M X

ZR(EFH) 2021, 52(1):11-15

J Sichuan Univ ( Med Sci)

P 5 M Rz i3 5 R %
BREL RO K4 BEE

Lol 2E I LR B e IRBLE E R E S50 (M 510060);
2. Wl eI R SR -E B e R LR JLEE s €8 (RII 518107)

[EE] MR 2R SR AEY A 1, TR E A0S b, IR 4 4 A st o L e Mlist A 2k
A A R A R 0 B Aok R BT TR I () AS R BB, I B AR AL A8 B IR e Bkt . AT I 1 3% (endoplasmic reticulum
stress, ER stress) 5 [ 1) A 37825 19 S (unfolded protein response, UPR)J2 I 7 40 LIS N AS A GO 1 e b B B {55
Bz —, TERMR AR AR I | AT | AN 2 1 PR AR AR AR v BT B G B BRI I, ’*%?UH*W%*ZE’J%AMEQO
AR PN R A 5 0T el 200 B % 2 1 7 18] 2 % 4k (epithelial-mesenchymal transition, EMT) . {2 fed (1) 77
T AR e R ) A S0 | (R PR AL AR A AR AR L 2 S LA AR A3 0 L DA PRI P 3 R S8R e R AR AR P B G
BUHEFTERE, HTT 26T I R BT bR 2%

[XgAY WERMM  RIFEEARRN RS
ZHOU Jing-feng', ZHOU Qin’,
. 1. State Key Laboratory of Ophthalmology, Zhongshan Ophthalmic Center, Sun Yat-Sen

A Review of the Roles of Endoplasmic Reticulum Stress in Cancer Cell Metastasis
CHEN Chun’, PAN]z'ng-xuanIA
University, Guangzhou 510060, China; 2. Division of Hematology/Oncology, Department of Pediatrics, the Seventh
Affiliated Hospital, Sun Yat-Sen University, Shenzhen 518107, China
A Corresponding author, E-mail: panjx2@mail.sysu.edu.cn

[ Abstract] Metastasis is a multistep and low-efficiency biological process driven by acquisition of genetic and/or
epigenetic alterations within tumor cells. These evolutionary alterations enable tumor cells to thrive in the inhospitable
microenvironment they encounter in the process of metastasis and eventually lead to macroscopic metastases in distant
organs. The unfolded protein response (UPR) induced by endoplasmic reticulum (ER) stress is one of the most important
mechanisms regulating cellular adaptation to an adverse microenvironment. UPR is involved in all stages of metastasis,
playing an important role in tumor cell growth, survival, and differentiation and the process of maintaining protein
hemostasis. Sustained activation of ER stress sensors endows tumor cells with better epithelial-mesenchymal transition
(EMT), survival, immune escape, angiogenesis, cellular adhesion, dormancy-to reactivation capacity in the process of
metastasis. Here, we discussed the role of UPR in regulating the above-mentioned abilities of tumor cells during
metastasis, providing a reference for development of new targets for the treatment of tumor metastasis.UPR in regulating
the above-mentioned characteristics and mechanisms of tumor cells during metastasis, providing a reference for
development of new targets for the treatment of tumor metastasis.
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Fig 1 The roles of UPR in the process of metastasis
ROS: Reactive oxygen species; IRE1: Iositol requiring enzyme 1; XBP1s: X-
box binding proteinlspliced; PERK: PRKR-like endoplasmic reticulum kinase;
elF2a: Eukaryotic translation initiation factor 2 Alpha; ATF4: Activating
transcription factor 4; ATF6: Activating transcription factor 6; ATF6f: ATF6
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