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[Abstract]  Signal transducer and activator of transcription 3 is a dual function of protein in the cytoplasm,
which is constitutively activated at a very high frequency in human cancer, on phosphorylation of STAT3
monomers by tyrosine kinases, the monomers dimerized, translocate to the nucleus, and bind to specific promoter
sequences, thereby inducing expression of multiple genes associated with cellular proliferation and survival, which
is a point of convergence for many oncogenic pathways, play a crucial role in tumor initiation and progression. In
recent study, STAT3 has emerged as a critical mediator of tumor immune evasion at multiple levels, provide a
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target for cancer immunotherapy.
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1. STAT3 S5#ZR41H (dendritic cells, DCs) : DCs J&
MR e o i) CIRPUSE e A0, JLRE s R, n LAk
MR EPUR, RAEEWMMNITERES, B BIEYIGE T 4
M, AEFJEB . YA I AR s 2 LR TR, iR 2 41
o DCs #s/b I o ThRe S BEAI A i DCs, X LEAN LA
DC i AN FE L BT EIE MHC-1 2821 5 3EH134> 1 (CD80.
CD86) , Ay F TR IL-12, FIEAREA R 2
PUR, REEBOG PRS2 CO8' T Wk gnig, S8 T frsing
200, i) DCs RS A2 I 9ed 40 B 2090 (K0 40 M IR 7, A T
IL-6. IL-10. VEGF & TGF-B2¥23, jfijix ey iy & 7 7 I 4 1F
JE STAT3 55 i Tl BK 00E + - BRIk, R RAEE R i) DCs
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ANECABEREAN ML Cimmature myeloid cells, iIMC) # STAT3 {5
S PG, BT MR K DCsPY, L R R,
REM IMC SREEAEMIRIALLR, 55 8 () S s i 32 A7 5512520, )
BT FE DR R R B A o A/ BRI LI R S 1) Stat3 HED, AAarJgd
ANEUAN 3 B H G Stat3 ™ DCs, FIMEZ B (lipopolysaccharide,
LPS) MM/, fefssruhis Stat3” 'DCs HE M IL-12, FWII
RE W% W 1 158 1 G e N o TRk — 20 40 H AR 4 3 1
Stat3""DC, &P ik K (¥) MHC-11, CD80 5 CD86,
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