chE R R

SRR SN

hEEIR. . SR RN
CA, EBSCO, WPRIM, UPD, CMCCEirRt

Journal of Pharmaceutical Practice

SHE REERE G4 5 R8T RIBEE R+ R kR

FTFV, FF, N2k, TEHRE

Research Progress on Linear Ubiquitin Chain Assembly Complex and OTU Deubiquitinase With Linear
Linkage Specificity in Tumor

FANG Yuxin, LI Yu, LIU Baoshu, DONG Guogiang

TEZE 7)1 View online: http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202307045

TR BERRER  HA S

Articles you may be interested in

KAEAE IR RN AN B 2 358 5L P 37 g & A v VR TR IR 0t e
Research progress of IncRNA MEG3 in tumorigenesis

2E SR 5 R S5 2019, 37(5): 390-393,421  DOI: 10.3969/j.issn.1006-0111.2019.05.002

KUETT 5 R DU 245 3V E TP I A7 ok e

Research progress on anti—tumor mechanisms of dihydroartemisinin

2SR S IR 45 2019, 37(3): 206-211,278  DOI: 10.3969/j.issn.1006-0111.2019.03.003

L 1] B8 PP R SR 1 SR AZ B T 25 S 0

Research progress on tumor—targeting paclitaxel prodrugs

22 R 5 R 4. 2018, 36(1): 1-8  DOI: 10.3969/).issn.1006-0111.2018.01.001

BT JEAE R IR GT Hh B4 e PR -5 S i

Clinical application and research progress of apatinib in cancer treatment

25255 B 5 R 45 2018, 36(2): 103-107,130  DOT: 10.3969/j.issn.1006-0111.2018.02.002

2 WU REZE Z08 R R RIS

Research progress in new formulations of norcantharidin

2o 5 R4 2021, 39(1): 1-3,8  DOIL: 10.12206/j.issn.1006-0111.202004038

FHHPLCIL I & NS L ) s b H = R ) o5 4
Determination of glycine in human thrombin by HPLC
2SR 5 RS . 2020, 38(1): 74-76  DOI: 10.3969/j.issn.1006-0111.201903048



http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.2097-2024.202307045
http://yxsj.smmu.edu.cn/cn/article/doi/10.3969/j.issn.1006-0111.2019.05.002
http://yxsj.smmu.edu.cn/cn/article/doi/10.3969/j.issn.1006-0111.2019.03.003
http://yxsj.smmu.edu.cn/cn/article/doi/10.3969/j.issn.1006-0111.2018.01.001
http://yxsj.smmu.edu.cn/cn/article/doi/10.3969/j.issn.1006-0111.2018.02.002
http://yxsj.smmu.edu.cn/cn/article/doi/10.12206/j.issn.1006-0111.202004038
http://yxsj.smmu.edu.cn/cn/article/doi/10.3969/j.issn.1006-0111.201903048

IR SRS 20234E9 H 25 H B 41E FoW
534 Journal of Pharmaceutical Practice and Service, Vol. 41, No. 9, September 25, 2023

K zEEEBESREEZLMZENEBEMNE P RITERE

ZFEU,EOF, N T4k, FER O E AR E R R, i 200433)

[(HE] LEzReBmEEakZmm —MEZNIIEEGN, dEZREd -2 TEZRWHERS S —0 T2
WP REARIEZEMIE M. Ltz 2Bt e e % E 6K (LUBAC) 5 L4 i1z Z L (OTULIN) 2 [ 37
8, 72 S 50K | RAER N RTS8 . BRI R, Lz KB MBEE 2 NF-«B. Wnt/B-catenin 5§
{550, ISR LA KRN 25 %A%, ARSCRXT LUBAC 5 OTULIN 7ERha H A9 58 i A 14734

[R8ER] etz R AB; 2otz REHmEE A1k, KAtz RILHE; M

[XERE] 2097-2024(2023)09-0534-06 [DOI] 10.12206/j.issn.2097-2024.202307045

Research Progress on Linear Ubiquitin Chain Assembly Complex and OTU

Deubiquitinase With Linear Linkage Specificity in Tumor
FANG Yuxin, LI Yu, LIU Baoshu, DONG Guogqiang(School of Pharmacy, Naval Medical University, Shanghai 200433, China)

[Abstract] Linear ubiquitination is an important post-translational modification that has been discovered in recent years.
The linear ubiquitin chain is formed by the linkage of glycine residue of one ubiquitin protein to the methionine residue of another
ubiquitin. This process is regulated by the linear ubiquitin chain assembly complex (LUBAC) and the OTU deubiquitinase with
linear linkage specificity (OTULIN). Linear ubiquitination is involved in various biological processes, including immune response,
inflammation, and cell apoptosis. Recent studies have shown that linear ubiquitination is closely related to the occurrence,
development, and drug resistance of tumors by affecting signaling pathways such as NF-kB and Wnt/B-catenin. The research
progress on the function of LUBAC and OTULIN in tumors was reviewed in this paper.

[Key words] Linear ubiquitination; Linear ubiquitin chain assembly complex; OTU deubiquitinase with linear linkage
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