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Research advances of epigenetic regulator HMGNS5 in tumors
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Abstract: High-mobility group nucleosome-binding protein 5 (HMGNS) belongs to the high-mobility group N
(HMGN) family that is a group of non-histone proteins and widely exists in eukaryotic chromatin. HMGNS
regulates the chromatin structure by binding to nucleosome, thereby affecting the expression of downstream genes.
It has been reported HMGNS is highly expressed in many kinds of cancers including prostate cancer, bladder
cancer, lung cancer, breast cancer, glioma, etc. Additionally, HMGNS regulates tumor cell proliferation, migration,
drug resistance and other tumor-related biological process. We summarize the current knowledge concerning the
differential expression of HMGNS in cancers, as well as the molecular mechnism of HMGNS in tumorigenesis and
cancer development. Based on this, we highlight the potential value of HMGNS in the treatment of cancers.
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ilX 7 HMGNS 181 51 i 96 240 g 2 LNCaP H1 3R IA |
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HKEA P,
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BN [ (B-catenin) i F WA TX FHEIER, UE
B HMGNS5 #1151 F &1 Wnt/B-catenin {5 518
B SEELAG BY. 2020 4, AW FTARIE T HMGNS #
1 1% I g 20 A2 22 (B LA, B HMGNS 5 #R o
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T 338 5 e e F st 8 B2
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5 475 o P o g AR U B B A S AR o T AU ER B,
1822 R 240 i AR FH 30 MMPs AT DA 5 40 i 3T
MR R 71, HEHERPRERR B EOCIRE, R
LI BRI . R TURITE N 1 22 il 8 440 i o 8
RILEAK HMGNS ] DL i) Jir S8 40 Jtd 1) 38 7% 4% 28
8 7. 1635 B 40 A g 40 R P R BE R B, BRI
HMGNS5 3 3 5 45 )& & E B 25X 5 B MMP-2 Al

MMP-9 £k & N, 1M H i MMP-2 f1 MMP-9 ]
AT c-fos Al c-jun [RIZ B 2I N, ¥
7~ HMGNS 3@ i i 4% 5% 5 K - c-fos Al c-jun, i1
W% MMP-2 fl MMP-9 [#] 3Rk, $5 218 715 Bh g 41
MRS 122868 4 P2 AT FU 48 HE HMGNS #] L)
i IS PI3K/AKT 38 #% K i 15 MMPs AT 7558 A1 9
AT mEZE .

iR 2H 2R i LA T IS A R AR I RE 4 i
o fEMEFED, AN KA KR T (VEGF) 22 I
EAERMMEZEANF, 11 VEGFR-2 &L EEZk, T
1 HMGNS [JIA T LS5 VEGF ( 2@ VEGF-A)
1 VEGFR-2 1) 3Ri& F i, Ui HMGNS 25 1 fif
983 1M A= gk 75 B, VEGF-C {E N VEGF % % %
2z —, e 4G IF s VEGFR-2 il VEGFR-3.
VEGF-C FEZ 5B, 2 e %% i b
EE AT —, 23 HMGNS [ 1F miE=s 2, H4h,
BT 7R &, HMGNS &7 LE R 454 FGF12 i
7 FGF/ FGFR {5 51 %, M1 12 3t 45 M Jes 40 i 1)
HEE AT 1,
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i HMGNS SR3 55 40 A (14 f 24 e 1245550,
e dn, HMGNS £ Ath 528 2540 14 1Y) 0 M e 20 it ik o
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ER B 4 3L R 8 58 3 %o A 2 85 25 il vy M TR
i fl HMGNS R DL 555 7 e 5 38 25 24 ik v At
FOE I BURYE, v R B SR 2 PR T =
29 AL, i HMGNS 7] DL 585 988 40 i %
B2 28 (P RBUB PR, X A VR R BB U
2\ PARP A1 8Y 5] 7 20 Caspase-3 SEBLA 1. 10
il HMGNS A 3 i 01 PI3K/Akt 15 5 5 5 kit
Jig Foe 98 4 B 2R 5637 ALy BB P g E AU dR
7 HMGNS S@ ik 15 5 Wm 4%, 87158 AR 40 i Xt
Z Ry 25 I U . kAN, HMGNS #5831
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