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Research advances in immunological pathogenesis of immunoglobulin A vasculitis
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Abstract: Immunoglobulin A (IgA) vasculitis is the most common leukocytoclastic small-vessel vasculitis in

children and mainly involves the small vessels in the skin, joints, digestive tract, and kidneys. Its pathogenesis is still

unclear. Currently, it is believed that environmental factors can cause autoimmune dysfunction and lead to the deposition

of IgA-containing immune complexes on the wall of arterioles on the basis of genetic factors. This article reviews the

research advances in the role of immune factors in the pathogenesis of IgA vasculitis.
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IeA ME R (immunoglobulin A vasculitis, [gAV )
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M, FEAEPUAR R Z R A A T, Ha 551 R B,
IgAVN H 35 77765 8 B 40 jo S #F, IR HiE X
4 CD38'CD19'B 41l i, IgAVN & 1 B /N BR &
B X AETE TegA e B A WUIAR, IV TgA Y BE I
CD38°CD19'B 4l Jifd £ &2 1E AH 3¢, CD38°CD19'B 4fl
%5 24 h JREH R IEM G, 58 /hekigd %
Bk, ik, CD38'CDI9B 41 il ik 5
TgAVN I B, 1 EL AT AR R 34 g ™ o A
A Yrbrice

IgA 73 TFELE IgA1 Fl [gA2 W2, TgAl 5 IfiyE
IgA () 80%~90% ., TgAl BHEEAIEEEIX AT 5~6 5
O AHIE LA 5, H 1gA2 A . TgAV 1 IgAl
(R BCHE X B H B3 A . Kiryluk 45 M JE S 1M
EFUBEBIE TgA1 (Gd-IgAl) JKETE IgAV &L
BT . SR Al Rimi 2 R0%, Beg A St
R, 5l 1gA BE, WK TREE Y.
PSR SRR, 1gAV B JLIME S Bk
#Y 1gA1 A BEH 45 caspase /S IH TR AR HE AN
F AT
1.2 I3 IgE F S FAREER 1AL 40 he B iE

Pan 25" %} 1232 4] IsAVN 8 LIOHFSE & 3K,
PREE 1 F 15 S B 1 PR FF S (8] A1 gk 7K 52 1E A
X, HEMPTRES Tgk A0 T RURSUR Y . B4
EIEVER N . A A BRI A G, 4 gk
LI [gAVN IR R Z — . Kawasaki 55
KI, 5IgAV TH RAML, 1gAVN 4Ll iE g R
20 A BH 12 ORI TL-5 AR g . s o
R I TgAVN F835 1T W T 240 Jf PH 25 1 B A T
PRLUL, 8 T P e 200 R SR AL 7 T 2400 i PH 2 7
T AT RETE IgAVN i & A4 & e il AR
1.3 BEHEK

DL IgA 2 W S 5 5 TR R /2 TgAV
S PER B CAE, (HAR R BUH AL — 28 [ B bk
5 1gAV EWfT 5.

PR HUA SRS LOBEIEPUA (anticardiolipin
antibody, ACLA ) . W Bt B W (lupus
anticoagulant, LAC) %, B—H5EABRIR AL
A APE RV RS EBUR, A 1G. IgM Al [gA =
PP, Lin 5 " BFSE LB, 426 6] IgAV B LH
A 46 BIfETETP MR RS2 B, X5 B LI
FUIE W LAC A1 ACLA B B T, HEHT#E NG
PUAACE 5 5 1gAV B 22 R G052 A

A HE IgAV B 1 1M 2 BT B i 15k 22 &
W — B )52 5 ) (anti-PSPT ) Huid pHAE: 1,
Kimura 55 " & 3 1AV (& TP A2 78 B 4005 & 1A
RKHLOBEIRHUAK - ThE, A AE IR 1gM
2% anti-PSPT 7K 38 55

B b Mok A i i 2 BT K (anti-neutrophil
cytoplasmic antibodies, ANCA ) B & 4E F T P ki
AR, ELAEPUER H KRG -3 HURFPURE T
kYt ( myeloperoxidase, MPO ) Bk, Yu 2P R
11 76 45 A Atk 1AVN (%, 765/ R
X FBANMAE A 1gA VIR, LA MPO-ANCA BHYE

2 ek RIEETF

— BB RYNA 25 1AV KA, RN R
YA A R AR, 5T R A R RS B o 3R
SrA 111 L 7 L i = AT N B
6] JERE TR AL BEAE P 1 TgAV AE7ERE I PE T 3
ELZ0M (helper T cells, Th) EAE Th1/Th2 AYJ A,
H Th2 S,

21 Th1 #EHxHEF

IFN-y &1 Thl 4RSI AR 7, AT
PITEAL Th 400, 3807 LIAH] Th2 451k, A
FHRI, 1gAV S IFN-y KB B AR,
CTL 1 NK ZUAEiG EREAG, DABS SNSRI A5 BR
RESI T, T3 SO0 1 24 S W R e 4t 1
IL-2 02 T AN A K 7, & T 43658 o0 b A &
FAEH, 1gAV BJLIME 1L-2 /KRR, T 4050
s RN,

2.2 Th2 HHxHMEF

IgAV BEAETE Th 36 16 S H i R 7K S 7
i, H Th2 4R %% Sk F - GATA-3 ( GATA-binding
protein 3 ) FIKKF-WETHE . Luo 55 " HFFEIESE,
GATA-3 mRNA 23514 153 Th1/Th2 ~F- 1 [7] Th2
NIER T, IgAV BFAY 1L-4, 1L-6 K i m, H
IL-4 KF3EIN S CDA'T 4R 4l 28 1 H3 = Sk
SEAEAHDC, 4L R S B AT R S B IL-4 )
BTG TR TR, M 1L-4 SEPRFE 5%

Toll ¥ 5% & ( Toll-like receptors, TLR ) =W
K A5 5 S — 2R R m 24k, B
PO gl A IR OC AR, ARG FETE &
b5 A5 55T BEFE L T 88 (myeloid
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differentiation factor 88, MYDS88 ) & TLR & 5 i %
rH ) ST 12 A0 R R RS 5 A T 1 OGS 1
Chang %5 P &3, TgAV BILAYILIE 1L-4. 1L-17 .,
TLR6 # [ il MYD88 mRNA % ik /K *F- ¥ i & T
7, H TLR6 i 3% ik 5 1My 1L-4, 1L-17,. MYD8S8
mRNA Rk B EAE, Jioh, LRI IgAV &
JLAY TLR2 1 TLR4 ikt Th s, I 5109 1L-4.
1L-6 7KF-5 TEAHSE, TLR2 Fl TLR4 13 £ ik n] &
1AV BILE WERFE Y, B AN Y TLR
PO B AT MY D88 A M A5 5 e IR AR TG e ok
AP Z A H T 3. 7 FNF-«B 55, fEdE4H
M5 B T A% 4k, 98 Th2 F1Th17 1
BRENI B I F TgAV 1 GRE &bl 27

I, Chen 55 ™Y 238 TgAV (& 1Y P R 41
KRB FEEBEEEE A Bl (human high-mobility
group box-1, HMGB1 ) , #EJ HMGBI1 7E [gAV 1Y%
S AL AT R B AR A . Kimura 25 " BF58 i
7N, TgAV 2P I 1L-6 AKCFH . 1 1L-6 7]
SIS N B A0 L 3 A AT, IR B Ak
B TR A G I DU T N ER R IEIX ;. i0RE
FP Th2 AL TG AR 3G 5, B /IR 2R 5 X 4 44
A R AL, B DR A TgAVNIEO,

AR, N K N R 20 e 283 2 1)
IeAV BJLA I T 15, 1L-8 A1 TNF-a 7K-F-H i
THEr, $#2R 1gAV BILAY IeA i 2 40Pt iA T 5
A 454, I i3 MEK/ERK 15 53 % ] 38
DA R 20 7 A TL-880Y ) TL-8 3 B P 200 i
AR ZU ) R AL FNEOE AR, i b Pk A e 2 24U
T BROE Y=Y, SERIER N, 11-8 FH £
BYEXT 1gAV KA K RIS 0 A . AR
LW, TL-8 FL[A 42767 G/A FSE 7 KL R A ] B0
IgAV BH1E A & A K 5 i T0-8 JEH +781 C/T
N2 NES 1AV By I8 JC B A G B

TNF-a J& 55 1 F 5 PE AR R F, mT 38
B AT A A0 M 8 B /N ER SR I A0 A 24 4 4R I 4
TR, 5% A0 ML TDRG R 43 1 T, IF5LEE /N
BRBEEZ A, maE R, SEE AR KA
B, Ding % ™ W% 5] TNF-a (+308G/A ) %
ZAM 5 LEE 1gAV MG, TNF-o i A/A g5 1T
REAE IgAV st Z i A R, JashF 1) 308A 45
A7 LR AR5 5 sh T 0 @i ARG, AT DA {4
N TNF-a B4z,

2.3 Th17 HRaFI IL-17

Th17/Treg 4 i1 5 1gAV % 55 % Y1 AH 56 &,
Th17 438 i 72 A 1L-17 76 [ 5 e M 1 &
e R R R E AR 1L-17 WAk R
fib e M 20 e P (0 e 3k, Th17 4009 FE ) % TL-17
IKETE 1gAV FBE I B THE P, 1AV BILB TN
SARAS R IEN-y A1 IL-17 kB B s; JrHYS
B 7 B R A G B,

Yang 45 " & B, PP B 400 7E IgAVN
B W0, IFH-5 Th17/Treg WUGARSE, HEWTIE T
PE B 40 AT 6838 3 985 Th17/Treg “F-A 2 5 1gAVN
(1 9 o
2.4 HtZmpaEF

Midkine ( MK) 2&—FFREESAKKEF, 7]
TR HERAE M H 4020, i SRR AR . 4
FRANEE R S R 4 T AR B 2238 . Su 45 Y BIFSY
T, TeAV BILAMEW A I MK KR, 5
IL-4. 1L-6., IL17A K F2IEFSC, HENESZ R
JLBY MK ZKSFm I ez 8, #E MK Al
R R AN F I S5 1AV ARG, MK K
PRGNS T IgAV 2 WA IgAVN (3 F5000 A 45 B .

4 B & H B (matrix metalloproteinase,
MMP ) 375 P38 w2 5 | S 40 i A1 35 5 ok 43, Tl 5
A ™ S KRR AR G A R P, TgAV &
PRI I3 MMP-2 F1 MMP-9 3% 25 B 55 7 v 20,
Shin 45 "SI, SRR 1AV 19 MMP-9,
MMP-10, MMP-13 %50 & 7t SR, Erol %
W5 % P, I3 MMP-9 /K SF-7E IgAV | IgAVN Al
IEFEXTRAZ P 2ZES LRIt E XL, [HiE
TIgAVN 41 JR ¥ o MMP-9 /KF f & T, JHEI PR %
MMP-9 A REFE AR AT [gAV S8 AT I &
PIAEYIFRIEY . TeAV Sy 5 MMP-9 JER 1 4 F
HRHIRZ AR, 1AV B 1517576 1 G %5
A7 TR BB RA TR, T rs2236416 Y A 2540 FE [H]
H BTSRRI P,

3 tMERZ

MERGA 3 MG T, 3R A B |
SO . BEERRIE

Pentraxin 3 ( PTX3) j& —F A 8 1,
SAMABE 2 MR AE . Ge 55 W BT A,
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IM3% PTX3 ¥k EFE 1gAV ., IgAVN LI & TH 5,
DL IgAVN B JLH S PTX3 5 C W& (CRP) |
PRI 1 IE A6, Yiksel 28 ™ BFSEULIA N,
IgAV HUE 7 PTX3 R EE TR T Re S 2O Bt . R,
PTX3 AT REVE R TIN 1gAV B8 0 WIbRic 4.

HAlE, Yang % WS, —HorRMAGHE 1
BRI, FEUNIE C3a Il C5a AKFHE 5,
R CSa JE B2 IR/ LA B Y B2 i 2 5 TgAV
K o

BEAE R R AR LU i 1gA 1 B 1gA2 5 H 52 b
EEBER ( mannan-binding lectin, MBL) B45&
1% ¥, Hisano %8 "' HFST & L, IgAVN LS
TERERRAS VB /INBR R IX TeA 1/1gA2 SEUTAR, ik
D2 #MA B 3 F MBL, - #E00 58 45 RIS 7R TE 1gAVN
HaT B E TR /IR AR

L5 TR, TgAV B9 0T BE R TR 1% 2 A 1)
Fofih b, 2 B0 PR ol A 9K R 0 SR AR 3
WS RN IE N MR R G, FESERUIR S SR R
SR TA1 S5, FEURIR R A0 G2 19 AH B AE

“HE
ZF, SRR, WALE . BIESE/ 0 A EE [gA]
B S S WA S RN E AN R o
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