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Research advances of inflammatory cytokines in IgA nephropathy*
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Abstract: IgA nephropathy is a polygenic and multifactorial primary glomerulonephritis, in which immune
and inflammatory mechanisms play a key role in the pathogenesis of IgA nephropathy. Studies have shown that
multiple inflammatory cytokines are closely related to the occurrence and development of IgA nephropathy, and can

become a new noninvasive diagnostic marker and therapeutic target. In this paper, the research progress of

inflammatory cytokines have been reviewed in the pathogenesis of IgA nephropathy.

Keywords: glomerulonephritis, IgA; inflammatory cytokines; anti-inflammatory cytokines

IgA "B 955 (IgA nephropathy ) &3 F WL A4 JB & P4 15
ANEREIN , o B T A A /N BRI B A (40% ~
509", EASPEHEATIE LR, 2930% ~ 40% ()
SAEHHL ) 20 ~ 30 4F A HE R E 2R B (end
stage renal disease, ESRD)™'. HAI, IgA B9 1 & %
BL i A B, (H B IE 5 2 B A 2 0 R AE AL
TE TgA B S g FPOR E AR I . TgA B 1) B2
W AE 2 LA TgA 0 ERY S 2 S WITR T B /DR R
BREIX o e B W E R AN, o B R OR AE
BT A T R A AR, 3 R TR /N BR 4
P, MR, EHIR. TR, AN T1E IgA

Wk I« 2022-09-08

Vs R R JE R B AR I SR IT ST N LY 2 R .
SRAE PR 2 — 2 phy WL A S 72 200 i R 26 9 4 922 4
i 3 W ) BAT )Tz FE W R Y N T 2 IR
WS, lak AW 55 0r R A 2 W E S A
L2 B G, AR S T T G 8 A I S
R R P BT . S N AR AR T AT S 1R
RAELIR SN, 3B /NEREE MG I | S AE 20 i
AR OB AR, R AR N L B2 A
FECE/NE W R AEL . R, SAE P i
BB R RAE RN S SRR KA . K. TgA
VI 5 S R G S IV R g T ST DDA O

*IEEWH - NS AR X ARMFEIETI H (No: B202101937) ; N5 F A X A SR 3411 _E I H (No:2019MS08008 ) 5 PN 52 iy EE &L

KEFRHE T TAEH (No: YKD2018KJBW021)
[fEEE 1 BREAS, E-mail: 13514819729@163.com



FpIE AR ek

4133 %

SN IR SRR 5 S B IS LA, RO B
RAEH T HEANGER, S84 5 RAE A ME, I
il I e JAE S R AR A NI, ARSCR S
b 25 R SR AE [N 17 TgA B 9 i /9 4 T R AL
i, AT TgA B )57 300 ORI 22 P E Je 3
T 1 JI0 B RS I 8 A A IR 7 R L

1 AN =

120 A 2 (Interleukin, L) 2 — 240 g K 748
K, BEWE A T 40 L 2 Ta) K g HG Al 240 22 1) 1Y)
AHE AR o IL AT pR AR N 48 K 220 50 At i 45 Bl 43 6
F2 B i 55 oy WA AR ARAE ] TR AN A, AR T A0
R . S5 RPN A T SO0 S R
EM. HETE A Z R M IL, ILZ MV Z2A4E
MAHRERSZ, BAMEES . T PR
PUAFRE o IL AT AR A FH A ) 23 i 6 At 2 I
¥, 5 IgA B AR 5 1 E A 1L-6 . 1L-5 .
IL-17 . 1L-33, JL R W 7 A 1L-7, fif IL-4/1L-13 7£
TgA B 955 Hh 90 38 R FE AR R BT R AE T W A AE il
1.1 IL-4/IL-13

IL-4 55 TL-13 J& 1 £6 9 Th2 20 A3 Fr 43 18 1 22 %40
PEANML N T, T B 25% W R IR TR, 7R T g
AVFZ AR Z AL, PTLIHY 538 B 40 i ST i 2 524
F, (B ARAE . T 40 AT I 5 A0 2 TR] A
VEFRHE AN, 2E 002 E AW S e S, — AT 5 R
FH L4 S35 T A B o A8 AT R B0 K A AL TgA T
AN, e B TL-4 38 i FEARAE O 181, 32 FLAH IR A%
T (core 1 B1, 3—galactosyltransferase, CIGALT1 ) Fl B
FFMEN a2, 6-MEW R B 1 (-2, 6
Sialyltransferase, STOGALL) 1Y &K1k, T2 [gAl & 5k
X O-FZLWERAL AT, 35 1 TgA 1 i 2 FL b 5
PRk B, A O PE 1A K P Thim o B9 —Jri,
A BT BT IL-4/1L-13 X5 /N R 2R B0 i B O
YEF, TL—4 7] RLR0 ] 11 30 38 2R B0 A 7= A ) 1
TRV Y i JE A 7 T4 o5 751 440 5 1 b 1 1) 3R
A0 JH0 £ 1 5, O AT )y T 1 R R SR E A -
(tumor necrosis factor—o, TNF—o ) Il 8 52 5 41 it 7= A=
HBI R ™ o TL—~13 0] LA LIPS 5l 35 38 52 240 5 204
TNF-o, 1 AT 400 3] TNF- o 755 58 58 200 i 3% 3K 155 S
% M (intercellular adhesion molecule—=1, ICAM-1)",
Zi BRTIR, IL-4/1IL-13 7642 5 FUR i B A1 4Uh By

JIGH TgA B i 2 5 MR 37 B IE RO AN [R) VR T, DAL
FOh 1 B VR IR I 5 2 — 20 R Y AR Sh 52 56
WS
1.2 IL-5
1L-5 75 Th2 20 i fir 73 s i — Mg R I 7. H
Bl K 22 K I8 TgA ¥ 9 47 76 Th1/Th2 20 i 3. 1
A 1) Th2 D fay , 2 A Th2 D0 34 R 24 B I 1Y) H 28 A
RPN, T Th2 BT 73000 B4 240 TR 5~ 32 B4 456 TL-5
IL-5 2 — P R 7, ZEHLIR Y 08 i b By
FEL YR, JT A HE B 40 AL o1k S35, ]
B ML 1gA AN WRRMIRBT L IL-5 2 5 S
B A4 1 iy 18 ik L 2H b SR h R 2R FLOBE SR AR 1gAL
(galactosylated IgAl immunoglobulin, Gd-IgAl) A9 7=
Ao IL-5 5 TgA B AR AL A AT S B A b, A
frk—B 05 .
1.3 IL-6

HAl, BEZMEIEE -6 25 IgA 5% 1 &%
PL, JF 55N R VIAOC . TL-6 2 —Fh 2 3L
PEANL A T, B0 A R — A 5 U W e
NG AR 8 K-, JE SR IESE TL-6 2 5 145 2B B
B RRAS AR DL R | B R
Ao I-6 Z 5VF 250, MR KIBIERXT R | 4
BEARAE .« WA AR . 2 R MEREAAE 2 BOBE IR |
B S TL-6 T2l AR A . R AR o
BN T AN IS AR RT BN 1, e o IR
oW R EVERT . 1L—6 W] DL 3 4 i Gd-IgA1l
WL LS 5 1A B AR RSN SEg R BT,
IL-6 H| % EBV 5 B % 1k 1 7k 4= 16 B 40 g = 2L Gd-
IgAT K- 3G h . TeA ' 5 AT IR Il R 5 5 I i
B8 G AR OC, AL R RE S R R R AL
AZANNE . BRI A A N IL-6 3 22, Il B 41
PR 2 Gd-IgAl A 56 . BB, 7E 40w R gL A,
9 AR A 56 3 7 15 X (pathogen associated molecular
pattern, PAMP) 7% Toll k£ 37 14 9 (toll-like receptor 9,
TLR9) — #& #£ 4> 1t [ 7 88 (myeloid differentiation
factor 88, MyD88) 55, BFEINIL-6 4 .
B T LY IL-6 JA B 4R i TLRO f I8
BN T WA A SR (a proliferation inducing ligand,
APRIL) 194 1, APRIL ] i 57 3F 5 1L—6 b [7] 485 i1
Gd-TgA1 A 7= A=11 TL-6 J2 28 JIE 40 it A0 58 38 7% 771
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CIR (S % Y RN E 7 0732 =8 NS v e N [ Y
LG AL S G AE , OF R R AR £F A A BT, 3%
S 5 5 5@ B A MAPK/ERK 1 PI3K/Ak("
IL-6 13 5 TgA "B i i 175 ™ S AR P2 AR OC . WF 90 R BT,
TgA B B I3 1-6 K- FHi, H 5T Gd-
IgA1 KPS TEAR G oA B 9 A8 38 R U TL—6 7K -
55 JRy kb B /N ER B A AR B L TR] 0T £ 2 Ak A2 i AR
R R Z [ A, B, I v F1 PR W 1L-6 7K
SV A e 1 R LA AR G i O A1, Kok
A Ay R TC B A I 8 A
14 IL-7

1L-7 J& T IL-2 2 ML 5805, 76 T 248 a3 4 A
oA R PR SCHEVE ™. A FRPIR I, S
ZAE MG, TgA B 8 VG 1L-7 7K 7 B W %
ik, EARAKFMmE IL-7 5 HEARHBE AL, H
U, 17 & —Fp AR v g i B o 7 Y A
S| S5 Y G S, DT A5 S g KO Y I
IL-7, IL-7 AIARAPVEHE . i Rt 5. LS TEAIL
il T RE S L7 76 B /NG b R i v v ek, 117
WS mTOR {5 538 A 1 B /NS TR B, DT ek
B2 TGF-B, 55 1 B 3 s /N b 2 200 B 2 4 AR
B, 17 AT AR R 36 7 R0 100 B B 0 21 4 Ak %) T 7
R
1.5 IL-17
IL-17 J& fH Th17 2 I A A0 R, Th17 40 H7E
AREERRICT R . ZREML . IgA Bk 552
H SR Em kR EEEZEN. CA
FEM R, Th17 JH 32200 R IL-17 7] 38 o 4%
1 5% 55 H 7 — x B (nuclear transcription factor kappa—-B,
NF-«B) {5 5 i #% 2 5 31 i 598 58 0E S, 3L
B /N BK R 20 MR NG B R R, e
AP IL-17 38 7T DL TgA B s A8 3 A0 AL i
A2 4 8 kK A R AN B P -, AN TL-18 .\ TNF-a,
JF 5 TgA B B 4050 00 ik R A7 DG, — A A 5 )
FO, TL-17 7T LU 3% B 43 22 DAKIKI H i) 41 it 35
B, I LA AR RN B T4 Y O 5 S 1AL S
WREEAL , 1L-17 55 Gd-IgA1 B9 4> AL 5 LPS
FEARL, Y38 540 ] C1GALT1 F1 LA F1EE Cosme 1Y
FKik, FEGCA-IgAl BY/KF B E 8. DL b i B
IL-17 2 5 IgA B L HLI T i 243015

1.6 IL-33

IL-33 J2& IL-1 4 I F R IE R R, T iz Rk
T B B AL RN B i, R R AR e ke
T 7K B 40 0 2 (innate lymphoid cells 2, TLC2 ) (305
o TLC2 2 — B B ik 55 14 56 K Pk i i S B, 25l
WO B, H B = T 40 A S AR, ILC2 3243 i
Th2 K& 40 M 7, 4045 IL-4, 11L-5 fI1L-13, ILC2
FEAETHL D, R 2504 TeA 19 B 41
FRAE I Wi o s Sc s 2200, 1L-33 3 o 55 ' ik
Flfizp 1 B TLC2 A AR N TeA B s/ BV 8 405
17 B 5 1L-33 B TLC2 I A 43 HY 3 b R &6 SR
R, TL-33 F1 TLC2 7 TegA B 1 & s B B oA
IR, W2 — B T .

2 TNF-a

TNF- o 2 it 988 YR B8 [5] - 8 58 Ik (1) o 22 i Bt
FEAH G T DA T oAb RRE U5 R A R IR Y
RAEAER, A0 N 7 W 4% rp ) R E T
AT B 2R S A0 G A B A3 I TgA e R
ML 355 GRS H AY TNF- o 7K S 5 JR 28 1 5 IE MG
5 4l BB /N BK 98 3T R (estimate glomerular filtration
rate, eGFR) £ A G . R 40 M 433 TNF-o fEfE 1E
S 40l TNF 52 44 (TNF receptor, TNFR) 1 12 {363k,
T FE A0 L 43 6 TNF—o, 15 5 2 400 08 770
HAHLH 5 SE T 32 1K TNF/TNFR1/caspase—8/caspase—3
WA OE, ZEKES S T 1A BR B /NERAY %
AR L, RAE P T TNF-o 76 R B0 - 2
A R R R R

3 NF-«B

NF-«xB £ S 5 RAE s A0 1 20 i 1
AL E bR 155 5% . BEAEIFSY 3B, NF-kB
TEE HRYE B PR EZAE N, A0 1A B LR
I 78 B AR R TR e W RS B AR 2 it
(1) NF- kB {5 538 8% 8000 i 142 h B IKK Z &9
IKKB 7F R 5E fill T e s e ik, oF 0 S 30 FiiE
IkB % M p-IkBa, I B9 — 252 Kb KB,
NF-kB p65 %5 W 3 ¥ B i & 4 1 5k v LA 2E A 40 it
¥, E A OCIE R W IR0, NF-kB 30 vl fi if B
INER 25 B 40 it 184 5 A0 ) 2T Ak AL BFAE R, B
B X NF-kB 1Y /5 22 18 5 500 ™ 8 2 32 52 1 AH OGP,
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4 FiKFE-—y

T4t #E —v (interferon—y, IFN—v ) 2 Th1 21 ] 43 1
O o P e S N i S NS R R % S
INF-a/B 55, = HTEEYTEVEJ7 B A AR AL,
FLINF—y 76 8] 5 G 58 07225 B 470 184 8 0% 4 T T
INF-o/B, T ¥ 9% 55 36 M J7 0 59 T INF- /B
IFN-y 3= 2L iy 1% 46 19 T 40 g F0 NK 20 8 7= 4, BB
TGN AN RSB . SR A, R A
JRLRE T TNF- o S5 62 R A BT, ok B2 7™ A W] S BUR AE
RN A, InEALRAEMGFEE . PR R,
INF—y i i 3405 JAK/STATI {5 5 B8 A2 5 /N Bk 52
I 240 i 34

5 REHBULETF

RAE R FAERR e R B e A, 2k
REA R Al B /N TR, S
5k EL 2SR R 1 I R E Y A R R
(AN IL~1 \ TNF-o | LPS 503 8 45 ) , 2 AE B 1L [ 7
N 2 5 R8N, W 5] 50 75 240 i 3] 5K i 1 2L
KRR, B 7RG Z S A 5
R R RUR A G filhn . FafbE + C-X3-C-&
JG Bt & 1 (chemokine C-X3-C-ligand 1, CX3CL1 )/ #4
b Al F C-X3-C— 3 70 52 1& 1 (chemokine C-X3-C-
receptor 1, CX3CR1) , i ik, ¥ B & 2 (c-C
chemokine ligand 2, CCL2)/#& fk I + % #& 2 (C-C
chemokine receptor 2, CCR2),CCIL20/CCR6.,

5.1 CX3CL1/CX3CRf1

CX3CLI ( X FK fractalkine ) 7] H1 2 Fb 40 fifg 7= 4=
W PAAZANML . VRN T A0SR BRI,
FERFERET , BWEN A0 B /NG b A
ABEANA . JETRANM . ALz #1k CX3CLI,
HA S A4 w28 I E .
CX3CL1 5 G # I 32 /K CX3CR1 45 &, i
JNE AN LR AL BRI . BEEIE BN, TeA BN R
IML3E CX3CL1 K FFHiE , H CX3CL1 K5 ' Th g &
TR o ML E 2 E I (INF-y \ TNF-a \ 1L-1 .
IL-10 . 1L-6) I %% CX3CL1/CX3CR1 %, 8@ ik & )k rp
) ROS/MAPKS. Raf/MEK1/2-ERK1/2-Akt/PI3K F/I
NF-kB 15 5 8 H #0009 6 40 08, 7= A= 2 0E 9 B
JZ NP

5.2 CCL2/CCR2

CCL2 )& Ttk N B K CC KT, NFRH
¥ 410 M #4 1k B -1 (monocyte chemotactic protein—1,
MCP-1), CCL2J& Rl iEPERRPE R (BT, nl i Szl
JL PN R AR L ZR BRI b R A A 22 R 28 R 4N g
F7A . CCL2 5 CCR2 4546, W NF-B %, M
M A2 F 90 7 1L-6 (4 43 3, 175 5 28 65 40 i 34
B A TR DT AR CCL2 A by B A% 15 W 4T e 1 e Ak
P, [R) s AT DI 0 B A% 0 4 oF 266 B o 7
BLi& CD11/CD18 (3R 3k , i B A% 5 et 40 JH 7 ' JUE R
iE 2 SR BB PE L R RS o 40 e A R T 2R
EFE/NRAE /NG, JRAEAMEM, 518E
JINER 98 RE FRE Ak DL K R] AT A Ak . BF 9EIE S,
R CCL2 J2& — Tl S5 1 1) T A B 5 8 25 X R 301 15
(TG bR 5, Bk, JR CCL2 A E N [ B TgA B
99 % Sl B A5 A0 N B ) R I Ak 1) TS 1 A ) b

37- 38
‘:'5%[7 |

o

5.3 CCL20/CCR6

CCL20 K HinfE— 2 11 3Z {& CCR6 FE AL 35 i
5 RGP 6 4 48 R IUE 9 0 19 2 s R J b %
FEHP, WFoE R BT, B Gd-IgA1 B & 1) 2 B 41 iy
7= 4 CCL20, CCL20 WE 5] CCR6*Th17 41 At , il i
Th17 53 WA 2 58 FN A RE B 7, NI F — R 51 RE
FRE o S PETEC YA R B, TgA R R B
FEAE CCRO'Th17 4, TiAE IEH E AL P R EN .
CCL20/CCR6 Z 5 1gA ‘B 1Y & 5, HLALHI nl Ag 5
CD71-PI3K/AKT/ERK i B 38 1% A 5

g LRk, JORE T 7 TgA B Y & A & R ok
BTG B PR AR, A B R IgA B Y 52
2 fS . ZRAEnN, EMEPE, MEZX
1Y o B JDE T A 20 A AT DA G i R B R 0E -, HLaX
BB G PR 38 0] A 5 2R A0 - R A0 - N
B A0 2 1) 3 A5, o U A 0 T o AR A
SR, 3 R /NER B AL RN B /NG R) S £F dEfk . R
U, I 2 R s7F T AR R VR T TeA B 8T
B, BRI, RAEAS B 2 — T IF & (%38 N 1 N
BALL ) S T RE X AR . G, RS2 BT
YN % IR T2 5 540 R B 10957 i L K 4% F 52
i R 7 TgA B0 h I AH AR I 45, SR ke 1 i
PRI FH £ AR 5
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