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Abstract

The pathogenesis of primary immune thrombocytopenia (ITP) involves the coordinated interplay of
multiple immune cells. Aberrant B cell activation leading to antiplatelet autoantibody production, T
cell subset imbalance with direct cytotoxic effects, and Fc receptor-mediated excessive phagocytosis
by macrophages constitute the core pathogenic mechanisms. Specifically, dysregulated germinal
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center reactions and sustained survival of long-lived plasma cells drive continuous autoantibody gen-
eration; expansion of follicular helper T cells coupled with defective regulatory T cell function collec-
tively disrupts immune tolerance; while macrophage polarization toward the M1 phenotype and im-
balanced FcyR expression execute platelet clearance. The interactions among these three cell types
represent the critical determinant of ITP development and progression, providing a theoretical basis
for explaining variability in clinical treatment responses and informing the development of combined
targeted therapeutic strategies.
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1. 5|8

JER R G B A L/ B/ (Primary Immune Thrombocytopenia, ITP)/& — i DAL/ T RFAE 3R 75
PEE S e IR 1], BMEOT SR, ITP BRI HLHI & 2 M e R thse £ 7L, 0 B 4
M. T 4ifE. EMERAE A E2]. B ARSI A R R 1gG puik, 5 AME b i MR R T
(FI 2 1 (GplIbllla Al Gplb-IX-V 7> 745, MM/ MR AR S, i Fo 2R T HAMRIEER3],
UEAh, B AR AL R SRR DT MAOE SR T B BE RO B P K A AR ARG SR B A RIS AE TPO
KV IR BTG OL T AR B Bk, A ML/ BRATVRR B0 (4] TTP SBE RN AFAE R4 1 T 4RIV
Jofir, EERIN Th1/Th2 LeBIm Thl A mES, (248 1L-2. IFN-y S8 5855 K13, i sk
CDS8'T ZHfIf i, BB fL R BRI L 3 /MR BIR[4]-[6]; - ELMRZRIAE 9 Mg A B
M/ T BN AR, AR R AN T REREASAE ITP AR L o A 4538 AR (7). ARG
iR B 400 T 20 A LR AR i DA A ELAE FIAE TTP (AL vh B A FE PR T, O TTP B IRR YT
SEALEL IR HL A

2.1TP v B 4B, T M5 ENERERR G & E1E k&
2.1. B ZHkf

B2 i ik AR R S VRPN 0k B B U AE G g OB R AR ORI (8] FE IR AEBDIRES R,
CXCL13 HJEEM FORAMI(FDC) B W2 i S 8V B T A M (TFH) P 5] 2 W T2 R FERR B, 51
B i [r] B bk L4 M 8 e [l 7% DL S g A 5, ok TFH 4 B2 CXCL13 1) ORI, S
55 B 4 5% 5048 BAELEAE K bt R RS S 10 IE ISR B, B 4lIfR/E CXCL13 &tk Rk NJER X 5
TR S AN SRS S S TFH 4, 1S AL TFH 4 )5 — 25 i CXCL13 43 4 Bh ICOS-
ICOSL. CD40L-CD40 %53 F HAE N B 4HMIFRAEAETE . 3458 A 40 M = A58 BT 5 il Bh A5 5 [9] [10],
XA 5 15 F 2 Sl B X m) 27 ELAERRSR AL B 4 7E AR R o0 B3 B 5 ik, 2 B 4 B
PURFIE K TR AU SR U b BT 11]. BUARF TR I, 76 ITP 38 i
A4 CXCL13 FIEK P LI, H5 B A0 1 CXCRS A AT FH 158, [ 252 20 o b 451 18 v 121,
UEAh, 1TP B3 B RE A S W AF7E B 4L AF IR ot FARRIOA S B 4. H)4E B AN 151 B
YA (Bregs) & kb, 1M B A BH 4 23 R K Ay SR 4H L (LLPCs) 1 Ho 4 ) - v [ 13
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Fl 2 BPUER N R IR AP CD20 vl PR, T Il I i AR v 40 B 354 P A A MAS S S5 L,
o 50T B A1 i Bk B H 2 CD20 PR B 4HM S5 28 BEAHAR14] [15], SR, B $EHA S KA 2 40
MI(LLPCs) EL5E A AR, HEETH R CD20 MFRIAEE FREZEE, A2 E hy & HAhH cD20 #2
)7 V2 B RE A RUCFE SR I EA B 4t it , 50k DAk S JeE 47 185 8 5 P9 1) LLPCs A 52 B0 P B A A 16]
XA B I TG SR A0 M T R 000 S PR, A PR R ) B B i o Al

2.2. T 4AfE

T 20l B 2 200 M 73 2500 5 A R S (R4 J TTP % CoJ B R Al . DA+ T 200 A SV 7 52 I A Ak P 12 ¢
MAEHRHLE: Thl 4HMLOLF R @ IFN-y BOE EMEEAI: IR FoyRINA ik,  [A]40G 55 i /MR 7 Mk Al
WRLER[4] [5]s Th17 ZHM 32 TTP rp e FLARRE R 1 6 G2 25 R I ——— 3k S 4 M 7E fg B\ v 40 JE LA
WA, HAE ITP 38 B2 B S BmE 2 B 2 IEAEDG, AN R F IL-17A BR{E#EH R fESh, ibn]
LA L EAZ AN LR A 17]. JCNEE )&, Th17/Treg Lh B 4 B — PR 46 1145 5 g T
TSP, ZIRFR T RPN R T WA R AT, AT AR VT K TS I TEAR EA[18]

LR, P T 4RI D FI ) e 2402 1TP KR B iaanIR &, HMLHIES & Foxp3 BEAR
AR ENE . AR A AN LR 3245, LA TL-10+ TGF-B 28 il VA S 40 PR 1o il b 25 2 AN 5
M[19]. BEAN, PAFPE T 4HM7EZ Fh 8 G S PEBOR FRR I A2 2 rT BB ERHE,  BIFERRE RAEHAEE T,
Treg ] [FZ508, T AR A, 16 ITP H, IXAha] ¥pE R BERPUA ) Th17 77 R 0w, HiZIRAE 60 %
PG KR H) 224 B T RIS IR H[20], SRR AH G S g2 Z n] Rt — B IJE Treg DhfReH e .

CDS+4HEEPE T 4HB(CTL) ™SI E B2 ITP 4 G % A% O IR o XL 200N 40 i a1
Sl /AR R T HLA-T 28401 538 1) GPIIb/IIIa 8% GPIb/IX fkEX, 45L& - PikilF B 8425k Fas/FasL i
B PN T[5]. BhAh, I /MR 3R T RE 2R 3 (W1 GPTber) AS 3ty (4 MR VA R FR 356 1] Wl 4 2 IR 1 (Neul) A
PR 3 (Neud)iZ bR 250, X — S FEAR A ML/MIR 1 22 MEVIRR AL, 2 MRVBR 1 i 110 I /N 2 4%
JHF PR 2 R ) i B, (AR N2, TFFUR I CTL WS PETH i) 1TP A8 35 R o I /MR 25 MV R K
PR, R CDSHT 20 vl i ik (e ik /N i 25 MR BR A () B2 g LAl R 6] [21].

2.3. ERELRRR

ITP EERN T A Sk S f/IMGR T A 456 5l 5 EVEA R Fey 24856 B4
MR R, Foy SZARFeyR)IFRIE KM Ak g HAF R : B BLAZ2 14k FeyRIIA 5 FoyRITA /3 &S
SR, A7 FeyRIIB MRS fF 55, 1TP B S “Humigsm. FHIRes” M E T #[22].

20 M A D N AT G e BE AT A0 A, AR HE IR AS S Ih RE 22 7 vl 7 A2 S I M1 B 5 84K
BOFR M2 #[23]. M1 B E WA %95 TNF-a. 1L-6 M5 S8 — S B A EEGNOS), AMYE &5 A H)
wWEThRE, ETIE I PR S EGE T 400, TE R RE S BRBOR I IE R A %, 2R B G it B
IV 240 i % 70 3 2 0L 1) M1 B R PO I [ 24 TP 563 41 JE 1 P B0 A 4 i R 2 B0 1 ) MIL R4 ) B 5 i 7%
HiZmBRES TPO SZARMENFI(TPO-RA)T B R FAHK[7] [25]. EWR0 AL 00X P 24 E 4 7 A
GRS E N, WONECA TR PRI ARYE, BT AR M AN T S T RE A T
3. T-B-ER AR EEA SiaT 8 S

X = Fh G A0 B AR LIS R, T2 A4 RO ELTBOR B SO0 N 45 o B 40 M 7= A 1 B S Pt i bric /i,
[E] 38 FeyRIIB A5 1 6 S L 1 8 B4k [26] [27]: JEIEHBITE T 40/f0(THh) A B 4051 $2 it
KBNS S, Thl 4@ IFN-y BE E VRGN, 40085 T 40M(CTL) M B H R M/ MR (28] Bk
AR AFVRGUR S P T A 28, PR RN [29]. P91k T 408511 B 40 T Re gk e A
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o

=

KPR LA, B FGERF R EIEA[30].

2B BAGUR T TERR B 401, AJCVEM RIS T AM, RRJLTAELUE G ARih B R EL kT E
WEAHAE FeyR A5 5 ML IMRBER, (EEURIETUARR S 4, J7 BN R RN [31]. RFIE IL-2 9™
1 Treg DL Gy 32 (SRS B A RN 51 /), (HIRRMAZE R EE, #0E# Treg HEWE RIFH
ARILI MR B [32], 7R PR AR AN 78R L BEA IR TR Z IR T REBRIE o

4. &g

ITP (R FALEI AR R —2H M 5, A2 B 40M T ZH AR A B WA Bk BRI G s I 4 i 3. B 4
S H S AR A B BRI O KA A, T A0 EAE ] Th1/Th17 fi#% B CTL BEHEIAG LM,
EVEAAENENL FoyR NS A WRIF 2 TURBORRNE, =& M B GIE R E YR (R ELIEIA, T
Treg 5 Breg DRE@RIEHE— P HIgS 1 XHZ M 1) SR % . BUAVRYT B BRIAE T S X 2% (0 2 A Rk
H 2z BgTURESE B AR AN B R TS R A, A At B JE BELIT W B T LA R 0k, AIRGRI R IL-2
I Treg IIREME ALY, B4R THUEE S0, GRS A LA S, 3K RN T2
Pk BEL DT 17 A 2% 2 T R BB R 4, AE IR BOR T R I S P TR, IR e R AR R, BT
SRR AT X 7 R GEME H B ST IR s) 3L S A GUR Rtk 2 2 8, 40 S iE vl il TFH/ Treg PABR &
JEVR IS TR, AR BT S R RS SR VESR AT, BT ThBE A %% T IEAl Treg ALK
S RANEThRESETENE, MEA R MK T TS 20 )2 SRS &, 7 BEJ9AS A S e e 1) J 3 DL e I B 42
BIG R RE A ITCIR T S -

E&£InE
K H AR5 42(82060031),  F AR} 240 704 BT 5 4:(20255083)
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