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Research progress of nuclear-cytoplasmic
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Abstract; Nuclear-cytoplasmic translocation is an important cause of abnormal gene localization, which occurs at va-

rious stages of tumor development and is closely related to tumor treatment and drug resistance. In this paper, the bas-

ic structure, biological function and regulatory mechanism of nuclear translocation are described, and the role of nu-

clear-cytoplasmic translocation in the genesis and development of tumors, as well as the progress in tumor therapy and

drug resistance are further reviewed, in order to provide theoretical basis for exploring novel anti-tumor strategies.
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U Tmportin® , 2 2 1) AR HEIEZ K T Karyo-
pherin 3 W Z % . CAS | Gy o ot IX 3l 4 £57 7 1

(chromosomal region maintenance 1,CRM1) | exportin-t
MSN5 J2& H FT e 12 5 AR 4 Mtz H
Karyopherin o (Kpn a) , 3.7 Importin o, & NLS 5%
REEH ,,E\: C % NLS 45635 ,N D] Karyopherin B1
ZE 4 3, Importin o 5 Importin B %5 & J5 B B
Importin o/B S AR FER BT ¥ 8 19 Y NLS
TR = JAKT™  iZ = RAMGE T NPC AR, M 56 A
2N UE PR VRN

2 1RERLE B T S B H N AL

2.1 REBANZ

T -REAX e s i (B 1) . S A% g A it
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Fig 1 Schematic diagram of nuclear-cytoplasmic translocation pathway
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