A2, 2022, 42(5): 1000-1009 www. life.ac.cn doi: 10.13488/j.smhx.20220075

¥ X EFFra-17E gt R A R AL & &%
HiEARTEamIEREX

Roria®, anp
(KREXFEFR, K& 116622)

THE: EAP-1=RIL oMY, HFOSLI%A M4 TR T Fra-1EARMBO R Aot B RETEX
FTROGER, CEXSZRFERNBYEZAH LA, ALZRA-NMMEIMMEYETR A, AL ALESE
T m P A FOSLI & K 695 Fhuhl, QLIEFOSLIA R 6% TR, # R G154 A K Fra-1%& & 6941
B EGEAE. ok, RGIEE T Fra-14£ 5 A% m e b K69 4F B A RAR B 69 A2 AuH], 457 & Fra-1
BREAY AR ERmIEIEE., FE. LR REARES TR REGE R, %G, HITT
VAFra-14 32 5093 a7 09 it &, VAR Fra-1 BB Eem g et P egiER, EEAF AR
Fra-125 4045 F 7% 95 69 W6 R 577 $ 4R 1R 3R .

K4#iR): Fra-1; # %A WE: &85

Effect of transcriptional factor Fra-1 on control of tumor progression

and the clinical implications as a therapeutic target

QIU Hongmei™, BAI Xiaoyan
(Medical College of Dalian University, Dalian 116622, China)

Abstract: Transcription factor Fra-1, encoded by FOSLI gene among the AP-1 dimeric complex, plays an
important role in carcinogenesis and progression of tumor, and it is overexpressed in most solid tumors, so it
might be a valuable target for cancer therapy. In the review, we summarize the findings related to the control of
Fra-1 expression in cancer cell, including transcription, posttranscription regulation, and posttranslational
modification for protein stability. Then, we systematically demonstrate the Fra-1-based gene regulatory net to
control cell proliferation, survival, epithelial-mesenchymal transitions and metastasis in various cancer types.
Finally, the research progress of Fra-1 as therapeutic target and resistance to targeted therapies are discussed,
aimed at providing a basis of the anti-Fra-1 drugs for the clinical diagnosis and treatment of cancers.
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