Advances in Clinical Medicine Ifi/REE2£3E /%, 2025, 15(7), 285-293 Hans XM
Published Online July 2025 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.1571987

FEERMEAMUEEZMMEHEDHN

IEE?, FEE

HIAREE — BRRER A (L AR B R R A B U BE, IR B
2R — BERER IR L AR L EEBE R AMRE, 2R B

5t

Weks . 202546 H3H: FHHEM: 20254F6H27H: &R THM: 202547 H4H

R

ERFREEAMR24 (USP24)R—FRBIRZRMUE, T Z25BE0RESHEE. SAEAHAET. DNA
WOGBE. . ST KRR SEERE. BER, USP24EREME. Fig. Sk B4 A
R (T-ALL). FF40f (HCC) & BB MIEHZSHE/ RN, HEPAAREMELE. RERWMAMKK
BT . USP24iEid £77 B /EFHFE EGSDMB. PLK1. MCL-1. Beclin1 flp3004 48 F [, H¥IESTAT3.
Notch1. IL-6 & H W - SRAUT25E B, iR 40 M 35 . RIS E R R R kiR . IR FE R B, USP24
BRESBERRISHEUMR, ATENBER YRR EY T IERRE R RIGIT KA. b, UsSP24
INATHIEIF (DWP1130. EOAI3402143FINCI677397)7E i 4h B Ak A SEI6 o R B W B v . R
USP24 58 [R¥6y7 NG4SR it . 29 RBIVE S Bk, ERERBEEZF RN REST ST
o RRIFAPLIRAIB/RUSP247E A FIEF R AR, FRRALEE RGeS, AMERIT iR
.

X 5in
RREREEAR24, BHMNE, BRBT

Research on the Role of USP24 in Malignant
Tumor Progression

Xintong Sun!2, Zhihong Niu?

1Graduate School, Shandong First Medical University & Shandong Academy of Medical Sciences, Jinan
Shandong

’Department of Urology, Shandong Provincial Hospital Affiliated to Shandong First Medical University, Jinan
Shandong

Received: Jun. 39, 2025; accepted: Jun. 27, 2025; published: Jul. 4th, 2025

IR

WESIH: hEE, &% ZEERMEEANE 24 155 MM R R R D). IRRE 23R, 2025, 15(7): 285-293.
DOI: 10.12677/acm.2025.1571987


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.1571987
https://doi.org/10.12677/acm.2025.1571987
https://www.hanspub.org/

NEE, FER

Abstract

Ubiquitin-specific protease 24 (USP24) is a deubiquitinating enzyme that plays a crucial role in var-
ious biological processes, including protein homeostasis, cell cycle regulation, DNA damage repair,
autophagy, ferroptosis, and immune modulation. In recent years, the role of USP24 in multiple
malignant tumors, such as bladder cancer, lung cancer, acute lymphoblastic leukemia, hepatocellular
carcinoma, and gastric cancer, has been increasingly elucidated. USP24 has been identified as a key
molecule influencing tumor progression, invasion, and drug resistance. Mechanistically, USP24 sta-
bilizes critical proteins (e.g., GSDMB, PLK1, MCL-1, Beclin1, and p300) through deubiquitination,
thereby activating pathways such as STAT3, Notch1, IL-6, and autophagy-ferroptosis. These regula-
tory mechanisms contribute to tumor cell proliferation, metabolic reprogramming, and immune
evasion. Clinical studies have shown that high USP24 expression is closely associated with poor
prognosis and may serve as a potential biomarker for assessing disease progression and treatment
response. Moreover, research on USP24 as a therapeutic target is ongoing, with certain small-mol-
ecule inhibitors (e.g.,, WP1130, EOAI3402143, and NCI677397) demonstrating antitumor potential
in both in vitro and in vivo studies. Despite challenges such as specificity, drug delivery, and poten-
tial side effects, USP24 holds significant promise in precision medicine. Future research should fo-
cus on elucidating the specific mechanisms of USP24 in different cancer types and optimizing tar-
geted inhibition strategies to provide novel insights and approaches for cancer therapy.
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1. 8tk
1.1. USP &Rk

G IR AT A2 A BRVE B PN 2 N 1 TR iy 1) S R N 2 [1] e SRR R 1 R A R i 2 i 2 R A
BB RIGER, W RIEFNRE . WAL IS S0 AR, B XS R 2 AL
PRNBTT, BEIT RIS AWIRIL, BIFESNTAR. BUT. W7, DL RN & R A [ VR )T
AR VRIT[2]. WERE], 2 R4b&Mi(ubiquitination) 78 8 [ & AL Ak J8 b ok 4526 SRBE . B2 B4k
fitf (Deubiquitinases, DUBs)il it & i 8 (A _ L 17z 285, WisAa et i REEAR[3]-[5], &R rrtEA
BE(USP)ZK AT DNA &5 . 4t HA 1 4% RS 5 38 146 1 45 45 T & 4% B B /E I [6]-[10] . DNA X% i 4
(DSB)/1& & 8 i 18 i 3 [7) Y5 AR o 7 422 (NHEJ) A [R] 98 S L (HR) P Fh = ELig 42 52 i, 1 USP @it 442 21k e
s SIS & N AR E o, R IB R IR A Mk £ . USP il 22 R IE B & A e R ThEg,
S DNA B IER S 20R . @I AT B E EAMZ ZMIRE, USP AMUEME A fet, RS
WS SRR A 3, wh o S 2T B2 X6 DNA $514%5 . USP 383t LRz 261, AEW MR EZ Rixte s
RS TR EIE A, R RO EHERS 6, At DNA S B E . Rl 2 EXEE R 2E 5,
ZZ FMHEH IS5 e i IRME 2 & ARG SRS B AR, RIEEE S BER & RE. Z &
L RZWHIENE PR TIEE SR IESIET. X2 RS EEs S fRh LnRreEn Lz s
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B, MR EEERMEIER, SR SR RREET . 5 RKACKE I EIVE, USP JL[RIZERF
EEBRRIEFERRS TP . USP AUE R E Az R IR RN DNA B, fE4iiE s
WA R BB . USP BRI A IR AR BERZ /B R E A, fh iR feE 2 i HLUs
BRI, JRD R AATRE VR A

1.2. USP24

USP24 (i 245 I & (B 24) & —Fh 22 RALEE[11], AEE ARSI g WH37. DNA #31
BRE. BWE. BRIET. SOE T K& e ki Ay R R EEEAEH . R, WFAURIL USP24 £
FoboW M R (A RS P g« e PR IRk R M IR [T-ALLY . AR A [HCC) K B 98 ) i I [12]-[14],
il iz RAE RS M B R (R e, TR AN M BB . AR A 25 B, LR
th, USP24 il 5 € GSDMB fi& i STAT3 WEERAL,, 14 sobili i fidt M e {2 28 R JJ[15]: FEMMHh, USP24
I FEE p300 Al B-TrCP 58 IL-6 ik, {2idF 40 Ml £ A M 8 A8 i [16]: /£ T-ALL 4Hffir, USP24 i@
£z F A4 MCL-1 SG Mo 4 A2 vE R 77, B 25 ME3E hn[17]; M #E HCC v, USP24 i@ 3 & Beclinl
ik F MR A BRAE TS, FEEE R HCC 4l xS 2 i lEJé (sorafenib) B RUEE, AT H0 6 ogs it Jig . th4b,
USP24 SETEMNZIRAT M0 (Ui S A%09) 9 B YA [ 5 G e i Hh R FESGREE T, 9 A e M < s o
JEIL AT ULKL JENHNZe 7t ENE 18], EMAIERT T 71 T (EVTL) Y T 2 o[ 19], 78 RGEVERE
AE(SSC) 1 5 miR-139-5p i [ 4%, AT AERZM TLRO /5 AU 12 [20]. £H5%F USP24 1 G y7 #E 5 i)
W IELEHERE, H AT CH 24N/ 7417 (20 WP1130. EOAI3402143 Fil NCI677397)(EAR AP A4 P S5
R IR 7, AT R Ak FURE S AT R S FH SR [21] o £55 K, USP24 TERGIE . #H&RiRAT MR
i R S B R S 2 N EOR FE B AR, BE T BEAE A DR T, AT e i a4 R oA
B b A . AN SOKE£5IR USP24 TE & e o 1/ P B LV T I R B2 A1

2. USP24 fEE MM A91ER
2.1. USP24 7E & & A R Y HIE(ER

USP24 fE4ERe 5 R 4 e My TR #E AR A, HEVRBERIA IR SR R UGG, Jefifk
ANFasE 1 (Chromosomal Instability, CIN)&JEAE o ILINIL G, ¥ R e AR 7y B AR . A5 R SR R AL [R5
. WEFURIL, USP24 7E4ERRE R 20 A M U7 R R FE B BE T, LR BERIA BRI S 0E 1Y AN R /S AH
Ko B AEME BENT R, USP24 FKIE K-S CIN25 JE K IAFFIE (CIN25 signature) fH <, 1fif CIN25
IR R B A RAAEL R . 1E 498 5] SEQC #22 BEAH MR & Hdl e, USP24 RIA/KPEUKH
BB A (EFS) R AR H(OS) R ¥R M B Z 1 TilG » 3E— 250 ir K3, USP24 {RKIL S
MYCN FE PR 4 3 S 26 REZH R (0 B 300 3 IAE DG, BIEE/E MYCN R 39 iR b, USP24 RRIATIAR S
BEMEAFE A I[22] USP24 5200 4541446 25 55 (Spindle Assembly Checkpoint, SAC) AT 224> 24 k& wfa 14 ,
WA R B, USP24 i i Fa 5 e 195 85 1 CRMP2 (collapsin response mediator protein 2), 4ER547 #7451
() 5e B . 76/ RE PR AT 4E 40 (MEF) H, USP24 B2k S 3 e (R4 1 70 55 . YO 443 J5 (chromosome
lagging) ¢ B 1A 53 % (aneuploidy) . #E—BRF 70 & I, USP24 S 40l (4 22 7> S G AR 45 40 52 451, I
N a1 B A (a-tubuling AKCSF BEAR AN g BE AR K BE 3G N . I8 4MEER A CRMP2B (CRMP2 [fJiERY 2 —), T
A USP24 BRCHIMLIN A 22 ZERE i PE, FREH USP24 mIagid L % CRMP2B 52 e ik fa e M
[23].

USP24 jEiid CRMP2 ZiFptRdH Az et: HF7CRIL, USP24 @idfa CRMP2B By ik 44, i
CRMP2B %15 4 i AR 2O H 2. AR IR, CRMP2B RikME K4 SEUME RE R,
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T I G AR AN FR e M. USP24 52 MR FE I : USP24 4fi & 9848 /I R (Usp24—/—) 75 A J JL/INEF I BB
T2, ERRIHEHENSE LGB, /£ DMBA (7,12- - H 3 5) % S /N R R R, USP24 4 &%
A /NR (Usp24+/-) I R AR B S TR ARVNR . £ 18 MAMBERZMIFEF, Usp24+/—/N LB
RN E R S R FREAIENR, R8] USP24 A A& —Fh B 7718 A 2 (haploinsufficient) f 41
e IK[24]-[26].

2.2. USP24 5phiE4mpmiT B MR

USP24 7E M8 AT B AR 220 AR v R P RAR R A, E 2l 2 R e 20 5 41 iz 3 AH
KIVEA, JERUS MRS S, WoRR g 2 2 MR R ). WEFCRIA, TERSHESE+, USP24 &
I FaE GSDMB fit it STAT3 Wik, i 40 F L F s /I AR 281 7EE H, USP24 jiid Kz 1k
p300 1 B-TrCP L1 IL-6 ik, WudH MR AT b (2 Mg, G538 M2 BN i A 5 10 e (2 28 0 1
AR BT, USP24 @it fasE PLKI {2k Notchl {5 5@ EIE1L, I L MR <M GLUTL A1
LDHA, it 2Ry, R g sRies B ar )28 68 /7. thAh, USP24 i@ s |k - ZRaET:
08 2% 5 1 e 9 240 B R A7 TS AR 28 AT, B 7E AT 4R R, USP24 Ji i AR T Beclind {2 E AR, 35820 A
SRR E N, IR R B RE ). IR HTiE—BAEsE, USP24 mRiA S £ M e
ARG K e B OE, 188 USP24 1T 6 BN MIRIR 28 PN R T AE VR IT I A, ARSR AT ER R X
USP24 [l sems, LA iR i s 55, B B IR T BURFIAE R

2.3. USP24 5 phiEEim 514

ATP 454 G125 I (ABC % ia 8 1) 7 IiRg 40 P 1 24 W0 it 24 1 b i 3 B BE/E F [27]. ABC #izH
un P-FEEE F1(P-gp). ABCG2 %5, i Z2 tH4f M oy AT 2590, I8/b 23 ORI, I 5 25 R 4 i
ST ZG PN 52 Ve (28] . BFFER W, USP24 dlit iz RAGIMEA, 1h5R TiXEe ABC #Hiz & A MR e,
MIAERE T 2500 HE, 80 T 29 W07E R 40 B o (AR 28, {3 P At e ke AT 2590 (- Taxols IR
AR = AR 250 . USP24 @it ] P-gp Al ABCG2 iz Bk, By IbiX ek ia i (A 5 AE, REFEANIEYN
RO RS e AN Th R . BEFCRI], 24 USP24 #miFRIN, P-gp A1 ABCG2 iz ALK WEH N, T3
X LG R TE H I AR, AT K S 240 5% e 4 ) B v o e 4 o S B R 1) DNA B RE T, R
EAEARIT FBOT I FE B B 254 51 2 ) DNA $245i[29], IX FRARK T i 40 i e 259 gkt . TR R 4
(HR)Z41f1 155 DNA XUBEWI M E B iR iRz —, USP24 BT DNA 5515 5 (i F2, 458 iR 40 i
ORI 0 A Fa e P, AT S 265 1 4 724 . USP24 @it 2214 DNA 1B 8 A 1z 254k, H HLFEAR, M
MR AME Z BT . BRI AR, USP24 #i T Rad51 &R B ARIThAE, BRIK T R4
X DNA #5345 MBS R 77, [ HAR B 5 2 1) DNA SEAS MR 1, B9 1 Jied 48 ot 2540 (R4 RE ) - USP24
T PR FIYR S R IR, SEUR AN I AR E MR N, X RiAN R e P S sk SR RE T
RO 251, JCHAEAITZERTR, DNA & S Bk A 013 i A i Jo ik S AE 2450405, AT 3 B8 24
PR

et 0 PR FFD T ek AR A A e R Y 245 12 ) B 2[RI 3R [30] o Je 40 M P 5 25 25 1k IR K R R AN
YA . USP24 J8 i 1 s e A P T PEAR S R IE (W CD44. ABCG2 %5), 38 Jin fifyes 4 it (1) i 24 4 A0
XPRTT FIHRITRE /)« HARR L, USP24 Jlid 207 ZANAE AR B IX S T PEAR W, SRR 40 M 1) T AR AT
A A5 3 S A0 7 VA 7 i R v o B 251 . USP24 it TS5 & A4 CD44. ABCG2. Nanog 5[
SEVEBAG IR o £E USP24 R bR S5, e A M IR TP bR AR08 B3 %, HMIREk% e 1955,
FH] USP24 TEAE RPN TR (B AR o b T IR 40 B B A 8 v P i 24 P RS BELRE 77, USP24 il
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IR EARAE AR IE, 9 T SR ST 29 2. RItk, USP24 FAFAE RERE (2 s 41
M AAE, A HAEIRYT IR P A RRAE S, I PTRE A IR B AR YR . 10T USP24 (¥4 mT &8 i v I
iR T 2] Ak DI SRS o AF ST R, R M USP24 4R 4 NC1677397 BEfS 3 [k ABC #iz A Mt
EVE, DA 2SN ERE 7T, SR AN B XHAGST 29I BUR I . A, USP24 i AL R 6% JE i 1
IR AAT B T, Md 4 DNA BE R, M e kit 2514 . NC1677397 Ji i #ifi] USP24 1) 2%
ZENIEYE, > ABC R R A RIARE M, SO T A IR 2 P 241 o 23 ) R S R I TE 25 )
TR NN 2 1 Je 200 M 2 P R, 36 1 40T 2590 (A Taxol) ¥R 97 38R [31]

3. USP24 fEAN[E] KB pE P EO M it R
3.1. FEFFESRER

USP24 fF HCC " AFEDUMIBER, HRIEA/K VA HCC AL LA AT EE N, HE5EENAR
TG VIR S HA(HC) 7 o, HCC A4 USP24 & FI/K-FHIL T 552402, Kaplan-Meier 4=
FE5y BTt —DAIE S USP24 kKA B H EF R . MRAPSEIGR ], USP24 i ik nl i 2 k| HCC 41/
HE IR SERE T A, 11 USP24 MK (SIRNA A 5) MR it A2 28 68 77, &7 USP24 AT BefE e 81
BLEIE 78 A 30, USP24 J&id jk/b Beclinl (1) K48 &4z #4k, #mHA e tE, M fEdt B Wk (autophagy).
Co-IP 52583 B USP24 &5 Beclinl B #4H BLAE R, 2372 FAkI8/D Beclind FEfF, 3 F 18 H WA OB H (ULKY,
Atg5)#ik, BN LC3B-1 (AW iRbr E4) I P& p62 (A WEEYN I R . i 5 B (TEM)#E—2BESE 3 W/~
ARG . BT Bafilomycin Al AJ B3 185 USP24 43 1) HCC A& Ai it fE M » (A=
[5&, USP24 ik n] it {2k 8k FE T [32] (ferroptosis)yf s Hpi iR DhAk . CCK-8 i iR, USP24 i3RIk
FA#AR HCC 4HARTE 71, MiBkFET 4015 Ferrostatin-1 W] #8004 EH . USP24 i 31k & 2 #2 7 HCC 41
P 8 Fe? KT, AR R L Sk, BRARA B H AR (GSH) KT, JEI NN i (MDA)RL 2R, KB40
WOl . IR IR T ORI R T GPX4. Bk [ M (ferritinophagy) HLi . USP24 |1 NCOA4 (%
PRGN 7 ) R R B 1 2 AR (TIR), R IFERIRI . RN ekt 82 FPN, S Fe?id
B, WAHFYILT. LiE, USP24 sl WUENLEIHE HCC #iRE: —REWE: i Xz ZtaE
Beclinl, ol M. —REIT@A: M A2 (NCOAATIR/FPN 4l)i% SR OB U AE T, 32
1] USP24-Becin1-EkFE Tl ] B4 HCC 67 H AL 3T SR I

1EZ ik Je (sorafenib) iy, USP24 i KA W] 3 $E 1 HCC 4ifuxt &R fr Ak e i Ukt  Jf1dsm
HIRPER . #REBAER SRR B, USP24 il 3Rk B3] HCC B Ak, H USP24 5&R$IFEELA
ST IR SRR T B 25 . 254 DA L AF9E, USP24 1 HCC KIS EEHIE R+, it 45 Beclinl {2
EE RO BRAET., £ HCC #EJg b B B HIER, JF eI E N HCC il WAk I AL Mbr 4 S if
TR, SN HCC I R yR T FR BT I SRS [33] o AR FL Tk — 2B HR & USP24 A 10 H RE AR AT T2 1 L
oy T8, FFFAE AR N HCC ¥R T (E 25T R Il 1744 .

3.2. EEMETRNIER

JE% P A2 THE S50 L P 55 A AR L P 5 DR B8 A7 o i DL PR S P iR [34]. A 78 I, USP24 id it
Xz FZAAER R E GSDMB (Gasdermin B)& H, @ 1Mi#iE STAT3 (Signal Transducer and Activator of Tran-
scription 3){5 5@, (EREBEMEE (G EBE B [35]-[37]. USP24 7E ZRulGtE iR b R £IBIRE, 5
R R B SN RIS FHOG . WFFERIT, USP24 fEN—Fh iz ZALlE, E$:5 GSDMB 454, @il 2
Fx GSDMB L[z 4k, 0| pk 8 Ak 5, AIMiF2 € GSDMB & A K. SLIESE, ] USP24
235 GSDMB Z R ASEIN FF I L Al . B2 /K-F R USP24 B R bR B0 71 (1 EOAI3402143) 4k
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P 5 PR GSDMB A KA, HAIH mRNA /KF, B USP24 16 H#1i%)5 2 1% GSDMB #4751
. GSDMB & Gasdermin Kk 512 —[38], 7EZMiE P KIEEEIEH . WHFi KL, GSDMB 1L
Pt AL 2R Hp () 3R A KPR T IR AH A, S RERS (IS E e 41 I 1 B L JE R AR 28 RE JT . 45 SRR, USP24 il
Iz FAGE 3R 5 GSDMB HIgs e PE, AT (2 328 % e s 240 P P 38 B RN A79% o

USP24-GSDMB #liifiid STAT3 {5 5@ B (et Byt Btk idt g, STAT3 & — Mot At A, 725
PR AT M 3G 5 . AR AR JORE R A R S R R R EEAEH . WEAUREL, USP24 JE it AR
GSDMB i — % STAT3 {5 Tilk: ALt sedniksk GSDMB I E# 5 STAT3 454, JRigsmit
Y705 {7 s I B ER 7K - (p-STAT3 Y705), IX —id FEA A STAT3 [t i &, (H B E T I Rim .
U R S WA STAT3 R VRBEACIIAR O K (1 HK2. LDHA. ENO2)#1 IGFBP3 {31k, &
T P P T 40 O (R B AR AR 3, USP24 JE i A2 GSDMB,  [AJB:4ERFE STATS [FFE0E, TR “USP24
—GSDMB—STAT3—FiAC /A IR 7 1 IE R A%, @ik GSDMB J&, RI#iid3Rik USP24 th L%k
2 STAT3 [IRR1L, IEW] GSDMB /& USP24 4% STAT3 (554 /[39]. USP24/GSDMB/STAT3 #lin]
RERCNIBS I VA7 BB R A, ROR AT HE— DR R AT USP24 5% GSDMB (117N 4l 1,  LAek s s e s
BETE

3.3. FERESRRER

USP24 £ il s 3208, e L 2 R R, s USP24 7R ik e v i 2h A TR R
H. R4 #38(Bromodomain, BRD) s [ 7F 4 €4 1 9 S JE R i p e 5 OCME ], HRHERE5 %
Tl J R0 11 2B A R VIR 9 [40] [41]. USP24 2% BRD I Lys391/Lys400 [z 8%, | HyiEH
BB, MIMFRE BRD 8 /K. RIS RAZ R (USP24-C1698A) L fa € BRD HH, EHH X
FAGBE MR o8 . R USP24 Bl {5 FH 4157 (EOAI3402143) 2[4k BRD & FH/KF, H AR mRNA
Rk, EABAEIHIH MG132 Wi USP24 K T BRD & HFFM##, UESE USP24 @itz & - A
filgfAi& 4% 8% BRD fa5E 1% ; BRG1 (Brahma-related gene 1)72& SWI/SNF Je b Jii B Y8 5 SR % O3, 78
BRI s g S iRg gt e vh RF EEUEH . ARFAURIL, USP24 5 BRGL JE A IE Stz [l %, L E/{2
HERRE B . Sy HEITIE (Co-IP) S8k s USP24 W] Ei#% 5 BRG 454, it %2 #1kfaE BRG1
HH. BRGL dRA T B E SR USP24 /K, 478 BRGL Al H§5E USP24 HI#iA, TERUIE 15
. T BRGL 7£ SWISNF A4 A ATP Bgihte, AR e M 5 nl it — 0 (e b 4i i 2 R 3Rk
P B A , 154 5 i 4T J P M AT o X — VAP 1) 2R W USP24 78 it Hh i F AN BR T 2532 RALTE A,
eI S BRGL HE— 5 R G (o Jii 5 9 K e e s, IR 230 i e 40 M 17%) 3% 5 A2 28 /6 J1[11]

3.4. EEESDHER

B8 (GC) & — Pt Ii T B R b Bz AR iR, L f s L A S R SR [42]-[44] . USP24 7E B 3
(GO h B REIEH, HmRiaE B EH WA RIS HEUIAN, HARWGREEA B P b o os
USP24 1£ B 23 i) mRNA I A RIEK & & T IEE B AR IR, USP24 mRiEEE
(1) AR A7 2 (OS) R T A= 47 2 (DFS) 35 ] R PG, #2278 USP24 HIREME N BIEMA RFUEREY . #—5
(ITHEERT 72 R BN, USP24 ilid %92 EALEH Ea 2 PLK1 (polo-like kinase 1), 1#3% Notchl 15 538 % 3% 1
[45] [46], T2 B A 00 i e 38 RO e AR . BUPRT &, USP24 Jl i /b PLKL 1 K48 iE#H:Z %
b, MR AR, B PLKL FIFasE M, T PLKL /B 4 fE AR 7, ol s it B ER 16 Notchl {2
HEHEAL, fF Notchl f 3L FiF#EE A Hesl AT HEY1 HIRIA/KTF B2 T, HEmhns B4 GL/s
BRAR, (AN A RS, BESRIGEE AL /), [ RRAR USP24 At ik PLKY, ATk 2 NOTCHL i@ im i,
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NEE, FEE

W] USP24 @it PLK1 ¥ NOTCH1. BtAh, USP24 it ik B #1240 i /B2 1L 2R (ECAR), &K A
FER(OCR), FR/nHEREMIGsR, FEI AR OCHEE(GLUTL, HK2, LDHA, PDK1)) mRNA Fld FK-F Eif,
USP24 i ik 3 N7 A MR . FLER A BRI LDH BEAk, [FEIRTb> ATP 7245, FF A Warburg 200 . 7N R
J T R R SR B gt — ARSI, USP24 RIS AT i 3 AL B i 4 O P SR TR R RE 7, S e A ARUR B R
Wb, FFFEK Ki67. PLKL F Notchl (1A /KF. thah, BRI 7701 & KEGG & £ iran, USP24
AT REIE L Notchl J b B i Bk 5o B R A2 R . RIS, USP24 @ik USP24/PLK1/Notchl 4/
T B A R RE R RIS TE, O B IIR ST SR AL TSR A, $20R USP24 W RE1E A B T AL K&
B AT B A ] T RS ATE—B R USP24 HHHIF7 B I & B He 5 LA B VAT SR (AT L i
7 R ARPEIRIT) B E N, DU & B A a7 ORI A A7 3.

4. lFsREBEXERE

USP24 1E 2 Ffiihit S AH B v R ¥ B L E L, LI IR SR BRI AR e 2 W7 . TS VR4S
SAEAERREIRRIT A . BHFURY], USP24 FERS It . Jtife . Sk ok R (A s (T-ALL) 40
(HCC) k& 15 i 55 22 Pl e igg vh iy 60, JF il £ B8R (W1 GSDMB. PLK1. MCL-1. Beclinl Al
p300), ¥#i% STAT3. Notchl. IL-6 A& [k - SRIET @SS, (et Mman i, R E AR 251 &
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