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[ ABSTRACT]

with atherosclerosis serving as its core pathological basis.

Coronary heart disease (CHD) is a common and frequently occurring cardiovascular disease in China,
As a chronic inflammatory immune response process, athero-
sclerosis plays a critical role in the initiation and progression of CHD.  Therefore, investigating the mechanisms by which
the immune system contributes to the development and progression of CHD has become a research hotspot in this field.
This article reviews the research progress on T cells and their T-cell receptor (TCR) repertoire characteristics in CHD, in-
cluding the roles of T cell subsets in CHD, as well as the diversity and specificity of the TCR repertoires, aiming to provide
a theoretical basis for developing novel diagnostic tools and therapeutic strategies for CHD.
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TCR %5 9221k, 7T A5 80 k3 RE BE AL BE U 10
BV B i 4 268 S A BILBE 35 B BT AR 56
[t , R ABRIE CHD ' T 48 B K TCR % 2 945
fiF 6k T4 R LGB HLIR, T 29T ALY 7 vk A
EEHL,

1 THRITEERD RS H

T 20 E B AL P04 B P (CD4™) T 2 A 4 i
FPE(CD8" )T 4, CDA"T 4il i J5 T Jr A 1
RUEGHIYE T 4000 (type 1 T helper cell, Th1)  Th2 .
Th17 FKUEHEHT B T 48 (T follicular helper cell,
Tih ) S5 R0 40 S [ e mT 234k S i S P
Fi P T 4 (induced regulatory T cell,iTreg) Fl 1 %Y
WM T 40 (type 1 regulatory T cell, Trl ) 551877
PEAMIEAY: 320 A 38 o 70 A i 1 48 L A
I SEET XS A M A SR B [ B G R 10 2 ) B g
A TR R AR A

T 20 A o G i 2 G 00 B A AR o, AR b
JEL i SRR AR A CHD BF G $2 43 T — A3 A
i, ChRRBESED WEIT A B, 105 ) bk el Tk 25 5 fE

(acute coronary syndrome, ACS) &3 4h & Ifi H* Th17
AR e ) T, R M T 4B ( regulatory T cell,
Treg) LHIFRAR ', 24522 %67 B9 K BL, CHD 3%
55 fd FE T BR 2 AN I Treg M ME/K FEAFHE B & 22 5%,
RIS EFE R S Treg 4K 2 ARG, 23X
TSI SRR Bh Kok FERE K HE Y CDS T 41 ik
KT, B RE R EEAR G

Z I RO R 7R | 2 Kok A AL B e rh A7 7
T 200, iX SE 4 Al i — 20 346 S DI RE 45 5+ 19 Th 21
Ji Th 40 M Treg A0AE4E" . Depuydt 2% X 18
151] 5825 S DK BE SR AT B AL RNA DU 0 A, 24
Br T 3 282 0L, 45 R s T 4 A 2P0 35 4n A i
(5 50% )., Winkels 25 g1 1] Apoe™ ™l Ldlr™~
/N BRUR A B POk ok A R AR AR AR | 2355 FRLA A8 L0 /7 4
M, FE S BED A %5 11 A0S B, oy
54~ T AHMEAE  iCIZ 7 T 40 Th17 40 Th2 44
Jf .CD8*T 4ilfifd &% CD4*CD28™T 4ilfifd (5= CD28 I
RS> T3R50 CDA™T 41 10) IR LR, 7EAZERI
/NSRRI RE AL S b & IR CD8™ T 4l % 1=
FE L [EIE, T 40 & O EAE CHD BRE
AL S IR E R BB AR W22 5 IR 1 R

*R1. THRRHETEE CHD 2EMEEMNBENSH

Table 1. Distribution of T cells and their subsets in patients with CHD and normal controls

G REREAE CHD % nCPopises 230k
CD8"T 4fififs DIZ S ) of g s Naive %% 3= IR 240 i 7 1 [5-6,8-9,14]
CD4™T 4 e WAE  Treg AAEIS/ Th17 40T+, Thl/Th2 2K A Treg 1M1 REIEH , Th AL RE-F-#5  [6,8,10-12]
HIETIRE CD8"T A LL BT+, TCR Z A PEREAIR FEIB bR G Fk , TCR ERE [5,9]
LR BEerh T 4R LL CD8TT AN 3 ANE M e 4 T AU R A TR A S S E I [5,8-9]
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T A1 215 DK oA B A BB b 928 S S I K
RSB B T 4 AE CHD H £
B 2%, KR AE g A8 35 F0 B AR &
MAF 2T, 3R 2 PR
2.1 RERIEA

G, T A E i H AR A TCR AR E DU
APC 3% 52 1Y 5 3l ik ok 6 A A 5% 285 HH O i B I (an
ox-LDL Fl HSP 4%) ,BBJ5 T 40wl i IF e h £
TR0 40 MO A . Thl 20 J 2 BE e 5 L B 1Y
Th WV AY 38 5 72 4= T3 & v (interferon-y , IFN-y ) il
e SR HE I F o (tumor necrosis factor-a, TNF-a0) &

FEVER , dE e 2t sh Bk RERE AL ) 4w 457
LRI, Th17 206 S L5306 L 4 LA 25 17 (inter-
leukin-17,1L-17 ) £ CHD K sl ik ok RERTE 4k v Lb 51 T
i, L5 0 7™ R B R E A DG R S A
I, CHD H# 4N Il CDAT 2007 e 2 4. 5h
ks RERE AL B Fp A2 CDA' T A BR 235 TFN-y
Hh A Fe R HA S Thl 40 MAHSC A2 R 40 R, 4n
IL-2 IL-3 TNF-o FIPKELHE R, ik 22 A 1S m] 06 H
I 41 45 G 28 40 B, R R RE S MY, Butcher
S5 S et BAL T S0 R AR X S fk s A A A /0N R
JEE LR M TR A BT, Tt = A 2R T
YAV RE ; Treg 4 Thl 400 LA K BA Hb ) ] #84k
Y Thl/Treg 40BNV FE . WFFEIA4E /R, IFN-y | IL-2 Fil
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1L-7 fEME TR Treg ANARAY n] 38 M, 17 S 80 Th g =2
# ) Th1/Treg 4HMIEHE R, X Tl R AT G 2
Jik S E F1 3l ik S R B AL A SRR, Crotty ") BF 58 &
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FERAEIEAE T Tfh 40058 23 43 00 20 i 5 7 A
B 4 AP 5 % e 4], LA i p i n] St
JRE5 G R 2 G0, I OE #MA R G, &
SEH L RAEM A, AL, Gaddis 5 B 5E
R, e AR 2l ok 5 s £ A 3K rh Teh 48 43 8 1Y
IL-21 7KV Treg 4 il th XK HEZE [ P3 ( forkhead
box P3,FOXP3) [ ik 2 i AH ¢, X — & B[] 245
7N T Tth 0 B AEAR SE 30 FoR A A Ak 1 R P

CD8™T 41 it 0% B B A i B 3, T i B B
M 240 L 00265~ UL 40 oL R PR B 200 A A R e
HIZET B 06 1, A2 4 5 i 3l ik ok R 5 4 s 7% 1 T
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FEE N, Sk AR AL BEBL ) CD8™ T 41 ff 2 B 1
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Ldle™” /N5, & 88 CD8™ T 4i i =f 18 55 5
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HAARIE T 40MIAE CHD h AR 2 VE AL, B
TR E AR R T 40 RE A £5 it | L ) B 3 Wb A b
MR R AL K 7oK A B T CHD B9 H 2
FE T 1] G 28 TR T 24 00 S A0 L 9 R B e
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W IL-10 A1 A A= K I F B ( transforming  growth
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FEBEHR ) Zha 2520 %55 42 5] CHD B39 Tel 21
LR RRAE AT 20 BT, 2 AR e A IV Tl 20 i
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T BRERAGE A B A CHUR . Van % BT &
B, 7Sl ks #F B 155 28 9 B S B B, CD8™ T 41 Jifd
Al RE R LAY EVE T, BEAk, CD8™ T 4 5 F 21
L 53 L Z AR AE SAE DG, 387 CD8™T 41 Jifd vl R
3 o PR ERE S b g 0 5 e S LR AP R H
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A I A2 08 15 W3k 248 A s I Bt R 4 e, 2 T i
HEREPIE BT K AR AE R, Fe 2 T B3N DK ok e Al
e R A 875, Klingenberg 2574 % 81 Treg 41 i
B 1 /0N BBl ok o A Rl A R BE 14 T 2. 1 %, Treg 411
AL3E L 9 B AR A ) Bl koo AR A A, FERR
B ZEELIT R LDL UUAL G RE , Th 20 i i
2SR FHA ) EL 61 B4 328 | T Treg 200 R0 DU) 5 3 470 46
M IR 32 IR [ e ds | G 28 2 ] 52 i 0 ko A6 s £k
R,
2.4 EARABEIEAR

TE T 20 B 0 22 200 it S 78 w358 4 S0 R0 56k 5 ik
SKI AR A Y ELAACSE ) 1 AS A A3 0 — 2D IR AR
5%, 0, Th2 40 L 7E 2 Jikooks B A Ak 2 2 A2 i A
A EH, BRI AR, Winkels 2 A
JH BP0 B 0 52 AR XoF 2 Jok ok A s Ak /) B 32 20 Jok B
Herb By LA A T 538, e BUAE Y LAY T 4 3%
Ik Th2 2 M AH OC 40 i R, 4 14 1L-5, 1L-10 Al
IL-13, King 2 LB 1E Apoe™ /NEUH, IL-4 fiEfS
BT Th 20 L B 0y FF-40 ) 20 Joik ok A B 1 28 114
J&; T Engelbertsen 25 fBF 8 H W fE RS IR &
MEFERY Ldle™ ™ /NEL T TL-4 F8 T4 FE X 30 Jok o 4% i 1k
HARYVER, BRI Th 40 M7E s bk RERE 1k H 2
PR AR FH 34 2 40 7 6 J8 2 i, (B A BF 9T & 31
ThO 4 f-55 20 Jiik o83 A A58 A 0 I A5 52 9 S 2 A G
H Th9/1L-9 {55 38 % AT 38 2k 15 42 30 1) oA B2 248 i
EEh kOB RERE AL S T ST 4l TE 3 bk A
A B EL A FH 4 2R 58 A B, SR 117, Chen %5 38
R 25 5] CHD 85 A1 & i 5% 40 A ST 4
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AN IL-17A BYZRIBAKE, B v T 4i i n] RETE 21
LU FE (acute myocardial infarction, AMI) F9 35 #

PR R IE AR, R R T BEE i IL-17A A
TR RGBS SR,

%z 2. T HBa7E CHD HpEH
Table 2. The role of T cells in CHD

B e sk R L Sk
T 2 AEH CD4*T 4liffl  CD4™T UM/ AL s WA & FEAE . Thl 4000 WA IFN-y \TNF-o FIREEE  [3,15,
F LUK Th17 43684 TL-17 S50 B VEANMG , Inss 4 RE SR ; Trh 20 M i A 17-21]
K FIGAMA R 5L, S A BB R AEI 7 ; CDATCD28™ T Y AT 451403 1ML 45 P9 iz B
LA S UL, Jon ) 2 ik o Ao 6 A B A
CDS'T 4l BEANIEE: K755 B A0 i | 28 - 9 LA AR A0 P9 B2 A e & AE R P Mg e gt T, 3,13,
PR3 55 15 st Bk AR A A 5 25 A TE B S BB B 2 RO o 22-23]
WRIEH Treg 400 3 TL-10 A1 TGF-B 5 2MIX 1, 30 5 M 40 L (40355 Ak R S8 S 7, I/ DI TR 4B [22,25]
HOFE B, AT 0] 2 ik ok R AL Y % S
Tel 40 43 WA CEE Y TL-10 08 E W40 7 4 TNF-o A IL-18, W/ S8R R X LA BE (. [ 28]
193, T e 52 S0 ik o Ao R A B
Th22 4iffd  Th22 Z0AR A6 TL-22 , i #E P9 i 4B 18 &2, s 4% 1 A A dE A, sl b SR e [30]
Iv1) LG5 R PR ), 30 T ek A 4 R IS
CDS'T 4 Wil TCR LAKIES APC MM AE TR A CD4™ T 4 fIR AR B ip Emg:  [31-33]
Y B
WA E AR g Tel 4000 43300 TFN-y AT USR] H [ B0 A 5508, 30% E 4 i, KRB A 1E ox-LDL Jféfk  [34]
LR AN, {1k B ks R Ak i &
Treg 4L 4334 TL-10 AT UG 2EBH P Wst () %528 , 900 sh ook BE R AL i) 4 [34]
MARIBMER Th2 4 Apoe™ /IR IL-4 RE4H HT Thl 20 M 52 B2 I 410 1 50 Jok ol R B8 AL s 28 9 I i (B [11,
Ldle ™~ /NER TL-4 B8 RE S Bl ke e i Ak EL AT A 35-36 ]
Tho 40l HICEIE, [BAWISE AL Th 4005 3h ko RERE bt O IS0 2 M 56 [37]
YOT 4iffe  CHD M SNA M A AN ST AN TL-17A 5 5 m 1 28 KF  BERA  [38]

I

Bl H . ANE NS R R I AR o TCR % & i 22 5742
INGE N B AR R Xl CHD /Y S e AL
W FER AT PR AL T OCHEZ R

3.2.1 "k EF 6 TCR # 3 5 %50

TCR ZH: 248 TCR it V(D) J ZEF EHE CDR3

3 EiIEHY TCR i Z 44T

3.1 TCRIERKREME
TCR J& T 403 i i — Fh I A, T 5 IR0 A0
254 APC FEPLIEIE MHC 2 FE AW, ik %k T

A TG SETE AN e, TS 5 %, TCR
) ZREPETR T H 4 b ( TCRo 4% F11 TCRP 4 ) 165
PRIEHE AR o= AR 2 G 728 5, T BT 32 1)
TCR i %, TCR % R 1 Z M e 2 © 7 2
PR MEEH]  BE T TCR 18 R PR 2 0 T
R R
3.2 TCR & R O B HFAE
AR, ORI Z T 5T R A& T CHD 34 T 41
i TCR 3% R BY4FAE, @ % CHD B3 #E47 TCR 4
PEIY , A] 3k 75 b i & | RS 2R o i A =
FEEEAETENIY TCR G R IG5 E . W 3 7R, CHD &
FAETE R W T 4 S e M, RN TCR 1k R £
FEPEREAR | o [ PR 1 12 34 58 DA 22 A2 98 /40 R WA b

XA H R AE A F ok L& o/ B BEA G SEHLH, B
TE BT R I BE 7 1Y & B 5 B, TCR Z2ME 1
Al CDR3 Z LR I V/) SR A 2 s
AT

SR AR LG, CHD [ TCR 3% & I ZREE
FAAE 35 22 5 Lin %700 3 93 R o 38 2 I %
(high-throughput sequencing, HTS) X} 9 ] A~ f2 & #d
L8 (unstable angina, UA) B 14 5] AMI (35
AR 9 GRS K IE # # /9 TCRB 4 CDR3 21T
SAHE, B UA SRE N AMI BRE I T 41 v b 2 B
PERGEAR B K IE § & 3 B4R, O A TRBV2 Al
TRBV12-3 SR Fr Be il R A9 5% Tt R o Zhong
%“”ﬁﬁ%?ﬁfﬁd,% ST B4 & .0 LA AL ( non-ST-
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segment elevation myocardial infarction, NSTEMI ) f8%
[ TCR J7 8BRS K IE # # 5 B2 R (HAL
valE L ) B I T ST B 4f = 240 LA B8 (ST-
segment elevation myocardial infarction, STEMI) &%
i) TCR ZAEPE R TC W35 22 5%, Al RER I M AL e b
Wb, Li %O WU SE S 1 BT 40 S R S
PEATHESE, A B AMI % CDR3 X3 28 JE 1% 2 +F
Ph R S35 T [ TRBVIO-3 Al TRBV11-2
AR BUE AR T [W IR VI/VD) A5
ZAEPEREAR, OF Hth P e 5 PE 5 % . Klingenberg
SN 16 i ACS BRI TCR ZREPESEAT 30T, 45
SN IZZE R 1 AR AR I P TCR 2 R4
¥R, 25 LRk, CHD g8 1776 TCR ZFEE:
WA K e e I B B 4%, 3 7T RE M IR fo e A 2, fg itk
PEPRATEE . 70T TCR 35 R FHIEA 2o CHD Bk
HEZ W SR T IR AL OCHE R A= W) 2 Ml

3.2.2 Ausm&HM TCR 89 LE  TCR 5UfE
PEFE T AAREEAR 4R E TCR Tk (HA A R ok B
FIfEL CDR3 J¥51) B 59 HPIRES X TC e th v
(D)J A=A CDR3 J¥51, BF5E TCR HI%

FEH A AL B FIRA B CHD (19 &L, -4
AR YT RN T B $E AL FE B S KA

Liu Z B & 8L, AMI B R Sk s 4 9
A~ TCRB CDR3 3af& UA R ELE 3 M o
PERL A S M BEMEME P EEERS,
Zhong 2 F5E % B, STEMI 2 ' TRBV2 FI TR-
BV12-3 [ 5 f 8 L 5] 5 325 5 T oeb Bk 2l ik O
NSTEMI 3 TRBV12-3 . TRBV2 1 TRBV30 [ 7%
B 80 LA 8 2 T o T 7 250 WLAE B8 R 35 TR-
BV29-1 1% 5 B 7Y LL A5 1) dnd S0 T e R Bl Ik IE 5 3
[ iRE, IS HR 1 TRBI2-1 Fb 9134 55 F e bR 30 Bk 1E
W . Klingenberg %75 16 ] ACS H# 1y 1M e rh
Y I Z A LA B TCRB kA B HiF se b, o rp TR-
BVI8-TRBJ2. 3 i WA FEERY AN 7, CHD
FH TCR Sl AU ) 252 I 2 PR FL A e WL A2 AE
e BOHE R B R L A R L, Aok
e TR R HABE A A 5, it e B 1 55 5 i R M
o PRSI I, Sy g W 7 ROV A B 10 4
WP AR A

% 3. CHD E&H TCR CDR3 i RHFHIE
Table 3. Repertoire characteristics of TCR CDR3 in patients with CHD

VISR LR TElER ik
25 f§i] STEMI 3% AMI BB R LR E BN Vyl > AMI A& B TCRVSS Va4 Al V83 W R B = 5w [38]
14 {5 {e B A %o Vy2>Vy3 , TCRVS WA I FIL B Fed s

Z MR
14 5] AMI B3 ACS # ¥ TCRB 1 CDR3 ZHEPEY)  ACS TaMe Al d S i E MK, TCRB JFEIL =R BT, [40]
9 fii] UA ¥ FEAIK AMI ) TRBV2 TE R RIS 5
9 5K Bh bk IE H & UA [ TRBV2 Fil TRBV12-3 T 750 45 % 25
7 1] NSTEMI % AR B Wk IE B 0 ET 200 S T 4055 STEMI 1 NSTEMI () TRBV2 1 TRBV12-3 T M B2 [41]
6 15l STEMI £ % Redi 3 2 Fl i # & T STEMI 4 #l THeE;
8 Bl AREN K IE 2 NSTEMI 4 NSTEMI Fl STEMI 4177 3[R CDR3 &L v AU
30 6] AMI B2 CDR3 AA £ REME W Z A%, R BT AMI S EFEIKT VI RN VD] 44 sape s, [42]
30 BISERSIIKIE R % CDR3 AA B35 BRI 5] BERRAIR CDR3 AA TR A B S IH B T iR, H AR e

A AR

16 il ACS ¥ FORBN K ML FE 5 AMR M A TCR 24 ke E 1L V(D) J P EHEUN Vbetal8-J2.3(8/16) . [43]

16 BITERBKIE R & PEX 25 B, B i be &b A i 5

LI

Vbeta05-J2.7 F1 Vbeta25-J2. 6, 1 &1 i v 5 U 14 2
Vbeta05-J2.7

g [k, CHD AR RS T i S04
FERRE RN B YIRS, CHD 3% TCR % 2 2 BLg:
TEMERAAE . 22 M B 38 BRAIG, 3 40 v/ T R i A 35
K, T ETF N KA 5 R v bR 2 ST L,
F7R ox-LDL 2550 JFBK S T 40 sepe e #5382 5
JAERRAE ) TCR 1% & 44 CHD RS 2 y7 iR

BET BT ) U H R R TCR 5e ke AR KAE 5
W, AR RIS WHE U T AR & D 1 % B
BPEIRIT 225, TCR-T ¥7 2538 1 B P g i A 1 TCR
SEATT A B VE BRI 2 T MM G LA E Treg
TR, TSR S Be 4145 . JEF TCR shas
DA R B R 728, 18 S R S
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214 FIT % URAT 1T 1 22 2 P I, e 0 A AG
D752 B A W T R v e = A oAb B R 2
SINFIASE, 52 Z2 R0 R B2, AR5 55X TCR i &
H@?ﬂt%ﬁ%%ﬁ“‘” BEA, TCR $E )7 ik 1 %8 4k
BRI T it — L 0 RORAFIE T R4
TUT—/\ﬁrﬂ~®1‘Jlﬁ%ﬂﬁﬂﬁ-1ﬁ!£‘ﬂﬁkly\§u2*A
A2 AR RN 5 R R BB TCR-$T I AH BLAR
TR @ R G IR A SE R4 CHk
5T 5 24 28005, i TRBV K 2 851k 5 8%
A 5 SRR R 0 38 AR, A8 S 504 B L T
AR TCR A Qe R Ak . #S7 bR e A 1
TCR il ~F-55 , o Z il i 58 Sk HAE i CHD X
Bbm s 0 FEPE R0 DAk TCR-T 7 32 () #0328
BV R RN TCR 3% Z 50K 3 3
CHD —{RAbRE 27 WL Ak, S TF & 8 B G g ¥ 7 vk
PR
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