[ i PN 2 iR 2 2019 4E 3 H 45 39 55 2 ] Int J Endocrinol Metab, March 2019, Vol. 39 ,No. 2 - 131 -

USP8 K #%Z =& 5 FE ik im

ERIE FHk RBIF

TEHEFHAFR, AR REFR, LR BFERAS A, TREASLEEERT,
W Fe AL E 3 P 100730; F B B2 A 2R E LR A PO, F 100730

BATHEE R RAE, Email ; shengxin2004@ 163. com

(RE]  EWOR R KR THLE LI Z A OIS RGO G e R T R e R 18
MR W T LR B BOCGR (ACTH) B 7 A R 7 BB B o 2 R e S ik 8 X M Z R
TR K PR 32 1R SR AL A 4 TS24 Nur77 LB TR 32 16 55 S BmE X A2 0k iF X 2 44 i
S BRI TR A Z AR T PEFIO Ama BIL Hh BAT — S A, X R ARG, K S 2 s ) 300
LW R E R R T PR L

(REIR] RO ;2 3455 KT 85 3214 (2 IR B R

EETE 1 BEE PR B B o 5 @ AL G137 TR (2016-12M-1-002, 2017-12M-1-011)

DOI:10. 3760/ cma. j. issn. 1673-4157.2019. 02. 015

USP8, nuclear receptors and Cushing’s disease Liang Hanting, Lu Lin, Zhu Huijjuan. Key Laboratory
of Endocrinology of National Health Commission, Department of Endocrinology, Peking Union Medical Col-
lege Hospital, Chinese Academy of Medical Science and Peking Union Medical College, Beijing 100730, Chi-
na; Center for Rare Disease Research, Chinese Academy of Medical Sciences, Beijing 100730, China
Corresponding author: Zhu Huijuan, Email ; shengxin2004@ 163. com

[ Abstract] The molecular mechanisms of the occurrence and development of Cushing’s disease in-
clude receptors, ligands, related transcription factors, gene mutations, protein modifications etc, covering
the process of adrenocorticotropic hormone ( ACTH ) production and secretion. Ubiquitin specific peptidase 8
and major nuclear receptors include glucocorticoid receptor, testicular orphan receptor 4, nuclear receptor
Nur77, retinoic acid receptor and retinoid X receptor, liver X receptor, peroxisome proliferator-activated re-

ceptor play a role in the pathogenesis of Cushing's disease, and its in-depth study will help to provide the

ideas for early diagnosis and potential targeted therapy of Cushing’s disease.
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