Y@ RP RS oy

404 Journal of China Pharmaceutical University 2016,47(4) :404 —411

EERSSRXHABEFHNENZIREEXREKR

R T RE, W E
(HPIRZGRIAE TEARE 20 T GO L TR 55005 | 25 20 R4S 3 210009)

W E 5#354FHERET (signal transducer and activator of transcription, STATs) & — £ T A ML IME 54 3| 4w
M T T RAT, ERA LR ERGEYF AR, ALK, STATs Fikm A STAT3 1258 % - F#E G5 & FHEMNE
H69 5, o BRI G (8 o bk SR FURRRE MR ) KR/ Rt A X T K F . KEATAL A AL, STAT3 #9iski& , Bp 705 158
RER BRI , A e A TR A A E R F SR RAF R ERBH AR AL, AL IR
2T STAT Rk & LA 4G A5 AL AL STAT3 A% a9k 7 , xF B 3T 41 3% ¥, a4 47 4) ) #— 8 228 A B iz de 06
BERBATT RE
KB ST HFHETBER T LD F AR FHIE; BRI A B
hESES R730.2 XEARERE A TEHES 1000 —5048(2016)04 — 0404 — 08

doi; 10. 11665/j. issn. 1000 —5048. 20160404

SIAAX Hwi,tFH,AWHF. B5HFEELFIHEFRTHEDFZARAMXABLI]. T B HA XS FIR,2016,47 (4) :404
—411.

Cite this article as: YUE Xiaohong, YE Jiging,SUN Liping. Biological functions and related diseases of STATs[ J]. J China Pharm Univ,2016,47
(4) :404 —411.

Biological functions and related diseases of STATs
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Abstract The signal transducer and activator of transcription ( STAT) proteins, which can transmit signals from
extracellular to nucleus, play important roles in biological processes. The abnormal activation of STAT3 signaling
pathway usually results in many malignant diseases such as tumors( leukemias, lymphomas, breast cancer and lung
cancer) , inflammation or immune and rheumatoid arthritis. Numerous studies have demonstrated that the activa-
tion of STAT3, which means the phosphorylation of the residue 705, can inhibit apoptosis, induce cell proliferation
and angiogenesis and finally lead to malignant diseases mentioned above. In this review, the biological functions of
STAT family proteins and the related diseases of STAT3 are introduced, and the inhibitors of STAT3 are summa-
rized simply. Further development of STATs is also proposed.
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Figure 1  Signal transducer and activator of transcription ( STATs)
family consists of the following members: STAT1, STAT2, STAT3,
STAT4 ,STAT5A ,STATSB and STAT6. They are all comprised of the N-
terminal domain, coiled-coil, DNA binding, linker, SH2 domain
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Figure 2 Ligands such as growth factors and cytokines interact with its receptors, which results the receptors conformational changes and forms the

SH2 docking site for the recruitment of STATs monomer. Once recruited, the monomer will be phosphorylated and then followed by numerous events

such as dimerization , nuclear translocation, DNA binding and gene transcription
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