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Abstract

Primary immune thrombocytopenia (ITP) is a common clinical hemorrhagic autoimmune disease.
After first-line treatment, a considerable number of patients still show refractory or relapse. The
common pathogenic signal pathways of ITP include B cell receptor and Toll-like receptor signal
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pathways. This article reviews the pathogenesis of ITP from the common cell signaling pathways
currently studied, and provides ideas and methods for clinical research.
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1. 5|15

JEUR G B PE /MR ek /D JiE (Primary  immune  thrombocytopenia, ITP) & —Fh3k gt H & G Pk H o 1
PIR, 2 ) LEE AL AR LN B 55 3 BRI [ 1] E S oA SO0 IR IR Y 2 2R GE 7 Fe [y]
R [ W 40 M e e o AR R AR IR b, dn SR8 A I v 2 e B LA S5 PR 3 Bt i /b, I HL
AR AE P 0 L Fr sk AT DA W ARG L /N 50 /SR a2 1 8 2] FRAR L) S0% I 7R )3 Stk TTP
R T 2> LI B AN UG, B R AR AR IR U B IR, B SRR B AT R I BN R
b A RN R RV TP 5 LFE IS ITP 7RISR AR AHRA3]. #E4iE, #51b FCGR2C-ORF & [K Y
I I AR S e N B TE AL A Fe [y] R AP #5100 55 58 TTP [4] %6 390 PkE B o ds R A e ke S Ah Rk B (9
09T ITP — AR, RIMER AR E 5 RS 2 2, L/NR T 0K 83 DLORFR7E 22 4K~ BA
W, RDIBRAE — P ] e HIE SRE YT 72, AR RIS 850™ B | AR XU AMEHRG S5 A R B L%
Wi, 1E45 NIk TP 1—2RIGIT 77 RMRSRIERE I TR e RRG YT, ARG H AT R IR e a5 K5 S Hh 38K
FA[S], ABKIAR FAZETEE R B BB SR A0 B, MBEs . BERFEEA RN, HXFFARK
ITP BERIT B EEH B ZER, FEMALINE, *TEat: ITP 44 2 R E kI1E, TR,
BEMAEEREZ, ERMTEERE, XGIRRSHAGST ITP 7k | W, R 2 20 4, 1TP
[ 3 A ER 2 A T R, (e R TR T AR 2 B IR YT ITP BRI 70 R 4k 2L R
S EUI/NRBIR AL, ) E B AT SR, B VEREE BTN ITP KRR AN FEI ML AR, FRATAT A
SR ENVEL X 23 AR A R IR [ VR YT 79 6]. AN H RTIFFLE LI 40H (S S8R 450k ITP AL,
NI AR LR A R B A v
2. B fifRZHES B

B 4152 AR (BCR)(5 5 3B B A2 36 N M G % R G0 B B4 R4, 7F ITP HIRA KRBT FEH B 401 %
PERE R E BB B ARG SE, SRR ML /NUR B AZ A0 MR S 2 A E B Pk,
SR/, SR, SECEF R, B NI GBS m = AL P MR 5 S kNS0
/N AR 2 TTP (2 R R AL 7]

BCR 2 —MIENTEEAS G, WK ERE O EAE, 9 A& e Bk R BE AP K I BREE ) o
g IS RARA R, FPURIES: BCR J5, =M 3 Z 18 A 2 R B (PTK)-SRC ZK KR LYN, SYK
1 TEC Z IR FEEE BTK #is . B R EEUEE 3 BB (PI3K) A IR C-y2 (PLC-y2)/& BCR {5 516 S HEE
U8, XFME T FRASEOLN R IEREWERS, #—PEiES5 B UG, /b G
BRET 77 A DL R FUAth o 52 1 A 225 BT () 298 (9] R E AR M i B -0 BR O RF 2L 5 J5URIORT 512 BCR (55
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e FIL LGS, FECENE B AL A A FRAIG 5 2 AR 1 R B B S B A AT (et S E 4 B ) B
A 15 . BCR 15 5 B0 1 B A& AL B A AL SCH{E ], BTK /2 BCR 15 5 il %SG H
B5nT, MRPIFTEALIESE, BCR & 5lERLE ITP AL, AIEEREIEN, #LA40H] BCR (5
TIEE Y ITP W6 7 SRASHTIL[10]. JTHIRIRTSURM], BTK fEJCREVERR, Rl B B B tEom itk
TNLH A AR B 5 R RS L2 B BN 3 A 113k B AR 57 s DL B 7= A 1 B B
SNETUA T, BEAE KB BTK M0 T ARG ST IR AT 7e B S pEL I A Wra 7t S kb e 5e 3, B
FE BTK il H 9697 B A e Epoms, (R GMELLRERIE . 2 R MR 2B RUIB T 28 FHEx
HAE), R E S G RO 7T S 7r BCR 15 5 I8 B HI 77 BTK f| 1) 225 20 1 ITP 3 i i/t
e, M FEN IR =158 12]. BTK |5 n] i@ ] B 40k 5 5yt p= 4, JFiind Fe
S ARG S TR 3 00 SR AT AL, JE L SR R AR R 5 S PR Fe [y] R {5 54% 2RI I
ANBRBIR[13]. BEAE R NBIE S| BCR {5 5 il A7 2 5 ITP V67 BT #E A5

3. TOLL HZ &5 SiHig

Toll ¥£524&(Toll-like receptors, TLRs) & &z - & I — 245 20 iR 7| 52 /4 (Pattern recognition receptor,
PRR), FfA 5 #4000 1 (1) Toll FEZARLE & TG KN — RN T 5. Jo R %I =R NIRRT 5
—IERT 4, @R 32 A (PRR) TR A A= W e A B30 S A4 AH 56 73 1 x0(PAMP), Il 5 R S e 4 g
I EEEE R A AR L BRI B BT ERIE[14]. TLR A2 1E s R 71 32 7 (PRR) 1 15 [
HH, HEZLSEZMEY IR RET, Bale KRB RN[15]. TATTRAS RIS AL 5 I A4 AH ¢ 73 1
B (PAMP) BA SRR ), 51 405 25 A4 B IR IR 2 B A% B2 [ 16 W FLAN W SE R S e Ve 4l TLR ik
T E G20 BRI SRR AR b, FEE 22 PRRH M B 22 DB R4 TR IR 73 S B[ 17]. TLR PR 5008 J5 A4
Ji 18 5 TR 48 20 AR R 1R AR AN LR B B TREOR SR e R EGE. TLR B 5 IR
P FEUEABARE IR R T kB (NF-xB) A1 22 2 5 07 55 B0 (MAPK) IR {2 98 40 g PR 5 1)
MyD88 (myeloid differentiation factor 88, MyD&R){K#ithi&1E, AR S5FHR LM TIMEAFN-HMTIE
(IFN)i% 3 R K MyD88 ARkiithigss, LA HRAZEHIEN NF-«B Al MAPK f# SR
FRFA[18]

W FE R ML /MR #1% TLR, 10 55512 TLR4. TLR-7, i U2 M 5 A R (MHC-ID 2 8 i [ 19].
TLR R HEEA FRA A AE S, G225 B0E & R MIEMAP). (5 5% S MBS 7(STAT)
ASAZIE 7 kB (NF-KB)I&AE, 55 il 2440 () PRIEZEEEA APC [HRIEK[20]. Haamet L], BT
PAMP 4b, TLR &R LRI SZ 3SR 1050 F[16] /MR AR AFELE TLR 0] A2 K A X S840 i ] DA 7S 24 /%
GLPEIAIE £ [19]0 X AT AR — 18 TTP A8 2 G RS B A . B4, HH TLR R0 B0 SR
PRSI GG N 1 L /MREEIR, BT 5 TLR W EEH, AR REUAR SO0 T R m, A
M3 T R-Fe M FRIEMAER[21]. &Ik, TLR o LAHEANGUIARII Az, PR EA THUE SR 40 B 73 i
B Atk A f A 1 (BlyS), X5 H S HUARAKFAIR, RO EATE TLR A3 RIS K5
PAMPs 5 DAMPs @i S5AHM ) TLRs 456, AL BAE 5 3B SR R -1 0353000 5 05 B 7>
W, IR B RN MR b R i SR AR T AORE B, MR I RRE S 1) & A4E[22] [23] [24]. TLR/MyD88
55 SR B TS 590 KT RO RHLEIT T i 2 BE SIE Rk —, JR RS R B R AR,
WoE Toll HE524k, F5wEimIE MyD88 Ml It i 42 fish i e R S I ML FF JE 2l RIS 5 34, W72
FRAHOR SOAEFE R ) 2k, I MyDS88 (1) TIR S5 MlsALid e N5 5, BEmBus 1, Mm%
T JORE R 7 BB, b 14 IL-8/IL-14.IL-6, TNF-a 28774 %80 [ M [25] [26]. Yang, WX Z5[27] 4 &
I FH TLR4/NF-«B 15 S IEEEAHOCE FI3IA, 0 DCs B, /DR % R+, 7T RER G IT St i
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AN E I LA . —. TLRs {5 5 758 ST N AR TIEE 00 S AR 10 o % W2 bt 45 R B - TLRs
55 V5T M SORE B — M ORI VR SUSE, AMRER DR AR T bR, IR REIE R 32 HRZH (28] #RTM, TLR
55 A S EE T R E— RIS R LA T AR T R ORISR, SEGOETERR R IL[29]. B
RAWFLHMH] TLR/MYDSS {5 58 647 2 N ITP ¥6 97 Bt sl

4. &g

i bprid, ITP JRRINLEI R 2%, AR REVEN B & R Emmm, WAEZERBAE, £
WU P93 V6T Ml PRI A5 77 T [FIREAEAE AN R, B H T RIBE R, 7T REA 2 FhA [F S g pLikl (R i 2 5
[F]— ITP & B A, T HANE ITP [ Bt s B B A A B 8 22 55, AS ST A i e R N e e A
[ 5 5 I A TP &AM, BE— DR 73T TTP AL 1 R8s AT B R R

&E 3k
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