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Abstract: SENP1, a protein involved in de=SUMOylation, is a risk factor for tumor occurrence, recurrence and metasta-
sis. It is associated with the occurrence, invasion, metastasis and drug resistance of a variety of tumors. Its expression in tu-
mor tissues is of great significance. SENP1 contributes to the recurrence and metastasis of lung cancer by interacting with a
variety of molecules and target proteins to regulate the cell cycle, promote the tumor angiogenesis, and participate in cellu-
lar iron death, etc. SENP1 is an affecting factor for the poor prognosis of lung cancer. In this paper, we reviewed the mecha-
nism of SENP1 and its targeting proteins in tumor development, and their effects on drug resistance and prognosis of lung
cancer.
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TEFTA i el 63k, B SUMO b 2k iy 5 S
Jed 1) P R R R AL IS AR B RS it 2 R
HUAE SENP 1 3 SUMO Rij#A 1) BG4 Kz SUMO & i
WD #AR A, SUMO LS 5 T 2 HE M 40 ik
Pyez ok #2  1 SENPL K3k 5 M i (= 28t f i B
PRI B, 4R H SUMO fhA& i I 4 5
YA ) E B4 SENP SR IR vA 7 B0
1.1 SENPI/HIF-lo {5 S i@ 8

K505 5 I F -1 (hypoxia—inducible factor—1e,
HIF-1ou) 2 M6 2 Je U 1] Y 97 1Y) D B A o R 1
it 223K 1 HIF- Lo 38 328 45 P BIL i 9 422 Jie g 0 i, 4
$55 0L A B T B B RAE S AR R R R AR
U g R R T A AR 5 S A AR R B
JYm 2 PR R A SR 5K 1 L5t C 1 (aldo—keto
reductase family 1 member C1, AKRICI) 7] #% 55
HIF-1o 1335, 4 20 g A Q3G d g i, ki 4 a2 3
/NI 9 it 955 (non—small cell lung cancer, NSCLC) i
JROBEFE S T A A0 P Y HIF- 1o 0] 38005 NF-kB
I K, B 5 CC s b I B4R 5 (CC chemo-
kine ligand 5, CCL5) [ 5 2253 Wb , DT 412 24 it 98 24
M A= K2, I R NRP1 223K 175 5 i it 98 200 Jfd
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PEUST T HIF-Too AT 307 15 P9 52 A K R F (vascu-
lar endothelial growth factor, VEGF)!" . miR-199a
Al 38 1§08 16 N 4 HIF-1o/VEGF {5 5 18 1% 3k B 11
NSCLC 40 13457, SENP1 H1 HIF- 1o £7 75 1F 2 i3
SRR AT A R AR R R I R A K R RS
FE bR i A8 AR R AR . 5341, SENPL ]
i 5 R 2R  HIF-1a . C—JUN F1 Cyclin D1 4%
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(E=RTE S DI F RN UN A NSRS N
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i 98 T 35 vh 22 B A5 5 40 1Y R TR 410 1 B4 4
i A Je 4, I LA OG5 PRI mT 00 i i 98 R85 )
A 77 B (overall survival, 0S)™ . 20 R4k 46 1794
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21 SENP1 1Y 3 3k /K 7 B B & T 1E 9 il 20 22,
SENP1#3A5 F 5 M9 HAE>5 em(P=0.045) k2
45 % %% (P=0.003) . TNM M 9] (P=0.012) & 3 A
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JaE R = B FLIRIE (triple negative breast can-
cer, TNBC) 4141 rf SENP1 1785 F 3502 #F 1 il 8 114
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4 #6511 1(GATA binding protein 1, GATA1) #J SUMO
b, #E— 2L IH 75 COPY 15 5% 5 514 5(COP9 sig-
nalosome complex subunit 5, CSN5)#%5% , Jl 55 5F 45 E
GEEAENRE & E 1 (zine finger E=box binding ho-
meobox 1, ZEB1)iZ Z Ak, iX & TNBC H1 I fz [a] 5 5%
ﬂﬁ(epithelial—mesenchymal transition, EMT) {8 JC 5,
I SEE R E MR
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Fig. 1

SENP1-related mechanisms
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v —H2AX 3 3k Fi 40 JfL 98 122, R B1ER 43 /N o
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