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Abstract

ITP (immune thrombocytopenia) is an autoimmune bleeding disease in which multiple immune-

related mechanisms are involved. Anti-platelet antibody produced by B cells to mediate platelet phagocytosis by

macrophages is considered to be the classic pathogenesis of ITP. The imbalance of cellular immunity mediated by T

cell subsets and related cytokines is gradually confirmed in ITP. In addition, the role of immune microenvironment

disorders caused by the imbalance of immune cells such as antigen-presenting cells and mesenchymal stem cells,

abnormal gene expression, infection, metabolism in the pathogenesis of ITP has gradually received attention. This

study intends to review the immune mechanism of ITP and related research.
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B P2 1 1ML/ D E (immune thrombocytope-
nia, ITP)j& —Fh DAL /NSCAE B /> FIRHIR 38 22 Dy
TER B & et . ITP AR LRI A, AR T
ot SR IR RPN R % T LN L N Ui
Gy BRI RIK L YL 2 G 5 A L
Z 5. R ITPH ARSI A B T IR %%
TR IAIR AT T KT 24 50RT (IR 97 J7 V5 LAtk — 20
S e Hellim RYT R A STHLHIE ITP IR G RERL ) S AR 5%
W5 R BEAT 2514

1 BN SHE R RRZLE
1.1 BSiAENSHMMREEIR

TP 5835 AR G2 2R 17, B P38 58 734k Sl J 4
Ji, Bt S 5 20 43 9 LLIgG ol 3 B Bt I /I A B A4 4
AN AR I /N SR 386 22 1 2 BE TR Rl . 2960%[FITTP
BFH RT3 B PR AEAE, XY 3 B
) I /N B JE B 2 A (glycoprotein, GP)PT 5 GPIIb/IIIa
FIGPIL/IX, T 3X P A T S 73 Sl a8 ek 40 ot Bl AN 44 e
Fey*Z #&(Fcy receptor, FeyR) 1 77 2, 4 3 I B
ST Hf 0T I /SRR PRI B s A1) A A B B A R
B /MR 2 SITPIY & A, LEYTINZPE i )
C57BL/6/)N B i 59 Bt /N BRGPIbL AR % D) 75 3 1
ITP/N SRR, - HLAS I /N IR A 28 Rk 195 i FL AR
EAb caspase-37F 103 5 A i 0 22 2 R % R 55
K5, BT E S PR R ITPIEDRE R &R, JF Honig 7
MR T

Ak, /N AR B3R (thromobopietin, TPO)EL
TPOSZAA (cMpl) 1) H B LAkt ] e 7L ITPH K15
HEH . TPOJ iy 1 /AR 8 R 7 F0 B A% 4
L IR PR AR KR, 1T S B 2 iR T cMpl BT A4
ShE, WOERIAKRISTATIE B, B E A% s s o
o, Ak /MR A . — T 7T R BN, 34> ITP
BEPIEAEDITPO. HIcMplEili TPO/cMplE &4

immune thrombocytopenia; humoral immunity; cellular immunity; DNA methylation

1 H SPiik, XEEHUAR B A 0 B A% 20 i A KO I
ANBRAE 9B 77, ABLAETTP AR 1 BAR SR AL HI LA B
FENE PR H () B AME A it — B it e,
1.2 BYREIEBf ks

PATIRE TR I, &S ITP & 41 il CD19*
B4 EL A5 T &, BT B +H CD2742 12 B4tk
%7t =, CD27 ¥14h BAI L LL ) T B B 1842 B4
X T4 5 2 BAH MR T B4 1 B Y N AR R
ARG SR A S e N, AT S i /MR
PoRR =4 2, CD722 BN i 3L [F] 5244, 75 B4
Jit 52 44 (B-cell receptor, BCR){& 5 # FidfEh B A
MEVIER . it — B 7RI, ITPER #1012 B4
Jil 22 1 CD7248 15 1 CD4* T4 il % 1fii CDA0L %32 |
W, JF H CD725&& FR 5 /MR SRR P
NRCE B PUARBHMEAR G . MRS SEEG R B, CD40L AT
PURE S 1 175 S0 A2 BYIi CD 72334 i, A4ii
# -10(interleukin-10, IL-10)#1 B4 AEIEAL K F (B cell
activating factor, BAFF)fE It i #2 e (e 2 1E F BT
CD72/ 255 _EXT T-104Z B B 52 A 1533 — b
WEFC. AR, FEIGENPE ITPE E RN CD72 mRNA &
WRRIE A T B FRATHEI CD72 1 33k F ¥ 7T R
SEUBCRIS 5 7 A1 ThREIES , PURIE 2 RET I
PRPEIG SR, INIAE7S B S Puidr= L SEUTPR K AL,
AN, BAVEFEABFNER T CD22E5ME
ITP B )RR WA K

BT o0 H S PUARIBANIBEESL, AITIE KRB

— IR I 7y TL-1 055 40 A R - B3 ok 6087 T4 ffa
FARZ A0 R Al M R A 5 A ] B g TR T D RR Y
B4H L, F 2 i 15 P4 B4H il (regulatory B cell, Breg)o
FEITPEZ | AN I CD19°CD24"CD38" Bregi &
DL IL-10. ¥4k A K K F -B(transforming growth
factor-p, TGF-B)7K1- i LT 1R 5 X B B $275 ITP
B Breg BB M T RESAFAEBRLIE
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L] MR U R -

ITP 3 F 8 [F) A A7 72 BAH M A 2R A, R
A BAML ., BI46 BRI, 5 S Pk H )
ITP & # B BE K75 am K 41 M (long-lived plasma cells,
LLPCs)¥tEHhn. LLPCs/ i & & Hiiknl 545
i A 4 P OB TR LRSS 5, 5 3L /AR A R
DTRG0 . e Ak, TTP G 1 fifi Breg % & A
G DRE N BE, RN IL-10M TGF-BAE B )
b, WNTIT A S B A% 2 i 208 Bk R A AE R - o tumor
- S ThURIE ST #
T4 (regulatory T cell, Treg) 7 AL T RE /1P,

1.3 BYAREAE K E F K1

BAFF. %8 15 F I 4 (a proliferation-inducing
ligand, APRIL)H1 & 1k A -1 IC 44 13(CXC chemokine
ligand 13, CXCL13)/2 5 BZH i Ji 4 A1 75 3% %5 V) M
SR 48 i R 7 R a6 R F . BAFFAIAPRILY)J&E T
TNF#E G, BAFFR] LA 5BAFFA214(B cell acti-
vation factor receptor, BAFF-R). 451 1% &K ic
AH HAE H [ ¥ (transmembrane activator and calcium-
modulator and cyclophilin ligand interactor, TACI)F1B
I L BT (B cell maturation antigen, BCMA) 35}
k44, APRILF] LLSTACIFIBCMA4i & . BAFF
AMAPRILIE ik 2 (e 8k F 5 S 57 BAH L i A6 1 5
ok B E SR, B0k B & ki 2, FEE S
Go e MBI I K A2 . CXCLI13-#a1b R 732 4K 5(C-X-
C chemokine receptor type 5, CXCRS)Hh X} T I 5B
ST 3 N VR 2 bk L 2 4 2 Sk ER O,

AT FER Y, ARIQITH) ITP R ML BAFF
KV T IEE X, J677 )5 ITP R BAFF/K T 23
NFE. FRATDH ITP &S S0 I 54N % 40 (peripheral
blood mononuclear cell, PBMNC)F1 i 5./ #%
21 /i (splenocytes mononuclear cell, SPMNC)H [f]
BAFFHI BAFF-R mRNABEAT T 4347, KILSPMNC
7& BAFF mRNAERIE [ EZH AL, HRE RS M
i BAFF-R/K-T- 2 IEM %, $#275 | BAFF5 BAFF-R
ARESH T ITPHI K A", BAFFAMY G B4H i,
R AL ITP B ¥ CD8” TANMIAZ I, FF R 4>
T A 3 (1) 20 S B2 R A2 1T (Kt , BAFFA]
RE 2 3 I AR TN S0 % S A 3 ITPHY R Ao B
b, FATRE APRIL Je He B2 AR BEAT T 0t , R BLE 50
PEITP &% IfiL & APRILIS %1k, PBMNCH g & it
B APRIL SRR . 42 3208 B iR s VI BR AR 5
ZZff ) I TP 35 135 APRIL/KF R B&. APRILW|

necrosis factor-a, TNF-o)) [ §E

e o (kB S B BYR AN T M 7735 . 1869
B M bt I i g 77 Rk Th1 R B SEHLHI 2 5
ITPRAED, FEITPEE HHE [FIFE K I T BAFF,
APRIL )it &1L, PLR CXCL13-CXCRSHl 1) FE i
35 U, ITPAR 28 1B Bl TUOA S5 3: 850 1 & i B4H MR 2%
W, #tmE5 TITPHI K JE.

Tk IR i A 5K 77 2 1 [R) R 47 (phosphatase and ten-
sin homology deleted on chromosome ten, PTEN)#%iA
Ay ik R S IR LS 3-3% % (phosphatidylinositol
3-kinase, PI3K){& F il % /- S BA LG L, PTENELLH
() BEH 75 322 32 0 S 2 BN I s A g .
T TSR B, TTP R 38 A B 24 1 W 4 BN it 7 7
PTENZIA N, Ho/KF5 i/ Mior-£ 2 B AH G L,
BAIBE 5 R IL-21 52015 5 T 1E % B4R+ PTEN
[RIZI%, AR AITP 3 43 & O BAH i R FHIL-21355
SPTENHKIE KM, FRWITPEH fF{EPTENRK IA FAK
FThREHEE , X 7] B8 S EBAN AR B, AT A
FITPHR A K ™,

I 4F 3K, BAFF/APRILAE 471 771 i 2€ 7 % 1 DL A
KREPUIEIRTT H 5 Gy MEI0 77 T 1A R A 2 4
327 49 B 3G AENCT . B M AH 5% KL AN AT E A
ITPHI AW 4, 10 H CAF N s 25 H S s
YRITITP R IR AR o

2 TN SRR RZ k&
2.1 CD4' TR Bk iE

ITP 35 CD4" THH MG 58 e 8 T A7 7 5, FRA)
WFFC R BLIX A B8 S1TP 4 CD4" T4 -F Bmi-13K 15
4 InAH S, Bmi-17& 2 At 2H.(Polycomb group, PcG)
FH 2z —, A i B IR R . T B
ITPE 3 CD4" TAH MY Bmi- 13215 B vl Re 580 H &
SREAECDA TH A3 58 AT I T B 39 5, T2
S ENIIIRANY Y= B €N LN e o

BEAk, TTP & TN M 1) S0 53 A A7 W 2
#. ThlH IL-121y-T# % (interferon-y, IFN-y)i#
T4k, FESMERIEEL S H T T-bet, 32253 WA IFN-y
T TL-2 55 4 A 18] 1 %l B 40 i B0 %8 ) ORE . Th24H
B IL-415 501, R 5 MR IAH 5L F T GATAS &
5 1 -3(GATA binding protein-3, GATA-3), 7t
IL-4. IL-5. IL-9. IL-10F11L-13%% % Fh4 i [X 1
R G e OV FRATTII R SR, ITP R
PBMNCH [ T-bet/GATA-3 {8 F+ &1, Al LLE Ay
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EThl/Th2/K-FHERFREY), FIRESZITPHICD4®
W BIE TAH MY (helper T cell, Th)F CD8 %45 1 T4H
i (cytotoxic T cell, TcBACTL)F 1 A7-/ET 14 MUtk AL,
Bl Th1/Th2. Tcl/Te2 &3+ % AHRHE, FRATTH
W FL R I Th1 A G ALK T CXCL10#1 CXCL167E
TP #5 If2% AR v B v T 1E 3 X HE 20 H CXCL10
B[R -201 G/A J¢ Th1Hf 1 5% 5 R T-box % % Al
TIER(TBX21) 1993 T/CZ A e 5 E AR
ITPH) 5 & 22, CD2641CD304 %5 Thl Al
Th2 s SiAH G, SR TG 2014 ITP & 3% 11 1L 2% sCD307K
P, sCD30/sCD26fH It =1, FATHEM X 7T 5 5 L4
TEThIARARES T 22347 57U 4 1 DR,

Th17/& K FEHpWIL-17, IL-21. IL-6%
S Hf A1 1) ThAt B EFE , A SHUE B & ik N
5 RAE B o BATLE ITPAL RS /N BRI 4 1TP & 2%
PBMNCH MR T Th1 7K T, 5 HAEITP
/INER ) SPMINCH UL %% 21 1 Th17 b 451 FRH 2 240 i [A]
T IL-17F., IL- 17AFIL-6 mRNAZ LI, Ak,
PATHE A NG M EZ R IL-17F 15763780 74 1155
LR GRS PR 5 LM ITP Z i AH G . BB
ULEHTh1 71 575 25 7 ITP R EEAL G2,

Tregre — B LA 51 K IACD25 F1Foxp3 A FF 1iE 1
CD4" T4H i, it 43 WA TGF-By TL-10%5 $01 1] 4 41 iy
DRI 7, 248 6 ) 0 o) 2 2 ok A2 3 S 52 2 D 4 2
41 ff (antigen-presenting cell, APC)3 1 25 18 12 K 4%
TN, 43 B 5 IR 2. TE SRR 2%
fifE FEITTP 58 35 A1 Ji i 5 JIR U ) Treg 50 &8 RH L6 280
1T Hf 348 L P O 1) ) R ) S S PRI, I 28 At i IR AR
BN, NS0 E & G BRI RFEAF 1, 1 il
SR IR AR, Ak, BRATIHE A N AU 5%
F|FOXP3EL N 11-3279 A/CZ ZBPE] it 518 EITPHY
Ty I AH 5GP, Toll#f: 52 44 (Toll-like receptor, TLR)
AR 2 AR — K, TR AR 2 A3t
[ JEARAE 5 oy TR, TR A R AT R 0 A 32 4 i
P BB TR B 5, AT 2 5 e i 52 1 47
WA FRATTA T F0 R B, I B PRI TP AR 2 A% 2
MITLRAMFRILBFAR, 55 ML/ MRE R IEAE G, 44
AN SIS R, G 2 B O A% 40 i TT - R TLR4
FRiI&, MiEdt Treg /b, 815 Th17/Tregld [, IL-
10, TGF-B/KF L. Kk, TLRAT] GELEITPHI A
MU AR AR VR F, TLRAYE/D AT e i 18 5 41 i A
T3 W A Treg 73 A A S Treg N AR, A1 K, ¥ 3h 3

ITPHZ AN TLR2 mRNA R IE L E . Rshs
5 B, TLR2IE AL HENS 15 R I TP # PBMNCIf i #
FE 4344 TR 1 884 i (1) 77 T IE TNF-a j IL-6, [A] itk
ITP &3 = FIA I TLR2 W] GE @ i 2 1F 28 M i a5 7
(50 WA SITP R AR o J sl

U 9 4 Bl PETZH ff(follicular helper T cell, Tth)
T SRR R OB IR B A TE S AN ) R
G 9% BR AR 1 (5] AL A 45 Sk AR R A4V G 9% ] B . FEITP
SR JU R PR PR BE 14 1 R 3w, A6 if A
JERAE T & 189 I, 23 WATL-2 148 n . 42 &b 52 56 4IF 52,
TP % [P I BZH PR ] £ETL-21 25 D51~ 3 38 204k
I AR UL MR BUARN, [R b, SR ] Th.
IL-21 A/ NITPIG YT 7 7]
2.2 CDS8' T#Rpa Il Bf ki

CTLE I Z Ml 2 5ITPH K E. Z2H%HE
A, CTLX /MR I B2 5 A 1 F 2 B S P 9]
PEITP 835 1 EZHURALE] . CTLAEITPH B EUR AL
FlAFE W FEILER. PR S SEAET, 55
I /MR GPIb-TXE A4 K MR R AL, T34 I /N % T
I M 4 5 o ) A o] E AR A 1, A R
1 0 A B I /SR A7 BH A28

CDS8" CD28 #Miffill 14 T4 i (suppressor T cell, Ts)
AT LA I APCERTH 40 % BREE 1 RS2 4R 0
F B 1 4(leukocyte immunoglobulin like receptor
subfamily B member 4, LILRB4)F1 LILRB2 1% 1%
i CD80F K LA K 4334 TL-10%5 77 =X 1] T4H ffu 18
FE UL S AR AR A, 15 S BN 2 P APC. WG B MEITP
B TSIEEAThAE N, RIS 5 TsAll £
T35 LB FRIABEAG, 1 APCERTH FE )
R TR I CD80RIA HIRE /I 32 2%, AT 5 30 e g%
SR 22
2.3 THHREEXEFR&

BT IR K (P TAH A 434 1) 2 B L A 741,
VA HoAth 5] 5 1 30E 2 5 TTP H 25 2 47 0 % AE A 5%

IL-27F11L-35)8 T IL- 1240 I8 R F K . 3K
IR RN, WG ENPEITP e T (R IL-27 /K F & T 1
W RN ZE R ITP R 3, IL-27 0] #5155 PBMNC
F3WATNF-o,  IFN-yFIUUR BB A2 4 PRl TR #E Th1 8%
b, B3 CTLAEF B RT, 3&ShVE TP (I TL-35
KPR T IEH X 18 . TL-35 B4 0] CD4* T4 g A1
CD8" TANff385E . 5T TreghfE /0 ik f2HEIL-10
HITGF-B43ih ] IEN-y I IL-17A 73 WA BY.
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L] MR U R -

(A1, TL-27F0 TL-3 5 2K 1wl e gk 1 =7 At 50928 40
[RlF-520a TARR DB, 25 ITPIREEMLE] . TL-7X4F T
Y B 5 SIS T RVE R, RSN SRe R
TL-7 RT3k A /IR T2, 338 im0 JE i A0 ek B
YHHUIFN-y. TNF-o 1 IL-10/953 Wk FRATTR I ITP
B AN ML -77K AR T 1E 5 6 B, FRATTHENI X ] B &
WU T 28 REARAS B AT 19 (1) 25 SR

Y8 2% A2 b1 IR U7 4 PR 7 A T — P I R R 4
T, HIAKF BT BT R e 9% D RE 2 B . 3R
TR DL, 181V ITP & 3 98 =K P W% T
o MRANSEEGIESE, Y8 3 AT AR 0 /SR S S T4
Mg, (R lgGHUM MRPTAR I =42 . B RIE T RE
AR TR AL LA S SITPHIR AP, F5 R
5A(semaphorin 5A, SemaSA) T4 lF B 5 41 i 59% J
A5, MM ITP B MK SemaSATH &1, F59%
JRIGBIAH . SemaSA R BRI L T 1 524 plexin-B3
FKixZ5 Thitktl, W% SemaSA 17K 7] g
AT SO TP A3 LR,

A, ITPH 4 CD4*FI CD8' THH M AELE MR 1558
SENEIN . AR A PR AR I M ] e A I 11 7k
SERYIE, ITP & CD4 FICDS" THH My v 25 11 ik 2 IR
R (protein tyrosine phosphatase, PTP) CD45F1E &
3 e A e S BT B A, T S BUR S,
A 2 1 S, X e SO SR AR E T TCRAN
S TS A6 BT 1 RE A X ol 57 5 AN B2 1L /MR
Bekva T T ZRIR, KB, Z R TTP R 1K S ik
WOAEE AT BEAAAAE 7 o AESZ AR B PTP22(PTPN22)
FEIEMH TCRIG 5% S il SR, oA 14+
E A\ M ELR) T PTPN22 1123 G>CEZ A1 S51TP
Gy I 2 [RAFAE GRS,

3 HtEMmpEN SHRERE

TGS MEITP R 3 I8 28 A% A0 M AT R 5 ) fs
FEAE B TNF-a/K~ 30, MR Th1I K &« AL
PR G e TR 5200, N B R 4T i T AR 43 R4 Ll |
[EEARSIE S 23 i R RS S ¥ s Bl S CIEIUP IR | 238
R A AT R 1 I 8o 3, T Rk T TNF-a.
TL-1B%5 JORE AN M IR 7 B 2036, I 4 R T It /N S
JO7 P TN B384 5 I TEN-y 20 9510, e Ak, TTP &6 3 A%
21 ff AN 5038 400 ff 2% T 9 A 1 2 AR Fey LRI FeyllagR 1k
B0, FH 2 AR Foy bR IA PR, $27R 1 BA% 41 iy
B G B R B 2 B8 T B 3G sRE

B FEAR 40 (dendritic cell, DC) & i A XL 1
APC, & R A 25 Hh 528 0 R 4R REHLAAR I S Ao
&, CD70-CD272& k% 1 4 it [¥) CD28-CD80/86 i
AN EE ) TSI RIS 5 . ITPE#E DCAE
52 7 B CDT0PU R RIS , 755 T 20 M 38 58 1) fe
JIH958, AR T A Treg 7 ALK R 77 2 B 41 5, AR
ThO4H it [7] Th1 20 177 [a) 73 A0 3G 2 21, TNF5- 5 2
H 35 R Ym bz ZRAZA G A20, 1B T TLR &8 %
2 \ENF-xBBEUE R BR 1) 20, F1H 15 DC I RER TS L
JR B FRATHIW SR, TNFAIP3Z 3510 |
o E RIS R ITP I 2 B,

B8] 78 5 T-41 il (mesenchymal stem cells, MSCs)
M ZRET40M, BA iRt . ITPEH
BEMSCsI REfEAEBR[G, ARG 2. AR EM
TR, 755 Treg. Ts4 i S H h g fi15 %% .
TEITPH, FaryE ZMJE 4 B Il MSCs(umbilical cord mes-
enchymal stem cells, UC-MSCs)AJ LA i #1#]/CD8* T
L K30 DL S FasL Al TNF-off) 15 0] CTLA 5
I/ NRCBE IR, UK 5 Th1/Th2/ Treg 40 i PRl 1 1% fit) 25 167
R CL L T A TR, (i /MR A e b
/MR A EAZ A T 5T UC-MSCs 41 fy7
TENT BEAETTP I — Fhi £ETT iK1,

4 BERFEEE
4.1 DNAREUKSEE

TN AL 22 AE TP R 5 v 0 A FH 2% 3 52 3|
Ky, DNAR BEALTE R s P iR E AR, 2
T RA R WAL UM E 5. DNAF
FE{E DNAH L FF2 I (DNA methyltransferases,
DNMTs) I T, LA S-BREF AR Z L (S-adenosyl
methionine, SAM)E Ay F B I (A, 78 i s g 24
)3 N B R T B3R AR — AN H R A 5
Hu W (5-methylcytosine, SmC), MK SAM# (L
N S-RRAEF 2 B & (S-adenosyl-L-homocysteine,
SAH) 2. #Af DNMTsLH5 DNMT1. DN-
MT3AFI DNMT3B® -, DNA K B F 4k = S
i S HEMBURER NS RIES S | &G Gtk

ITP 5 3 7k B 40 iDNA 4k 7K °F 5 K T
fet e NRE, RN M 2ESAHIKR 44 . DNMT3AFI
DNMT3B#* & /K F [£ K. CD70MICD11at Hi ¥
SFFRT. BAMMIIAAIS B0 E 2, {EalEITPE
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CD70F1CD11afffEid ik, CD70R {2 #CD8” T4 i
(A735 N SR 20 A B M TR B A T 1 I/ IR AR, 1
CD11an] {2 B (1) 4715 RO PR A T 1 17N AR s
PREOL, ITPIE # CD7050E 3k 5% H AL AR ¢, X mf
fie & HIDNMTs A H 2 4b CpG 4 A 482(methyl-CpG-
binding domain 2, MBD2) 1] 2= FH AL BEAE FH AT 81
CD1laid Fi& 7] fit SDNMT3AMIDNMT3B# A [41IK
SEAICH EEACH R, 7 CD11afR ik iE 7] g 5
ETU/T2R MW, AT 53— BT TITPERET
£ i fr DR 4 R R AOIRES, R ILCD4 T4l MBD2
MIMBD4 mRNAJKF- 2 1K T 155 0 i), I HL AT R
SThI# Ak A 5%, MBD# A /E A S BLE Y, Al
R I 5 DR U ER RS A BEC DA™ TYH AR 36 1L 1 &
4, Z5ITPRIR BN .
4.2 E4RFERNARE

/N RNA(microRNA, miRNA) & — Fh 5 4
JE S AS RNA, w] 38 i #1015 2 mRNA ) 8 3 5
RGO R N B S, HAl, EITPEE Ok
N ) 2 i 40 %5 K 55 miRNA Y 50 605, X6 78
() 21k o3 FZ M ITP i bk 2 40 i A . B Rz 4 il
A /N 3G 58 3 A A D g B3, IFNG (interferon-
gamma) O 4% 56 1F N miR-409-3p I #ESE K 2 —. 7E
ITPEFE H, PBMNCH # K+ DiGeorgeZi & it
Il 5 X 2 [K] 8(DiGeorge syndrome critical region
gene 8, DGCRS)/KF [ FF miR-409-3p T i,
NG T IFNGHIRIE LY, [FEE, 15 sh Rk
ITP & #% PBMNCH miR-130a [ i fi , ot #E 3 7]
TGFBI(transforming growth factor beta 1)f1/L-18
) 47 P2 V8 R 58, TL- 187K 7 T iy A fig £ 14 50
Thl % i, 1 TGFB1H T Treg MITL-10%5 K 2 1
T, AR IR KPR BRI B, SRR S 1 ITP AR
# miR-409-3pf1 miR-130aR iAW . Ak, miR-
98-5pfE ITP L& MSCsH (13 1A Fif, Hodid
JiF 5 2 A A2 K K7 -2(insulin-like growth factor-2,
IGF-2) mRNAZE A8 A1 3IGF-2 R i, M i
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B-cell-mediated humoral immune imbalance:
antiplatelet antibodies mediated platelet destruction!'*l;
increased proportion of memory B cells, upregulated expression of CD72;
reduced number and function of Breg!®%;

overexpression of BAFF and APRIL, decreased expression of PETN[!!-15];

Other factors: . . .
T cell-mediated cellular immune imbalance:
abnormal DNA methylation level* . . .
significantly increased of Th1l
down-regulated exr on of miR-409-3p, miR-130a,

reduced number and function of Treg, T

upregulated expression of miR- . . - .
the direct killing effect of CTL on platelets *;

shortened telomere length, enhanced telomerase . . _
increased gathering of T cell lipid rafts®7;

Other immune cell-mediated immune imbalances:
increased expression of monocytes and activating receptors“*-!J;

excessive activation of DC antigen presentation ability?);

defected immunosuppressive function of MSCsl#-l;

Ell ITPERE R &K HEXHLE

Fig.1 Related mechanisms of immune imbalance in ITP patients
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