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Abstract: Regulatory T cells (Tregs) play a significant role in maintaining immune suppression and
tolerance. Tumor-infiltrating Tregs mediate the immune escape of tumor cells and inhibit the anti-tumor
immune response. Cumulated evidence suggests that an increased population of Tregs in solid tumors is
associated with poor clinical outcomes. Meanwhile, a number of studies also revealed that depletion of Treg in
the tumor can effectively boost the anti-tumor response of effector T cells against tumor cells. Furthermore,
Tregs-targeted therapy can effectively inhibit tumor growth and ultimately prolong the overall survival rate of
tumor-bearing mice and clinical patients. Therefore, depletion of Tregs in tumors is expected to be an effective
approach for anti-tumor therapy. In this review, we summarized the characteristics and function of Tregs, the
immunosuppression mechanism of Tregs, the role of Tregs in tumor immune escape and Treg-targeted therapy
against cancer.
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LM ZAACD25(IL-2R)MICTLA-4 . Hk, T
A1 iR IE KICD28 AL I 2 815 52 SnTreg 7340
. BRZCD28& B HTIL-2/K T IEA%, a2z

1ACD25(5 5 il i e TR 55 M FOXP3RIA T F, 5
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IL- 1538 3 3 [ () y B 40 X 5 32 A& X n Treg i) 7316
AR, SZIL-7TFIL-15# 22 5 MnTreg )
TR TEERZIL-20/NR AR, CD4'CD25™ T4
P SRR B AE /N B TS TIL-2 IR R
FERT i SnTregl B /b, A SEE & fuz
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A EA G B . nTregf TCRIM 8 2R 5
HIEPLE, MiTregTCRM AT 3 ELR B 4M Bt
Ji . TGF-BAE 5 B& AT iTreg I ¥ Bl &2 0 B 2,
TGF-B/ETCRIE T [CD4'CD25 naive TZHffLH Al
WFOXP3FER Rk, ik H 5 A8 il B AT G g% 40
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TUFISMAD23 RN 15 T T, FERER
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Feor M I, FOXP3JEA ¥ 5848 2 ¢ 0™ 5 1 XE
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polyendocrinopathy, enteropathy, X-Linked
syndrome, IPEX)". WF7CRH, LRI 7 0]
5FOXP3 AN [F) G5 Mg 4 45 T i 45 TR 2 Treg 1
FEME. Eos HAT B AMHIIE I, " 5FOXP3HIN
S 1N RFER A G, /v FFOXP3 M s 4 1 2
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M. TL-10 R $H0 8] A A% 4 AT I 00 i 2 AR ¢
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TregM il v] 38 i 42 - TGF-p1 1 7= 4 FIGE TGF-B1
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2 JE VS MR S TGF-pH A N HE L TGE-B . 7Eid
HkEEFE BRI | FOXP3" Treg/™ 4 TGF-B1 T4
Th1 20 M 53 A0 A0 R 2% 98 RE 1t i B iE 8 . TL-3572
Tregsr WA IEbI3 HIL-12 7 — BRI ¥,
T MR SE 5 AN 1 . {87 B A IL-3 538 % 22 I 55
T2 it 48 B 7S A0k 20 AF S 20 R IR 1 43l o 7 R o
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B 2 it 5V R R (GMI-CSF) R i) 35 98 A 5%
B A o v AL R CCL17RICCL22, @it s
Treg® M %2 A CCR4A4; & /v F Treg 4 fid i N i
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IR B T R B B B 3G FE AN G, Treg I H
MCT UM A 5 i LR, R IENFATHEA
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B, ERER/NR LAY i E L2 (g
B 2 0 B4 BE % 5 1 1 M i 2B H PBMC i %
CD25" Treg, I 55 20 B 28 L THH M fA 41 38 56 AN 41
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P ATIRAS, 232 Treg ¥ 4 1k 17 /v 5 il g F g ik
SR E A S B A TR

51 4 3L R i 8 40 L 36 1D a4 TR 7 55 Treg
R 732 R E S BOK R 1 Treg 78 iR 41
AURIZE , DR AR ) Tregit fh K 7 32 4K W] 45 Rk 2>
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