CSN6 fEih7E PR R B &I 553

X ety E A
(S ERZHE@E A BB B, b 7 Lo P A B8 9 40 AR SR T SE 86 %, B 200011)

W E.CSN6 2 AL & A ] F 9(CSN) I — AWK, 2 A7 75 T S A9 40 MO A 1 v B2
WP ZWALE AR A Y TR R, CSNG 16 FLARE | TR IR | £ 5 SR 20 o g8 5
Z Rk R o B AR GRS MR R A R SR VDM G . CSN6 S B TR iR AU 5 5 3
Z BT 6,25 2 R G 5 e 500 I 0 U8 45, OF e At o IR me A s Bk e H 1
Wiy 7 HRTWETEA 2 . AR SCHLRE CSNG 15 i i i 1 T B HLAE FIAILAR A — 2534, LLYI 0 A Ve i
TR YT A 1) ) R KR R 24 1) 1A F R 1A T R A L AR

X 217 : CSN6 ; i 81 HIL ]

HESES:R730231 XEFRIREEA X EHS:1004-0242(2018)08-0601-07
doi:10.11735/j.issn.1004-0242.2018.08.A008

Research Progress of the Role and Related Mechanism of

CSN6 in Tumorigenesis and Tumor Development

LIU Yan-mei, GAO Shu-jun
(Obstetrics and Gynecology Hospital of Fudan University, Shanghai Key Laboratory of Female Re-
productive Endocrine Related Diseases,Shanghai 200011, China)

Abstract: CSN6 is a subunit of constitutive photomorphogenesis 9 signalosome (CSN),a highly
conserved multi-subunit protein complex that exists in the nucleus of plants and animals. In recent
years, studies have shown that CSN6 is overexpressed in many malignant tumors such as breast
cancer, thyroid cancer,and esophageal squamous cell carcinoma,which is closely related to the
occurrence and development of tumors. CSN6 is a molecular platform between protein hydrolysis
and signal transduction. CSN6 participates in the regulation of multiple cell signal transduction
pathways and thus promotes tumorigenesis and tumor development. However,there are few studies
on its upstream molecules. This article reviews the role and related mechanism of CSN6 in tu-
mors, which would be of value in development of new therapeutic strategies for malignant tumors.
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Figure 1 The schematic diagram of the gene structure of CSN6
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Molecule A

Molecule B

Note: A :the AB dimer;B:the AB’ dimer.

Figure 2 The schematic diagram of the MPN domain of CSN6
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