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Abstract

0-GlcNAc glycosylation is a reversible post-translational modification of proteins. The imbalance of
0-GlcNAc cycle plays a crucial role in the occurrence and development of cancer. Therefore, explor-
ing the mechanism of action between 0-GlcNAc glycosylation and tumors is of great significance for
developing new targeted therapies. This article elucidates that 0-GlcNAc glycosylation modification
enables cells to link the availability of nutrients and cellular metabolism with the regulation of key

IR

XEFIH: FZER, XU, BELE. O-GIcNAc HESEA B IR TEREAE H TR ALHI D], IRREE £, 2025, 15(1): 947-953.
DOI: 10.12677/acm.2025.151126


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.151126
https://doi.org/10.12677/acm.2025.151126
https://www.hanspub.org/

ST

cellular processes, many of which may be compromised in cancer. Summarizing the role of 0-GlcNAc
glycosylation regulation in tumor therapy provides a theoretical basis for the development of new
targeted therapies in clinical practice.
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1. BIS

O- I N- 2. 378 4 FE 31K (O-GIcNAcylation) & —Fh T 18 (1) 8% (1 BB 3 S5 18 1 (PTM), £ 251
TR ARG WAHRER . AR E M RS LS oM B R A BRI [2]. B E AT
1k, KZ1%F 3000 Fi N 2R 2R A R 7 IIE S & O-GIcNAC BEJEAL[3]. O-GlcNAcylation {3 fEhs 5 % Fhig ik A
KPR A O, AFEZEE . NERE BEIRI | O MU B B4R AT MBI FEAE[4] . IT4E5K, O-GIcNAC
HREBEAY A IE 5 R (¥ % e % DIAE 5% [5] . AEANRI AL e Hh K I O-GIecNAcylation 7K-F- k1 [6], 5
FOS PR ED, R A R AR R R TS RE AR B R AR[7]. Rk, $R& O-GIcNAC
L ALAE FrbRg b 1 B B B 2

X EF, ATEESE O-GlcNAcylation 598 E 9% K0 2 A1 R I EcHE 72, AR O-
GlcNAcylation L] B3 it (14378 FE AL f FE S it R I R & -

2. O-GIcNAC BEEAY: —FSFTRaOMmEL &

BB K SR S M B B B DA PR AR B L AR (8] BTERL T PTM H—Fpi W, A
i n-SRBE9]. ADRFEFIEE A ZHE. O-GIcNAC FEFEALAN AT N-FEIEALFI LA O-FE A, BRI
FI[10]. 4HA AR A A Ze ki ik 2 1 . O-GIcNAC HEFEAL & —FhAR S AU pEIEAL, ¥ % B4~ O-5E N-Z B
B (O-GICNAC) & 7 B & E ARG [11]« 4R OA% FIZRL A o 1) 22 Z IR AN 5 2 iR 7B | o O-GIcNAc KL,
Al BB YA USRI (HBP) = A B IR I =), %ISR ss & TR BINE[12]). AER . RN X%
HRACH, PRI O-GlcA BEAL AL R FR T — B8 GIcNAC [13]. B 7 4KHE -0 )5 i ml Rl 41,
O-GIcNAC 15 538 4 XoF 20 o o7 4t 0 FE UK [14] . O-GIeNAC FEIEAL Nl — Pl JE R0 SO I s, i
NI S ANFR IR BE 5 5 S AU A A B AR

OGT il OGA /ZME—#54] O-GIcNAC 7H¥F [1IE[15]. OGT Al OGA AJ DL ik ik 35 B $2 Al idke 43¢ 1k 2 4
LR A Z P AY[16]. EVURELHARE KT, OGT il OGA 2 KAEF MAR[LT], EAI{EL M
W EEAEYE 2 R AR . 2 O-GIcNAC /K FH &, OGT ) mRNA Rk FHIET[18], 1 OGA ]
BB IEHE, FE OGA B4 OGT k/b>. ML, fK/KF 1) O-GlcNAc {2 OGT mRNA 4
il OGA [19]. OGT JEMHEA HELNREMIEY I k. 7E OGT-OGA MIE A&5Md, —AMKminl 471
OGA J Bt di#ls 7 1L it OGT WK G618, FFE T — M2 Z R IHAT O-GIcNA Bi4k[20], TPk OGT
B FANIRY) . AHEEZ R, OGT £ fili3h OGA K HEPE — J Ak PHIT L oE VR AL s [21], AT BB LAt iS4
N [22]
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3. O-GlIcNAC Bt L MR EHE X ESB
3.1. NF-«xB i@

H R F-(NF)-xB 555 R 1 5 it th TURh 2 1A R 20 k23], E445 p65 (RelA). RelB. cRel 1 p105/p50 (NF-
xkB1)LL K p100/p52 (NF-xB2) [24]. NF-xB & 15 i (1) & m ML % UIAH 5, £ 252 PTMs 175[25], W
Bt CIRALANBEIEAL . NF-«B VA1 2 FhAUMId FE, Qo R s J&E M E[26] R0k UM T, 40
HAFIE AN Ak L 1F SO A o 28 S B AR5 AZ O o NF-KB AT DU 45 bl B80S, 4 iR 22 B (LPS)
M ERE[27] & IKK EE5Y0F (KB [BERR A0 DL 2 S B R[28] . TS () NF-«B M40 i 5t 54 7%
TP, 5 DNA JolhgE & IS SEIE R 1) 2958 [29]. 1Ak, A7 545 O-GIcNAC 5 NF-«B B2/ 5
)98 iEH 2<[30]. NF-xB 71 p65 ] O-GICNACThr352 i/ 73 5 kB 1454, 1KB & i iU 461 R # 3tih
PEFT 065 I[31] . NF-xB 15 58 B (& P 0] RSl OGT /-5 O-GIeN Bk i) 428 5 [32] . Bl K¢ i 32
(GR) T LA NF-xB X1 B A ELAE L Dhae, A3 KER R ED NF-«B R ERE R, A
AN -8 (IL-8)FNAH M PRSI 7> T--1 (ICAM-1) [33]. Silr il —THE 7L R W], OGT i 1 4 38 -4 (pol)
I CTD ] O-GIcNA b KR i NF-xB [34], iX id >k X AR T Mg IRFE R+ (TNF)-a 155 pol 11 CTD
BEERAL, FFHE— D RS T 1L-8 1 ICAM-1 FI#E SR 46 BE[35]

3.2. JAK-STAT B

Janus BRGNS S S T RS 5B 0 T UAK-STAT){E 5l 4 2 5 Bu o 72 b 5 40 M X 744
A SE A, WS JAK FIT STAT3 [36], Jff4ia STAT3 LUELHEEL[A, 1 IL-10[37]. Li ALK
P, STAT3 7E T717 A ik o-glen Bitk, ] STAT3 MR SOE TEM R IR I . T717 7 S RAZ I
1E 7 STAT3 ] O-GIcNA AL, I i 25 S5 1 W R A0 AN 3% s 75 14 [37] - Stat3-O-GlcNAcylization 52 Culin-
3 (CUL3) M fi 45 [38]. CUL3 k= Al LU e 4% K 7 40 B 1 2-HH SG R 7 2 (Nrf2) (AR e PR A e 4
BRI AL /KPR 358 OGT Al B O-GIeN [3RIA, Nrf2 J& OGT #iiiH . H5H A 24nutd L,
CUL3 = () LW 20 A #E JE BR (B0 1L-10) i /K A28 K A BT FEAR[39] o 3X — Rt — 48R 1l
G JERE WS V5T 1) 1L-6 QAT i 15 STAT3-O-GIcNA Ak,

STAT6 s& STAT ZKIEHI 51— M i[40], HALFWHOE F22 H IL-4 A IL-13 5H% B2 M4 57
FH[41]. OGT /31 STAT6 O-GIcNA Bl 7E: HURGLIHEE 1 | STAT6 HIResgim ik, Ik — Bk
7 Pou2f3 Al Gsdmc %45 [42]. STAT6 O-GlcNacylization 415 ()8 AR #I0 T POU2F3 3K 5 HIH 2k 240
M o4, (2R T ik A R 7 1L-25 [43]00REAR. B4, GSDMC /554l ifie GSDMCN FLIFHE AR,
DL IL-33. EEKSE, B bRdiIEC) W 1L-25 Al 1L-33 CAIE I AT DL 55 — 20 56 Kbk B 40 i
(ILC2)F1 CD4+T HiBh4n i 2 (Th2)4n = 2 BIAH MRl 7 [44], 40 1L-13 F 1L-4 [45]. X 5] K 1 i dut
FiR 52 ) 2 B G [ Vi [46]. BEJG, %552 T STAT6 AL £ O-GIcNA BhAt, UESE T a1 45 R 3 p 11 T4 r
RI(S746. T757. S778. S810 1 S825)#41 ik 1 Bk O-Gle BAL A7 . BT TN A R A A A IR 5 4 L
H T STAT6 ] O-GIcNA Witk /K-F, FRR T HELSRIEE, JERK T STAT6 T iiMF KSR Pou2f3 il
Gsdme. Xk 40H] T IEC PEAEFI 4L IL-25 AT IL-33, &4 1 Hilh ot 2 7Y 4 [ Bi[46]. OGT Xf
%/ STATG6 i 55 O-GICNA AL I 508 T~ SR 5% i H ke (1) 2 29 s 8 28 0% B L [46] o

4. O-GlcNAc TEEERTT R EER
4.1. s
iR 2 4 BR 3 L TR, A BRI RE M55 0 SR RBE T SR BB [H . 2018 4F, 4045 200 75
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BB 2 W [47] . AR GERIRTT TTERTBOT AT 8 T RCA B, R xt T i 0 s 6, A
W RS, WEZE. REWN, SAEE ey Mapey i m i s 2k 7 s . REH
VIR R, EREE N AR, V2 B IZ a7 Vi gtk Bk, T R SR AR 2451 5
U 2 5% H o Bl ORI FT 9 1 O-GIeNAC AL AEVE A ififes ik 24 24 v 1) 5 224 HY . i, 88 O-GleNAC
P4 AT LLIE R K p53 B c-Myc FIAN [RIHL il A5 il s 0 AR T 5 X Bk T- 4 3R 55 [48] - 7 CDDpin %
¥ p53 Wi, H O-GIcNAc BLALBE A p53, et Hiz ZAMBE 5 ) p53 A, AR B0 AT IH -2
ft. 5 p53 MUERACAHEL, & O-GIleNAc Btfbxt p53 Ismi /), 1 ilid Tz KA Rk
I c-Myc HIFRE 1 [49]. FENREGTT IR, O-GIcNAC Biit 5 p53 B c- %5 = ARz F Ak IR HIAH G 7 B
SCHF T IX S A

4.2. BRRIE

Ji o8 2 B DL PSR I 2R Y, 2 M IR T R MR R ) LA R 2 M, W By, SEURE TS
BFE[50]. HAR S EUR TR K A EE R IR DINLE] MATE 2, (s W iRt 7 — 282k . Xu AR
i, SEEEM O-GIcNAC BEHL(MLPH)E I 587 21 19 E3 12 274 Pely = 3 43 525 (TRIM21L) A ELAE F 3k
FHEJCFEAE . Tis AH EAE H T8 B0E NF-xB {5 5 18 2% [5 1] K38 5 A Joi BR 41 M eg x4 5 ke 1. s —
R 5E 5 | zeste [FVEY) 2 (EZH2)3 581 1E 45 6l I g P sd e e b /E . EZH2 (4580 F) TR
B O-GIcNAC BiAk, ek i TR 4l B R 28 N A% . JMik) BEZH2 3R RN 28 Fi Al hd I ] B 300 7 e Jofa I
BT B S e PR 24 1

4.3. FL.ARE

FLIE BC 29 Bk LT A REAE R 30%, SET-ZRBE N 15%. FiE AR 2 AN TE T3 11X 471
K, HE A AEYR SR BC iIZW TG 2 2 OCE E . UG BT+ 1 (SIRT1)Z—F NAD+
Wi 2 O ALEE, 75 BC [52]H R EZAEH . B, Ferrer 2 NIESE T SIRTL 7£ OGT /31 X k& M1
(FOXML)iZ ZAb It ek e ], R WIPEAK SIRTL 3G MEFT LURAER OGT X FOXML HISAIT, MImVEAN
BC 4ijiu[52] ML . Ht— iR, I €524 1 (RYRL)H O-GIcNAC BEALT-3t nek10 4y
SRR AL, Bz FAGRER (IR R AR miR-122 /510 OGT /b 58 BC ' RYRL F & T+ b4k,
Yang % N &3 MCF-7 4ijig ' p53Ser149 47 /511 O-GIcNAc BEALF#K T Tr 155 KRR IL, i p53 #B4Hi
PUHE IRV B8 22 AL [53] R 92 R B /KR, 52 T 4MiS /7. Tesefns 5818 T JEVA YT O-GIcNAC
Bitb . SRR ILAZ R RAFEE A AR, SRiA T Ei— PR R R A5 O-GIcNAc B2 [H
KR, F#iliE ps3 Al O-GleNac Mtk .

5. IR MAKRKRE

O-GlIeNAc 12 4t 2RI Hh S B SBERLR . O-GleNAc 2 i 241 [y e 5 Kt 2 TR o f) vl
FAE AN A0 A 5 S i e R IR T B AR R, Herh VR 2 T REAERIE Th 2 BB . O-GIeNA BEAL K
AR AR LA WERE 3R PR AN R RIA AL KL 2 — . O-GIeNA B (22 fh th 2 Bl A oAt
B5RENERR, WBHRIL. ZRUEMOBEL.

O-GIcNAC Fi =4k & — Pl AR 2 g bl B A0 [ Bi[5] . R W IIEHE R ) O-GICNA B A6 75 1 35 fif
T RIEHERAE REAER, (NSO A R R W . OGT F1 OGA Fr R 15 RIELE [a] % T4k K 1E # (1 40 g o
AEROCHL B, X LUl L AR IR I At WA [2]. A A JSRE S OGT B OGA RAZZ AR A
BN, X WTHER T X LR B A 1, (B R A R R AR A R T B B TR R . 1
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i OGT B OGA HIHEIAIAL ST 25 vl RE 2 U MR TR, BUAE iR SE 2% &) 32 B At AR FH Al ) 7 25 i 5
[51. #RT, ] OGT B OGA X IEH 4HIE I AE A FISEMA M AN 2 . R, 745 T — 7 O-GlcNAc %/
WEA, HEGESHFIBRPRIE AN O-GIeNAc FEEAL . XITE AN o VFER P AT40 7 BT AN RS
T RGN O-GleNAc E¥A FIFEM[7]. AR LI A et i) 8 B B2 22 BORROBIE AT, e g 2 B IR [F)
AL FE bR 10 B M B 77 R AR AN 0] E i, R O-GICNAC 5 IS 5@ ER SR AR 10 DL . SH L7 4 T A%
SREREAR AT R 384 Ll & O-GIeNAC fEX 82 I L, A5 B T A0 AL AR YT 7 i

E&ME
AR5 AR 2 T RHE G BT R 91 H (2023NS246) 34 -

SE
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