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TSR B b B2 5 e Ra 0y 90% , ZHCEEIUNITIRYZLICR, AR FIET R MR 2 —, RS 8 WA IR IR IMEHRE o
FoxM1 BN FYEMAATHY 12p13-3, KEEKRLN 25kb, HEiHEEH FEIEMH 10 MMNEFAL. FoxM1 J&—Fh SCEEM A& BT H -+,
BEEH G1/S #1 G2/M BRI ML R EXIA L2 AR E T, MR ORNTENE, FoxM1 TEERERR | 222
R HRETEIEM, A RS RIS B A MR S AR TR T IR o FEIRIRSZER P, A FoxM1 4 (I 3RIA R R 1Y
AT AT A R S A ) A ST e, 8 B et e LA R T AR B U o AR SCREE FoxMI1 FERRIME IR 1 Rz g P ) 23k T I G

X, VAU B BEIR % b B e SR BUsT i B R RS 7 4R

KB FoxM1; JEMEIRES LR SCERERA

JEEIE R B% b K¢ 98 ( Bladder Urothelial Carcinoma, BUC ) &k
FRARFNFE T R MR 2 — , LSS s DL A I SR AR AT
M, BUC J&—FhELA B S bk i vk s, UZ IR I
J#% (muscle—invasive bladder cancer, MIBC) 25 25%, HA:4)
AT R ATUS 5 AENUZ B B ( non—muscle—invasive
bladder cancer, NMIBC ) BRI, % MIBC MEMEREAEE G,
H5RERWERES, X MIBC B3, HUIATEERIIBRARS
5 HAEAERAE] 50%. i FAEIGIRATRYT MU BT, X
T2 590 4 F5 e P 1R A B S A 22 500, BT A MR X 43 I
ANREYT I S T SR I I, B AT AU 4%
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FoxM1 A
FoxM1 254415434

FoxM1 J& T X 3k £ ( Forkhead box, Fox) #3tP T KA,
TENRRRZHZ T 1z 5k . A2 FoxM1 2B G540 S e P91
( nuclear localization domain, NRD ). DNA £5 4454438 ( Forkhead
domain, FKD ), F&3#0E45F4)38 ( transactivation domain, TAD ),
Horp DNA S54 25 Fox FIEES 3N T ML REE
FoxM1 ER FYLOMRHR 12p13-3, KIEKLAN 25kb, HEify
EEFERA 10 MMNE TR FoxM1 fE7E =R A4k, B
FoxMla, FoxMlb 5 FoxMlc™, =AWRIKAE S E3hT it
BERFY) 57 —A-C/T-AAA-C/T-AA-3" 254, WIRHR AL
B, FoxM1b 1 FoxMlc fERIAIML, KR EIGER, W
FoxMla ANEA S BGEEET . EH UL FoxM1 BIEHE
FoxM1b 8% FoxMlec,

FoxM1 F)Ek K IfE

W FoxM1 FBRTER A 43 24486 0 16 BR A Al it vp 3%
KR, HSAEMN—RINES, WiEE. B WIRES .
DNA U EE | 23 TE R IR & A R R S BAE B P
BERSER, FoxM1 #35RF F 2 h fg JE A e am e s
T SR DR % S R . FoxM1 63510 FR 15840y, 71l

LRSI AZGE, 78 mRNA R [ K ERY&E
TP A E IR . E S IR, 7E G2 A1 M ik
FEAE , FFAEA 225 5B T FEMR™ . FoxM1 J&—Ph A 4n i
JEIIEAT T, e GU/S Al G2/M ¥ irfs FE R Ak, Xt
Lo AR E R B R, B R AR A R e
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FoxM1 15 Z R M5 S@ i VI, e 2REE
FREE (MAPK) {558 8%, LIS Raf-MEK-MAPK Ik
BT Cyclin-B1 )53 8h T BUBISAEF™, BEAT, FoxM 1 1 PI3K/Akt
S e 2 A FEAH TR ™ TR ANk i 14 sh i m
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41,
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A FoxM1 FHYESE I 929%™, 85 FoxM1 45K 55 Mg e 43
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