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R R #3k Fas L4rF-, 5 CD8+T 4l Fas 455 )5 ,
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SR, A HaE D\ R g 19 S A& X CD8+T
FIVE &2 7 Th Y, X =5 2 55 R i 280 K s A
H IR AR 56 . AFE BIOFO 1Y i g &M s A b & 55 1
2R M 1 Wk R I AE A2 /& 11 8 (tyrosine - protein
phosphatase non-receptor type 11, Ptpnll) S RNA
Ay, AT R E CDS+T 40 A s o, s Hk
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R, Melan-A 4R IR SM LA CD8+T 4
ML e A 52 M i Hof, 2 AE Cloudman S91 11
JibJeg A A Hha] X CDS+T 4 A AH s BOVE T, W]
AR IG5 B

SRIMAT, CD8+T 2 XS T A1 Wb A B ki 43 1) 45k
O SR AEAE— 5 A4 . Muller 55 PV 50 & 21,
NGRS CD8+T 4L, i E 5% ki) CD8+T
i, 5 iE s AR K B E] (24~72 h) W E S,
BIANRe G ok # N ALINIMA , Y HALH =R R o1 ik
PRAT BT 4 Ca> N .

4.1.2 IS MIAAXT CDA+THH 5

X CD4+T 40 I RE A N AL Ah bR, F R
— ML . B, ABFRE N PKH26 Aric Y
HhIE 5 A0 1 CDA+T 41 s & 5, K H:
WALS MM RE IR, ST BANAL . SRA% A
L. NK4if . gR1, ZhousF ©V ik, MBEAER
S8 AN ML AN IR BE WS E A CDA+T i, HE—2E ik
caspase-3., caspase-7 M caspase-9 {fifk, I H.f¥:F#
AH TR BCL-2, MCL-1, BCL-xL . 1
FHiINHy, X — i 5 I MAHE T 1 Z P miRNA A
%, W miR-690 GEF 1] Bel-2. & NEAMG2, %
FE I A LS B 2 € Z 98 A I S 1A CD8+T 4t g
PR, 3R] HE 55 R 40 Bl Fas DL KR T At
TR RIA T B OC.

SRz CDA+T A0 L DI RESY , IR S iR ik g
SR CDA+T 20 Y 34 FE A /A 72 . Klibi 55 1 &
W, TESNEME T, SMMA T ) miIRNAs A
A T 20 A3 5, A BE I FE 1) Th & Th17

ik, e Treg BITE AL .
4.2 PBhyEg oA B R TR A TH B8
4.2.1 PP S IMASTE A IR T T4

Treg 4 i 2 —HF & 4% S 0 R Y T 48 T
B BOFWEISIN A, Treg 40 N AL g S b A 11 fi
IR, FEEEE R A A T s e L e

Jif 9 A0 WA RE % 112 3 Treg 20 B8 4 0 AL RIS B
2 e AN IMA 5 CD4'CD25 T A i & ), AT e
{8 H ] CD4'CD25"FOXP3  Treg 74k, Treg 4 ift
Fas L. IL-10, TGF-B1, CTLA-4 %5 Tk B %
Tl B —ad i, R AR AR TGF-B g
% 3% Ak Treg 40 /il pSMAD2/3 Fl pSTAT3, #E—
PRFEILY G =0 pesh, FEFIS R a5 SRR, Sk
PR BE WS ol AE Treg 20 Al L PR ik, 53 COX-2,
IL-10 48 JE H B S 7k B . JF H, o o b 44
CD73 REI 35 45 1= Treg 4NN I PERR A9 70, B
2 30T 4 A 1S FE NG IR VR A2 2] =R
B WA AN IR AN RE SR IE Treg FOTR T
BATIA B S B A RE S A2 1E Treg 4N A 11 F2
TR FH R B 98 S oA s
4.2.2 i SR IR 4 A AR P A 4 e

MDSC /& B iR I8 g —FEMf e An i, ol w2
O T AR A . WS R, R SN BE S A 1E
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WA B RGN fb ZERRAIR . 32 R T MyD88 T i IL-6
TNF-a. CCL24r+ MWW, #—i% 1k MDSC
H1 STAT3 553, FEMDSC #F— ¥4 . Sk
M, YE#HIF AR — 2P %0 MyD88 4 F 19 L 1iF 3%
P T T 2 RN AN AR, W EL4 R B
TS/AFLIRFEE AN I CT26 S b, V& & PLE
AP WA AR JIEE 4 3K 4K 11 Hsp72 E 5 MDSC ') TLR2 %5
4, il MyD88 #:3k 7 Fifs T IL-6 43, H LA
3 I 2 MDSC 1 STAT3 {5 5-3d i, AT
M EMDSCY 1S, P LS T4 hne, =
O ek B L SRR, 7E/NR AL
g v, TR ok U AP WA v s S ) TGE-B LA &
PGE2 nJ 5 MDSC 40l i A= i, E 17 A K Y
Cox2. IL-6. VEGF M Arginase-1 5% Wi [l J&d 1) 1
T LSRN, AR N E TOA rhJR A R RE AR
MG, FFEES D5
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Abstract Tumor cells can derive a variety of mechanisms to resist immune defense or drug action. Recent
studies have demonstrated that exosomes can mediate cancer progression and distal metastasis. Importantly,
exosome plays an important role in regulating DC, macrophages, T cells, NK cells and so on in the
microenvironment of tumors. Moreover, exosome can help tumor cells escape the recognition of immune cells by
promoting the functions of immunosuppressive cells, such as MDSC and Treg. This review will summarize the
role of exosome and its key mediators in mediating tumor immune escape and immune tolerance, and review the

latest progress in this field.
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