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Abstract

IgA nephropathy (IgAN) is the primary glomerulonephritis with the highest incidence in China. Its
exact etiology and pathogenesis are still unclear, but more and more evidence shows that the im-
balance of intestinal flora is closely related to the occurrence and development of IgAN. This ar-
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ticle reviews the pathogenesis of IgA nephropathy, the structure and composition of intestinal
flora, the role of intestinal flora imbalance in the occurrence and development of IgA nephropathy,
and the therapeutic effect of intestinal flora imbalance on IgA nephropathy.
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1. 51§

IgA 575 (IgA nephropathy, IgAN)/Z H i tH 376 B Y i L0 S R PR B /NBRB i, el e v DL 1
B NEREE, FRE R EL) 24% [1], 2530 CKD IS ThA LM R E R A, % 30%~50%1 IgAN i
HAEWIRZ IS 20 45 AR E 4K B (ESRD) [2]. 1gAN /2 LL 1gA B IgA N E R 8 SWEE /N
BR R JURR S R M B /N BRI, A2 B /INERVEME IR A LI TR (3]0 B PR A s /R A1 A R
M REE N IR, wIEA AR E AR, 50 S T DU L™ & s iR B B hee A 4. 7 iE g i
NNV I BB S oy 2, FLA R M R A R T S B B OCR,  AAARE AE R

2. IgAN B & FRHLE

IgAN & —M 5 Z R FRA KRB, HRBILSSEHE . RS2 MR RG K[4]. Huttaky, 5
IgAN RIRIIHEA R FER R, OB ESWUTIA5]. Ml azeshiE6]. 19A 70 [7] BE
BRI IR (8] A AE[9] BA K Sk 39 G B [ 10155 J7 TH]

T RZEERE A (IgA) IZAFE TR S, WihiE . pPoE DU R AETE R 58, A/ 1gA B
R AE WP TE S ARG S5 R, ORI R R A T IgA B AR I B R . 1gAN B /NER &
JEX YIRS B AV, HETSRIE TR AE RS . BRI R HE S A . o,
B SEALE AR 2R E R AU, JFr74E B 4, £ EAFE i A ik L4 4 (gut-associated lym
phoid tissue, GALT). /<& HH itk 2412 (bronchial-associated lymphoid tissue, BALT). Zb I AH <tk B4
Z1(mucosa-associated lymphoid tissue, MALT)%%. 5 1gAN &5 % 120 ik G % 2 40 ) 5 AT iy T AH 5% ik
[ 2H 24 (gut-associated lym phoid tissue, GALT) K i [ AH Sk E2.2H 23 (bronchial-associated lymphoid tissue,
BALT). 4K, WFARIETEH IgAN FIAR TR K™ EFR 5 iE A ¢, Coppo 22 H 2 “Ig
- BORHR” SUi[11], 4 Wi B e G g% Dy e S (o W 1 R T B e A2 AT, T A AR PR AR o B
PR BES T BUWIE S i SZ AL e, AR E XA OCHT R RS n, 3k T I B R K e,
i i 28 R A N ALY, R i T 280 P A S bk L 2H 2% Ik S i Ji P A i T SR S B, 7 AR S B AL

AR 1gAL, TERPLIR - Prik s G LR R B PR - BUsE &9, RIEH %% 5 6 1)(CIC),
ALLE A B NER R X IR 5 SR IgAN . X HR B R 005 5 1gAN KIiRA S35 A .

ZHEH NN IgAN KI5 T8 F AWM= LR 5%, 15182 1gAN s &5 W0 7 A PR & —
FEEFLBEL R Gal, HD Gal #f# 1gA1 43T (galactose-defi-cient IgA1, Gd-lgAl), Gd-IgAl fE£7ET IgAN
B MG IR N DU T B /NER R JEIX[12] [13], 51 R 20k s M . HAUR0HE S E AR . i
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rL, g

FHIRIM S ZU(GALT) H g% B A X i T v e 1 DU 7 AR RAE SN, TR 2844 1gAL (dIgAL) sl — 2R
4 1gA2 (dIgA2), —ZRAAFEE— RYIFEE VB R 19A (pIgA). HA 1gAL 73 FAFLE = FERERAL
FIBBEIX K O-TE FMEE U R R LR, O-FEIR (LY B g2 p1,3Gal % F21F(81,3-galactosyltransferase,
C1GalT1). a2,6-ME Ik % 7 B (o-2,6-sialyltransferase B, ST6GalNAc), FHAEF 24k Gal K e ik %4 N-
LI E Gal (N-acetylgalactosamine, GalNAc). H:H C1GalT1 iE M T 34> 7 -1 cosme [14] [15] [16],
2 O-fi Ak gs by /b Gal BF, BIATFERK Gd-1gAL, M SEL IgAL ML S8 . WFARI, 78 IgAN B3
H C1GalT1 1 cosme /K-F £k, ST6GaINAc /K- P E, HE—0 Ut B AR VG VERZ A 1gAL BEEAL[17].

3. EEEMNSGH. ER, HEERERE 10AN X% KRPHER

WFFLsEH, AREBERLH 400 RFMRE R, HEATIA 100 /714, HRREHEMES. A%
P8 KB A=A R B b (2B ), BRSO LR S, 7 LLE A
WK, ZHEWIHEN, (RHHIEES), MEIESUREEFAER, HAS . AR A HE
KIGHFH), vT51RZ PR B i), M EA®s. AHEm: 240y, mrd
— R I IR ), X AR RE A I AR IO RS R ER, RDRA A FEURANE, WK
FREE Bk BIEAFRSE, TEIEHWIEO FAMERA R, 4 IS RSN G E AR, w5 R AH R
PEIis o NARFN i b B 2 TR AT AE O B B2 SR AR RS, IXRET N 503258 R G 52 ANHRARIR i 7R 4=
A ERRIA[18] [19]. IEF UL T, MBS P, 78 R r] DA i I b R 20 2 [A) i
FERARAR AR NAR , RN i3 T B 22 1 (MUC2 45), S 3138 i iz 25 e R s oh B4 FH o fE3L A
HEERA VRN, i T8 B R A P vk L B b iz 4 B 3 A T R 45 5 SR SR A A5 3805 1 1 (NOD-1) & &b
LT Toll FESZAA(TLRS)AE R, W3 1] 175 5 Wi AH DGk B2 4H 2R (GALT) T AN 434k, 33k T 8 4 figp 1) a2
RIZEHLHI[20]. BEFCARH, JHIERBEXS T WM& & oA G EEEREA, i T8 B R mT DOd e
TR0 MR (0 A BB S A I R 1R o WA 55, U il S RGUIRES L B0 i T AF DGk B2 4 23
ThRg[21]. MpiE BB SRR s KRG MW AFE R IR, WE@ @t in . MRy . fiE stk
V2Bt ThRE RS A AE M E R I . EMERE SMNENR, B R A &5 5% SO 40 5 AR 2 R A
HEMAERL ALK, HEE 7 IE A M LU GALT) T, #E— B aE 4 T 4kt 1gA, il
BOIgA IS EEAER[22]. FTLA, RSB TR R IAE IgAN KL i SR

H AT O I SR I AR I IgAN 35 1) A T8 AR MDA AE AR S R [20] 0 IgAN SE 3515 i HET HE ZH 1Y
iy 8 A0 M YR Al A D R R A U 2L A7 AE 25 57 [22] [23], Hirh De Angelis 25 [22] 5% FH e 198 1k 15 7 o) 3 B m) %
TR BERAT %52, 16SIRNA BEAT A0 TR bR 2 g i (1) fIx EKP 381 il 5, 156443 il 5 20 v e Z50R0
RGHENE: HR A Biochrom 30 FRFIEIERR 7 B (ORI ASAE €3 - 5t 1%/ [ FH AL B (GC-MS/SPME) AR 1
L2, Kt R IgAN FRE AAESE R AL IgANN FE g 55 4a Bt I8 20 (4 i 3 i A e A AR T 2EL 2 kit
FTXFEL SR, KRB IgAN R 200 v L AR B (R RO o IR AL SR /b, U . FURT R . US4,
A F ARG, R RS . AL 32 25 0 i e 8 2 P AT 1 SIS () — Fh ol A
414 iF 2 B (lipopolysaccharide, LPS) 5 5% . LPS 15 ‘5% ‘3 (1) = £ il 43 M /2 JiE CD14. LPS 55 52 /A M TLR4,
TG Ry SN 1 8 108 R AR R o HR A FEHENN, CD14 JA )1 X3 (1 2 R A 7 T e CD14 (1)
ik, I H AT RO RFZm 5 1 EFE 1gAN S50 K & . T CD14/-159 23515 1gAN i f& 1455 5] 1) A
KM R LPS B2 A s A AS I mT LAY 980 S R K, I o IgAN s B 4[24]. FHFhIE R
[fI 1) Toll #£52 44 (TLR) IR A AE P i) 43 T 0H IR 2 W5 (LPS) (TLRA) MR T BERR(TLR2), £ 118 153 {5 A2
T TLR WIREMRE S5 DGR ER, AR iE oI Ef . Qin [25]5 @i i 7 &I, LPS
5 Gd-1gA H %, HIAE LPS BuE ks 7% 1gAN & A Fox R R 40 I B ik 4B e b i) TLR4, I
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ARSI > TG Cosme FRIEAL, 45 R ECEFUREE A BRI TR, 5200 1gAL IR, X
LR E T RE S 1gAN FA0 B UIH O o

4. BT A AEEELEX 10AN FERFT S RA BN RER

Wreset, AHMAR. mAn. A4 T T E E R SR R A, AT e i
A, RikRARAK, EREEIE. IR B B 1T R B — e T WiE I [26] [27]. 2T
FRGEREES IgAN HLEIECR, TN X B TE RAE . Wi w RS0 IgAN YEIT IS .
AT AAHEI 508 R 5 i R A SR T AR i R T VR YT, G I TE R BT B W R R e 2 3 SR
il L1677 19AN. Jonathan S5 [281d A A i) i Hi AR RIR A VI(BFEH I, FidgR. ThER.
TEPERK), R, HEAEE 8, B HPiA R IgA B/ RBIEEEE )T 10A BRANR, A
P, B FPUE RE HIEERER R 19AN KA. REHPEESCR, DUEE D RyUE
FURTIE E RO IgAN YEIT ISR . R FUTR TR P90 o 4 v] e AR B R R R 1AL R B
EVIH 1gA AR, MR EE B S /NER R X PR 1gAL FE A YIRIAE A 5 [29] [30]. {H H AT
BAMYVIB A it B A fiEoe. AU R B W EERIT Tk, A 1gAN BREVRIT
FrRE—EER . BTk, AT ERBHGITE IgAN FIVRTT RS mEAE BRI L 11, (EA3 4k
W9t

FLUR, FHICHIE 76 3R W 4 11 i R G B 7E 19AN JRY7 HH A B2 X . NEFIGAN R385 Hh A3 18 H T
T8 J SRR S 2R IR L, HCAE 0] 5 SRR TSR D& M R A i S B, e & SR AR s A P A b 3 4
A R IgAN B IR ARAEIR, 87 1IgAN S8 JREE UYL FEAC, B /N ERIED # (eGFR) FH i . 153 HHi%
WBIT 7 T B BRI 19AN B PR LRI YUET /K7, (A E $2 m B /N ER I %6 (eGFR) K F,  SRIA ek
R DIREN) B . [RIN T A RS 21 5 SR A A B Joit S [ e i 2 A G 1) EE K RIE FH A5 8 IR EL A
KRAPA RIS &SRR ERRI . Bl 30 )R A R v B SCNRIT 1IgAN —Fh
e Ty 7 NI 45 1. [31] [32].

5. IMNERRRE

G, LHERZ BT RN 1 B RUE YRR IS R e T SRR, R T R E D)
REAEA A P N EZEME . HATRT IgAN B HLHI BT FOZHTR N, MR AL e 7 BN
EFERY, WER RGeS IEE AR M S 1gAN IR A KR . KT 1gAN B T8 10
KRBT AL AXT IgA BRI AL B AR SR T BB SRR H Az — . XS T IgAN 5 T8 mwii o<
AMITRAWETT, 0] LASR 8 3 1 ol A 1 7 XS0 B R M S e D BEFH R TBTT V67 BEGE  1gAN
TG FGFL AL X EEWFTE AR 20 KR 1IgAN (K176 7T K P e 2 BRI HES 1 A -
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