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Abstract Objective: TIgA vasculitis, formerly known as anaphylactoid purpura, is a common systemic small vasculitis
in pediatrics, the pathogenesis is unclear, there is no specific test indicators in clinical diagnosis, mainly rely on clinical
diagnosis: palpable rash coupled with any part of the biopsy to suggest IgA deposition. However, in actual clinical work,
typical rash only accounts for a part of the disease, the vast majority of cases have no rash, and the biopsy is poor in clin-
ical operability. Therefore, these non-specific clinical manifestations are difficult to distinguish from other diseases, and
also pose challenges to the clinical diagnostic criteria of IgAV! Up to now, there are no specific early test indicators for
IgAV. This article reviews the research progress in recent years.
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IgA I % (IgA vasculitis,IgAV) [HFRIT
T4 5% (Henoch-Schénlein purpura, HSP), & JL
BE=KIME Rz —, JJLEXEHEER R
WHIRGMEINE 2, 90% B E1A LR EE,
HFERENRZEEREH A (Immuneglobulin
AlgA) JIIRTEIMNE BE L, PR A R Bk &
H A Il & % (Immunoglobulin a vasculitis,
IgAV), ®FEFERE, ImMRRMZE, &E
MR RIN . R RER A EA [/ ik
B, BRSNS BOS PRI AR, T
Lt BHRICKRIR/DN, Rz AR, &K
R EZ, RIHEARIEMERER. T REOET
. AT ESEE pE L, mRMES
PREFJEIR, ImIR BB RIRAL, R84, fEAd
L. BT REZMRE, ARA 23 H
WIHACTEEIR, A N RSN E IR E 1,
REIRZ. BRiA; RN 30-50% £ LI T
#iFE, AIRETE)LEWRIRAATHR YA IS
8% HY B LW & W% 'S % (Henoch-Schonlein
purpura nephritis, HSPN), {RTJLE DS
NERE 28 0 H 5-15% BTSRRI
NV RE B, KRR 1gAV, B
WIS IR AT B IR ey B

RMAR R —NZRER. BRI, KRl
HIATE BRI, 30-50% B H H IgA Fil IgM
K, EEEL W B TR R R s
EieEENR, FHEEESEIRKZH: BB
FRATAAMERZ 2 (AR E)  DASARART I 2R R s
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il PR TR, BRARYEZ 2 (5 HSP B —/NER o7,
Ha REBRBITC B2, T T 32 R IR f
SAFRIRRM, FElmR FXERAE A, A, Xt
FAR B Im PR R B AR L e sm S, I
REFREZ, 22, WA EATERKRIS IgAV
AR PRI bR ISR T HRAR D AR SR I B4k

KT IgAV IR REFR N T,

IgAV 2 —F 5 1gA TTFAE X RZEN T
Mm%, Bl 1gA K IgA FBEEEY)
IMIBAREAEREEEH, BAMOZMZ R
IR RN (HEA . a3, AR RE) . BY) (L
K, A, IR, |/ BRSE) MR (bt
AR BRABEAD BURERZR, HIgAVH
FERR R RANR, ERER, BE R EAIR
SRR RAATRER —EMFH, AWAE—ERE%
Wilal, 6 05T F il ke N Bz 4RI T,
BRSERANYIARNE, TR B R FELE Bl 55t
FRESPUR, IgAV BILANEFEERZN %
R, SRR B il i fgiGk, Atk
1 30-50% &) LAMNE MG 1gA F&, BN
INRIMLHIRTREZ : SRR R, BAEEHELET BOR
SR, FRTEEERIME, SEWUE
PIEFE R RIENE R, & B A v ke e
S R HAEEREH A M SNREERS
PEME 28, HEBRMAEREBMIMES, th
A] B AR AE R AN G ER AN SR, PN B 4 4
s IgA I KA — DMRHIE, NIRRT 15
EHTHURTUAS STE R E 2 ST,
MRS, SOERF AN . SN
MR ST FEE LA FH 5E,  RMBALHLHIF
BHEZ RN R AR IR AL T I8 5,

1 ®EHFENRR

E N A5 Tk HSP R R SE R =12
Wrgtr, Wil KZmH @ X 1232 5] HSP J%
BIRTHEMERT 9T 2 B0 HSP £ )L 17 75 40 it 5 %
JI8, HSP F1 HSPN 2H &8 ) L% i B {1 % BY
T RELER (Th2) FHEBHE, RHEL,
i Th1 ZHAENIEA & ~FE, Th1/Th2 Eef 5k,
BU T kB2 40 Al CD4+ HY & 73 % & CD4+/CD8+
(I EEAE RS RF%, 1 CD8+ AU LR BT, X



FH DA HSPN HYRBLE N B3, THESE B0 |y
WA El THRIZE; WA IgA K EE
Fhe , HIERL B EE A A E] 50% HYE L
IgA 7K P THE. ISR LAME ML B 4i A
BV R T A UARTE A G fE M %
[ R, EETIAE HSP &) LB & AL il fE

ISR LAME L B 4 IL-10 RIX—7F

EENRED, HFHEAIFEREERNEILF
NREEFEMAE 7, TH R &I microRNA
AT DUE A ME Rk R T, FBhE T 4if/
VT T 408 (Treg M) FL{E. NF-xB., &
THEREES 1 (HMGB1). JETE B i,
Th1/Th2 A EAESE, SIEVURTZE RS, F
ATRENJLE B SR, SR E R W, 18
TR A ARG, e BIESERTRIS L
VAR micro R NA 5 micro R NA-29b, micro
R NA-155, micro R NA-181a; i f14 5
H1 IR N micro R NA: micro R NA-218-
5p, micro R NA-34b, mi R -21-5p, micro
R NA-1458), XL RIE HSP B LFEA,
REEMEN HSP L WiTEHR,

2 SMNEMBYARSR

T3 i B SR R LAME I PR AZ AR Toll A
24K - 2 (TLR-2) mRNA KK FFIE H
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1IE HEE H 3(pentraxin 3, PTX3) k& T 7] PA
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BN E R B F N EE ISR, R
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Iv] 3ok S 1 S ik B S AR LA ) LEE A L,
I PR R S M B AR LIf i H 1L-33, IL-6 7K
SR ET S, HEHEAKCEA SR, 1
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Horb TNF-a AIE S 8 S 2 & A 5
I R B R E AR R FERR ), IR A4 2
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RIVPRIAIFRER) 2, B AE 72+ -1(kid-
ney injury molecule-1, KIM-1) 7EId B £50% 5
M2 a A B E R NE bR 4RI R
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YIRS, SIS RAMHEN T IEFA,
(N /A 5 W N /= A N N 1R
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A BRE B 5> 7. PI3K-Akt {5 538 . ECM %%
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& HSPN WE M EE4Y) i i2, A ELISA
o UE T AN EE B P S %= B-1 (integrin beta-
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e SR A AR 2 2%, 3@ X HSPN (+) A0
HSPN (-) BEMLEE, TEMEH %EH 38
Fh 22 ARG, PRI % 0E 50 A ZE AR,
HSPN (+) {RI@&12 8 eEs 3 2 HE H s As
B NERER A A AT R IE PR, RERRART I =X
YA C AT DAE TN HSPN #E R AEYbRE
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=FiHnh (T6) FRZEAEEE (LDL) AlRE
J& HSP & &% HSPN BT A7, #HAEEH
M (ApoM) AL A HSPN (137 8 7 7 ) [A]
T 21, Wen MBY & HSP £ ) LIZE M AP,
7 &R IS Y, $RZR HSP 95 R R 9
ML, AT T I 38 B AR PR R (AA) MHR
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