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Tumor Immune Microenvironment: Challenge and Also the

New Target of the Anti-Tumor Therapy
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Abstract The tumor microenvironment is a special place for the living of tumor cells, consists of tumor
mesenchyme, adjacent cells, blood vessels-various immune cells cytokines and chemokines. Changes in the
components of tumor microenvironment may have an important impact on tumor growth, invasion, metastasis,

and anti-tumor immune tolerance. Tumor immunotherapy is recently identified as an effective anti-tumor treatment
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after radiotherapy, chemotherapy and surgery. Many clinical studies have confirmed that the clinical therapeutic

effect of tumor immunotherapy would be affected by the tumor immune microenvironment. Therefore, targeting

tumor microenvironment could provide a new strategy for tumor immunotherapy to avoid the immune tolerance of

existing immunotherapy, and provide therapeutic opportunities for personalized precision medicine. This review

summarizes the impact of tumor microenvironment dynamics on tumor immunotherapy and aims to propose new

anti-tumor therapeutic strategies by targeting immune microenvironment.
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CDS8' TZHAE, 3G N 1 ThIFECD4 TR H - X
PR, ATPD-141/k 5 CTLA-4F AR A7 1L AT LA
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JH R 20 i TR 5 2 A, FEAE SR TS S
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i 38 52 (R RO
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FOAN [F) A i 88 S [R5 AS [R5 F2 B B I8 i Treg
TP PN o

4 ¥t Tregh) FhiE S 7% 1704
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e 98 2H 21 v 35S Treg 20 Mo 1) v FE I 72, 11 AS 52 i %
4 T4l (conventional T cells, Tconv)4H il i) FF & 4L
X LE 20 N Treg e = & A7 72 T I 4 23w 3F H Rk
F K HICTLA-4 . fEJSAE B35 9, ipilimumab 1l
PR R 5 B 2H 23 Treg 4 B 25 & 1 ik 2 2 R 17
FEAR 58 B AH OGB4, Hif 75 R BH, BHITB7-CTLA-4
A8 B AE F 2 BEIRCTLA-4HT AR R I i A R %
N, (R A 2 3 BSR4 T4 A 55 2080 2 14 T4 AR 1) bL
T RS X B 3 — 2P IE B, Treg 4 A v #6555 T I
Jo % SR IT T U B AR . M PiPD-14044, B
nivolumab, 7 —Fi S £ p5 B Wr Pk, & 7578 s 4
2 B Treg il & AT 5 2t — B 0T 9T .
4.2 BhEERLINE R Treg ARV IEFE

R T IR FEVE TS R MR IR T M Treg 40 MY, [R] B R
R O6T 1) B G A2 00 B 1) HoAth Treg 41 g, Herh
— P TR S S AR e R ) 0 M Treg 48 A, A H: =y FE
A B, SyiEat AR T AR T

8L Treg 20 Mo E i 8 41 23 b i 3= Az, 2%
IS4 Treg 2 i () 25 8 23 /1 3 FPJe8 Tl 53 1)~ 187 M\ B
PEEN) 3 7 B S e s « RV AE BT R Hh s 1) Ji
U6 Treg 4 i 23 A Wr A B 2 B M Treg i i . Ak, £
ZANE M Treg 4 M b AR5 o 1k BRIk 56 R R IR 3R 1T 431
A CARCR RGF Y EE bR . 9] 40, CCR4 3 2L 250 B
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IEP I H TregiT #2925 N & Bl M eg 20 23 AT 58 (OB T
Ji 968 41 i 9% i P 40 B CCRAL #4(CCL17+
CCL22)HI &M, BB I, HICCRATUIA L
E S AT DAA A% 30 58 1 ¥ i %508 Treg 4 i I 369 in 44
V3 IR B R 5 PEC DA RIC DS T4 A 1 Bl )
4.3 33 TreghlF I BERH B LA

GITR/Z M Tregll M 3215 19 75 — Fh o0 7, A FF
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