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pathological manifestation.

regulatory T cell;

acute coronary syndrome;

Inflammatory response plays an important role in this process.

immune reaction

Acute coronary syndrome ( ACS) is a clinical syndrome with atherosclerotic plaque rupture as its main

Various immune cells, cyto-

kines and inflammatory mediators participate in and promote the occurrence and development of inflammatory response.  In

recent years, it has been reported that regulatory T cell (Treg) is a kind of special CD4" T cell which can negatively regu-

late immune function.

The number and proportion of Treg in human body have a certain impact on the occurrence and de-

velopment of autoimmune diseases such as rheumatoid arthritis, mandatory spondylitis and systemic lupus erythematosus.

At present, most related studies have confirmed the correlation between Treg and ACS.

This review will focus on the ori-

gin, biological characteristics of Treg, the relationship between Treg and ACS, and the possible mechanism.
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ARG TE, 51RO LB | Bl S, SR 5 & DA
W X A R P VT ARG R R B, ACS 4 WK e AL
DBYRMZAMECIUEESE, 1 ACS &%k i 32 259 2i
DK 2 A 3l ik ke B Ak, & — b i a0 v 4% E O
RAELNML I 9 E R IR 5 R e R UIRE R
LA Bl DR R LI 0 B e
1.2 ACS e & R AE R M

ACS S — Bl L 5 R 3l Jk 5 e B 1k o 3= 525 7
SERb AP RO VRS . 1, ShKkoR RE AL Y
SRR BT T3l k4 BE Y iR B B | it 72 i
RAESI AT, KA RRE LRI H BB A%/
2T Ak T 20 3R A 0 R 2 2T Ak AR
3 e 2 M G 58 7 25 0 XoF 8 i S I A )3 4 1 T, O
e s ko FEAE AL i ERE . B & ACS B L ¢
S, B (0 T SR B It A 36 R T IR 2 ik A RE A A
A5 B 2E T ACS , Hoad Bt A A f A AE 20 A 48
LN L

Geovanini 25 T\ Ry | 4 41 i 76 BE B () T8 B
R R A P R 5 0 R T S A R R Y
T, I H R A A % B AR R S A sh kR ke
oAk e A ) B A AU 8 AT 2 3 6 B PN 1) B 4
AT, R BB B P 5 A K A 4 O A e,
CD4™T 4 KB RAEBEHIE pLAT , By F
206 S AR DR 40 s 2, TS T 9 B 40 i 4
A6 A Thl RO 2 A, 7= AR 48 T 0E B v dn i) v +
PR (interferon-y, IFN-y) , IFN-y £ & 5 55tk 2 1Y
PE R, 38 n i g 3R 56 IR T R 4 i A K1
(interleukin-1,1L-1) M & B, DL I 485 X 3 [F] 4
H, B — 20 7 A K 98 A AN 40 I g v R, 2R (]
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o 2 PR L DR 2 1 7 IR PR Th & 48, %500 1 2
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BT T WRELAH A LASN , T 40324 (T cell recep-
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REHLZE fil kb CD3 B AR Zeta HEFHCH T 70 FH

RAEIN, 32 1A T B R Wl TR Ak 7K P i G, DA
A ALt — 25l TCR BEAS S NFE A TG 1L, A5 i 4 il
BEPENCTT AN TR ACS BB R I A 0 I Y
FE 4 B SR I 9 REASAUNT T 20 it SR A S 4
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TR S & 0

2 AT 4R

2.1 Treg KR

Treg #CH T CDA™T 4], & U1 4R & B —Fh
REAE TP 18 425 00 5 AR E SO NE ) 40 Jf S A . Treg 1Y
A% | MRAE E I W] AT R ok 2k, 75 5
I Treg ( induced Treg, iTreg) Fl H #& Treg ( natural
Treg,nTreg) . iTreg 32K U5 T J& B ik (0 H 2L R 2%
B, & CDA™T ML Ee sz f RS TE S5 52 T Je
ZA AN N 2L FAE R R m ok, AL AE IL-10 B
S0 Tl 40 A K AT B ( transforming growth
factor-B, TGF-B) 155 A9 Th3 40 it M 3k FOR MR e h%
sk p3 (forkhead/winged helix transcription factor
p3,Foxp3) 75 F ) Treg ififd 3 FPEHY, 111 nTreg &
SRR T M i, T LAAE SRR AR A o5 JA il CD4* T
AHLEY 5% ~ 10% , A4 il S B 1o %5 09 7 10 e 4
SO AR
2.2 Treg & RS FIREY R EWFFFE

Treg 11 25— S M8 3 ST S /Y 40, H Rif
IR SR TR G Z N Foxp3, X 44 Scurf-
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WREARIC T T W M T HE5EHY Treg E 1Y
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CD25" Foxp3 " Treg Ab T RHRCIR 25, 24 Hy BR 4298 )2 1
BARAE SV IR ST RV A LA PR I PR, 78 TCR A
SHE RIS ST, o3 W] e i 40 i 1,
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KA ARKE I Treg 40, # H Foxp3 & H AR
iC Treg, 4 4li J5 1) 21 B 45 F H b br 5 4, (2 02
Foxp3 & [ & —F 40 i N 25 11, S BE X 36 4l i kA 7
UIfe % , AR F X s i 7 20 17 40 B 09 1
PRIGIT o % F 5k 5l ) CD4 Al CD25, & ik
CD25 1 Treg A R ZH 515161 CDA™T 4o AH H.H
B RREX Ay, R A4 B A IK . D127 (A4
R 7 MR IL-TR) AT E R Treg B4 i 35 1 A 25 43
F,ild CD4* CD25" CD127" &lifk i 45 Foxp3
4L E) Treg BORARRL, I H X FE4lifk H B9 4 i B AT
WY Treg DIRE, Bt il I R T5 R . H A
CD4"CD25"CD127"" Treg i A )32 FF Il AR, {H
K Treg FIRISE SN R H TR D71

3 R[MFERIKESES AT T 458

3.1 ACS 5 Treg X &R

L T NI 7S SR I A8 B B S ]
ACS &R B ke Hh e ™ T 1) — Bl ek sl bk ok
FERE AL 1% K A5 K R 341 5 G 88 22 5 1 TG 28 DD LG
UNSRRBAE A AL HE 5 I ] 58 0 22 1] 4% 2177,
AT DA o Jiko R Ak B B i T2 B S e g k. TE S
SERGH, Treg BT LA 25 410 1l 20 Jik ok p A Ak B B 14 T
B KN S BER N 98 4 FE , Treg MLY% 7K F 5 B
R/NRERME  KEM LT kb reiEfk 5
Treg &R MBI R RIS ACS 5 Treg X7
AL TR R PSR, AE T HORE S AR
MG RIZIG P, & B ACS HR B AN E I Treg 7KSF-HH
RTFIE® A, Treg KV T B2 IL-10 700 T R, ff
Thl ZHHEATEILINEE , 75 A E 1R DY, Treg 4K
SERI— e R M, FEALEE 1L-10 [ TGF-131
1 IL-35 , S0 760 A 40 I B, 945 P9 B2 200 e 1) 3% Ak
S HEAE 1120 i 28 1 BEL 1k 3k s A 1 £k 1 o A
&, AN, B — e R Treg I8/ P REAT BY
T ACS WL {H Treg 75 ACS &t #EH Y
BT R H

Foxp3 Bk T1E N —Fhbric 3145, )& Treg %
kM EBERIF Y B9 oK, Foxp3 LUF
B FAE ACS HRH 1Y) Treg H HY LR KB % IR %
TR, PRI T HE KT Foxp3 b i 54 5 1~ 1 Y kAL
IKEAELERE Treg 1Y G2 7 i T BE 7 TS 4 2L 1Y)
TEH,
3.2 ACS 5 Treg iR

SCHRDS HRE /0 i i R Treg 38 51 1)

AEZ I Treg BRI HIIERE , IR A 38 Treg B0 1
1], B IEE Treg (34 FE AR 1, W1 LA R AE 1) & J
T P ) 2 Jk ke B A Ak BE e (T A L R R 2
AN A FE 2R B, /0N Bl Ik s A 1 A A 78 A1 ) o A
BEHer CD4*CD25" Foxp3 * Treg % 2 i /b | #2840 il
IREREAG, T 1 CD4" CD25" Foxp3* Treg i B He
BH S8 /0N AR /0N BRRSE JR0  %) f Jok o0 A T 1 5 0k 12
HAVRIBEH ) Treg #EM A . SR H AT M A
REHERR B Treg HUARAL T BE R PR bR A5, (H 2
MRIRLE N DSBS 78 ACS R P 4EHF Treg L
1] Dy BE B P s F RE S S AL — AR YT B R A
3.2.1 FEHERAETIRXZBLHBE A TR B 5 A
TE AR H R T BEAEE A I BRI ) B AT
25, BT E 4pl 1z B H T bk sl bk ok A i 4L
PRSI (0 T BF RN — G T B, (AN A TT 2 24 ) O 6 i
TEF A RE MR B T I R R 25, ifF — PR KR
B, AT 225 0 i A B0 R AE | AR E BB Y 4
o fEshscs 2R 8 1 E JE AR 19 3l ik ok
FEREALBRL /N R 2 A 7T 28 25+ il 6 JE e , BEHeAb
R Treg 41 M K B 48 I 76 I PRS2 56,
UESEABTT 2250 ) e e P 5 D RE 5 H R ACS JR 3
(1 Treg Uit KW A HI T e 2, w44
BTSN AT 2R 2511017 KI5, ACS J5 A\ TEFR
Treg M Ll &2 Treg #H ¢ 3= 22 41 ffg K+ ( TGF-B1 A1
1L-10) A RIA 4 W] . Fh 5, ik SR b VT 25 245 9 vl g
ISR Treg AHICHY DRI P G Be I 27, R FEII ) 4%
FEAEFT ., Ma 250 (g e 1, s AL b VT 28 25934
Jr Al Adk s ACS H23% Th17 Fil Treg SHHEA P4,
3.2.2 4 CD3 #FEEHik  CD3 T2 T 40
Fbr B 72—, TR PR R (5 515
R EE EAE M, BT, AP CD3 s bt
TR T AEEGE S Treg 7242, 4T 2T
i E RIS S RN IR YT, BT CIR Y A B e
PEGIR AL T B 7 1), Sasaki 45 1 3 4 452 7 512
TR, HARPL CD3 FR e REPIA, vl 5 5 2 Fh 2 il
Treg 3448 , 3813 TGF-B AL G ] e i, (R
ST I IR, FLf D) A4 L A7 2G4 75 K I
PRI B0 S

3.2.3 #HhAEFEAORARSBEKEFEGB PUKE
FH H %% (heat shock protein, HSP) J&—2H HAG § %L
A= BRTIRE B 0353 F 56, A WS HSP6O &
T EE Y 5 | R 3h bk ok R A AL & R 1 3 B PR
Z % HIEE I B( apolipoprotein B, ApoB ) f& 1%
W NE R AL oy, A 2 T8 1, Y ApoB Y IfiL
VOO T v 2 AE H L R, BRI RT 2B o fok i
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ERET 5 2 G RAE U, TG B AN, TP AL
B KRR A 1) R I 20 I —— 6L R A0 L, 2 2 B
FER S Mundkur 251 38 13 5 9B R S50 48
M RE A ApoB Fil HSP6O JikJm & W i it 52 , ] DA%
il St ks RERTE Ab s A8 () 18 J2 | IR R AR E (R BEB
W] & BRI ApoB il HSP60 JIk4H & U445 1 5
Treg MIECEIG A, % 185 TGF-B MREHLEIHA XK.
3.2.4  f% > RNA % 7N RNA ( microRNA,
miRNA) & — KK 2 18 ~ 24 nt 2545 1 P IR B
FEARGRAD /N RNAUS g a] LU 40 g B ik, AT
Iz AEFE TR, B B FR R A 2R miRNA , iX
46 miRNA AJ LIFE ACS HAS 6] By B gl 15U, 76 i
PN B D RE IS4 | 38 A | 2 Jikoks B 5 10 2 [ B R BN
TR 23k KT BRI 30 AR A 00 Ry — b AR & i
WY AR R AR bR & AT R
miRNA 7 3 ik o ¢ 1 1L E‘Jxﬁkh &5 ML
HEREEMEH, EANINEETG LB, miRNA-
155 3@ IE VAT AME I CD4* Treg 235 7K, #14l
SEEAR BI K PN B BEERE PN Jeg 38 8 i S5 o, 410 i I 5 SF ¥
JULAH AL B P Bz 240 L ) 38 58 3, T RE R Ak 3 e R
S Ik BEH R PR EE ML 22— miRNA-150
AR NG 2 U5 5 0 B A0 R T i e R op
ANA] s 300

4 I %%

FRT ACS TR PR Z — , ERIK
TR RAE IR TP AR s = AN T, TS T A
I T REZ N NIRST Se— P 1 — e 117, 4n
AT RE S A AT ACS 4k BH 1k 3 ok ok A i b ik
i A it — PR . B RIS 5 ACS 1k
T VAR DG , S ] 39 S 2 S IO K T8 7 e 4 5
AR JRE R B2 B AT F AL, H R A AR 2
FENBAGEI T MG S I RS, K BL T Treg
AT R S BE SO A @WFTBELE ACS V3
A b R R AR AT, BARPLRIAS A 1 ik — 28
Wroe, fH &ﬁﬁyﬁﬁﬁﬁfﬁi%ﬁ{ﬁ_ﬂ/ﬁﬁzﬂ
ks R AL R 10 19 T B0 H AR, BT ABRAT A o K
SERIHSCTS i PRATITARSER R Treg 153N K FE 1L
R BEP R F RS8R v B A5 B4 T B pIL] , i B2
REAE N ACS TR Beify v R t— A 8
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