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FE : ARA S WRTTIE FE Toll A AR (TLR) KR IgA B m (IgAN) 89 LR Auh) F L E AR, H
TLRs 5 IgANé’J']kRﬁﬁ&"ﬁ?Hifrﬁiﬂi’i*53‘%)]#519‘% B, TLRs 7T 6% A #7609 LAV A ) 545 & A= 4769
B ¥eE, KW, TLRZABRA XS, ;télgANi;% 5% EARUBOERSHRAT AR, Bk, ZLH
TLRs /2 [gAN W 69 4F AU AUH], VAR EAR A e A M 45 B BOE IT S B e AF U3 R AT 4238, A A TLRs
JE IgAN W 49  — 3 B S BRBAL FARE
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Research progress of Toll like receptor family in IgA nephropathy*

Hao Yan-jun, Bai Ya-wen
(School of Traditional Chinese Medicine, Inner Mongolia Medical University,
Hohhot, Inner Mongolia 010110, China)

Abstract: Many studies have confirmed that the Toll like receptor (TLR) family plays an important role in
the pathogenesis of IgA nephropathy (IgAN), and TLRs are closely related to the clinical phenotype and renal
pathological changes of IgAN. Therefore, TLRs may become new non-invasive biomarkers and therapeutic targets.
However, there are numerous members of the TLR family, and their roles in the pathogenesis and progression of
IgAN at different stages have not been fully elucidated. Therefore, this article reviews the mechanism of action of

TLRs in IgAN, as well as their research progress as potential biomarkers and therapeutic targets, in order to provide

scientific basis for further research on TLRs in I[gAN.
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IgA "B 9% (IgA nephropathy, IgAN) J2& 4= {5t %
UL B SRR R RN BRGS0 R AT R
FE I, 29 50% 9 B 95 4 58 AT A Hh TgAN, 75

AH AT 5 B B FOE T Y 5 TeAN 1 & 9 BIL AT
K AHILTEAN B & ML R BB . ARk, KiE
3T 2200 , Toll £ 57 14 ( Toll-like recptor, TRL) 7] fig %
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A SR TgA A R B 45 . AR SCZEA T TLRs 78
TIgAN & 95 ALl o 5 7E L, 35000 1gAN B9 TLRs AH 5¢ TG
BIMERR G Y, LA TLRs #8534 97 1gAN BT 58 HERE

1 TLR##EA

TLR J&— i VR gt 1) T 764 i AR 2 1 AR
B 2 AR, Y2 A Oy b, WL B W b A% E 13 R
TLRs", Hort AZ&4 11 F: TLR1 ~ TLR11™; /N BRUA
12 f . TLR1 ~ TLR9, TLR11 ~ TLR13"_, TLRs 7E N
JoT IR B ik A e R A O SR A B AN i 3%
T 40 P, 0 P R K A T A R O A
Y1 fifg % 18 () TLRs (TLR1, TLR2 . TLR4 . TLRS . TLR6
FITLR10) 32 2R 5 32 W B 43, G i o L 2 1 o
FURE & (A T 40 i A9 TLRs (TLR3 \ TLR7 . TLRS
FITLRY) AT R 5 40 7 6 75 19 DNA B¢ RNA & A
B G e R S5 F R 19 A B RNA™ . TLR G805 i 02 19
SERMPRRIEARAL, Yo T ARSI (1, A0 Ak L B
I 235 g 35 L 40 L PN Toll- 1 40 B A & 1 32 4K (Toll
interleukin—1 receptor, TIR ) &5 ¥4 4 i o 41 g 715,
AE T ARWEL T, Al 4 F PAMP Fl DAMP
I, 24 TLR B 3806 B, 280 45 h B3 PR sl 18 531 el
A= W) F 1T PAMP, 8005 40 i 9 15 5 9Bk, 6045 fr
HEEAGSEAGYNEZERTEAYE, k4%
ML= AR A RIEMBHE T, [, AR L
L, R AE BN 5557 154 40 M A A ) — 2 4T
WK T2 26 R 40 8 3 (Interleukin, 1L) —1a, 7]
YE R DAMP, I i — 25 A S e [ . 24 TLR # K<
I T S8 B, R 1 7 Bk = AR PAMP A TE LT
BLAAHE B 152 U500 DAMP X6 BILAA 20 ffd 7= A 5% i)
JHL PN 45 35 T 5 RS T A S Rk g, 2 T 9 & AH
KAF Tl BE" . TLR )12 78 G 40 A Can g 20 it
rh PR 2 AL, R AR AR R, B SR R Al R, AR K 4H
Ji6L, B AT, T 20 L, e e A A0 i, R T 40 )
FE G0 2 40 A (Can b 5z 20 M, P B2 4B, £ 4 40
L) B3RP, R R MR BCAR S TLR , )G 8 TS 5
QY VA s o= 1 A S B 1 B /S
(Interferon, IFN) [ £E | 24 7 A 14 4 i 4 it XL 5 11
IFN- | A, 25 2 80H B e thBnt . BLE 4,
AZE 11 Fh TLRs B 4 M e o7 S B iR, 3k 1,

xz1 11 FTLRs BY4HAa E L & Bk
TLR  JEAN/f4N PAMP/DAMP RS [EREEN
TLR1 Jiiaba PAMPs MR A JRIKEE
AE R T BRAK T EE
TLR2 4 PAMPs 58 DAMPs
il 4 o
TLR3 ol PAMPs 8 DAMPs ST [ B dsRNA
TLR4 fash PAMPs 5 DAMPs LPS HSP %
TLR5 fagh PAMPs R
y IR K IR B RERR
TLR6 PAMPs B, DAMP:
b % s .
TLR7 Jilenn PAMPs 8 DAMPs WRTEL [ B ssRNA
TLR8 ol PAMPs 8{ DAMPs TR 1 B ssRNA
TLR9 ol PAMPs 3, DAMPs  dEH F:{bAY CpG-DNA
TLR10 fagh - -
TLR11 Magh PAMPs AN HEE R IHE S

1 : dsRNA=XUHEAZ WIAZ R 5 ssRNA=BAEE KM A R ; LPS=1 >
R T BE 22 0 s HSP=15 IR PE AN AR AL A AR 58 8 4 ; CpG-DNA=
B C—G BREENT 14 e S A R o

2 TLRs5IgANHIX &

TLRs 7£ IgAN £ 5% 1l R B9 4E R
IgAN F8 3576 20 v 1) 21 ZUBE B B 1gA 1 (Galactose—
deficient IgA1, Gd-IgA1) 5 Gd-IgA1 Hi Ik 454 5 T8 ik
o S A, TURE B IE Y RBEIX, S 3
AN [ & 95 5 1 B TLR AH 5G5Sl 5 005 B 48
JitL, 4385 TL—6 . 1L-10 . % 4k 4= K -7 - B ( Transforming
growth factor— 3, TGF-B) . B 41 M i ft (Kl + (B—cell
activating factor, BAFF) .} FE AR (a proliferation—
inducing ligand, APRIL) e U P ik IgM [] IgA i
B, WF5E R BT, TLRO Jl 55 WA AH SC ik L 2H 2 i
B 241 R 5 PR 4 AR B AR i 1 APRIL 5 5
FEAE Gd-lgAl, 5] & IgAN® HETE 2 & M TLR %
% H TLR3 \ TLR4 . TLR7 . TLRO %5 ¥4 5 1gAN A xP9,
A WF 58 B, TLRs AH G 3E B 1Y 3006 2 5 1gAN 1
211 TLR4 5 I1gAN  HE A% IS TLR4 {5
5 3E I, B ARE R F TGF- B Il 18 26 K o
Ay W IgAT B FR AN, Gd-TgA1 3 22 | i & 5| e [oA 1
Y o TgAN K B TLR4 | A 43 1k I+ 88 (myeloid
differentiation factor 88, MyD88) Fl #% ¥4 3 [H T B
(nuclear transcription factor kappa B, NF-«kB) £ 5 7]\

2.1
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i34 %

& B £ 35 , TLR4 5 MyD88 il NF-«B F) % 35 7K F
LIEAOCH BRI BEW], TLR4 AJ G i MyD88
WA LA 5 % 3 I, D00 NF-w B, 5 0 52 5 4
I 60 A X 925 200 0 8¢ 30 A A A K1, 0 T A 3
JINER ZR A B, 45140 B /NG TRD 5, n ek B /N ER AR AL
51 & 1gAN . A 5% B4 HESE TLR4 2 5 NF-« B [ 7%
£, TLR4 L) PAMP 5% DAMP, 5| #2 TLR4 343 ,
A B IEN=o M1 IFN—y , 15 S 7E B 58 4R 40 g P BAFF (1)
b BESRIK G R T B A A FE AN 0 TgA 1A
5 R W], BAFF/TLR4 {5 5 18 }% 7% IgAN A 22 1)
PEPY . 2 A 0 i 56 35 ¥ & X TgAN K R
TLR4 {335, & B TLR4 78 TgA Bk 4 1Y 22 15 IH I 5
FXFHE4H , HIES: T TLR4 2 5 1gAN K BUAY B IE 4
i S5 I TR R 27 2 fb AR
212  TLRY95IgAN  Gd-IgAl1 i & Gd-IgAl %
&AW UURUE TgAN Y K i it 25 28 6 )
YEM . WF5E W, TLRO B9 /e KRG IE 2 5 Gd-
IgAl 1 /= &, CpG 3 Bt & &% # B (CpG
Oligodeoxynucleotides, CpG—ODN) ¥ i TLR9/MyD88
(&5 1L S % , J738 F IL-6 1 APRIL & 215 % Gd-
IgA1 Ml IgG-TgAl f 38 5 5 WY 7= A, IF i — 25 fin il
B JE 5345127, TLRO/MyD88 13 33 1% 114 10355 7T fig
ANEURT N2 TgAN R 4 HT, IF 52 1 IgAN E’JPEE
PR Y HEBEANTR 5 7 A4 [gAN B LI, TLR9
U3 CpG-ODN, 5| & %l I G 3 5 g, i MLAAS B Tl K
ARE T, HARIE IO B 4T o4k A 3K A, &

I A7 98 K A& RE DR S I, M TTT 51 /2 DA TgA oy 3 1Y
B 25 B A W) AR FR O IX M R A i A8 Rk AR, B R
IsANWY ., B 58 43 B 1 B A7 s F 9 MTMR3/
HORMAD2/LIF/OSM [X 35k P 1 Ji ] 119 4% 55 55 TgAN J;'J
TR () ST 1% X 35 RT BB A 39 i MTMR3 6355
Wiy I 3 IgA 7K P, JF R Y B B S5 B e W T
MTMR3 A] DL3E 1 4 5 TLRO 8 5 A4 38415 I B4 0 1gA
PR B INER TgA TR B 7R R R BG BT . 3O AY
S8 T MTMR3 75 IgA 77 A= H i 4 T % H X IgAN B
Sy JNE W T TLRO 3 [ 1 396 78 [gAN 1 &
Sk b i EEAE A, WA 1AN 245 T 5
WA A . R BLER T TLR4 1 TLRO 7E IgAN & %5 Hl
il /) SCFE R £, R 2 2 B0 TLRs /9 AH DG A5 5 38 B%
(TLR4 F1 TLRO 1 3615 538 % , W3 2) 2 5 [gAN Y
K ik
213  TLR7/351gAN  FAMNG 5T & #Y, TLR7
HAE IgAN J835 B IE P2 i 1 CD19 B 40 ifd v v 3%
ik, [AIEE, TLR7 CD19 B 41 it 7 B I b 28 3K R iE 41 i
A (IL-6 I IL-12) , I 7F IgAN F 34 i A1 & i H =
A B IKF- ) TgA 1 Fl Gd-TgAl {2 HF I.AN (O R . &
B BUEE RNA poly (1:C) i i TLR3/BAFF 15 53
JINEE IgAN K BB 54050

ZE FriR , TLRs 5 IgAN Wy #F 98 £ 8 F
TLR4 1 TLRY D S AH O AR 538 i, 35 4F ok i iF 58 %
B TLR3 . TLR7 82 5 1gAN 9 &% . W32,

Fz 2 TLR4.TLRO.TLR3.TLR7 &5 IgANHIHHX{E S 1E &

TLR AHOEAF 5

FERIBL

B JSRE AP T, 40 1L—6 g IR FE A T-—a (tumor necrosis factor—o, TNF—a) [TGF-B, 45105

TLR4  TLR4/MyD88/NF-kB; BAFF/TLR4
{UFE g

SIS YU R 1, AN TL-6 TNF—o fTTFN, 338 i APRILE 5774 Gd-TgA 1,5
Bt EJHIL-12 TL-8 TFN—o (I FE3K , 2 TFN—y A3 , (575 BAFF A48 i, S5k

TLR9 TLRO/MYD88/NF-kB;BAFF/TLR9 TgAN™!,

SN, e /NERAE Ak B R B4R, TEN—o B TEN—y 2333401, -8 BAFF (494330 , 541 TgA

|4

AL S TA 155,

TLR3 TLR3/MYDS88 :{&H#i#L; BAFF/TLR3
- Sy U TgA 2

TLR7 TLR7/MYDS88

RS

WG NF-kB, B RIELNIE P T AL R0 R S SRIZ6E , (15 BAFF i3 35k 5 2 1gA
B e 2 Tg A B/ NBRITURRET,
S 3 43R B S SE 0 ML PR (A0 TL—6 IL-12 I IL—1B) J2 R iessuni 4

M S BE I RAE A Gd-1gA1

2.2 TLRZEIgAN EEhpRIE
IR IR 25T RF 98 6 B, TLR3 M1 TLR4 75 J5 & Pk
IgAN LB A ZIh ik B, HEREBKFEalfE S &

JIEE 48 A R A 6 . SAITO Z5PWF 98 & B, IgAN H 3%
Y A1 JE I B A% 40 M8 F TLR2, TLR3, TLRS5, TLR7
TLR9 mRNA 7K - B} & v F 78 2 i JI55 B oG s, HL
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IgAN # 2 ) TLR2, TLR3, TLR5 5 TLR9 mRNA /K %
553 F IR K AR 56, TLR4 mRNA 7K 5 IfiL 1 IgA 7K
A O X I 5T R, TgAN A K JE AT RE 5 TLR
mRNA 7E S5 J IS0 A% 48 M i 258 LA G, RIE
RSO i K VA YT I IgAN B2 L TLRO Ay 35, &
I IgAN LR TLRO W 235 m TR L, HY
TLRO 7 IgAN f8 LK N 5 3Rk B, B /N ek & B IX 30
R G G W 2, N 2 4 i iy #5145, TE Bk
wHHEAK. XNHEPLH, 51 UL, 7
IgAN £ 19 5 20 21 b, TLR2 #11 TLR4 25 [ 78 15 /M Bk
F AN A K B /NG R A i ek e i, H 3k 5 R
AR /NER B L R UM OC . 7 IgAN R E 1Y
B 15 K An A R 0 4 24k 2F e 4 P Al TLR4
TLR7 .TLR8 FiI TLRY )3 ik , & 81 TLR4 1 TLR9 HJ'&
JIERIR 5 TgAN [ E AR A M B2, TRLs S
PR K B4 43 BT AH DG
2.3 TLRAIgAN KB EEMIREY

F TR, TLR A5G R (5 5 1% T B i 7] g J2
S B A= A TgA S G IR R 22—, 5
P JIEE B R A L, TgAN T IgAN £ B 48 52 25 i A
JE I B4 4% 48 9 B A9 TLR2. TLR3. TLR5. TLR7 Fi
TLR9 mRNA L™, 47 2% 35 & SPTLR2 AE 4 5 /N
BRE R B bR AR, I AE TR S b A0 O R B R 3R
ik, TLROH: [ (rs352139 Ml rs352140) i 235 1E 5 H
A TgAN F8 5 1 41 2105 3 2 ™ o 78 B AH G L 1352139
(Y CC B CT 35k K 7R rs352140 1t TT FE PR A AT LLBE A
IgAN ' iy KU, X SE 45 R W] TLR 5 [gAN 4
R0 B B . B TLR 25 1gAN & 9 AL i A4 7F
9% H #2142, TLR AR AT g 58 Ay 40 i 19 )™ o0 2 B
J&i FZ KT Tg AN VB 7E 1) JC A A P bR 59, TLR AH ¢
=5 B T AR R T AN T6 97 55 W (4 97 40
2.4 #B[E TLREAIE IQAN

IgAN 1 Bj 6 T2 A SCFRRAST 0 3, Wb B Bk
B RN G P A FE T AEAE — 5 B9 B, B YR
7 R BRI S . AT BESE R T, 3 TLR4 11y
{555 S, B E X TLR4 5% HA S 1915 53l i vh
1) oAb B 1 25 9 0T LA B B TR B g
PEPERA | 2008 P A A, R W AT L 2ok 41 ] 6
JEEFN'E N TLRs {5 545 5, 8042 B N 2 E S s 7 Gd-
TeA1 A9 A AW, R 6% TeAN B AR 25 11 AR
TLR 9454 501, 388 28 300 1 470 J5 6 TLR 300 sl /b %

ik TLRs ¥ fb 1% % 9% 41 Jfd | % 1K TLR4 . TLR9 45 32 {&
(R 223k, I R S e X B AN ST, 90 7 40 i
GAE P T JRAE SR LI, 8035 9 A I 7 % TgAN £
B RERSLHY . LEE S5958 i 4 ) F ddY 2 B
i 2 25 WK M B4 (TLR7 B9 B4 ) 1 CpG-ODN (TLR9
IR ) , & 3 TLR7 A1 TLRO #4356 B2 v 1 I3 S
BEIEAL IgA 17KF, IE5 S T B /K TgA DTRLRIER 1
PR AE N AR 5% S8 IS 1T I BR B 5495 . microRNA-630
T 2o # 1] TeA B0 TP B9 TLR4 I8 35 i Bk AR o 0 b it
fEIgAL (7= £, BT, #0#] TLR/BAFF/APRIL (%5
& S (0 25 W) 7 A I TgAN B 5 10 B S RE R R 457
st T E KRB 1. Atacicept A] [R] B 411 ]
BAFF Fl APRIL 41 5 A4 B 20 Jitd 25 51 5 e, LA R AR BT 1A
I FE 5 18 TgAN SR E 1Y B E DR 1 Gd-1gA 1 B AIK
D5 & T B RI/EY, TLR7 3% TLRO [ #0 £2
HE/N BRI b S B L AL TgA 1A A, S B0AR I TgA
DURL AN 351407, TLR7 F1 TLRO A RE 2 IgAN BT 7E1G
TR S BB IR VR MR YT IgAN —FORT IR T
J7 %, BARAE G R 5 b B T — s 1 AL, (HATS
Wit — BT K, Rz T IR

o gk

N
= =|

3

ZE LTk, TLR 7 1gAN 09 & 4B fUE i f2 b &k
Vi B AI/E R . TLR 3 i MyD8S 4 i 9 ali 1 44 it
T 5 45 30 1%, R JICIE % 40 A [ F A IEN- T, %
T Gd-IgA1 il Gd-1gA1 S & & W) O UUR T 5
AINER FR DX, AR T 75 i % 68 40 iR 24 L, 3 0 4% Tl 4%
PneRa ) SR & SR S R 1 T = [ = =11 I 0 A R
A A L WA T TgAN AE FH 4 JC 800 A2 b s
Y, DL S UL TLR 48 s i 25 Wik 5% H 25 32 S A0
i 1 42 8 TLR 78 1gAN H A9 4E 8k TgAN 912 3R
J5 B AT I B AN B

2 £ X #
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