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Research advances in the etiology and pathogenesis of immunoglobulin A vasculitis
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Abstract: Immunoglobulin A vasculitis (IgAV), also known as Henoch-Schonlein purpura, has complex etiology
and pathogenesis which have not been fully clarified. The latest research shows that SARS-CoV-2 and related vaccines,
human papilloma vaccine, and certain biological agents can also induce IgAV. Most studies believe that the formation of
galactose-deficient I[gA1 (Gd-IgA1l) and Gd-IgA1-containing immune complex plays a crucial role in the pathogenesis of
IgAV. It is hypothesized that the pathogenesis of IgAV is associated with the binding of IgA1 to anti-endothelial cell
antibodies. In addition, genetics also constitutes a major focus of IgAV research. This article reviews the new advances in
the etiology of IgAV and summarizes the role of Gd-IgAl, Gd-IgAl-containing immune complex, anti-endothelial
antibody, IgA1 conjugates, T lymphocyte immunity, and genetic factors in the pathogenesis of IgAV.
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AWM KR, 8L 5 BE X 45 B & R & Pr i1y
() SR 0 2 e R AL 2 R T TgAV AR AL
5T

A SORE 2538 TgAV 5 IR 8T #E g, I M Gd-
IgAl. & Gd-IgA1 Y% 5% . 1gA1-ACEA, T
20 i B9 5 SR DR R B asi A% PR 3R D7 B I IgAV (1Y
RIFHLEL, DA SA 200 ) 33 7 A PR AL AR

1 IgAVizEH

TgAV 19 LA AT A B A . REAEAF ST R B,
IgAV R 2 SEEERTA . PEIGE A OB . i
e LS Y AWEAC Y IR R
TgAV 395 R AT BEIS 5 LU R JLAN IR R B A E
1.1 SARS-CoV-2 R H#EXEH

TR R AR BB (corona virus disease 2019,
COVID-19) 21 SARS-CoV-2 5 | i i /™ & 2 PR IF I
ZRAE, BHRETIANIERSE SARS-CoV-2 23 fil i — F 45
H B s, TeAV L BB iS5 2 Mk,
XF T H SARS-CoV-2 /& YL 5| K 1 IgAV DA K L2
BE, BRZHMBEANENZ R, AR
SRR AR T HAB I P S350 1gAV BUL, #m
COVID-19 A 1gAV £ LA 5 AR X 3™ 8

g% ZR 40 1) 2o B P0G T BB & SARS-CoV-2 51 &
H B s BRI . TgAV £ E 5 SARS-CoV-2
5 Bk Z 5 4L H§ I (angiotensin-converting
enzyme 2, ACE2) MZ5G A K. ACE2 &K I8 &
K Z 11 (angiotensin II, AT I ) FAk kM & Kk
Z- (1-7) (angiotensin 1-7, AT 1-7), M il 4
Ko 4B 7= — S AL A (nitrogen oxide, NO) o #& 1fi]
SARS-CoV-2 5 ACE2 W45 & 25 3 ACE2 SR ik [
%, kAT D4R AT 127, SEAT 1 89880,
AT B NO P2 A AR . NO A 2555 1045 A A5 B
WA ET IR AIVER, NO WU/ 4 RO 4 5
RAEBEMARAE, S IAV AL ",

WS, SARS-CoV-2 £ Al LAT| & IgAV,
HIL#E BTG 22 " . SARS-CoV-2 £ 1 #H 5%
1AV BV & 5E R MIRIRERIMERL, F&E WL
FHERNIRIMIR (89.5%), i Kz AR X #5012
Ramdani 55 ' BF5E 390 Ak B 24 4~ E K11 330 i 122
Flt SARS-CoV-2 £ 111 J5 i & LAV By o], b 1
WK EFEE (58%) . JE (9%) HikH
(9%) , 3X 46 5 F DA 17 31 A 1 v L I [] 2y
7d, HILE AV R B E S TN 33015

{5 rhA] 3B R B B A A R e B 147 151, Hir 95
g, VoA B, 2005ET

FERPE R IG A 5 SO0 T B 41 F T Bl i
IgA, MR AV "™, HIIgAV & B g
SARS-CoV-2 FEF LA G, B 55, BT SARS-
CoV-2 J 1 M 4518 5 NS 2R 1 3T (1) 45 44 A7 7E AR A
PR, EPURE ] fgiE i o TR s R Yl B
LSS H I AR I BT, AT B0 A B e pie e
g M R, S AR AT DL SRR B A2 AR
A, Bl DR SR G R A O A D R R A L PR
PP RAPE SN 5 A S AR mRNA REH
7] LA 3 mRNA AR B 22455 3R 51 52 1A i A2 )3k
FERBPERN , SR APE RO I 7 A i K
MR 7, A S E O R R E & A B
Phw
1.2 HttEwHFR L FEY

LgAV H W BLAEAT 2503697 JE R 5 4 0k 1Y
R HIRAEYIHI, Desai s 7 HiE TH —
B4 Z 3R BT iR T /N LB S I R 5 1B 1AV
s, YR PiAER, WY E " kA
PG T EETT LB R 1AV, B THiE Ehuge
HIRPE, HG1 R IgAV BN AAAE S, PadiaE
AT LAG | IgAV (A 25 058 A T IRl L BT il
VORI A DL 259 AT ReiE A A L X
I 7557 R %) L B P A FH BT I R P b 4 R 75
FIAVINRERE Y,
1.3 Hft

EBJ%# (Epstein-Barr virus, EBV) , AZSHuE
B3 (human immunodeficiency virus, HIV)
ATRLGI & 1gAV. BFEEM, 1gAV BJLEBV JEYLR
}0.9%, H K& AES EBV 1 HE I A Py 40 i %
PRI S i A ¢ ™, HIV A E IgAV B & L]
AT RES HIV ] DL DR N B D RERE RS FIEE X HIV
EEMREERE A AENRA S, TPk, A
HPV R W3R 0ol F T, HOR R Nt 22 5%
ok, HA A dE [gAV ' ek 7 B 2 f BRI
T TR IR BN A e TR 2 A R
Archambault 55 ' iR 38 T 1 ) GL i Bk 10 7 5 )
BT 0 S P R P S . DL RIS R TgAV
I ECE AL AT

2 IgAV & J&HLEH

FURTE AT 2 B3 51 i B TgAV B A AL o

+ 1288 -



#5254 5 1210
2023 4 12 F

P E SRR E

Chin J Contemp Pediatr

Vol.25 No.12
Dec. 2023

B — MR IEIA T, Gd-IgAT FIE Gd-TgA1 (1 F s 55
GV 5 1AV R A ARG, B Gd-IgAl
A7 AR N Gd-TgA 1 F IgA L RS 1 F B BTIR S &
T O PG A i 52 G W) - DURRTE 4 B/ il
L TG & — RN RIE RN o 55— BB d ] 5
I IgA1-AECA & & W17 5 A M DX 1 o B 7= A
T BTG PR A, RASHEGHEmER.
IgAV BRI B 32 B 2 R0 IR R, e
G PETIAEE S (246
2.1 Gd-lgAT £ RHESIgAV HHEXE

IgA 43 4 TgA1 Fil TgA2 BRIV Y, TgAl f 43T
SERIE L 5y B SR BRI, T EUIeA L 1E TgAV
M KR AL R FE AR ™ 1gAL R
7 A R T I 1 % ik PR e 3K ) S, T A X il I
T TR 1 2 35 32 i S 41 it PR S A A5 53 ¢ 1Y)
P, AN 2 (interleukin, IL) H11 IL-6 %
5 Gd-TgA 1 A B s 0 DFEREH, A
35 190 181 PR 7 5 HHH I 1 A2 Ak & A B mT DA 2
75 190 41 PR 7~ 15 5 7 S5 AR e Sy PR 7 1L £ 3
FEA T Gd-IgA1 By B2 7= A, NTTTZS ¢ TgAV
2 IR0 % AH 5% 43 F Toll B 324K (Toll-like receptor,
TLR) #1125 Gd-IgA1 19724, 40 TLR7 A] LA B
2 53 06 TL-6 T IL-12 S AL A -, Jf3d i TLR7-
N- 2, B - LW e 3L 55 R g 2 15 5 i ™= A o 2 1Y)
Gd-IgA1 ', TLRO W A] DLig i3 TLRO-#ERESMEH -+
88 15 53l %17 T 1L-6 S A B4 58 5 S B A i = =
IS PEMRGESE Gd-TgA T =

& F R4, miRNA o 7] DR S5 L 5 7
fil (19 % 35 o G miRNA-148b 8 b 38 o] L4 30 761
CIGALTI 3 A () & ik, MM ff Gd-IgA1 7K “F
FhiEr

O Z IR, Gd-1gAl 5 1gAV &fRA
T FBEA G . Neufeld 4 ™ BF5 & L, Gd-IgAl fY
o PE T AR S H A B IE A OC . Zhang %5 Y L7
IgAV B LR RIS TgA 1 19 53 M1k, JF
Kk B IgAV B R (IgA vasculitis with nephritis,
IgAVN) KBRS Gd-IgA 1 M E .
22 & Gd-IgA1HREEAYS IgAV Mt XM

Gd-IgA1 NI TgAV P & i (I ME— R R &R
BRI, TgAV HBE A K kI8 i 8 BE K2 B IE &
A P A & Gd-TgA L IS B At ™, &
Gd-IgA1 e A il i ik A B R fG , Hk
I 3Z K CD71 5 ' R AN i 45 A J5 DURLE B /hek
o T /NER R B 1) Hofh 77 (Anse & =M

BRI 2%) 2 FIHCDT1 R, X5 Gd-
TgA 1 Y32 2 A5 W AE B IE B 0 RR ™ A JE R A 4
PEFE 270 mIErT s, & Gd-IgAl iR AW &
By F BRI B E TR Z N E T 1AV,
2.3 IgA1-AECA 51gAV Byt % 14

H T8 Gd-IgA1 e &5 W e AN R 5
SR FE TeAV 04 B ER, Xu 559 R 1gA1 5
AECA W25 678 4 B/ il 8 9 5E R O E
IgA1-AECA FT LU N K 40 T e et sz AR 25 6 0T
P IL-8 B ™, IR S35 4 rh PRk 4 i I
PEHERIER KA, R, TgA @it 5 IgA (4 Fe 524K
iR MR A TG LR T . TgA () Fe 2 A58
B2 DA 2 B R N R A i, i
AL RIS TER A B A E A S
BT F A ORL . A3 b i e R R AR IR L Pidk
A 40 P A B b 4 L S B B 1 T
s
24 THMRESIgAVHIHEXE

T Gd-1gA1 WG PE 52 G Wik T LS i T 44 i 4
RE, I TAMAECR . LB L IhRERY S,
5 T 4N S RETE TgAV (0% P & 35 25 B
Li%5 O WP R, TgAV B E AR N RIE T 401 17
(helper T cell 17, Th17) Jf ¥ 75 ¥ T 41 g
(regulatory T cell, Treg) HJECEAFIEAR VM, KN
S Th17 B4 A Treg ik /b o 2021 A MR HE T —
FP R BR SR Treg, 450 Trl 4iHE, HAE Z4E
TAVN BB S R A S, iniAe /& i e )
FIRIEAC, HZRMITIA N Tl 485 R BB 2
KRR, PR Trl 40T 68 T 1gAVN &2 &%
AR . Tmai 55 ) 7E 1AV & T & LG PR 40
JRLEEE T AN L 7 B /NER 4T B A0 A B T 4
MG & S8 1AV B E H B E #i45 . Audemard-
Verger 55 ™ I 1gAV B35 Bz AN IE A7 7E CXC
LR 32 3 FHME T4 iz, H CXC&fbH -+
ZAR3 BT AR ECE S 1AV B B I &
AR IEAR G

BEAN, S T AN AR 24 SE 0 A R T i =
AP ORSRAE RN o [, AR A AT L
A 4y F 55 E B E T IgA, JnJEl Gd-IgAl
= A
25 BHESBMREWEEES IgAVHIHEXME

it 1 R R A TgAV A AL ot JF % 2
IgAV (3515 S MRS B SE R e 1Y), 2
ZAFEHEE TAE, BHRrpir T 2L ES %
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PE IV 2 T AR AE AT AT S A B R 22 1

NZFEH BB (human leukocyte antigen,
HLA) RHERFNEEHMH . HPHLA 1
FHLH C W N TgAV fi £ B A A% 5l 7 A
HZBMWAGEAFFEXT [AV 1 584, 6
SN 0™ E PR FIIG PR RN 0 Xia 55 7 1Y
LRI, HLA I 285Ny HLA-DRBI1 3N 5
IgAV 5 B2 YA

Z FhAE HLA 3 B BIE 32 5 1AV &) Bt
%, Carmona 55 7 3@ 1o KIS S GiR 20 A,
JEAL T NAGPA FE N & + X Y 13743841 h
TgAV FJ 1 Ui =2 [) e ] g v A XUBE AV i, S ie %
H1E 5 IgAV A 56V 5 % U0 19 9 HLA J£ 5 . Hui
S DRI ACE SR R D S50 3L R T RE S L
T IgAVN ) 5 B4 5% . Baler-Peynircioglu 55 ]
R R, g HRIER R SRR ER
B AAEPERCAE , DA I il 4 48 1) ) etk

2 W38 AL V5 45 248 DNA JF 51 % o & A o s
AR AT A e, AL A
DNA b . B A S . SRSt RNA P55,
HAR e g h b &2 ¥ — e fEH . WF9E R 81,
it 2H B 1 25 T LY KDMAC KPR 2 L 22 1k
M7 58 1 DL U A7 a5, o R L35t A% T4 3 )
HERARIE T 1AV 2 FALHIF I R A, HiR
I7 TgAV AL T L

3 #it

IgAV 1) % A5 ml e 2 TR R L RIAE 45 5%
AT R O IR A5 & B B LR B E SARS-CoV-2 J¢
FOAHCRE TG A5 T . RIRHLEI D, KW
] R S R S MR S8 e RV, F 3 Gd-
TgA L =, TR Gd-TgA 1 g 2 a Y, oF
T TUATE M AE T S B IgAV ., 55—k vh ks
R TE AR A OAER, B IgA 5 TgA 1) Fe 3245
BV RN M R SRR FNTE AL, S A B il
PNE, X LFHLE ] T IgAV B4 B2 BHLH] .
1% 5y I R 3 WL 35t A 2 1] B S 10 19 28 AL il #6
AT — 3o ARV 1AV 1 & FRALE], XF
THEFKE LR B . AEHEIRIT . BCERUS
HAREE Y, R, 1AV RRALHA 5,
IgAV . IgAVN Fl IgA "B 5 Z 1] Y 5 R Al R 56 42 )
B, W ANBIEA TR SE , $8IR 1AV %0 &
SR .
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