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Progress of CD8"CD25 regulatory T cells in diseases
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Abstract; CD8"CD25" Treg can inhibit immune response and induce immune tolerance. This article reviews the

changes and underlying mechanisms of CD8"CD25" Treg in pathogenesis of malignant tumors, autoimmune diseases

and other common diseases such as asthma, allergic diseases, type 2 diabetes, and pre-eclampsia. The changes of

CD8"CD25" Treg in different diseases are inconsistent, cell counting increased in malignant diseases but decreased

in autoimmune diseases. Further understanding of CD8*CD25" Treg would supporte a basis for the prevention, treat-

ment and improving prognosis of these diseases.
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PP T M (regulatory T cells, Tregs ) 7E4H i
TpE i Z MR P e R R iR mE AR
Tregs KU H/ B RERBREGE AT BE2 A2 A B fefie i
IR BT TR LA, T Tregs B9 B 32 5 2 BH RS X
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FEFE DR B ) /N B bt R BT B R R CD8”
CD25"T 4, Ef& L E A = A4 H + A £
FIRFM CTLA-4 GITR F1 Foxp3 , i iz 41 Jitd 422 fh AL
ke Ik MG . F5 5 A CD8' CD25" Treg ]
kB EORNEORA A B T — 28 e A,
IL-6 \TGF-B \IL-33 {1 A] 15T CD8" CD25" Treg AL
FRA BT CTLA-4 A5 1 40 M ) 42 ik 175 St ook
£ 40 ( antigen-presenting cell, APC) j= A i 52 %
R FEAE AR R U0 TGR-B A TL-10 25 Z Rl AL &
FEGPZEMRIAE R, XF CD8* CD25" Treg #E 47 HF 5% 4%
A B TRARE AR 1) G e T LS, R
S A YR T AR RS

2 CDS8'CD25" Treg EERHMTHURIER
HL

2.1 CD8'CD25"Treg 5% 1%MiE
TENPIE S e v, Treg 20 ML BR T S y% 8 95 41, i
S5 7 g i) g bt S EUMIR R AR A R
2.1.1 KJH¥E (colorectal cancer, CRC) : Treg 4l ifY
& CRC A J s 78 i oA e fe 2EAE T, L BR Treg 40
JRLRT LS | M8 S, CRC A I S 2H 2R
CD8* CD25" FoxP3* Treg ( CTLA-4" . GITR* ) 7k F- F}
i, AR A2 TGR-B1, A 3 i g i i€, TGF-B17E
CRC fEHIE A 8 . /£ CRC BRI, TGF-B 13 o 2
%5 ST (41 ZEB1 .ZEB2 Snail \Slug 1 Twist 25 )
MATT AR 3 b Bz 41 ffa-T8] 78 5T 4% 1k ( epithelial-mesen-
chymal transition, EMT) i #2; %3 4b, TGF-B1 A fiE
TR A A 4 T 2R IR ECM. s, iE— 204
R IR 20 M 1Y) £ 28 1 A 22 S iR B B )
#1435 CD8* CD25" FoxP3* Treg 555 8 43
AR RS R Z5 IR A0 — 2, SR SC T Treg
A LE 2 B s R SR #R b 1Y B ) A H R A
BB R S50 Treg 4R fL AN —B, 7E
25 R AH ¢ 25 B 988 ( colitis associated cancer, CAC)
/NEEERL T CAC HUI IV AN T Treg 40 Y 2 255
WD AE I 2 K EL 45 ( mesenteric lymph nodes,
MLNs ) () B IS 2] Treg 40 M0 & 43 He 3, ELE s
B Treg 40 AU/ 5 S A OC ) (HETF CDS?
CD25" Treg TEHBIR A [ INF 3 A4 22 A 1 i i 38 A AH G
I
2.1.2 CEMEREBU . TGF-B1 Al(5%)IL-6 Al S

CD8"CD25 " Treg Y7 A= , i 7E % Vi it Jos R h A7 A
KA 1L-6 A1 TGF-B1, A X # i A ] F CD8”
CD25" Treg (50 4k, A #F5E Y IESE T CD8* CD25*
FoxP3* Treg 7 Jifi i A1 i 1ML S I g s B v 22 38
PA, H s e B Al Sy 2R BN 7E Il S 9 R
R Y J 7, TGF-B1 AT IL-6 i i 35 3 CD8”
CD25" FoxP3" Treg %I j 1M1 #F — 20 52 i) 1 92 9k 1Y
R,

2.1.3 ¥ (hepatic cellular cancer, HCC) ; Bt 11 E2
HESZ CD4*CD25* FoxP3* Treg 76 HCC H & ¥4 35 e it
YER, i i — 357 R, 78 HCC g AME
I+ CD8*CD25" FoxP3' T 4Hfifl 5 CD4* CD25* FoxP3*
Treg ALY LL 134 TH 8, L5 07 22 19 T A 75 9 a0
G A T, I R okt A8 BR0E A DG, 48R CD8”
CD25"FoxP3*T 4l iff 5 CD4* CD25" FoxP3* Treg —#F
BRIk HCC #ERE M AEYIbR &Y, AR BRI 7EH
BL 1 A B B, (2B X A8 EL YT A9 CD8” CD25”
FoxP3* Treg Y4 [a] y& 97 0 9 B R 97 42 445 1 %0
iy

2.1.4  HIHIRRIE . AL T B AR R R 2 2
KT HATREIDHI T HERY CD8* CD25" Treg , i i3
I 60 2 A AR SR R T e PR - M AL ) 2 9 S 2 4T o
YE . (EASTF A2, CD8* CD25" Treg A4 #2841 il
REJI AT 4% TLR8 {55100 &% | DR G 7E 71T 91) J 93 (1) B 73
16I7 I, Toll #£3Z4A 8(Toll-like receptors 8, TLRS)
o] B e — MRAF A2 5, il 5 TLRS Be (R 45
Treg A LTI 8 7T GEA B T $2 /&5 £ X /i 51 Ji 98 Fn L
b XA e e 928 B KT

2.1.5 GRS 5 R OISR A R (g R X IR A
AL, 1S 8 A T LY CD8 Treg 21 L,
G PEAN I T 40MEAR &4 CD25, CTLA-4 Fl Foxp3
eI ik EIE, H Foxp3 7K -5 iz 40 30
EIEASE, X F B CD8* FoxP3* Treg 41 45 B T 5
BUm A BERE , 2T CD8'FoxP3* Treg 40T A A Ui 8
Ji £ECE I PR U B0 PR AR A R

2.2 CDS8'CD25'Treg 5B & ®E 4Kk

2.2.1 ZERE T R (rheumatoid arthritis, RA) : #7T
CD3 mAb RERSHFEE M IR 75 M 0G5 & (collagen
induced arthritis, CIA ) /N A9 &7 R, X JEH T4
CD3mAb 55 T —#f CD8*CD25* FoxP3* Treg LA K1
Y RIRFEAE) CD4 CD25" FoxP3* Treg AY LA, H.



YR CD8TCD25 JH I ME T 41 M AE B ) BF 5T 1E 1941

WS CD8” Treg 40 ML A #0if IL-17 1 IFN-y A9
AT OXAERE S B9 X RA BRE RS AR 2] T A
9453, B CD3mAD FJi%T RA SRR I+ CD8’
CD25"FoxP3 " Treg J& i, L 33 #2 fil 44 461 1) 7 =X 410
il Th17 Bk — 20 BRI R PR RN, 5 t— By
%, HEP %@3 ﬂ: 074 ? % Mi ( tumor necrosis factor
receptor, TNFR) Il #3)j5f] EHD 2-sc-MTNFR2 #J L)
P25 CIA /NEUAN CD4* CD25* Treg Fil CD8* CD25*
Treg HECE, I HLIMK H 1L-10 KSFTHEr, A iE S
PUR ML, A T 4, DL -3, CD8* CD25"
FoxP3* Treg W] LAIE 1 A [ ML 75 S Pt 28 M S g,
X} CD8* CD25" FoxP3* Treg M 41 Jifl X 1 A 16 )7 5 g
FIRE MR IR T & R B B 57 M2 s 10 8 19 A1 24
2.2.2  RBEVELLEERIE (systemic lupus erythemato-
sus,SLE) :SLE fJ &% Al GE5 CD8*CD25" Treg H U,
DA K, A8 SLE AP A 3 CD8*CD25 " Treg
AR N S REAIG , B B AH G JFRE & 1
i L AR REARG A fin B S, (H BRI Rt — 2 5%
TEXT LB AR & (lupus nephritis , LN ) £ 5 i 85
PR 8 ke B H 58 A9 A4 JE (intravenous meth-
ylprednisolone , IVMP ) ik #fi 36 J7 i & 8L, IVMP i3 97
AT CD4"CD25" FoxP3" 1 CD8*CD25" FoxP3 " Treg
Yt i, LA K A1 JE IR A% 40 L ( peripheral blood
mononuclear cell, PBMC) 2R CD8" FoxP3" Treg 2 S N
IL-10 FASRL G B (9T = 335, FLEEMEH CD4™ T 3
5 IF15F CD4*CD4SRO™ AT, FEAIK T PBMC X4/
TR R [ B £ HIIFN-y B, CD8* FoxP3" Treg
HRIAE IVMP 307 R IR 5, O & 15 28 00 B S 1Y) f s
PETT PR FRAR I LN (1 B B e i FE R ot
VT BRI H B e b & 3, CD8 Treg £ &
DIRERRAIK, 7€ SLE 3 hth & 8, 5 5 A H
SLE £ CD8" Treg i il 1) Helios 3Rk i EFEAIL,
FH] CD8 Treg YihE NP, #7~ CD8  Treg ¥ i M 1)
REHISL IR SLE BRI & B

2.2.3 BB R RIB RO KRR R SR A
A G R DT AR . HRTWAR B T R S
CD8"CD25" Treg 41 il 22 [A] AH XM B AFF 52 H: /0 | & R
FRJE 0 ER AN R I CD8* CD25" Treg 4 il i Lt 451
BETRE, N AT e M 7 IFN-y 1 IL-17 (943
WATTAR 18R 8 J 2F JR , 3X Ay iF — 20 R 90 R IS i %

RS LR L S H 5 CD8™ CD25" Treg 4 il
ZIPRRPEHE TLE,

2.2.4 1 BUBEIRIG (diabetes mellitus type 1, TIDM)
TIDM 2 —F W A H B ety . A
TIDM 3% H & BT CD3 mAb 5 HIVA T il ik B
TRl 2=/ 18 A~ H . FEH AL B R it
CD3 mAb {7 TIDM RYh 72 s 2 90 A8 25 %) ik 25 )
REZ WA, E— 25 AT s X AR AR ik 2 22 S5 4T
CD3 PAYAE T A — B CD8" CD25" Tregs ( CTLA-4" Al
FoxP3*) A &, 15 N AL AR AE BE B JR 545 ( non-obese
diabetes ,NOD) /> FRU 14 P4 K6 56 21 8 IE CD8* CD25° T
Y00 75 18 Foxp3 ., CTLA-4  CD103, 1 43 14 40 iy [5]
T IL-17A F1 INF-y, H EA B8 09 80 #0658 7, 45 Il
CD8"CD25" Treg 7] fig i & CTLA-4 CD103 1L-17 Fl
INF-y Z53% 7240 7 TIDM 46 e F2 , W] CDs*
CD25" Treg ANMNAES M [F] B 78 I i = 35t & 75 45
PEWVRIFEFY | 7E HOF (—Fh 25 #4 BRFC /A ) 4b BEAY
NODB2mnull. HDD /) §) o 43 85 S & 38 35 Foxp3.,
CTLA-4 .CD62L F1 CD103 ) CD8" CD25" Tregs, 3 H.
FLA ) e R e e 1 B = T DA RTRE/INER T 40
0] CD4+CD25+Tregs,%gﬂj@%%‘@ﬁﬁw}?ﬁ%ﬁﬁﬁ
G PEHITEYE , BRI T CD8* Treg I fE 1158 T
CD4" Treg' ™, X $& # $ /X CD8* CD25" Tregs 7
TIDM W K EZAEM, 25 TIDM 1 it 32
R,

2.2.5 ZRMAEALAE (multiple sclerosis, MS) ; CD4*
CD25"FoxP3* Treg 7£ MS ¥4 ifis 37 1Y 4+ v & 4% 4
o BEEAE 2P E L MS 53 00 1 5 i 0 ik 4 e
Rl & BT 8K K- 19 CD8* CD25" FoxP3* Treg, 1%
YN REAL TN 6] CD4™T A IE 5 K INF-y 1L-17 A5
W, H2ead 11 RNA WBR Foxp3 Ji ml T BR_L i 4 il
YEF, 427R Foxp3 it = ZMHIME

2.3 CDS8'CD25"+Treg 5 H 1% 5%

2.3.1  BER . TLR2 J#2h 531wl 38 i 98 57 9098 B ok
Rl Ao AORN 2 Wy, HOE A 5 CD8' T 4 &5 A vl i
T CD25 (LR IR HI5H CD8*CD25" Treg HIfiEIf:
JEA Th2 40 PR 1 (BEAR TL-4 3800 TL-10) S 4 i
I ROV B0 BN, A 2 W BB B I R F 5 Th R
I, SR A L, B2 R A JE I CD8 T CD25"
Foxp3brighTreg 1) A8 X7 i1 £ B Ik, 5 i T g = %L
(FEV1 FEV1% Wi  PEF) 5 IFAHSE | P 8 BRI
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JUEE AR X W i 4 12 WA A AR R R AR S
B, AE TL-2 67 R R e b &2 B, TL-2 ]
4TI CD8* CD25" Treg 155 /K F pSTAT-5 23k 40 J (1)
e A3, [R] s BARRARR K S pSTAT-5 FE 3k 240 i L ], %6
HIAMATEER CD8*CD25" Tregs I T1L-2 415 £ STAT-5
AR f IO AR T 15 1 Wity AR o 7™ F R AR O
X ELEHEFE B BRIl DI BESN , CD8* CD25" FoxP3 " Treg
AR Ry — T 0 A ) 2 o Al 0 W00 Wy, 3 o 9 4
CD8"CD25 FoxP3 " Treg 1T LA T [ 12 Wi & 1 K ol 3 il
itg.

2.3.2  FHECHESNE . Pam3CSK4 (— A4 A TLR2
P44 AT L CD8'CD25° CD137" Tregs 55 1L-10 FI
TGF-B, I 3 B30 i 40 ML d2 ful S s 90 ) CD4* CD25* T
OB 39 A, B IR S i NO ZKSF, i) i i 4R 1k S
R85 CD4TCD25 Treg AH{BL, CD8* CD25" Treg 7
SUR G e I RN R S (SRR 7
IL-10 A1 TGF-B } H: mRNA # Jin; # I 3] cD4*
CD25" Treg 1 CD8* CD25" Treg 4k B Ji5 4 1% 35 ¥y v
IL-4 FlIL-5 & s ¥R, H A 225, KW CDs*
Tregs 5 CD4" Tregs — ¢ 4 ATy 5 of 01 B 48 1) R
PERR T

2.3.3 TR ETH ( preeclampsia, PE) ; H Hi % PE )
RARHLHI M AR A G — 216, PE BE SN I K 40
HFHCRE ( endothelial microparticles, EMPs ) 7K %% 1F
WA B TR, H55 CD8'CD25" FoxP3 " Treg 41 fiEg
K Foxp3mRNA 3K ik /K - 2 7 #H &, TGF-B , IL-6
IL-177K F 35 7t &, 4 00 7T fE 2 EMPs 38 i [ IS
Foxp3 [ IL M FEAIE CD8* CD25" FoxP3* Treg L,
MiiZ 5 PE M & WRHLE > . TGF-B e CDS”
T #fijffi 5] CD8" Treg #H il /3 4k, {H £ 1L-6 Fl TGF-B
[ A AE R I AT 234k R Tel 7, XEfERE T PE &
HAE TGF-B KIEEAAERF LT CD8*CD25" FoxP3”
Treg FLAAT FAR T TL-17 KT B L, 5
4h,PE B CD8' CD25" FoxP3" Treg Lt i 5 Ifil i
1L-33 IF A 56, H TL-33 7] % $ 1k 4h CD8* CD25"
FoxP3" Treg Y34 5 , {H 78 {4 PN J2& 15 A AH W] 59 280 0
Wit —tsE . LA LRI CD8CD25" FoxP3*
Treg £ PE B A& HLI o2 — & /E T, Wil R 297
PEHE TR L

2.3.4 2 BUEIRYSE (diabetes mellitus type 2, T2DM)
T2DM S —Fl LAE 2 22 HKH0FI IR 5 22 53 W0 32 15 O

MER I PEACE PR . S S50 3R W] Tregs AT LI
/D HE L T R BB R0 SR PR 1R, TR Tregs
R 2] /N B N ] 3 5% /N BRI BE AR 0, A
T2DM 35 i I & B CD8* CD25" Treg Lt ]
REATG IR &% 2R KT 48 H53 o, 1) B 4 g P F TNF-au
FIL-8 W JE T2 . CD8' CD25" Treg ¥8 /b X B %
240 A 5 4 L 92 300 4 4 P U555, 4300 T 22 1) 4
Ji PR 70 TNF-o F TL-8 255 iR S g, ik — 2 5
SO PR B HOOF RORE I R A, B, Gl A R
T2DM £ 4 1l CD8* Treg [ 151 7T fit 4 22 4 IR s
FFI AR KRR,

3 BERE

5 CD4" Treg M L, CD8" Treg 7£ 1 #il CD4"
CD25™ T 4 it 338 5 A1 Th 40 M (K F 7= A= 5 1 g
5, H CD8* CD25" Treg 11 #1 fil BE J th BH & 3 F
R4 CD8* CD25" Treg, % H i M 1k, 76 % M %
I\ B A g 1 9 i R Al DL 9 1 & s BIL T v
#B % B CD8* CD25" Treg 41 il H A& G 2 40 1 /E
CD8"CD25" Treg 7 H B F 5 £ 2 9 rh 5 3k ok /b B
IBEAZ 01, (HAE W g v 9 b ) 5, 9 Ll i
ANTR] B ok K FE S % AR . #E RA
CD8" CD25" Treg i 1:F 4 i 422 fil A7 361 . 43 b 448 el K]
T B TL-17 B2 INF-y B 72 Az 2 45 0 6 R0 5 76
BRI e 22 e M ARRE Pl S ] TL-17 2 INF-y
() 43 0 A F2 T R UE g 5 7 TIDM A it CTLA-4
CD103 IL-17 INF-y 453 8 K K45 55 i 3 4 il
T T1DM 9 55 S5 R 5 1 72 K W 9 Bl o 6 91 %
P M s B P CD8 ¥ CD25 " Treg i 33 43 4 TGF-B 411
il S8 SN, A T B 98 v 8 Ao 20 i floh % T
PR R O A IR . 3@ 3 40 B CD8”CD25”
Treg FEA[A] B 955 ) 2% o5 AIL i, %o 38 gt AN (] % 9
F14) G 32 410 1) B AH L B3R T R g A R X, Rt
B X7 CD8*CD25 " Treg MY & M A 98 W R i JLAE 1)
i,

CD8*CD25" Treg HAT 5 KIS M HI1ER , &
(3G 6T B S e PR A 25, A0 2 O 3 e ad
JEE 000 A4 92 T 184 o i RE AR AU 3 AATTR
PR LA LA J7 1 . — 7 1, W A s s
CD8"CD25" Treg P15 MR B 2, MARC &%
T £ 5 Treg 40 Ml AH X M b5 &9, 45 CD25,
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GITR .CTLA-4 . CD122 #1 CD103 4 {H | H #i H
1E, ¥ G B B 1 4 5 P 3 T B 7 W RE 8 IX 4 CDSY
P T AR AT CDSTT A0 M, H AT A
H, Foxp3 J& HAE MFEF bR EY Z — , UTER Foxp3
A[{H B& CD8" Treg # il L DNA Hi 14 (¥ fig 1, {H
Foxp3 7E CD4" Treg H1 1 3R 3k | iX ffi {3 CD4 " Treg 5
CD8" Treg ANUFIX 43 s WA WFIE R, BR T Foxp3 #
iKZ b, FoxP3 " Tregs [t = 1L-7 Z & (CD127) i)
PRk S E i Tregs BY 52 s TE 4] B 41 i 15 5 Al 50
PERR A 7 48 J7 1, CD183" CD25"# CD278" CD8”
Treg [t CD183" CD197° CD45RA™ CD8 Treg B 5
Ko, B T RE A CD8* Treg Y 15 HE 47 42
R — Ry SR AR R B BT AR5 S v s 55—
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