IREYES#HE www.shengwuyixue.com Progress in Modern Biomedicine Voll5 NO.19 JUL.2015 - 3789 -

doi: 10.13241/j.cnki.pmb.2015.19.052

STAT3 SAEMIRI 2P st *

¥ B R K F #H
R BB B WA SRS L & ) 266003)

B :STAT3 REFSH#HFEHZTFNEO(STAT) RN TE— R, L —HAE TR ELTERBENAM AL DNA 44649
FBORK, AAETHS i AT, STATS £ $HIVBARS mn % & F % Ak, 5t 5 I8 6938 78 540 tm I A = 5%
WAk, PF 9 25 H G 0T ke TR R B, STAT3 4458t % AP e RA-F AP/ 25, WM, STAT3 E R RM BATR T &%
RE, AR BT Rres  WER S NS STATS Ml ARG H AL 5 ZEAMNBEERK T E, KM, STAT3 A5
JEw 2h G AU R R AR A, B Bt — AR, RIRIE S R — A7 St Fede @ 2h 4 b 25 69 K &, 5 STAT3 I~-F-7f 25 6945 )
AL,

818 : STAT3; i it 25 5wt 2h AU ; 76 77

hE4SHS.R7305 XEAERIRAD:A TEHD:1673-6273(2015)19-3789-05

Signal Transduction and Activator of Transcription 3

and its Development in Tumor Resistance*
PENG Hui, QI Xin, LI Jing”
(Key Laboratory of Marine Drugs, Ministrv of Education, School of Medicine and Pharmacy, Ocean University of
China, Qingdao,Shandong, 266003, China)

ABSTRACT: STATS3 is an important member of signal transduction and activator of transcription (STATs) family. STATs protein
family are present in the cytoplasm, after being activated they can transfer to the nucleus and bind to DNA. It has a dual function in signal
transduction and transcriptional regulation. A variety of tumor tissues and cell lines have abnormal expression of STAT3, it is closely
related to the progression, differentiation and apoptosis of cancer. Tumor drug resistance is an important cause of treatment failure,
STAT3 can mediate tumor resistance through a variety of ways. Hence, recently STAT3 has attracted much attention in anticancer
research, become a good target for cancer therapy. STAT3 inhibitor combined with traditional medicine formed a new treatment program,
which benefit much for cancer patients. However, the mechanism of STAT3-mediated tumor resistance is not very clear and further
research is needed. In this paper, we describe some of the chemotherapy and targeted drugs resistance occurred in recent years, and
review the role of STAT3-mediated resistance.
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Fig. 1 Domain structure of STAT3
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Fig. 2 The activation of STAT3
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Table 1 The relationship between STAT3 and cancer

Cancer Charaterized by
Elevated STAT3 Expression or Activity

Poor Prognosis Linked to High
STAT3 Levels

Upstream/Downstream Abnormalities
of STAT3 Signaling

Leukemia
Lymphomas
Multiple myeloma
Breast cancer
Prostate carcinoma
Lung cancer(non-small-cell)
Renal cell carcinoma lung cancer
Hepatocellular carcinoma
Pancreatic adenocarcinoma
Cholangiocarcinoma
Ovarian carcinoma
Pancreatic adenocarcinoma
Melanoma
Head and neck squamous cell carcinoma

86.11%Renal cell carcinoma
Colorectal cancer
Ovarian carcinoma
Gastric carcinoma
Intestinal-type gastric adenocarcinoma

Elevated EGFR expression
Consititutively activated EGFR-RTK
Overexpression of SFKs
Heperactivated JAKs
Elevated TGFa /IL-6

Cervical squamous-cell carcinoma
Osteosarcoma
Epithelial ovarian cacinoma
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