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(7 AE E 5E  SR , h EREEBE B E AR AT B LA S AR B S B, B 200031)

WE TR ZAR(T cell receptor, TCR) A T#m ik & KAE 89 AR T . TCRAFF MR
B &FF % IRILR FHE L I A R ITAMASBR AL i3 408 k) A5 5, #Em 5| R T4 e £ 8. TCR
HERFFTHEFHA S LI B G R e K A . AT TTCREM A2 4860 RNFF A B T 4,
A7 FAF W T2 17 S JE R 6 5T HUEE, At Ay AR K S T Ik g 0 TR Aod o7 BR—AE E B0 TR IE . %
IATCREG K. AE THAG . ARARE T K AL EM A, TCRY 4R 6917 5] vA B E LA
FHr R RRAATT B4, R T IUF R RITARTIE.

K5 A

1 &9

TN A & SR A3 P T R 48 b 3 B0 Th e 4N i,
TSt PUNPUR, FFHRHE A fo 2 40 L EAT S s 3
FE ST R 1 r kS S B 1A 2 T AN i 2 T R T4 e
PURSZAA(TCR). MG HFRIA I TCR AN, T4 i
AT A3 PR SS: o T4 M LA AeySTHAH . o T4 i 7t
A0 R L2 2L K A R o T s e i 4k
Z 8, Myd T JART LR b, g fE oA T |k
B 4123 DL RRG RSEAR DG IRk R 4L 2Rt AR SR v 4
LR oPTCRIK —LL I B 7T 1

2 TZHREIMIE SRR D2

B HES) P b JLA = MAS [A] IR T 40 40 5 52 4
afTCR. ySTCRLA Mzpre-TCR. I ipre-TCR H % ik
F AR R oBTAI M 1, ap TCREE T 1 B K ofT
A0 L ATNKCT 0 0 2 11, 177 ySTCR U3k F-yd TR )il
Fflo A7 T T M e TCRIFHIMHCIILE 5 11

TANMIGUIR B A5 ik B D B PO, S2ARTER L

Z kP, NKTHH i 2 1 () apTCRIA HICD 13 5 1)
NE LR yOSTCRIGHCAR H BTSRRI 2, &
A LR IMHCEMHCZE AL 31~ (4 /N B 22 T10,
AICDIc), tm] AR HIAEMHC /> 1~(Qs 25 2 (4
ATPase = 5 4))” . ap TCR 5 ydTCRAE R I FLAA f5 23
FE I A ', FCT 40 L8 5 - 53 W A . %) 40 i B
¥ T pre-TCRIFIE 5 A% 38 WA T Bl A4k, e AE
MR K TE R ZR AR, b o ) 40 A 3 VS A T,
VAT B AE i 1 B T R

3 THRmEZARERER
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THRPERG NI Wil 7 H A5 R (IDNA Y41
K= AN 2 AR IR 52 AR, DARE S 2 B 6 3K 2645 it
We 2 234205 4F Bk Ak, Wi L3P0 I I NP i 2
GeiRtT TR EHERE ), AT A LA LI A 1) 7L
TCRAE [ 1) V(D) I F H = 2 ph bk 22 40 Mo e 1) FE 40
MRAG (fUFERAGIHIRAG2) J2 )" 7z 15 [IDNAE
TR FIER, 2 B TR A R i I R
A o LA

TN A e P32 i~ 20 B 7 1 b o B R R,
B (TN 2 15 0B TCREGySTCR. N K FH 1
i B2y DN (CD4/CD8 XA #). DPj(CD4/CDS
RUBA ) EA S SPIA(CD4A/CD8 HLBH ). H FP DN X
4% JDNI1, DN2, DN3LLJ2DN4, ft% % & KA
B AEDN3, Terd. TergF Terb (S 4EH) 4G 2R IA 11
B N AT . T M T 46 20 1E o kyS
M DUF, AT B A T I Tera
M Terbif) V(D) EHFRLRE .

FEDN2 I E e BEAT (1) 2 pE V(D) HHE, A
BB 1) F kI Bt 7 A5 1 B S e WS IR Es 1]
CARIDIX 119 i3 2l 5 PDAE 57 P M AR B FHTS, %40
15 F AT HE 5 SWI-SNF 4 (4 57 5 240 52 5 ) i e ik 5
He s N EEATY . L O R HEAT RT DL A3 R e
W RNy S MR AN AP R,

%%, RAGH FURHRF 7 M U 4145 5 741
(RSS)JF 5| EDNAXUEE KT 2 . IXFIRSSE 47 —M7 bp
IESC 751 —AN9 bp's & ATHEEE K51 DL S i)
LRSI 12 bpak23 bp I la k741, 1 S A A R
J T B 7 1 (IR SS A R A 2k F HE s W (1) 7 A2(12/23
HEN) o FEXANVEE I, B P o] LUK AR =l E k& R :
3’DB23RSSHIIBI2RSS A~ T W HHE & Y . VB23RSSAH
5’DB12RSSA 3 (1) H A Je ) BL & VB23RSSHIIP12-
RSSAF W HEHE RNV . SRS b, 58 =R R VAR
A SEAN R A (B 12/23)M, 33X f3 HRSS 41 K Al 3
J7 50 BT UL 5E .t 2R F3 DP23RSSH 4 VB23RSS,
B H 5 DBI2RSSHE #IB12RSS, VIFHRIG il fig EI R
AR B AL, AP-155 i 5 B 7 0] BLAE SFRAGHER [
£23°DB23RSS, X FP 5L AT GE AL AT DIF HEAL 56 Kk 2B
TVDEH,

i 5, JE [ JEDNACK % 3% #2 & 1 (nonhomolo-
gous DNA end-joining proteins, NHEJ) n] DA AE45E 4
5P NDNA Bk Sz IIDNA B 4 4. RAGHE
FH T 1% 1 20 RS s 4 9t Artemis 2% 248 141 44 H 7 7= 2 —

W ] SR Y, AHL g 3 Rt 1 R S A1 A AN EAH FL UL
e DRI, A4 A IRIDNAfE S AL <5 BE AL 3 0 A 550
o LB R A X P ARG R R i, XA A Ter B R 5
BRI 2 R

— 2 Lt AR b Terb (1) 18 2 B HE BT CLA0 1 7] 5
Ptk b5 — AN TerbB) A, X — IR FR A 5547
J¥ (allelic exclusion)!"s Terb (1) &5 A7 HE 5 AN AL %F
TV-DIF S A, XAl Re 2 TD A Be 5T BeAll
PR AT AF IL L HF S B R AR, TV v B [FIDT
BOMEE oy, &5 fm L Ed. 24, S8 F
() 2 AR LRI AR A AR 48, (RS T
B R . AEDNWY, Terbis SR M A% 4T 2 Mo 5t
G, J5TAH HLATE F T A0 ) e BT, X R R AR A
PN Terb AN R A B HE LT A T eSS, 14 28—
A Terb ARG, Hor= A4 fipre-TCRAF 5 vl LK 1
RAGI) 35 I AT 4l fu gk AT 7340 Tk ADPIA™
{EDNH, RAGH T ¥ 7T LABH 15 28 — AN Terb ) H A
1M 3k ADPH 5, 40 M 24250 R RAGK 5L I Teralf)
HE, 3K I Terb 5 PR P Sy 4 43 125 W) n] e AL A 56 A7 HF
VE N AT AR, BFFTN D13k I — Lo 2 s PR 1
UNE2AFNEts-1 7] LA TEB IS 1L, Jf w] BE 1 5 5547
HEJF S RPN TR A, R A M N AR
SEATHE SRR, MR A LeT 40 i nT DL X — I R,
AN A2 P FRAS [F] () TCR 22

TR T PREM AR SN S HLIAEE, A MR o
BEM AR R T o SR 1T G i o RN S 3 1 5 DA 7
[F]—/N etk b, JF H =35 e 41050 40 3 A0 12
I, PR I AL BN 2 2%, A7 1 B8 2 IR UK AR
o SPREIEHE—HF, o I HHE T ER 0 1Y T
E 0% . 7EDNH 3 22T 2 B0 DT A 32 118
BRI EHE. 1M E2E ADPHI A, pre-TCRAF 5 35 K fie i
E 0 I 3k o (1) B S Ve Eo R IO v g m
DA A S v R TEA K Jod9 3 37 A0 BAT i oS
XA JE B o TEAREE v LAE S TalX G4 (4 )5 §
¥, dLER 9 L, XA s mARN 56—
R VIE AP BBEEA ], afif i 23 BE4T 2 IR 1)
VIE . TEAJJod9/ 3 15— IR VIEH 431X
AN JE BT DI B, AR R S VaE )1 51 A FT
DX 14157 g AT A1 3 55 I VI HERS - [R)RE 28 IR )
HiFa o EF VG 3 i NIX S TS T —
ORI EHE . ofERIBREN 57— DANFAE T, o
WA AL RIS, DRI — AT i v] AT 2 50
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o IXTR 2 5 1 S HEHRS DR BH PE e £ I RE, BEAT 2
RH P 3 e &5 AR Bl T4l iU pE 7220,

4 TZRREIIE ZRRY2HSR

WG BT IK, T4H M3 S TCR o mlydsE 4 51 4h
TP, AR DY 4 BE 1R M P B34 A i wf AA% 38 R
el o BTN ML TH o TCR PYAN T SE: P
PO Fea 5 Y 284K, 15 5 W AECD3ed 57 i — 2R
P, A5 5 WAEECD3ey il — 2R AK, 15 ‘5 W AECC AU —
B Ak, IMySTCREL M pre-TCRYE 41 B L 5 apTCRE
—E ZE0l. HapTCR—#¥, ySTCRLL A pre-TCRAH, 75
FICD3e. CD3yLL L. fHIECD38Hk K 1)/ i, Hpre-
TCREySTCRILIREH AT 32 25 mCY . I 5%
B, 7N B YSTCRIFI 4L A TCRyS: CD3ey: CD3ey: (L,
T A RIS TCR 4 51 TCRyS: CD3ed: CD3ey: (3,

TCRIP) 25 AN M H J7> 91 R AF o A 60 355 g A1 # 2
BK % A (immunoglobulin, Ig)4h 4 fi . 2% [X (stalk
region). X 50N X . TCRaf TCRPFE S P
T4 e 3, ] LA & 28 2 IR H2 B AT
WX ER R, WA 4 35 5 41, BIKTCRoBi
L5 A ZAME 5 WAL G ok S UG 5 .
CD37%p 1 #f & — AN gl A 35, My X b 5 — A fo iz
B2 AR 0T AR R (immunoreceptor tyrosine-based
activation motif, ITAM). CHE 1) il &5 X 594 2
PR T, (H L A X H 5 3 MTAM.  /ETCRaB Y i
HONpMHCSE, BRI 5 2 b 5 BICD3FIC 5y
TR AITAMIX, 5] K 2R 1 BE R AL, AT
R

TCRI VU EEAE A BT E 4 e, R A3 5e
BHZ ARG A WA W B s E kDR, 4
& 1 B A Fi JEOW P 1 AT (1) TCRop 5 CD3edJE
J& VU 3R 4£; (2) TCRap: CD3ed 5 CD3eylE Jli /N SR A4,
(3) TCRaf: CD3ed: CD3ey 5L 1 J\ B k. w52
V5 2H 2 1) 3 2 0 B DX v ) TR ek e i 2 1) )
AL OB o X i A I 7 X LGB A R, 2
AN R R A R ME Bk L &5 5 Lys(TCRao):
Asp(CD3¢)/Asp(CD39); Lys(TCRP): Asp(CD3g)/
Glu(CD3y); Arg(TCRa): Asp({)/Asp(C)o X A% Fik
O L 25 A LT TCR, A4 32 5 7 HidthFe
AR NKEZAA K KIRZEVE 2 G038 52 A I 21 25150

FARER AR T JE TCRAL R 00 75 IR, 122
LA FH 0 A 5 JF AN e TR E AN B 11 4 22 i,

AT FA X B A F A R UE 412 (1A 56 1o
/N [ Tg 2 R TR) PR &5 0 AR 59, T PN X6
ARG L o HR AN TR () 2R X
1IE B0 TCR ) 41 3¢ A 1) fig 42 o0 11 22037 H b CD3
TP HEZE T & CxxCHEFP, X2 R BB, X
LG Jh B R AR SE ARG, (HEN AN TG B i i, 1%
BT R o SUBEAR AR . (A —FE M, TCRaX
TCRPAE ) 25 5B X (19~26 a.a.) % K T-CD3 ) 25 3 X
(5~10 a.a.), it AT B2 HICD3 1 Ig 2 f 3 e
TCRoP g 4s Fa 1l i S JL 2L X 45 5P, 58485
P A, A7 T TCRaBIVFEIgE H B ) Ca. DE
LK CP CC 43 i 5 CD3ed J CD3ey 4 4 kN &
ZARAN L, DEM 5 CC AL T —/Nfn b, FrLA
ANCD3HE 7] G 45 4 T TCRaBIF) — AN L, i Hext
ST RESE TCRAZ AR — AL R T X — 8 (1)
TCR IR F5 T-HE— P I IE

5 THHREIIRE ZIRRIZEH

tH T TCRA j b1 & 21k, H iy it A A4
TCRE G = 4e 45 . TCRALEELL A CD3E.
B 1R L AP 45 Ay S35 1K) = 4 &5 R S e fi A, e
I & T f e 2K E (B K % (IgSF), #4544t
TgSFI1) A 3 P ARABL(EI ), B BAIX HL 3 A 5 %55 0k
T 6 TCREZH 256 5 OB P 5 S [X 25 AL A 50D o il
S L B TCRAL % (1) dpe A ] ) S i K A
eh LA T g, T HAX R A R R LA I A XS
24N A7 i, XA 7 AR R SR . Sk By
IR T RE S LE AT T X A WA 7 U 5
M4k 2% MLl 20064, Kai Wucherpfennig s 46 %5+
FRAE T CCIAIYE — SR AR IR T DX &5 A (1), R A9
TIXANEEE TR AN AspR EE W B R AL, XA
V. FE SR BE 1 56 8 Eh AT 1) S B 2 COTE I & 3
P IR, T HLO) SR A T R I X R AH B
YER KA T, DA 5 i — SR AR L e he e« oAt
CD3P 3 DL S TCRO 1 — S84k 3= 220 ik i AR g 5
IR AR AR FH R 5K, 1 H.CD3635 CD3ey B
R AEILH ZBRAR, DR X Y B i I X SR AR 1 4
ErARERARL, IRMEEAT S5/ 50T o

GO I DX 4 iy 4R s VF 2 A7 BRI A5 B (1) 3IXA
TURARIN Y B 2 I I SR Ok AE FH 1SR S 11, AH
St KA I E R AN 2L, 3X A 1V 22 oAt g e
EEM AR ZRETE R 25K EH
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77 Thr 5 Tyrz 1] (1) &8 AE FH BL R P A~ AspZ 1] 1)
SUBEE T (2) WA Asp )i oo SV AE s —
FEOR, LR AT AR IR TS5 KA, oG
K431 A BEAECCH PRI~ Asp 5 TCRofE |- 1) — 4 Lys
VR B R A VR o SRR 7 22 i AT g
W7 5 TCRaff) = 2R A 5l & CD3 WV 4t 5 TCRIF) = 2K
KRR A e IERE . H AL sk A 0 = SR AR L 1
{5 B, A &James ChousE L = ik iE [INK G2C-
DAP12/DAP12 = ZE A4 45 Ky fig 1 FRATTHE M TCR 1 15
XA HAE A 0. 5 TCR—FE, NKG2CH /& —
AT 1) G e B2 A, T I LS I X I Lys S5 455 4%
TV EEDAP12[R] 5 2R A4 vp 1K) 9 A AspAH LA H 2F
7413, NKG2C-DAP12/DAP12 = B4 I8 45 k) % 1]
7EDAPI12[11Asphk Jit J5+447 (1) Thrik & XIDAP12 5
NKG2CHIZH % 5 2, A H R HINKG2C [ ffLys
5 DAPI12 EI A~ Asp L L ANThr B Rl 77— ANHL T
=M%, IR AN KRR ) IE L fr 45 B A7 i
fF) 2, Dxxx TR fECD3e L) S CD38 77 7F, CD3y
R ExxSHE I, BT LI R SE KB FE - 2 ) 2 A
AT REARE A T TCRIGALSE . SL56 K W, ¥ CD3%E
b B ThrESer5& AL #R4 7™ 5 52 i CD3 W 55 5 TCRE
S %,

IR, #5038 I TCR&E MBI 93 Ffse B9 AF = B8 44
KV TATIAAFAEANIE KGR, 2L 5 A=W
PR F S e i AT REFLIE AT N TCR
G =S, XK BRI FRATT L IE T A TCRIV T
NS up

6 THHREL R ZAXH R AR A

ofTCR = Z R HIMHCHT 6 2 1) 2 Bk i JR (pept-
ide-MHC, pMHC). £ Jikfu)J5i 2 J7 %, i TCRALIH
Ao B PR 7 A2 22 B 2 R IO TCRR Ry S 1 4 1L
KA . MHC) 15 H TR E e — M PUR &5 &
JiE, PR E A ol i Ok A4 ik 12 A (MHCTH? ol ¢
o202 iE, MHCII ol J2 BLIZTIE), i3 th 2 ANpHr & 44
Jlo IXFEIIPTIR IS BT LA & S5 R &R PR 2
JIKe aBTCRXfpMHCIH P ¥ J 31 1§ F 45 &5 TCR
EMHCSy 1 1) 45 4 UL X TCR 5 2 Ik 40 J5 1 &5 &5
TCR L4541k HoAM X 4k: TCR o, BiE F % [
CDRI1. CDR2L/ % CDR3 (complementarity-determining
region). CDR15CDR2HTCR L [KVIX 4 fih, /741 4
SR AT T CDR3 H #2401 V(D)I g i, B AT AL

CDRI15CDR2FE Z 45 A X - 5F [IWMHC 431+, CDR3
M FZEEEZARPURZ IR XFhEs AR PR
U Mo AR AUF TCRAEF S M 45 ST MHC 2 1, JEAE R £ 4%
FOE 71/ Z Ui

TBTCRA AT 4 s AMHCH; R MW ? M 1 5
FHAEH A 5 &, TCR-MHC 2 i) -3 A 1R 11
SERI AN, RIS A ) AN m ™, (H X P gl &
B g Rk, i HoAR S T EEM AR, R
SR AT SCHR IR I8 2 AT MHCIL, MHCIL. CD4LJL J¢
CD8II1f 4t I, TCRAEIRAIAEMHC ) 119, (HiX 7]
B2 RN E WA MHCIH S UL T, HAf £ 42 CDR3[X.
ITCRAENS BEALYUNVE 2 HoAth 22 A it BESRTCRAY
MHCHE 7 P, IR IX FhRs 5 1t £ TCR S AR K 1, id
JETCR—JF 4 A MHCH S, 177 A2 7 16 i o 3 et
I IBH 328 49 i 326 HE MIHCH; 532 PE I TCR 2 H Hij 1 2 56
B SRS AT RE T, BN TCRAMHCH: 5 2 46
KIEM . ZETCRIFPEE ORI T LA 5B KA A
Y46. Y48 X E54, A 1{E 2 FITCR-MHCZ; & 45k
A B AR W i B E A5 B 5 R Alalf i,
o3 P E LW T ML R, 52U R b i CD45L
PEFICDS 5 1 4 40 i i KR BEARTCR I
[ EfE{EE SMHCE & W@ H A7 x5, I8 4MHC |
JE T WAEAE A X B 7 MHCHE PR J& NP4
iR SRR 2 —. HATC &I 7>800/MHCI
SRR, DL Je>600MHCIAF 7 JE A L AR 1% 248
S BE R 2 T R 20 2 S AR | K, AR BT T 2 7
FELEAT J A AR AT, T HIX AT A FTCR
M a X BB HA NG A, opTCRE &
MHC ) A7 B EERE ], BEAS A2 0] 1 Ze 1) &5 5 A X
TCRPHE B JE 454 (EMHCS) T-al B2 JiE -, 1 TCRa%E
B 25 A AEMHCTS) 1 i o282 ig BRMHCTLy 1 FA 1
B g LA B IX LG 4 8 S RFTCR A A7 46 R EMHC
FESE PRI W e [ I X IR 3R B 7%, TCRA )
VIR Al i SMHCAE7E 4 L Ak, fETCR E5 1R
SIMHCH“#89”, [A]—/NTCR_E A fg A A7/ 2 &
“CEEAG R VUNAN A FIMHC ) 15, 55 4h [F]—MHC4y
F b B AN ] 22 DA AR 2 0 TCRASE I WS <<% il ke
FIEZ R, G F 2, TCREMHCH] S 4 45
AR [ e 1, AH 2 BAR S5 & T WEANRe a8 I AT AT
Bk T TCR. MHCUL KAt 2 ik )7 51, JF 384G 45
A BE B /M R

XPAN AR B, A/l 208 o e IMHC A5 £ K&
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TCR-CD3& A HTCRoB (8K TCRyS). CD3ed. CD3eyfLLPy4

TR AR B K DYAN T B T R e I DX SRR IR O T AT LA A

. &I &R 4E# WPDBR7S: LC13 af TCRMUAMX 4544 (PDB 1MIS), CD3e8Jfl4MX 45 #4J(PDB 1XMW), CD3eyffi 4 [X 45 #4(PDB 1SY6), (¢

5 51X 45 #4)(PDB 2HAC) LA Sz CD3¢Jifl 4 [X 45 #4(PDB 2K4F).,

TCR-CD3 complex is composed of four dimeric modules (TCRaf/TCRyS, CD3ed, CD3ey and () assembled mainly through charge-charge interactions

within transmembrane regions. TCR assembly model was generated from reported TCR subunit structures: LC13 ofTCR extracellular domain struc-
ture (PDB 1MI5), CD3¢d extracellular domain structure (PDB 1XMW), CD3gy extracellular domain structure (PDB 1SY6), {{ transmembrane domain

structure (PDB 2HAC) and CD3e cytoplasmic tail structure (PDB 2K4F).

Ell TR RRE R
Fig.1 Assembly of TCR-CD3 complex

PR, T4 L 0 B P e 6 ORAIE T 3% ™ 25 1 BT 41
i B AT A EMHCH 57 8, % L& A A IMHC ) 2%
H 7 A . John Kapplerst % %5 I £ B 2F
e PR B K/ BT A I TR i % 22 FMHCR] i
A 2R A, A TCREE 2wl LLF I I MHCIY
MHCII,

giar LRI AL, H TS g Bl SCRFTCR A
A S RPEFIMHCK 5 I — WL, e AT T
A M A A AR R, BIEE S AT BLG % S AMHCHF
SFYEMITCR. 298, ARG % H I TCRA AT M7 &0 %
FLABMHCH A8 X B, XM 4 B B A A e
I BN 22—

T R 32 PR B TE 1L AL I

U BT IR, o T4 M 4T Ji 52 1438 3 TCRaBE K

PUHIpMHC, 17 18 i CD3%E kAL i FUiffs 5. R T
T M5 5 7 Pl TR O EITR TR 2P, 4
TCRR B 5t 12 326 41 i iR MHC 52 33 1) 4 55 1k B i
JIk B J&, MHC-peptide-TCR =t &) il LIS =
B RTINS XAMME 5 & v LUEAFCD3
P X TTAM T (1) 1% 24 8 B Lek B Fyn il 182 4k, 1117 % 12
L IIITAM 0] $H 3£ Zap-70, 2 i Zap-704% Lek i 1k, .
% R A0 1¥) Zap-70 3 W] LLVE A6 45 5 B FILAT . LATHY
BERR AL o WOE AR A G I D RE, 5 — R4
T A EE S R AL a8, fWHRPI3K, PLC-y ¢ Vavl
& XU IES AR AL T LA N T L
(A 0 i, R A B 3 5 A A T F . DAPLC-y
A, W A BIPLC-y T LAK fi# 41 H P JI Y PIP2 1ty
A2 IP3 FIDAGH RIS A5 . TIP3 1] LUAT A 5T M 1)
IP3RAHG A, A LV A 8 348 2 7330 N 40
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I PN B P 465 25 1) itk i S ] LIS CRACHH JE, A
FREG B MAH M A A A M P o IR FE R 3
ALLBGE VPP 2 2 BT a SR A, Wi A,
o 2 0] LU HENFAT S NF-«BHE 55 R 1 0« 59
—J5 11, DAGH] ##i5Ras Z PKCOJf- 7F fix £t B34
THAP-1 INF-kBEE s A1 /R

ST M2 AR5 5 70 4 i N 1 3% a4
LW AT LB 4E, 5 J2pMHC 4 5 TCR 5 Qi 5
ST TAMI 8 441X — JCHE D TR (1) 43 1 HLAINT) 2R 02—
A, XA A RHEF A L — . (Eg I
Kmvr 2 L eSS E S RAEMER
b, XM R ARAEARE 5 WNAME R N, B4
TCRZ iz [ T X FpLEINE ? 124 1k, i
Ry HE 27 DA K A Ak 2 55 5 % ) BIpMHC-TCRAH H.
YE R TCRME AN X A4 5 5 i R /N, 3 BT %15

5L M P XM, AL CD3e% ¥ i P proline rich
domainff & I A TCRIG 1k J5 17 W Ak (1) R 75 1 R
X5 5 1] LAAE Jurkat TR A 35 Bh H:HH SEN ki 42
BT M0, (HaEfEah YAl | CD3-NekAH B AFH
XTI R G I ReFEA L L T 100, it r] I,
WG S PRI 5 AETCR IR
13 BB o

200845, VFERFT TR 3 T ITAMIT) I 22 19 B 12
PRI LA A TS A AR I R o AT TR BLCD3e
M TTAMAE fA & iy 1E HL OB S 3, e B IR A
I T P 2 L G TR Al SO, L ol
Wk 22 20 FR(PS) 8% I 15k H it (PG) K 19 i 19 UL (P
PIP. PIP,ulPIPy), K11y ¥4 34 n] LAIE i i v 45 5ok 1A
P A R I B L (&12) . ZETCREHEVRA T, CD3e
(TTAMSE A A F b, AT PR IE 8 2 R ik FE A

TCRE A HTCRa (3 (1), TCRP (ZL{1). CD33 (4¢(). CD3y (#(h). CD3e (F (1) ML (B (A M. fEFFEIRAST, CD3ekk X CHEMIIL A X [H]
T LTS P S A EAE AT A Ik e b (1) P R A B 5 52 Lkl Fyn [ D BEIR AL . M TCRAE BT 5 41 T ek 2 1) 22 IR B s BT s /=, CD3e
PLRCC, LN DR 1) DA it 25 1T B Lek B Fyn il B Ak . S2AAERAE, Ca™ R B £ e LU SR AR AR Ak T g A2 5 RS TAM M TR b i 29 1 J5t O]

TCR complex is composed of TCRa (yellow), TCRP (red), CD36 (green), CD3y (blue), CD3¢ (cyan) and { (pink) chain. Cytoplasmic domains of CD3g

and ( chains are enriched of basic residues, which interact with the negatively charged inner leaflet of the plasma membrane. Such an interaction pro-

tects ITAM tyrosine residues from spontaneous phosphorylation by Lck or Fyn at TCR quiescent stage. When TCR is activated by pMHC, CD3¢ and

¢ cytoplasmic domains dissociate from plasma membrane and their ITAMs become accessible for Lck/Fyn phosphorylation. Receptor clustering, Ca*

concentration increase and phospholipid environment change might all lead to the dissociation of ITAM from the plasma membrane.
E2 THREHEREZ RAE AL FIRE
Fig.2 The activation model of TCR-CD3 complex
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Structural and Functional Studies of T Cell Receptor
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Abstract

T cell receptor (TCR) is a critical immunoreceptor expressed on the T cell surface, which spe-

cifically recognizes peptide antigen-MHC (pMHC) complex and triggers T cell immune responses. Abnormal TCR

function will cause autoimmunity or immunodeficiency. Unveiling TCR structure and function will help us to un-

derstand the molecular basis for immune response and might lead to better design of clinical therapies for T cell

related human diseases. In this paper, we reviewed recent studies on TCR structure and function, including TCR

classification, gene rearrangement, receptor assembly and structure, antigen recognition and activation mechanism.
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