE —HiTd), BURTERIEE SWUTIRT B/ NRRIEX B =HT),
BOEAME, IR BN FCENES ). E5 =12, 2025 4 9 H TAAE 2715 18 JaE PR [gAN
Wit 2 b, KDIGO I AR SE B fE fE il 8 2% 51 22 B i3 Hernan Trimarchi %3 7 “ LEITH=U” . BI7E
BFE—EITHRI— “oFTH B, fh5mifd IgAN FIE IEE ST EaA T “ SRR, Rt
fl. RWBAE . T A TAR e MR 7= 28 70 TgAL, X — R el VE T TEI6 YT BT T A
NGB E T2

3. BERHRREE
AR e 1) LB Ay 22— TgA RHURRER AR FLf . IR F, TgAN e R

ik
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P ERPIRGE 7 i PR AR R G A R AL I AT IR AR ,  H AT R IR N i R R e RS AE
IgAN IR IR IS R P4 G B A . (ERTEA G AL, Peyer TP IR SR G0 M £E 52 2470 57 1l B
i, 2ok T 404 B fE R v 5 S B 403G 8 74 R A SO e e, TR G Gd-1gAl 2R 4R, BEJS
FTE W IgA 752 ROEIRE B 200 3 s PR o Al . s, B 4ifisus X+ (B
cell activating factor of the TNF family, BAFF) A3 5E 75 S ALK (APRIL) (2 T B 400 1 45 701k [3]. [H
i, Toll £ SZAAR(TLR)WE A — A7 TE T G 2 40 R — L3 G 72 200 Pt % 1D 14097 i AR A =R 3 52 Ak, T J il 8
FOHEE T 88 (MyD88) 5 i FH HUT 1) Ml s I BABKAE 5, AR B RAEM G N . 1E
TEFHEIAEE T, TLR4 A& 5% [C [ 14 1 40 B 1% 70 HE 2 B (Lipopolysaccharide, LPS)HHE S 14 1751 52 44,
TLR 15 5 {58 B2 R HR L I 8] 52 B4 PR 115 5 5 S K1 1 (SOCS1)R S8 1 i £ 1428 DA -1~ F) sl
2 SOCS1 KA T RIS, TLR 155 B, ot Hu i i ek, S8 1gAl 5 Gd-IgAl 708
oK i ANEIRGE 1T SRS 7 A e IgA AR, AERLALNSE IgAN 1) ddY /N, R sE 1o
JRAAREIFR A BE N AR TLRY 5 MyD88 HIRIAIKN-. AW It E Hik 2R mE W w2 FE R H
(), ATHPTAERRE B AR /N R, SR KINTCR IgAN /BB I R0 Mg A= S B NV
ok R IgAN AR TIN5, H & F M R bE imdi i bs S0 75, [ A %5 TLR4/NF-«B i#
PRAOC IR B0, PR B BEEE [gAN WAl RERHE T IE MRS, SEINIESE 1 18 265 5 1w
FERRTE IgAN KO H I EZA/ER 4], ER & EVLHI: SEfEdif. TLR/MyD8S8 15 5 /%8 . BAFF/APRIL
3 B b TgAl BERAL T, FLIRIAG s 1 W B e G % s o IR B IgAN R RO HESR . DR
M GEERE . SYPURE SN = AN, RGICIR S D 215 W 18 B )% R R FE ) BARVE A

4. IFEFREZIFIME R
4.1. FpiEER

B AL TR AR B i e BTN . . BE AL REY . B R E A
PP SR R, e ST B EARTE . A EAER, JERYEREE il IR B R sh &4, Xt
MU R T BRI . EEHS STUAMAREIE R, FEE X2 MERBOKEED. W'Y
HIRISCE 7R A REAE R AR, RNV RERSAERGRE . P AEREIRER A T2 5 %
IREWIEH . H4h, B wEHEC Y SAEY)BERE, BRIEE FH R e, P A Pum s A % e S5
f .

— ST I GLAE DR B M 7O R B, SR CIWAGH 0 Cnm + AR TEEERR A . LS il g A0 P Rk
MR S5 IgAN B KM= E IR ES R K[5]. X — RIAR7S TR 52 s vF il b 22 O i R0 o e i
— iR dhu, TR C S EERE T GG TgAN TS, HATg LHRAAGE .. B R, 4id s imsilma T
6 N HIL B E B BRI BN E B IR N, HHEMEYE p 2EAEREER, HFHERK
PR A SR T A X 43— i BARR MR AE ) % T A [6]. 7E TLR/MyDS8 {5 5 & RZ T, Zhu SFHN
T 48 WA 1gAN i3, RIKRSWHITEHERFERRAE, DIRAGH - ERHEEENRH. ZHE
BT LPS BERS IS 71 TLR4/MyD88/NF-«B J#g, 7T TNF-a. IL-18 fl IL-6 Z5{E % 40 i K 7 1¥1 7=
A, TN TE 28 FE AT TgA IR BEA e AR A1 SEH [R)ADIESE LPS R0 TgAN G 40 J i 5/ A% 40 g
fH ) TLR4/MyDS88/NF-xB i i#% & B 4L H 7, %5 Gd-IgAl & 7745, 1 TLR4 $7) m] FH KX —
TEFR[7]0 BEAb, 5 7 B PR B 58 ] A IR Bl I PR i s S 5 B BRI AR (1) DG B R 6, % 19 491 CKD1-
2 JARIAIZ IgAN B35 1 2 WHRFR AT TUR AT, S5 R RS B8 5 M35 1gA /KF. 24 h JREEAE
5. S5 A B 4 N S 5E S A2, Lachnoclostridium B g 5 & F & MR 2 1EMHE, BHAHE - &
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W RS R MR R R IEAE, MR S A/ AT A i v A AR R IEARG, HEREE_ 2 SRE
YR HIEFE S B /IR BOREAL B /N 2R 4/ 1) R AT 4k 2 IEAHOC[8] BAFF/APRIL J8 % &2 B 4 7302 11
R S SLARI = (0 T 5 /R F 15 21 2 48 U3 SRR - Sallustio 25K 1 IgAN 3 (13 BAFF /K-F &3 T
w, HAS TR e YR K T IEA DS, APRIL /KT RFETHR, F£5 eGFR fiklot. (HAGRIEM
&, TgAN BHI7IE 0 (CCRY BT AR B 4If. 1c1Z B 41 MRS RELN A /KT BH 5 o 1 {8 B 23R
H, X—IRIETE IgA B/NERE R EEHIHRBIL, 1R [gAN P REAFTE 18 R G g% 8 Uk X —
MREPE[9]. AR LG Gd-IgA1 KPR S R i AR YA T Reis 2 F IR R 2 —, Gd-IgAl /K
T 58 MR R EMIG, Hp 37 K2 MW, LRAAEA T A S RERAEY SR, 20 %5
AR, dTDP-N-Z 8 A E R [10]. AFEFEH IgAl @it 5 7 A i v 40 B B e
ZREIAY, X PR EREEAA R T 1IgA L 18IS —FhRFER I AR f y N8 e 12) AW s i N3 . 32
LA F IR TT DU R I TE AR VIR /N B BB REVRORT 1R 7E 738 P BRI e M T 38 IgAN R AU E .
DR A ARG 2R 1 PR AR A 1 B BETE TgAN H P AR oSS0 TgAL B S BUR[11]. Bh4t, SHTIRALAH L, IgAN
NS NIR. TR B TR, CBKT2E N, MAEYZFERAR, 1&SaxI MR T fe 5 74
TR I P R 1 40 T R R = B PRI AE DR IR [ 12] 0 3 T A 25 5L 1T e 40 5 i R M g P 5 M A e 1, B 90
KL, FRFRE G m R N FARK U, BRERNG| WSS IR #HE 7 R AE A T3 R B - Zekifkzh /)
FHOREE A | 4, M HFERATREDIRE, MBeReszdin, 6 o b =F B2 PR ANE 7 200 B = B2 1Y I A 28 A
NS DA, T AR A ERAS, IR Gd-TgA1 S8 R0, RAEUR[13]. HiERESHELER
51 R i B A S AR ) - R B S RE(S 1P WA s E T, (R CCL2-MET-FAK 15 5@ ¥ 7E [gAN
NERBLHY K TgAN SEE Res, 120 Rt — gk R A M 5, AT I IgAN ik g, e 4kn]
M SIP NFHF T B A7LE A AT AR [ 69T F B [14]

4.2. B

EYPUE AR EEAE NEOR T, TR R i B B A S O R S R S RN R G, [
25 7 8URME Gd-1gA1 /=4 58 IE4 . & i B e b0 B R 4, G 2 R OIS R
Ay BOE A A G E AE N E A PR S5 AE IgAN IR IURBIR AN BB, X —KBERIL
TEIEEPUR RE/R IgAN RIRIMEZIF R 2 —. PUHIRTREE T BER AR IR 1 3 54 i i R
HH R SRR A AR L, B T 20 B M A (L #eb J5 &2 368) A9 E T 48 Bl M i 42 (2 i3F BAFF/APRIL
PRI OE B 40K AL RN A g oW TgA IS4, IR3) Gd-IgAl F=4E[15]. 534h, mlaliik & 5065
R B AT 4y, HSIEHREHML, 47 &R e/ EmEHL T Occludin 1 ZO-1 1) H 5K
PR G, KRS EERE SR g EEYE, 55 R IR T R A B SO R B[ 16]. A
AN B /N R IR, il S IgA B/NERIR AR, JFER R IgA AMUPTR T B IE, &40 A1
THARALR, Rz e RN AA RGN RHAKRIE AN IgA1 F1 CD89 1 NIRA/N R, S5HFaEk)m
EAHLE, BRI ER BT A gD IgAL PORA L B ERER 13244 | FIZHZ 1 I ie g 2 (3805, I F%
I ML 2 B ARG Bt 1gA1-sCD89 H e AP /KT, R TR IR fr 8l Bl T 1822 IgAN BEfE . IR
Rgeh, PREIZRSURE SEUCH [gAN RESAHSS, RS SE80E K HABE U7 50 Jo IR SE TG K BB 0 B 2
RE R A KRR ERI[17]. BRSP4 IR B B, IR EIR TRk SR B AR S T e R PR, 3
AR AR B I PR8I0 DLSGAIE o 57t LR BRR A e SR AR R 748, IgAN 5 I i JRIR IILAE 5 il A
B PR RIS b, i R R IR 8 /N R SR M A R B /N BRASE A A EE TN, 5 /N TR B M B /NI A D e
AR ST [18]. RERN d R REBE IS TLR2/TLR4-NF-«B {5 5%, T IL-18. IL-6.
TNF-a 55 5 VER T2 B, M CBd gt 1 MyD88 1E N/ R IX —1d 78, 7EMIER A, ik
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RAE(E 5] il BAFF/APRIL £i&, A B 4 it B AL E S, S d BEgod BEHEs), Il Gd-
IgAl =48, INELIRIERE[19][20]. BEAk, TgAN BE XTREE YD HUIE I a2 SN T BE A i e A3 58
i, 7E Zonulin KREAMNF T, WE@EEMEE N, SECS 7 REEY . SMAEYTER. W
SEMR OB, AN IgAN B K E21]. Bk, ST IgAN (AR, ¥t fU5 1 5% 25 sk i
HAARE N T2 Hil & BRI 77 5 0 b i BUS e B Py sk A7 B T e i 1R e A B s

4.3. JHBRR

FELC 7 TE B AN [gAN A — 8 i A 22 EIBE R, WA 2 FhH AGE B0 (98 R P 9% (inflammatory
bowel disease, IBD). FLEEVE . FFAEZR)PINEE, Ahf 18 [gAN KSR Z M. —I & 86,640 44 Ky ifil
GNFFAT TS, IBD 5 IgAN XU S IEAHDC, 1155 HA B D0 (B B B /N sRTE R R R AR
[22]. 5341, EWERME SR IBD BE R AZAL I IgA 1 7- AR TaY, 3X A] RE A 6 P
W RS RIBUR N . SR MR 7081, A %3816 IBD (B3 505 144511 % (ulcerative colitis, UC)
Hye % B (Crohn’s disease, CD))5 IgAN B RS A7 E R R K &, HIE%IAA IgAN 5 IBD. UC. CD &
A R R[23]. K EH IgAN &3 CD (CD-IgAN)FIA B CD (NOS-TgAN) & 2 [l AR I BE 24 34T Lk
B S5 RKI CD-IgAN 4B /INEREEAL o L Je BRI AR S v . HOR = BEmY 24576 24]. 54b, i
HH IR B A3 i B R AR S PR REOR , I BOw P S e S SV, IRt g o 1 24w | AT 1A
(Helicobacter pylori, Hp){E IgAN 82 ¥t Zez & T 0T A ZH, H& JF HP BG4 IgAN B35 B Thhg
W7, MK Gd-IgAl KFHiE. HP GRS R 0N IgAN B 1) A B EAR B % 25]. H
Tl A I, B DI REOR B (0 2ot TgAN B P Al ey 2 LB 2 I RS (R s 15 Wi itk
DAL R A A 15 B 2 B I 5202 8 2 1B AR R0 Iml R OGE,  DAME D IR gt e fe e Rt Rtk — 25
WHIE[26].

44. B - KR - BERR: — 1 EISXENBUEMS

FELE, EIRERBURH RN, TRMEAZR B, MM R A IE R R
o LMREOAPI, mEA. SRREECRERE RYTUR, — 7 SR E M R g S,
T E ARSI EA RS, 53— Jr ] EEREmIE LA, RS ERE A NGRS RE,
B B B R D R IBENE R W B B I RYERAE, St 2D RO R R ) 58 B VAT B 1 30
VT, NEURE RN ERABEEIR AL VIS A RO, ROk, R R BT R S BUE B R
T RS ORAP AR ™ B AN /2 o IEHAEBDIRSTS, JEBENR TR A2 R T8 e e B AR A S A e
Mo, HEETEG, MEREA RIS EE 80, RGO thaRR8omm. 7
EREREE, KREEPURS AP 5B Z I FRALR, FEEBoa R T Z e xda, &
RIFEVERI A H RPN, BEMHES) TgAN R fEE RS, ERXASFREMSE, ER AWK
L, RS INE S ANPIIATT B BT, AL IR ) Gd-IgAl B AR — 45 R

5. JRTT KRR
5.1. $txt BB EEEAATT

5.1.1. fREE, WmETT

NT T HEMAEYH, SR 2654 TS O YR RE (R 8 1A 25 TR 2 N S A fee e (1) 3
ETH. iAW G wE A, v E BN IE A s e R, s s A s, ek
BOF B2 2R E . S XSO T 1) 2 26 T R 0 (2 10 2 40 A1 1 A AN ) Vs 70 B0 1R A B, AT
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REZMORMEREEANA. SARARREWEERIR(CK. AR TK), @i
NLRP3/ASC/Caspase 1 55 i@, FACEHIRE A/NUEFLLE. MENE . KREKF, ZELE 5 AR 1)
[ B A 2 T R4 o 0 B B 1 e B, R T B RBP4, FHLUE A A RN L, 8D 2 4R,
WA G JRE RN, X B A B AR T FH[27]0 T sa A e(in: S¢S0 R i i 2 E it o i, 1B
LI i 45, I A F 5 R, #H] BAFF F1 APRIL i BEW0E 7 £E 1) Gd-IgAl, M
T FEAR S IEA T (28] —TANN 85 Bl IgAN B HIREALX HEAE TR o, FE AT M AR A Vs IR 2 VR 7 Atk |
A an AR B IR, VRIT B A R B IR 76.19% 38T 2 93.02%, HMARER . ifilpR 3 % M ALEF 7K1
HGEI T AT B [29]. B AT — WU CMBLATIEYE. 2. BEML. BRE . RGN AL
(NCT06528015)1E7E HR EBET, ZHF 7T B 7E 0125 25 AL W 2 A& s A b S R R AT B, 2R A e
Jor ATt 2R AR B S 7 P 4 A AR SZ AR (0 IR AR WU B, DA RS2 1 IR P e A 1 A0 A b 2 4 i v i
FEI ] BEAECE DM R 10 R, FLAIF 90 485 SR O i A2 TR AE Tg AN H (1% S FH H A3 B v 2 0 R A UE A 38 [30]

5.1.2. #EEBHE
FE T # M (fecal microbiota transplantation, FMT)&i/r 4R ML i) — Fullid /e S5 B 2 . 45 .

VEN B C IR IR FE RS BN, R R (A 1 i T B RF RS A B S Ak (8 T, ST R L B AR S AR e 1Y
JiiEe s, /NEREESZ R BE R MAER FMT G ok B IS, sz ok BRI IgAN B
FMT JG AN T BRI AR(31]. AAFEERR S BT 2R, KIME FMT T35 KRR 41Tt
. PREEIKTRE MR IgA UIRREE IR NI, RS MIRMS 3 — e B IRE, WiER AR
ZFEE BT, $2oR8 FMT o] gesdad 15 i i A 2 ok i i - B A SV B P (32]. ENAHRIIES: 1 15
% IgAN BFIFT FMT 1597, SR K 24 P REQEES RS, BiEPREFNIREDERET
F>50%, [FIN 321X HiE w2 FEE RN, HAGERE ™ EA R M[33]. HET FMT £ IgAN H il
PRI FAT AT R IR R By, I IR e AR S i A o AN, — TiAE o Bl R 3y i vl
HIFE AL HE S (ChiCTR2300075319)THRIZHA 190 ] IgAN i35, LLVEAS FMT 697 IgAN HH )22 PR
B, TR 2 AU A = R E REE, AT MR A4 R [34].

5.1.3. EERET

JUREUA B AR N R R R, AR E A R B BRI 3 MR, AR I R R
GRRIGIRRER . BEACREE, FlAEE B AME R R E AU, 167 R BAFF. plgR fil TNF-o mRNA
MERIE, RN/ RIEA IgAN SEIR[35]. EAME AR T —FEE B g 7, F2 Fe R 55048
(PIC), I 5T VI A5 UA 5 Ge 05 1 4 I PR SR T BRI 1, DT s e e R KB B, 3B B 1 %o B 2 Ak
VIRE G R A5, (H H RTEIE PIC T IgAN I AR RH AH R IE[36] -

5.2. St ERMIERIETT

BERIRNERITUG » TgAN B MLE A 2 AR R PUR IR IE TgA IR E R IFR, EAR, MRS
e RAERTT B 52 508 . A TLIEAIN 65 4 IgAN 2, MR H LIS PUH 25 5 2t e I IgA LR FIHT
i BB JIEc B R IR TgA UK R (83 70 AL, 45 RO ILC R AR B ia 7 £ P 2H R 3 vh 28 S I O
DRI, SRECANAE ™ BERE A P [37] DLBRIR AR XK D B U AR, i/ B 1 PR AN, B
B THVAR R PR, e — @R Rl 7 BRI, & IgAN B e 2k, [, s
P (2R P 3 B A S WO E IR G, ST T (38 ZIRNE SRR LA BY, W,
IKRMEGY, EATFERMAG . 238 IgAN BE 2 B ROOERES(39]. BLAh, —Figr Rk e A ——[al K
PEEE A, BRI ORFRIE R I, JRAE 53— B[] A BR 1 Bl e 28 e i R et K. Ao dide
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AR T SR N E U E IR 2R, g T I B AL B SRER AN R, U IE R
o b B R A RN, IR R L R SRR M AN » R A 2 i P T A PO 15 4 £ FE [40] o
— il Meta 73H7 57 = FRER A TgAN (RS TS IR, 5SmSR R A RIS AR DG, T fIRIERS
B FEIRIRIGTT RETS CGE 1gAN BE W IESS /R, AR RERTT[41]. RHIYIES. KR, MK IgAN
B B R B RE FE N GFR ¥075 8] — @R L I 52 femil e E B iR, AME R NEHF
RER MR, XS TgAN POt A ASb st A . AL, BT BV SN BUMEAR BT, SR
Z K PAERE AU IR IE SRR & T IS T 3, DL I Fe G i, Rk & (K R I3R a1
KIBE T PR BERFSE . [T, I M £ PR 1 (RS ol 2 AR E 1 BT AR PR B )0 iR 8 IR RS A A i o
IS JRICTR B, ™A% (R B BEAE OSSR P I R AR i AN o BRI, T TN A A
NI AR B SRBE T RE I, MO ARSRSL IR T TR AROR T B 2 A PR A DA L R R T
N IYIFR 2 15 L«

5.3. $tXBmEREIIIATT

—IZN 111 % IBD EEMIFIFH, 34 2 EETESW BIEBREE2 T 1BD HEIRYT, SR
WITHEE ML, HERAFREZER S, €Y IBD IS BA I H] T B A T B F 52 25 7T BE[42].
HRIP A2, w2 BIRA G [gAN 8 F R MR BRI IgAN 51, 25 5 WL 4F (1B IE2E JRi[43]. th4h,
Pt HP 15970 1gAN BFH 1 F hREEA IER R EH . BRI 92 BIfE HP B4, H 1 H RN
Il EUR B HP 251 J5 R 1 1gAN B BHTHEAL, 45 BoRE R BUG T Emt BN 2 bt HP PUBOT 2 1
S, BAMEEERTHRA, H 24 M IREFEEER, eGFR Hm[44]. ZHF AT HP JRIT1E
IgAN H IR BSR4 T EBAIEYE, 0t T6 98 HP UL IgAN B3, HURER HP INF HLE)T,
BLVFREA SR RN PR IR 25 - 28T, H BT BRIRITTE IgAN HHRLH, 45 B 7R3 9148 25 R/ NRE A AT
FEBY B, a4k IS R I AR I A, IR A B B JEUR R AL L VS B BRI AN R
AR E LR G B BT %

54. FHHEFRKRERE

AT b A3 A — 8 B R R o L 1 RS [ R S 1) ) (7 Tk R ®/Neefecon®) i it 7E [ fi7 2K iy 1) 86 M
B AR R, BEEAER T B RO E RS, M6 B AU G R E ,  R PRI 9 0
Y P SOREAN RSB RAE A, MRSk UK Gd-TgA1 724, BB AT RIERAS . X R M 1gAN
SR AT MR ZE ¥ NEFIGA B ik5e, 455 Bon B3 R LV HRME B B0kt AR ui LT PR RO A5 5
B /NERBE I ZR M /NIEIE IN,  $RORZ T AL AN T RE G B AR, I RE IR D A By i P B R R BT
MIEIE . NeflgArd X5, —IIIDAMRBEHLAUE IRKIRE[45], KINL T 16 mg-d ™ i) RA R A )
PRI FIZH 24 h JREE 5 IUBTF HUAE 3 2 TR 2 BRI, RIS 5 ) B S A T P AR T e R 2 e 2, 36 T ik,
At 23 R R FE RN A SRS IR AE T IgAN (R SR ia 7259, At B RTHERE G 7T RN
9NH, M BESAEEARTS R, eGFR N FEFWMME £ 2 AR BIEIEFE#T NefXtend
IV RIS (NCT06712407), B 7EVTFAK Nefecon JAYT K 2 it 2 TS %M, T A RILITE
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