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Abstract

CD4+CD25* Regulatory T cells are involved in immune response and immune response in the
body’s cells, and have the function of immune adjustment or immunosuppression. Accumulated
experiments have proved that CD4+CD25* regulatory T cells play an important role in the main-
tenance of peripheral immune tolerance, and the decrease or the afunction of them has a correla-
tion with the occurrence of autoimmune disease. It can actively suppress the activation of T cells
in autoimmunity by cell contact dependent mechanism and inhibitory cytokines, maintain the
immune tolerance, and prevent the occurrence of autoimmune disease.

Keywords

CD4+CD25* Regulatory T Cells, Autoimmune Diseases, Inmune Reaction

il

CD4A'CD25" B MTHS B B R tERy
RIERE

TR, BRE

R R S 2 TR R, L R
PR R A R Bt R P S R R B, VIO T

CERAER .



http://www.hanspub.org/journal/md
http://dx.doi.org/10.12677/md.2015.52005
http://www.hanspub.org
mailto:xixiluo.hi@163.com
mailto:ccf2006@live.cn
http://creativecommons.org/licenses/by/4.0/

CD4+CD25+¥ 171 T 45 H & S e VEBi f 7T ik Jig

Email: xixiluo.hi@163.com, *ccfZOOG@Iive.cn

Wk HiA: 20154F6 H10H; FHHEM: 20154F6H27H; KA HiH: 20154F6 H30H

=

CD4+CD25* P T TR —KS 5N R BR PN H 5 %BR SAMRIER, B %BeiE i e i
HIThRE. MREZE KSCRATARY], CD4+CD25+ T TR A ERFIE B ZHEE/EM, XMT
A0 OB R D BRTh BBk R 5 B B S BB I R AR B A St . & AT DA o 40 R R A R L ) A
P48 T ROBALE 3] B & B b TS, 457 E B2, Biik8 S RBRfRE.

K §Eia
CD4+CD25+F T4, HHRER, BN

1. 518

5 %% 1799 (autoimmune disease, AID)EHLAAXT B B 4l il mk B 5 20 & A G % N &8 1T -5 BUR 0%
KA, WU e 52 VeI S5 . X B B B0 =28 S e it 52 2 B 1k B Sl R AR DG . H B e e
I3 (0 R BRLE AN BB, 05 R B0 SR A ik . SR . CDATCD25 T PET AN Th174
L % R G 240 B BRL - DA & Fas/FasL g5 5 IR0 B 1255 A 22 TR 3R o P R B3 PE X LA 7 T T IR AN AL B &
G PEPEPIG o X LLH S0 AT B L H B oy MR IR T 5 AL G IFRE B I3 RN S e i YR 97 I AR
ARLEIRAECDA™CD25 Y 5 PETAH XS [ B Gy 1 5005 7 THI AT R IAS

19704EGershon5 [ 1142 H 7 F0HIPET 40 BAE 2 o MU =45 1T 40 i H B AE K AT « 19954F i Sakaguchi
[21 24555 /N B B S8 PRI I E 90 i Yk R BLC DA CD25 I A ME T4 . b, ST METAR N B &
G IR SR T I I ST AR s . CDATCD25" i 15 PE T4l (CD4CD25" regulatory T cells, Treg) & —Ff
Fik A R 2(1L-2) 32 AR a5 (CD25) [FICDA TR . o H AT 0 I Al 40 Bt B B AN S AR50 R (1 5% S
B G 52 AR o LA DD BRI Re B o] 23 3 & e M R 2B . I 4Rk, CD4'CD25" Tregft
H & e IR s . oAl G e SRR & 32 H

2.CD4'CD25" Treg B T RS HTFirES MY

LICD4'CD25" TregiteJi )4 [F], CD4'CD25" Tregsr A ARIAIECDA'CD25™ Tregflgks3 ::CD4*CD25"
Treg. RERTECDA'CD25" Tregi i T Mg, 5 ANFI/NER 4ME CDA™T 41 Mi5%~10%; 3K75 1% CD4'CD25"
TregfE AN H1 B & HIHTE R

Foxp3:& H il AIAHICD4A'CD25" TregltiHe 7 MEbr &, Foxp3&#s 3%k T7fox head K% (1 — I, Foxp3A
2R AICDA'CD25" Treghtitnd, &R HKEH 5UIREREFT LA D EE ST Foxp33ik KGR FE /N
PR = CD4A'CD25" Treg, [fifEFoxp3idt & 1A 1)/ 44 Py H.CD4"CD25 T4H i f1CD4 CD8 T4H A th i 7w
H A I ThRE[3]. A M P Foxp35k (Rl ) RAL A Re 2 S8 H B i K 42 . BR4h, CD4'CD25" Treg
A CD25%) 1, 40 A 75 M Tibk B 40 AH 55470 74 (cytotoxic T-lymphocyte antigen 4, CTLA4). 011 3t i) 3%
7> ¥ CTLA24. PD-1 (programmed death 1) ¥ Sz iR « 5 (0 R IR SR 1 2 R R A R 5 1 (GITR).
WG AL L K3 (LAGS). Ik E4H 5t i 52 5146 (Ly6) & ARds b &
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CDA4"CD25" Treg B A % TG REM: AN G 2 I PE PR RV . S ToRE I R IAECDATCD25" Treghy itk
FENL-2ff b fil . [ A A B T 7 ME JLCD3 gt L R HiCD3 A1 H1CD28 gt i Bk A 1 I 2 oM
WA, FEEAFWIL-2 [4].

F A N1 R ILECDA™CD25" Treg s 75 B4 50 TN 22 (A (TCRY M BI 5 5 I, BB B
Rt (B0 — FAS, HAmmE 2 R R R R, el B g (8 B, @ AR
-10(1L-10) A% Ak A K X1 B(T GF-B) T X Je 8 A3 s = A= 4], T FL A& b S e sl AN oy £ 220 UM 2
PEE A R (major histocompatibility complex, MHC)BR i1, f i 0 il [5] A (5] 284 55 [7) A 55 284 T 240 it 74 444 B
[5].

3. CD4*'CD25" Treg RI{ER LI

R KR SO 7T, ILAE NN, CDA"CD25" Treg a5 SiA L 35 B4 201 12 fi 40 st AL il 0410 ]
2 AL 5 OB LA - 4 P A AR 5 FL AR ISR TR 7 A7 9%, 0 P 240 M AT RS L ] 5 33 £ 37
PEZR LA 5 K

3.1. “ERaiERLABILE

AkahashiZE[6] &K Hl, 4B ¥ CD4'CD25" Treg 5 [ M 14ECD4" T4 fBE IF 5, CD4'CD25" Tregkt
S NPECDAT THH M8 5E (1 0 V8 DB 2 o AT A3-AICDACD25" Treg 5 e N MECDA* TR K A5 B f iz fih
A fe RIEFNRIVEH .

CTLA-4/225CD4"CD25" Tregfz il i) — AN EFZ R 4> T . CD4A'CD25" TregiF ik /5 CTLA-4/]R
RSN, JFESER L. FIPUCTLA-ART ] BELB I 5 PET 40 M A3 A F [ 7]

B R 2R 75 5 1 BB PR IR T 32 44 (glucocorticoid-induced tumor necrosis factorreceptor, GITR)J 2
JE R FER - (tumor necrosis factor, TNF)SZ KRR 12—, PLGITREFUREFHNTICD4"CD25" Treg i
Thee[7]. HPIGITREEETAHFIGITR, 1 LAFHEICDA™CD25 * Treg il {E H; 1M1 2:FRGITRIEIALH
B THIGITREST ] IR /N UK AR 1) B & S 20 [8]. HPIGITREHTAL T (1) /)N Bl 5 HICD25 5 471
A FR I N RS, HiFoxp3 I MRNAZR A /K- 7 5l ek /b £ 1/30411/10, FHHLGITREEHTANEE ) /)N B L HT
CD25 55 A HR g /N B 7= A= B8 7™ 5 (1 [ B G 2 3 JRUML[9] o

3.2. {2 R ER FHIHIHL B

Ba T A L R M A SR A G R/, CDATCD25" Tregids fit 43 i 391 12 240 Bt IR - Sk 1A 5 % 4
Ga B ANHIEH -

IL-2/& —FixfCD4"CD25" TregH B ZAFH MM F. SCHHIER, CD4'CD25" Foxp3'TregfEIL-2(1]
VE R AT BH 51 5 FCHCPT S50 1 AR 25 e S i 4 48 PR 1% [10] o 7E/NBR AT ICD4'CD25" TregH, IL-2
FIJAK-STATS (Janus Kinase-Signal transducers and activators of transcription 5)15 5 fICD4'CD25" Treg L
Foxp3RIA MR UIM K [11]. FEARSE, IL-20E R F A4k CD4'CD25" Treg [-Foxp3(#&ik, XFf
WA I E R STAT3E A AISATASEE [ BIA7 T-Foxp33k Al 4 — NN & 7 BRI BE RSP HUSTATERE X 5k
SEHLAI[12] [13].

IL-10/£CDA4*CD25" Treg/y A M I 40 B Al 7~ 22—, 1L-1075 B a] LU0 T 408 60 16y 84 G A 4061 T 40 i
FEAE AR R T IL-100] DA ThA AN Th240 i & B L-225 e i 5] 7, 3 1] A MHC 11 25893 776 ELWE 40 i
HUR SR AN 3 IK,  [R1A FELITCD28/B 7 34 42 %ot T4 it 38 58 AN il AL O SR 1 P AT 2 381 G 2 41 skl ) 3
fE[14],

F4k, 1ECD4'CD25" Treg& il n] LA I 2155 4k A4 K K 1B (TGF-B) e Femi Ak, 45 FHITGF-pH. DT

®



CD4+CD25+ i PE T 41l 5 H & G Mo wt 7t i

ARE} A BE 8 W B Treg I 1 RN [15]
4.CD4'CD25" Treg 5 H B %M EmIHEEY
4.1.CD4A'CD25" Treg 5 | BV¥EER%

ITRUBE R BT 0% RA KB A R B RG] R BIRE R, X 44 15 B 2% A8 2 6% JR % (Insulin
dependent diabetes mellitus, IDDM)ECHE/DAEREIRIG, & —Fhas B R ik B 5 R IR . 5 H IR R m
FiAE B2 H 7 (diabetic ketoacidosis, DKA). K & B JR 5 (1) 3l 1 A5 8 R0 T84 W PR 9 i85 3 10 F 7 b 29 R 30
CD4'CD25" Treg¥ & k& I REFEAE 7 . Tim Raine [16]55:0F 58 K I, FRAREREIGE S NOD R I 4 R R
B [)CDA'CD25" Tregf /MM T BEIRES, FH HAE R . RAC[171 M LRI, IFN-y/KPAE
T S 5% IRV 14 2 (streptozocin, STZ)5 28 F4fH B @4 s, IL-10/KF B B F%1%: CD4'CD25" Treg¥i & 7E
TESTSTZEE 25 48 B B FAK . S2I6 R BICD4A'CD25" Tregi it 23 WA 40 41 Th1 84 41 g Bl 5~ (IFN-y) , A1 53
IL-10Z 40 M BE 7, 7 LR W BRps () & A . {H /2 CDA'CD25" Tregiili/b FIELIENLHIIEH 5 L 5. Hob, Tk
W[ 18] 55 T AHIIF B Foxp3'CD4'CD25" Tregn] G625 1 TALKE R ) & A= AR Ji& - Petzold [19]3# 1 75/ R T
R PR A AL SO 701550, CDA™CD25" Treg it i Foxp3id it i A 48 JiE B S BHL 1h 995 5 4k N AR IS 1
TR By etk FE4ERR B S SR e M E K At . AL ZOka [20]8F 52 32 AN PR 58 25 vh e -
17 ¥ CD25"/CD25 1 5 P4 T 4 it nI % P& A% B 309 &0 8 R 35 ME T4l i i v Ak o JE Ik DL BB, W) BAAS
CD4"CD25" Tregft 4 & F ) Bk fE 1] BE -5 T AU R K A2 %, {H/Z2CD4'CD25" Treg L A4 /b (1) Ji7 K14
BRI, NG YT TR R 3R 217G B07 .

4.2. CD4'CD25" Treg 5 R G BEIRE

ARG ML BEIRIE (systemic lupus erythematosus, SLE) & —FlIGIRRIA L RS FER H & RN FH)
H B % 1559 (autoimmune disease, AID), CD4*CD25" TregrESLE &I L (11 FH 52 B Ak 2 2 3 it
Liu%e[21])3018, SLEM#4ME M HCD4'CD25" Treg X% CDA*CD25"" T4 (i #iACD25[{ I CD4 I T T4
JL)BRIE N LU 3 FRAIK, R AT e S SLE M Dhee i AHOC . PSR [22]9 MIMUER SLE - 35 (4H) )&
g FE N Cof HEZE) AP R Bt ik L, 7 S A TR R4t i, R IWSLEZH4M A CD4™ T. CD4'CD25" TregH 47
R KL THHIFoxp3MRNAK KT X IR 4L, FF H.CD4*'CD25" Treg i 4> % 5 Foxp3mRNA/K V- EAK#i % &
HE— A CDA™CD25" Treg# & /b FIFoxp3mRNAZR A N i 1] Gt 5 SLE M % 22 RIBHLHI G 5% . LK
231 I KM SLE .35 40 1 CD4™CD25" Foxp3 T - TAH M TAI W i _GITRIIRIA, KINSLE
B L CDA™CD25" Foxp3™ 15 M TAH AL PR . X2 W [24] 55 N R ILSLE &35 41 & I+ Treg 4t it
Kk, S rIL-1038 00 TGF-Bis/b, Al 5 S0 M G e S T RE IS, B G e 52 P47 4 47 il
SLEGTERT 7 CDA™CD25" TregrESLE R & 4M il ifil v A= AN D) B R A N HIE A Frdt— RN, 5T
9 BHSLE AL . LA S A S8 115 1) A P VR 7 SLESR BB 1) G . FMRZR[25] SLER % IIETGFAL
F4ME .CDA'CD25" TregRis/b, FERMHE AIReS 5SLER, x0T A i& 3 A — & G IR &
. 302 FE[26] R IMSLE 3% 41 1 h CD4*CD25™9" Tregri Foxp3* i A KT B & FEAK, H 595 1% 5h it
FHOE, TTLN R AC R 8 5 T Foxp3 ' 14 (rICDACD25" Tregnl fit 5 H R Iw LA 55 . LA A W F HAIE
] 7 CD4'CD25" Tregit % & % nl G ERSLERY AOMHLEIA ¢, B2 BRI, A2l 5 E
W, AR
4.3.CD4'CD25" Treg 5 HARER4RA ML

A PG 3T 1M (aplastic anemia, AA)E —4H HH 2 Pl A BT B0 B BE D RERRAT, A4 i i ise /b o4
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BRIALEEE . SolomouZs[27]WF F il S F % CD4™ CD25% Foxp3* Treg4h g &t % T 1E# A B, th
Ut B Treg 2 Mtk = 55 P [ i A 0%« 155 BY [28] 5538 1 70 B AA KR 35 41 JA) I 5/ 2% 241 Jfd (peripheral - blood
mononuclear cell, PBMC)'CD4 * T4liffi. CD4* CD25'/CD4*. CD4" CD25""/CD4 T4HJif1 11 43 tb J He 4 %o}
4. IEWICD4'CD25" Treglk ik il B85 AAM KR A %o I 16 [ [29] % 4 B4R I 22451 12 4 F5 % (chronic
aplastic anemia, CAA). 9% 2t F [ (Acute aplastic anemia, AAA)FI151{d 5 )|, % (5 HE 2H) 1 & L TregZH
JR L ARk, SIO6 45 S 2% BH AR B L AN L Treg i R RTFoxp3 mRNAZR AR, 7] BE7E F B ) A ik
R A EZAER . R4 K [30] 55 i A I AA B 0 97 1T 5 A RE e Ah A 1LCDA™ T4 i CD4"CD25"
Treg. Treghtfsl fIFoxp3*7ECD4"CD25" TregKiAF 7r b, #— LHf 1 AEE AL F[E(Non Severe Aplastic
Anemia, NSAA) & KN AE{ECDA'CD25" Foxp3 il 15 PETAH MK PR T, JLmT e e & ML il v ik i 224
o ARG EARIEFBUE], 8GR LUS RIS 5 .

4.4. CD4'CD25" Treg 5 RBET %

AR T % (rheumatoid arthritis, RA) A& — 55 BRI A B 02 14 DL PRI I 98 h 1 1 R Gtk ) & g
PEBG . HAFMER T BN Z AT RN R IOE, &% A RN E % B G
KRR TR, AT LIS EOTTRE K& IhRETE 2% . Michael R.Ehrenstein [31]45 FH 4T /M8 ¥R 5E Al - (tumor
necrosis factor-alpha, TNF-a)i5 97 276IRAE & , V77 7l J5 HICD4™CD25" Treg-5 Xt HE 2 AH B /5 43 Le g B2 3 14
E5. ZRE RN, CDA' THI 5CD4'CD25" TregiL AR5 9%, A IMTNF-afIFN-pf)& &, EX IR
FIPLTNF-a6 7 RAEE H I B2 230, M fERABRE TR B 1E . 75X AR BITNF-df T FIRA R 141
JA i 2 BRCD4'CD25" Tregfa, KIMTNF-af &30, IL-102 &80, BLHHIEH 1ICD4"CD25" Tregf 41
HITNF-o 858 FIBIL-1070 WA N D) 6E . 7ERABE A& L, L FRCD4"CD25" Treghif J& I TNF-ofl
IL-10/¢1 7 AR, UiHIRALEF CDA"CD25" Treg il 240 T4 a4 5 S 41 i K -7 23 s 1 Th e A BB, 1%
HRAMEFIA K. Jocea M.R [32]45 5568 51 & DU 7 R BIRA B & Vi A1 41 & 1 CD4TCD25" Treg#RHY
I, B AR PET A0 B A R B R S . RAHCDACD25" Tregtyi %, il
TEPEI I G, AT RS F T A SR PE T A0 A R T T A R R BB R BRI B . R, S IMRARRE
[ R ERICD4" CD25" Tregs il BEAT AR M IS RIE . H2 % [33)ZRik B 50 3 M A s WIRA R 40 A TE
FHABFAMRNAKFE LRI Foxp3sR, H5 IEH AT HE . RAEFE CDARICD25 X FH PE4H A B o5 b A5 5
S B ZH VA I S 25 5, TS S 8 41 A fiCDA4T CD25M " FICDAT CD25 FoxP3* 2 i W A T A 2 A AN XS
HR4H . Foxp3mRNAZR A /K5 85 i ik /K P A4 AH — B 28 KR 5615 235 3l i CD4™ CD25" FoxP3*
AT PETA M 8D, XEER TR a2 5 17 2RISR B R . Nouran Abaza [34]#
RRIAERAEH HCDA'CD25" FoxP3*AICD4*CD25" FoxP3 & A 11, FoxP3*4H i 41141 FoxP3 4 il
ThRERIE, SGEFoxp3 HIFRIL, X TRAR AN LB I IR TT k.

45.CD4'CD25" Treg 5% &4k

% R AMERRA (multiple sclerosis, MS) & LA M4 22 45 11 157 48 1 M B 4905 A8 g = B P10 1 5 S 580 .
Tk R e [35] SR AR IR 22 R MERTAL £ 2 A ] IR 5 PR T 4 0 AR Ak f FL A% S IR FRoxp3I R IA R, RILEH
A0 L Treg i A 28R NG SR, (HHIDIREIH 240, & F80E & Gy M K AR N 2
—  LEBERH /D 5 1 5 40 M BE 25 1A (myelin oligodendrocyte glycoprotein, MOG) 35-55% 7 C57BL/6/) i i7% 5 H!
(147 ST 56 A 25 5 P i i 8 A ) (T ABE R O 22 R PR (1) s A ) o T W 42 21 L IECDATC D25 Treg
KB RN o A E PE 1Y) N B [36], B4 2R (1 IR 7 (proteolipidprotein, PLP)139-151% ki 3 f1SIL/N R R R 2%
R S0 M B g% M i B 6 L (relapse remitting experimental autoimmune encephalomyelitis, RR-EAE) 1%
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AU, R SIS B A I« 4 B 45 A I 2238 Foxp3 I CDACD25" Tregh 2 , i e 4 i 2 s N T
I HLAE 5404 PLP139-151 5 i CD3FLAA Ml 4 N fICD4'CD25" Tregftyib5d, = HHICD4'CD25" Treg,
DUMEEEE I I [37]0 LA BB AR T 7E D RE 240168 80 E B S8 PR KA, AEUI: A0 PR AR U A2 OB ALt [ 2%
FEL EAHRERIUE, NRORELFIRIT 2 K RIS A G T IR T .

5 RE

Zi bRTid, CDA4A™CD25" Tregrt ™1 H & fus b iI/E H L2458 B 58 (W PIESE, CD4'CD25" Treghil
P Fr A0 JE T 52 B SR ML A 2 5 EE M o 1 T 208240 B & 3% 08 15 7B L L, SRR RN 1
CD4*CD25" Treg# & 5T REER A A T AT A I A FRFR AT FT, 1K AE B B G e Ve B 16 & AR ML D T
RIFFEZAEH, NIGIT H S R —ASE &2

EE&WE

oK B AR BL 5 4 03 Bh (T H it 5. 81070789).
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