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The regulation and function of TCR signaling pathway

LIANG Jing-Jing, LV Jun, LU Lin-Rong*
(Institute of Immunology, Zhejiang University School of Medicine, Hangshou 310058, China)

Abstract: Activation of T cells through the T cell antigen receptor (TCR) is essential for thymocyte development, T
cells differentiation and the effector function of T cell. TCR associates with the MHC-peptide complex on the
surface of antigen presenting cells, and transfer the signals into T cells, which includes the activation of proximal
tyrosine kinases, the assembly of signaling complexes, and the induction of downstream MAPK, PKC and calcium
signaling pathways. These signals activate transcription factors such as NFAT, NF-kB and AP-1, which induce the
expression of important cytokines and proteins, essential for the activation of T cells. TCR signaling pathway is

deliberately regulated by a complicated network which consist a spectrum of regulatory molecules. In this review,
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we focus on the latest research progresses in the regulation of TCR signaling and different cellular effector function

mediated by this signaling pathway.

Key words: TCR signaling; regulation; mechanism; effector function

1 TCRIESHEEWEEIEIE

TCR(T 4052 1&, T cell receptor) ;& T 4l iy %
M2, FM3tiRAH APC (FiJFft 240, antigen
presenting cell) &[] MHC ( EEZHLMEMEEEY),
major histocompatibility complex) & 5 (HF 2 1 HT
J5E ik, JE i TCR-pMHC complex (TCR- #1J& fik -MHC
&%), TCR-peptide-MHC complex). APC 3 [ ]
MHC 737 f4 MHC 1T 28 f1 MHC T 287} 7, 7))
# CD4" Fil CD8" T 4 Jf 2% Ifil A 7 i 4l B %2 14 CD4
F1 CD8 4 FHEFPER A U2, X e 07 1a] A ELR 7
PG, DR RAERILRES 7 BERS
A - 40 R A BLAE L, AR T 4 F0 APC
Z 8] J& f% immune synapse ( %95 S fit ), 51 & T

5T IE B I . TCR 35 A6 1 3L 3 N 5 5 B 36

MAPK ( 22 24 J7 5 46 & A ¥ B, mitogen-activated
protein kinases). PKC ( &5 H i C, protein kinase C)
PA K calcium (5851 ) S5 il B . X5 5 B0
Pl 2305 T AR AR et S R Rk, 5] 4 i i)
BRI T AL T 40

TCR 72 HI T 2% A [ JI B A4 ) 1 S — B84« 44
95% (1 T 48 11 7y ofT 48 /i1, H TCR Hi alpha(o) A1
beta(B) FEMI AL ; AR 5% I T 40y vdT 40fiL, %
[l ¢ i gamma(y) 1 delta(8) &% 4 B¥ ) TCR. TCR
FESRIRBEHR 73 4 A X ATARIX (VX)L HSE X
(CIX ). BRI X . TCR AR X ARA, TG
EMOSIAEAS S, B, LR (5 CD3 B
MEEY. A TCR/ICD3 EH6W), B 1 %4 CD3y
BE. 14 CD35 . 2 % CD3e BE Ml 2 46 CD3( i
TCRo 5 CD36-CD3e - EARE AN ZESE, TCRB 5
CD3y-CD3e — ZEAMRAEILAIERE, 2 5% CD3C #E ¥ Bt
TR, CD3 MR IX A £ A ITAM (552
PR 8 0% FL 5, immunoreceptor tyrosine-based
activation motif) £i7 55, HAy. & Fl ¢ )5 X 5 7 &
A 1A 1TAM, 1 ¢ 8 & 3 4 ITAMs. ITAM &
— B2 18 M FERR A R EL LR ST I 7 51 (YXXLY
IXo o YXXL/), F7 44 5 i A B 2 82 (Y) B iRk
7E TCR {5 53 i B AN T sk (1 A &

TCR i FMM NG 54T CD3 73 ITAM 7
H) Hh % S B R 1L . TCR-pMHC complex i 2

J&, BEFE PTKs (2 FEEZ RN, protein tyrosine
kinases) ¥f1t, % Lek (lymphocyte-specific protein
tyrosine kinase). Fyn (proto-oncogene tyrosine-
protein kinase). ZAP-70 (Cchain associated protein
kinase of 70 kDa). ITK (IL2-inducible T-cell kinase)
o Hf Lek i Aeim b B . Lek 2567 T 4
i CD4 A1 CD8 7 IR X, HAER S T 40/
Pk b TR RR 1 (VR4 RS T, IR E
CD4 1l # CDS8 #f # % ) TCR-pMHC complex M ifij
IR AL CD3 431 M X P9 ITAM Hfg R .
F2AL ) CD3C ITAM £ i B J5 #H 5% ZAP-70, JHfliz
B Lek BEfRAL TG . ZAP-70 BEREMRIL L E A
LAT(linker for activation of T cells)"'.

LAT & TCR 5 S 3 CBI LB EH, £
W ZAP-70 IR 2 I, RS NiEZME 5 E A4
4, 1 Grb2 (growth factor receptor-bound protein 2).
GADS (GRB2-related adapter protein 2), PLC-yl ( i
fig M C, phospholipase C, y1) %%, M KX LEH
SRR — 2 JE i LAT signalosome (LAT {555 3E
&), LAT signalosome 9 1] GADS fE i — 2 #1
% SLP-76 F1 ITK, ITK ML BEOEWE MR PLC-y1,
A ) PLC-y1 BERE 7) il 4 B J b %) PIP2 ( i fiR
TELEE 4,5- X%, phosphatidylinositol 4,5-bisphosphate
or PtdIns(4,5)P2), 7F=A % —AE51F IP3 ( =R ILEE,
inositol trisphosphate or inositol 1,4,5-trisphosphate)
M DAG (H i Mg, diacylglycerol), IP3 4% & IP3Rs (IP3
%2 4K, inositol trisphosphate receptors (InsP3Rs)) 7% 14
PO DX 4 B I, A PN O A S T RN LA
PRI I 455 B AR 1 BT dE — 5 (R A R B P45 55
TIBIEI R, FEAIMGETF . A Ca® iRk
Tt B 54 calcineurin (45 ABEIRET ), fE1LEE S
[Xl-F NFAT (nuclear factor of activated T cell) ] 2=7
AL FIANZ, 3 PR RIE, 0 IL-2 55 ;
DAG f¢ % J0d MAPK {5 5 i #% 1M W% A6 % s ] 1
AP1 (activator protein 1), 4&H] il it PKC &b %
S%[H 7 NF-kB (nuclear factor-kB), M\ I 147 #E 35 [A]
ik B,

2 TCRIGSAITHHIARIFHRE
HAR TCR {5 57 510 £ 2l M B A+ JLEERT
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MOER R T R AT RN E B, {H2X TCR
5T R DL R AR 3 IR AR R A ML sk = 5 R A THI
BN o T ) LA A T i F 1E AR 1B A AR IR S A
W ERZ A, FHEAAT2H T # TCR G 2
5L RS AR AL 1Y

2.1 BRI R E AR

TCR-pMHC complex X2 J5, T 4ijfi5 APC
FE A ) T 1T RE TV s o S M, s 388 ) B 28 % s 0, 4
i TCR BAEH MK cSMAC (h Ly FimibE4S
¥y, cental supra molecular activation cluster), 4}
M T 40 1 1) LFA-1 (4R DI REAR G HUR 1,
lymphocyte function-associated antigen 1) f1 APC &
[l 1) ICAM-1 ( 28 Ji [8] & Bt 4> 1, intercellular
adhesion molecule 1) ZH %13 pSMAC( b 43
TGt E &), peripheral SMAC), DL I 7F i 58
fisk ¥y 41 L P4 S8 55 1 HHOK & 81 R B dSMAC (3
A IR E A, distal SMAC)!',

BIRS 5 R ) AR IS 5 0 i £ 5-
BT A B B, XL 2 7R R Al T
IR fid v 1K) T 3 A B 570 D00 A4 e 3 ) LA R e ke R
IR 7 2 AR R o Bl K R BB 7 e
R B R, 0 PALM (6 B0 i AL 8 B R,
photo-activatable localization microscopy). hsPALM ( /5
TR GWE B LT AR, high speed photo-activatable
localization microscopy) PL & STORM ( [ #1102 &
MR, direct stochastic optical reconstruction
microscopy) FJ LASEIRAES» 22 20 nm ({5501 =
WA EE TCR JIAE 5207 1, A0S TCR Kok
S5 ARG L i AR SRR RO AT g 1

Schamel 25 ' 52l PLAM $ A, %3 TCR 7£
BRI T 41 Mo 3R 18 2 A 200 nm K /)N [1] nanocluster
(K% ), KEZIH 20 4~ TCR complex 2 1%, [FFE,
Lillemeier 2 "" X Ff hsPALM % R & B, TCR FI
LAT 35 W] 7€ 5 (¥ T 48 i 2 10 % JeAH B8k 57 11
nanoclusters ; [ 24 TCR |~ 5, TCR nanoclusters
fili & 3 — 2 ¥ B K ) TCR microcluster (/7
#% ) : [, 4% LAT nanoclusters, #2if TCR {55
)43 . Sherman %5 ™ U F (53t () PLAM H AR B,
FERFE ) T 40 2R [ 14 A7 E 52 /M) LAT dimers (=
TR, X% dimers 7EFFE T g st &4 5 TCR
TR IRTE — I B &Y. FEE TCR KR
X 28 LAT dimmers 2 R4 I 2 5l a5 5 1tk i,
Sherman 25 1| Purbhoo 2% " FI Williamson 2% 2% =
AW H RN I, LAT BR 7 @ 7e i b2

Gb, AR E T 40 M K E AR AE T 0 R A (1) 39
H, TCR R G, SECLBBERRIIE, M2
#& GADS &5 &40 i, 5 & A 78 i 1¥) GADS-
SLP76 S-&W4ia, MMl s i /e f e L.

B> F UG R BARETR 1K 8 1 SR B B4
JESR T F RS UURIEL, HR iR AGe & A
(1) &, 40 3R TCR ORI LAT F) 2 S5 35 A dn 4] 4K 6t
PRACSEAE B, I e R 2 75 B AT ML N 28 1 RO AH L
e B,

7E TCR {5 S I K 70 TR Rt ik, VF
HREFRE IO 731 - AR - P B R
RIS S L A LI B 7T R B sk =Y. oA S
WHEH R, CD3 e FlCHE 0 ot X e & w2 5
B, DRk, se54EMuNBERRIER RS &, X4
B ITAM o ) 1% S B o e Rl T4 i N 38, A
T “BRl” BPIRAS, XM BE#ON B 1k TCR 1 H
RGN B E R XY,

M ATIAE OB I TAE R, SRAVE 40 FRET (%
HIRAEEH4FS, fluorescence resonance energy transfer)
FINMR ( #i3:4R, nuclear magnetic resonance) L A
TEANE Ca™ AR AE BRI I Ca™ 7E TCR [ 5 iz
SRR IR, R BLMIPY Ca AEim Rt H RN 47 A A i R
KT CD3 ITAM A7 s R J: 24 TCR 559155
N Ca’ (B S IR SIS, S EUA M
Y] Ca® FEURI4H L | (¥ Ca® J@1E (ORAID) /s *,
MY Ca® HeBERI 3 vy, T X e A PR &5 7 ] LUIE
iok 7 FEURH B ehORR I I b ) AR LT, AT AT
i CD3 ITAM 5 JIg Jii 2 [a] ) # H.4F /, & CD3
ITAM B2 M 53 4, AT e 4 Lek A Fyn 35 %
WAk, X%, 7£ CD3 ITAM (kR L LK T4
TCR {5 O MZERF ot 3 1E St /E . 1X—
R, AUERET T 41X R Rt i e s 1) Jif
RO, W Pl A 4 i B TR A R R A S
IR FE SR AL 1T I SR
22 TCRIESHSHTFHEAN

HAIE10 Z4941, 25 TCRESH 30T,
A45 U 0B (Lek. Fyn. ZAP-70. Itk 2% ). ¢
1% H (LAT. Gads. SLP-76. Grb2 %5 ). # g
(PLCy1). WEMREESE, MO EAME Y. A
TCR {55 FRFENLH] 1) A AR B T XX s
B9 TR, 2, RiTJUERI T —28
TCR G SIS T, #Hm TSGR, MR
B AR A AL A AE

2009 4, L35 3% [F NIH 76 4 (1 PU 4 1R 84 )
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W ARE T — AN T 28 M K & 1 #T 4r F Themis
(thymocyte-expressed molecule involved in selection)” ",
AR L, Themis BRI XS % 48 TCR 15 5 @12 1
E I E A B BARJE SRR 5T K W1, Themis 1]
AEE 5 Grb2 4 A2 5 LAT (555 SR A
3% P B I 4 55 R W SHP1 1] 1 45 TCR
&5, {H SHPI @{f& £ & 5 Themis & 2k 3 A 58
GBI, KRR RCA R 2 B Themis
P42 TCR 15 5 MIMLE] . Themis & IR, B
X TCRAF SIEAL I T 2 A SRR, MORAFAE
Hopth B Z R S e it — DR BN E . 55—
AT RIF T A LI R A SLE % AE 2012
ERIT H—12E5 TCR G5 S 0HAEED
Tespal (thymocyte-expressed, positive selection-
associated 1). 70 &, Tespal =5 | TCR Fr4y
SH) LAT {55 % SR, M/E TiF TCR 55
B R T 4 B P 8 P iR B SR B AR B A
JR BT, AR SEIE (TR ARKER ) MHAb S
Bey 25 [N AE /N BRI N B T 4RI &3, Tespal AE4h
A P9 R B Tl T IP3RsPY. XN T — %%
LAT 155 ¥ SR8 L Tespal B3 1445 P i R85 15
5 A HHE 5 I

LA, ARG BT R A Y
LINERGIN, REZA RS YS TCR 5 5
5> ORI, HESD 16 TCR A 5 P4 HL ] 137
—HEHETE

Roncagalli %5 " Fi| ] 55 A1 4l 1k 48 B¢ 5 4% i
(affinity purification coupled with mass spectrometry,
AP-MS) 245 #1 T TCR 15 51 SR & A R AE H
It AT M e 5 DR B VA AE /N B T 4
FIk T A AL R ) ZAP-70. LAT il SLP76 &
H, RJE, R AR % AE /N BRUEAR CDATT 4 i
HRAAEAL 1 IR 3 AME S E AN E A AR
HEY, HPUREEXSEEEYh i E A AR, F
X =I5, AATT AN A o 4 T M B IE T AN
LAT BAE®E A, W% H R H K+ (Sosl, Vavl,
ARHGEF6. DOCK10, DOCK2). %2 / 77 % IR i iy
(p835A. Itk. Fyn, MAP4K1). E3 7z Z54% (Cbl-b,
Cbl). R s (SHIP-1. UBASH3A. RASAL3). fi
Jligle (PLC-y1). GTP BgpfBELE 4%, 1M H A 1 ¥F
ZHAy 7, AFEES ST BkEA. Bl
HHE. EBREZANEzEAS%. K8 T8 TCR
{5 SAEB A AT T RE MR B W, TR X X L8 Sy
THIBEFE, bR 421 B B TCR HIEE NI A B

KA.

ITAER, XS5 G AH S (1) 4 L DR 205G T
WHFL (GWAS), R 7 —225 TCR (55 A1 T 41
DyRe R m) 7> 7. Forb i LR i) 2 PTPN22( HE 3244k
AU B B i B 22, protein tyrosine phosphatase,
non-receptor type 22). PTPN22 # .+ 2004 518 i
SNP B FEHR I BI0F B B S B i 8, a0l
BIBEIR W 2 RVEBEAAE . RS0 40 BRI 1 2 A
ifi 25 K L, PTPN22-C1858T [ 5 2% Rl X L4 5% 975 +H
5 PO RS, A GWAS S M tHAIESE T 4
WX — AN G R UL EJLR A & e M. 5
ZEHIHT 7R WY, PTPN22 7] #p [d] CSK (C-Src kinase
or C-terminal Src kinase) 2 5 41 ] iff # TCR 15 5.
FE S (A CPE T T, PTPN22-C1858T 2 W%
AR X RASA FELE 620 AR E IR R A N
R, X— R SHILE CSK 44 e T %W,
WK TSI AESE, PTPN22 SRl 1/ BRAR P 2L
R T 40 i 50 E B ™, AN B & 5
PP 5y gk

AWK I Z 5 TCR {5 5 HU# % & B (2
1 TCR G 5B EIE AN 5w, K, HAAN
R IRTR R mLHI SRt 1 7 Bh, I XL
IR R IT TR AL T IS ERIRE AL
2.3 TCRIESHIRIFET

TCR {5 5 (IR U DA S A% 3156 0 52 318G 40 1 1 455,
A4 TE 7] PA R A e 5 07 30 TR f) i 4% B R
WE 7 T HMMA RGOS, RER T 4E S AR B
HEFFE B PAVE . X PP — BN, Raie
M G 28 S S [ RN B S R 1 et B BT, B
F A5 2 (1) 57 m) YR AL S B A ] A 52 AR A 3 R O
%, 411 CTALA4 (cytotoxic T-lymphocyte antigen 4). PDI
(programmed cell death 1, also known as PCD1) #lI
CD5 %%, #FfE fh [\ 42 TCR {5 5 1 T 41 i 3% 1t
CTLA4 A1 PD1 5. AR A HT R G 7 I #E R A2 X L
R F I O R B E S R AR R
IR S 5 U R B,

I3k, SHP1 (Src homology region 2 domain-
containing phosphatase-1, also kown as PTPN6) #lI
PTPN22 JX i A R i £ £ 7 I 4% TCR {5 5 1A
A3 TIRAEE T " SHP1 S5 200 5 iR
M FH PR AT s e i, DLRANE T A0S AL T
Bk, BAE N A E S IR BEARERY, Y

6 T 40 M35 GBS, SHP1 f 7 A SH2 45 14 35 g &
ITIM (005] 2R J55 52 4 PAY 14 6 88 52 A T S T 410 1)
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J¥, immunoreceptor tyrosine-based inhibitory motifs)
ghty, SRR bR g 4k ™. SHP1
A DLZH A 1 b 5 Themis 45 &, i@ i Themis A
Grb2 W54 %] TCR Z&4H, Jk Lek BERRL "%,
{H /& SHP1 iff {5 TCR 15 5 1 E AR ML v TS 7€ 18
Stefanova 45 "V 5L R W, V&L SHP1 fE 42 1 i
Lek 13, MM TCR (E 5 E &R 5 H
A WF FEUE P &k, TCR $) ¥4 5 Theims-SHP1 &
BYIEARES Lek #HEAER, Themis 6k KA
W) Lek ()RR 17K, (R A1 535 CD3C 4 i i 2 1k
KFBH R O, R0k, SHP1 AJ g2 i it B 3 2
B2tk CD3 L) ITAM {7 e/ I i B

RIS B 5 R pom VIR, PTPN22
7 TCR {5 5 4% 1 19 4E I H &5 5838 ot 540
BRIk, PTPN22 g5 CSK AHH 45 &I AS 5
1) I # TCR {5 5« CSK AE 5 1 B2 1k Lek 19 28
505 for 1% Z B2, i PTPN22 fE 2 7% IR 1k Lek /9 55
394 AR AR, WO L [R] 58 BN Lek Wi P2 i 40
il 4, [ EF, PTPN22 B A% i i 2 R 1k, CD3¢ %
ZAP-70 Fl SLP-76 %5 43 T i [ #% TCR 15 5 Y,
BE 0 — Be T B G2 B FH OC ) PTPN22 RAZ A
DhRe I e AL — 20 R IT

25 TCR i s B 6 55 — FipL 2 2 240
AR, 4G E3 12 K& HE c-Cbl 1 Cbl-B, DL K
STS (suppressor of T-cell signalling) 7E N I F £ 72 &
BERERERE /T TCR A 5@ o iR e
XL TCR yE AL BT 5 0 il S s R L oy T
fif TCR 55 Z-aWanfl & BEiEBIERAE T ES
Mgz, Ht— DR 7 TCR 5 5 W fa] £ i 41 ffa %
PUJR IR S PR R O 2 ] P A B2

3 TCRIZSHIMN

TCR 5 G4, AME S T 4 A 14 3 58 A
Y IR 7 PR AR, TR R A T 40 B oAb . T
UM FFATEIhRE . FTLA, 2R 20 B AL AE A B
A, BFRAM TR ). ARy NS, XA
I SR LR S T A M .
3.1 TCR{ES5TLRARETEM MR THI =4

TCR Z B AR R f5, CD3C B ITAM BEfg
B IR Ak o I LU A A IR 1k 1 2 U B vk T
TCR FCAA 4. [k, CD3C % ITAM B B2 1k 1)
FEEERSL T TCRISWINAFZ . [Fl, CD3( 4%k
(1) 22 RE I PP W R AL 35 B TCR M AR 471 SR A4S 5
PR =S AR G S, AMARIE T TCR 17

[N R s

BT FUR M, T 40 A AS (5] 9 2508 3 A T
CD3¢ %5 ITAM [ 3% A4 8 B B R AN ] B, 2008 45,
Holst 25 ™ ¥y 7 7 25 41 % 3% A [A] 1) 8 2E % CD3
ITAM 1848 A CD3 ITAM 4 & 1/, KT 44
JHo 40 B DR 1) 72 A2 AN %2 CD3 ITAM £ #1415
M, {Hx2 T AMAEE5EE S CD3 ITAM 2 FE% 2 3
22 Mk M 5% PR, 2013 4F, Guy 25 Y % B CD3
ITAM Z £ (BPJH ] 3 B B2 A0 1 B R Tk 2 1 2
by 2 7 A] S B TCR R AN F RN - M4 5E
BUE AR . Ml dE ., TCR fiB 5, A
T E/DE Y CD3 ITAM 8 R b 387 B ATk 21 7= A4
S0 M BN ) B8, SR, R A AR CD3 ITAM
B PR IS A Re 15 S AN MR G BE . (RIS AF SRR K
P, g% MY N 4G, LA AT Zap-70. Erk
(extracellular-signal-regulated kinases) Fl145 & 115 5
AL T 7 AR ITAM B2k . 1 %% 5 fih
B 5K B CD3 ITAM [ & R4l DAk
XHEEH Vavl (4iME 3 sh e R ) SRRl
(1) CD3¢ iR ITAM ()45 6. Vavl XRER xR
Notchl (notch homolog 1, translocation-associated)
55 BN G S b 3R FOE 4k, Notehl (354G RE AL 2
YA B IE R A c-Myce IRk, & iH S 40
. DRI, KK CD3 ITAM £ REME BAR AT LLIE S
PR, R T A, AR S
PR ek, T HANRE{22E TCR-Vav1-Notchl &
B, ik, TENT T Mg &,

DL BB A — R B - 225 40 3 5E AN 4 i ]
T2 A2 () TCR AF 538 % 2 AH BT, 1 H. 32 3
CD3 ITAM [ Z #£PE$%. CD3 ITAM 1) £ FEME
%, S R fe BT TCR I g 55, R
55 1) TCR 3 A o] DL S 40 B I8 18 7= 28, (EL 4
it 38 B U 2 200 A2 % 5iE 1Y) TCR B 3. 5 A O,
2013 4, Huang 25 " W55 K B, B4~ MHC- £ Jik
SEPIRRIE T LA S T 4RI+, ®
B R 1 5 AR B A LS 5 . i 2,
Holst 2 PR R 8L, fE/NRERILDT 74 ITAM 1)
RAE CD3 4y F, oG e/ oL i 32 44, I
BRBOUIEZ&HE B S s . £ T 407
KB W EARMZE S R AR BN, TCR WG FT RO
ITAM i 2 R B PR AL 1 85 H SR FE AR B AN TR
3.2 B REHSTCRIESHEE

Y B 4R B HETE TCR (5 5 % 5 b i 21 G B
fER. REFIHMPI LW, £ T 40 TCR
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RS AR, S5 T SMAC R P,
1E ¢cSMAC JE R ik 2 /1, actin (L& H 22 ) A
AT LA AT E &4 TCR FERIH s, 25 s
TCR G5 MRS T . WI3E A2 actin 1] £ %
4] DARS I — L6 57 B0 B [ 06— L85 5 7 3 R 1
FMNMZ 1L TCR {5 545 B,

5 RIS, TCRAE 5 Rt >RiE A 40 B 22 E HE
ffltn, F-actin (F- JLEHE 4 ) HIBE TCR {5544
EICEL B H 3T 2 2 . 24 TCR 5 APC
LI MHC- $LE K E &R0 G, &1 Zap-70
IR LIS i) SLP-76 J2 LAT, SLP-76 413%% Vavl,
Vav1 j# i #E Rac (GTP fi, Rho family of GTPases)
F1 Cdc42 (cell division control protein 42 homolog) &
iF F-actin )&, JEMEE WASp (Wiskott-Aldrich
syndrome protein) 1 WAVE (WASp-family verprolin
homologous protein). WAVE F1 WASp 5+ Arp2/3 &
ER, A RGNS R A 2 R ERER ©.

M HREERHN S 7T A4S — %
R — ERNIEd. 858 SR A ML T
IR AN B s RS — AN B, LB A 224
ME BRI R A A% T HOHE S VI R )1, %
111 WASp. HS1 (hematopoietic lineage cell-specific protein
D) SEEEBENIER “HFLR” {21 PLCy1 (1)
FAZEA TP3 177 A2 DL R P Jo 05 e IR RE IR« 7
BB, WAVE R 6106 K GlE 8 AE 28 Bkl
o AR A A LAY T {2 2 STIMI (stromal
interaction molecule 1) i 7%, % 14 I FF 5 M i b 1)
Orai #5585 FIHIE, I8 f /M B8 1 P a1

DL EFRFh R LK B, TCR 55— 5 H¥E T
AR SR E AR, 59— J7 1 S B A i 28 EH AR T
2, WEILFEFER T TCR G 5 4% 18 DL A 5 2 i
TCRESHIN-FH T 0 & 28 EHE, {2k 7 T
M RIT AR 2808 T .

3.3 TCRIES54HREHE

T bk B2 40 1) S P2 v A 2 — M RE R R R 1)
T, Pk, TCRAE S Wl 520 T 404 Q15 2 A0
AR FT . (EFRE T 40H S icdZ % T 40, 4
B 2R AR R o AR, B dE s TCA
( =RMRUEIN, tricarboxylic acid cycle) F) % %] ki 4
I A2 ARSI TR 1Y) B- AL AR, SRAR AT i A
AYH T Re B w7 AR TR oK . H2 T g
Ja, MRS R E T E R, DA
(R AT ATP i 2 40 M PR AR KIS A IR 7R 5Kk,
JE 7 R 1 B- A A I R o 55, H A AR & 4

WhnE, R B AE DL S e AR

R FIEYE o, 22/ FRE R A H
Pofie ¥rIR] TCR 842 T 40 B S8 BRACHS, AT
2 T 402 5 G s S OSE BT i AR R 1 B
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