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[Abstract]

Bladder cancer is one of the malignant tumors that seriously endanger human health, but its diagnosis

and treatment progress are relatively slow. With the rapid development of molecular biology and the continuous emergence

of biological detection technology, the molecular typing of bladder cancer through gene analysis is expected to become an

important means to improve the diagnosis and treatment of bladder cancer. In this paper, we summarized the recent advances

in the molecular typing of bladder cancer and its clinical significance in predicting drug responsiveness and judging prognosis.
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SO\ I e g 0 A N R R — A Ay 2 Y
ZWr Bt 8, W R 5 i A ps3/
pRb {55538 F A SZ A Z RIS ( receptor tyrosine
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A5 LI, p53/pRb 38 # A2 —M & A 7E MIBC
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( fibroblast growth factor receptor, FGFR3 ) &
A8 S RTKGE i 06 T iFRY PIBK/AKt 8 75 520
fakage, (R R A R R, SEEES
B I8 e L R R B IX — T HIL AR Ry B e 03 T
DTSR T, o] fE 2 3 i B IDe i A ) e o e
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2.1 R Ki-67 #¢ FGFR3 & B %% Bk s 3t 47
A IR Sy T4 A B AR s e 96 ) ) SR E A
32 FF ( National Cancer Institute, NCI) F 1999 4f
PR, RIE LR A W TR, (R Y
O3 2 T A 55 A8 Ry LAy TR AE kg Ak 1) 35 e g
IYRZRSE, 2009 4F, Lacy 25Nt Ki-67 fyisdH 4]
fh2E gLt Fl FGFR3 WIZAERNT T, Rt o A it
JEAIRI 34N, b FGFR3 59781 +Ki-67 {R3R
IR TE T, FGFR3 BPARI+Ki-67 =ik gl il
Ja#i2:, FGFR3 WA AI4-Ki-67 k& iAm FGFR3
RASRI4-Ki-67 F#RIBATGET . X —iF55 Bk
XTI D6 988 53 T RO B AT, (HX) J 2R 5T
A MEEE L,

2.2 Bt TR R A IR R 2R o AL it 4T
Ko BHE XTI TREDCGRIR BR L, A
AT R E bR 43 R AE X6 T i gRe o 28 R o B A
R Y, Van Rhijn 2578 B2 e T 5 T4 2H 41
(WHO ) 1973 4EF1 2004 4F95 B4 25 0 JLal |
HIEXT 325 5] NMIBC AEAS 43 REAE Al RAF S,
PEATLRA 0T, B T ST Aivyeg 1 e IXURGS 1) s e
4 BorgdRz: 1 MR EXE4 (LMPLG/GL) |,
2 ARG 2H ( LG/G2FIHG/G2 ) F1 1 AN
HEERAE 4 (HG/G3) o iR iX — gk R
AE A B I DR 2 0 Sk RB A e BB R TR IT T 6, X
TR IR 1) 5 e s S0 5 0 P 2 PR T Mol e e
LA (transurethral resection of bladder tumor,
TURBT ) A7 25WiERi0YY, X T asdt e
DRI B4 s I A 28 T A L R 3 97 Sl B
BHETE, TR A R RS 1 1 e g A D 7 2
JEMIATE IR A

23 AT hAEAZKFHERES> THE T
b5 388 o3 o BUR G v, 2B G E N F B T y
T ARG HT iR () B PRk, (H B 23X S
FARMELE IR IR SE PR TAET R, X5 &EHE AN

SR L BRERAER DG, B, Kim SRR
FH i 21 242 04 5 2 0E 195 o g 2647 0 43 B4
AT S S i H Uk 2 G vk G 403 41
TURBT My brA i 11 F 5 5 bieses 25 BUS AHOCHY
RS HRRIEOK, HEGRENIRREER,
LR e E o B AN E R 4 Aoy 8.
B b RIR pS3. BT (enhancer
of zeste homolog 2, EZH2) . #%[HF E2F1,
JEEEREAKHEF T mRNAZES#E 3 (insulin-
like growth factor I mRNA binding protein 3,
IMP3 ) Ml Ki-67; A 2 s Feik /i i 8 1 1
(thrombospondin 1, TSP1) #1 p27; WA 4 5%
AEAFR WA 3 PR RIAE A T8
WUE 5, WAL 1 AR 4 AP R ZE, T
A2 BB RIS fed, WA 3 A TR R, A
AT L0 2 KPS T X — 4314 BUIL RE il
I o S M AR AT, A S D g e A TN o R
0.737, ARG T1 g b i S50 o B
0.658, MIT A lm R TAE b Byl A5 PR, XBE
PR o3 o0 B e e B R S

3 ETERESHHESEEMES T2

HHEA 4 Do 8E 1 2860k n 155 e e
aam ws LI SN X L il b pn e S AN b
( the Cancer Genome Atlas, TCGA ) M4k, dtk
BRA K2~ (University of North Carolina, NCU )
o3k . MD ZFERIERE L (University of Texas
M.D. Anderson Cancer Center, MDA ) = /LM
852 (Lund University, Lund) F.5372%,
3.1 TCGA w4 % TCGARFFTZ" i i v i et 3
PRI 74381 131 B MIBC 2 1) DNA . RNA FlZE
HEEE, S RIZR A MRS T ReE, AR PR
AR ) 43 F R Aok 4 AU Horp T 0D 1T 7
s A SR ZLAR A IE A (luminal ) 4 A4 4R
PR MBS e B AU FL IR 2L IS AE (basal )
SRR A REE , O H B SRR 40 AR T 20 MR Y
R SN B O il 7l | RS 1| e 1 A
L2 E, 1 BYFBMEALS FGFR3 2278 H FGFR3
Fak B, B, BB 0 R A T AT LUK
FGFRIPEIFIME R R . T34, AR HHES
BAEEoN, T BRI AU B e g 20k =k AR
AR R F3Z 4K 2 (human epidermal growth factor
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receptor 2, HER2) MMM ERZ(G FirEd, X
PR IGIT W ARA G 1 NRTT ik
3.2 NCU =240 JLR¥PE9K2=1 Damrauer
U 900 MIBC 19 meta 3BT 40 22 53T 165
e R R R, 4R H T SO B e Y 2 Fh oy
WA, s MAERFE (luminal ) 20 H 5 AL IO RE
(‘basal ) LAY, MfIABFSERIX 2 FhrF
R B i A B A ARG R 2 SRy, Herh L e A
PO g R B TS 22 . A, A TR T & i
T—FEET 47 AR RPN TS (BASE47) , iX
— T 2R B e R % IR A A S A P A A
RUFNEL AL MY, Sk E BASE4A7 Fli % bt
FEREMIRIRES R, EA ) R rIm RRT
3.3 MDA =%k MD ZHMANE O Choi
SURNET 73 BIZIRIEDIBRY MIBC 414110 4
FAZH mRNA, Gl 3502 0 B i g 1y 7 5% bk g
() 3 FhorF A FLISAE (basal ) 4R R
Kt (luminal ) ZHHEAYAN pS3 FEHY (p5S3-like ) o 52
7 S 11 = I L B S 2 1 s s 0 B 7
T, R R 2 A 5 IR ) R R AR AR
TRIZAEFAL L FL M 1 [(ADP-ribosyl) transferase 1,
ARTI (RT6)]. fa%E M (keratins, KRT) 14 FI55%5
A 3 (cadherin 3, CDH3) , &SR IR b
P LR R AL RS 1 (oxidase assembly 1,
OXAl) . HABIE-(RNA BERE R M ERE N 3
( glutamyl-tRNA amidotransferase binding protein 3,
GATA3) . erb-b2 ZIREEEFRILNF ( erb-b2 receptor
tyrosine kinase, ERBB) 2. ERBB3., X &#5HH#H M 1
( X-box binding protein 1, XBPI ) FIKRT20, S5k
553 T A iR A 2 TR A I A A R 1 AR A s
Y, (BRILEAIE AR p53 BE, BT LARE A
FoN p53 FERL,
34 Lund Z5k  BEFERSAM Sjodahl S5E it
S3 AT 308 (5l Ji% It g 2H SRR AS v 55 A8 SR DA
£ 0 285 T 28 11 RIS SR A A2 AR DG 1Y 11 AR
FE) RNA RIXEN, mZw LT 5 M
IR, SRR AL (urobasal A ) |
FLCHEYNM B U (urobasal B) | FEE A & #
( genomically unstable ) . BRRZHHIEFER] (SCC-
like ) MIAGHZERS (infiltrated ) o JEJI AR 40
A B LA FGFR3 . B4 B HE AT 1
( condensin complex subunit 1, CNDI ) FlfifeitE

1 (tumor protein, TP ) 63 JERITFRIKMIFFS.,
L T8 J5% A R T TS 4T . FEIRAR A B RS
PEiEEA 50% BRBIAATENZ RIS, KA
FEANML A AU g F 8 T 25 . PR RS e AL
eI £ 43 T4 IE & TPS3 A8 PN R W45 1 E
(cyclin E, CCNE) . ERBB2 J:H iRk, K
45 (>70%) BEIRHI TSR, BE UG
B2, SRR R B i i 38 KRT JE[H
U KRT4, KRT6A. KRT6B. KRT6C . KRTI14Hl
KRTI6, BETGRZE . ARG b o s
RGP RS, AR E UGS TR R, X
5 R0 f I g IV EL A AN [ ) 35 R Sk R o I PR 22
JR, Sjodahl AN 5 Fifrll R R B e PN 7 AT
PONETY , A ERAE AR I R SE e b R 4 E 2 A
3.5 4 FpR Rk eg s Aine PO ik 4 Fh
Gy AR — ST B PE R i AT T 2R G R
FEAIERIE, &I L5 3 R )5 8 BA AR — 3L
o AT 4 Fpor7 20 By S 0 R[]I 78 2 [
SERHEXT A, BEN, TCGA U4y TR
Lund #4370 SR 20 B A YRR ISR 4 i B
B2 FPZETY, NCU 0 v R 8 A 4 i 78 1o
MDA =Mk RN AR RN pS3 AR 2 Fh
R R — B A A R B B A A o
JRM2ZES, e TR 1o R R E RS
M, DhRSR I NGRS S — 0 o153 BdE S R
S

4 BERES FHENEKEX

4.1 JERRSE ST o BB T IR B 3 2 e R
P SN & =1 WL SN s e s A B B e U
XL IGTT 25 S LA G, (H A IR ST K B
5 O g 1) 43 H 5 BB 3 AR DG B Sl B Ak 2R T
( neoadjuvant chemotherapy, NAC ) 25491 S
PR 56, MIBC (& 5036 7 7 i ARG T 4 s bk
DIBR AN Ak EL 4 3 AR R Bl ALY R 50 A
meta SHTUESE B, FEAMRIAE 2 9 e DI Bk A wir 1
JH NAC a4 g AR AP, NAC R I 2
WA £ X LS IRYT 20 B I N PR A AR R 22
S, W R IA T BURE BB H NAC 5 5 4F
HEFERATRET 80%~90%, Ak FIRYF <2 i B
HIH NAC J5 5 4FAELERAUN 30%~40%, FHAL
T AT HE 2 VIR AR AT 50% 1Y 5 4F4:
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R, W NAC R B I RS R 222, A
I, ST TN B e g £ AR T 2 R Y
Iy Ty AT TR B L, McConkey %5 H MDA
SOMEARE TR 5 e R AT R I
IEPEANTR] 35 JECAR 200 i AU B e A I S A
{EL I IV B0 3 Fpe 9 £ % NAC 4 e PRt I
NAC fEREREEE 5 FAFER, M, ps3
i) Y SN A AL UK eSS Tey R DT i N YA O
T p53 FETYBE bR A R O 2 IR, e
PEIRYT BT VAT

T3 A, R Ay e R SRR X R
Y71 B I A B R DG L R M B T A
1 (programmed death-ligand 1, PD-L1) $iik
= H R RIS EIRIT Y, B R BR BT
(‘atezolizumab ) 23 [E £ /i 24 i Wi B 8 B R 4IE U
151~ PD-L1 bifkzi¥y. S5E TCGA #fsee %
PRANIF] 430 754 (14 Js e ok BT AR e BAE A S I PR AF
TEZE5E, TCGA U4k i 117 e £ o X BTl
BRGSO eI CARCRIS 34% ), 1 AU
ot 36 £ X B R ER BT Y B B M B 22 (A RCR A
10% ) o XA/ AR o7 8 s e g 14 A ) e e
FEfE2Est, (REARZE SRR — 2B,
42 BRRESTHRA G THEEERE B
S A 00 S5 U ol J e 5 3 P R T s A 0
225 Bk NMIBC B & ik 50%~80%, fH 5
EAAER R 90%™; A, MIBC B TSR
25, T2 WA 5 AFAEAFE0N 68%, T3, T4 )
BEMITREE 15%". BEbE 7 B o8 i —A4~
F2E H AR AR R TS, A A R
AERIRIT ik

T1 BB — IR RMERE, AR T1
b5 e ER A I TS AEAEAR R 22 5, JE HLILE R Ny
MIBC MRS, PIEAE S T1 s s
il th AR R AR L I AN, I8
T L ERA 0 43 oy BUHN T R E U . F8 RIRYT .
Patschan Z&P5@ 104 167 41 T1 WM 412109
T REH AU 2ELE R, B T1 W T LIS A 3
Pl A . FERFRANAERY | SEPRURRRE BRI
AR, Hr L R AN i R R 2 B R Ak
JR ARG, , 5 PR AR s R AR 240 o o e 50 e A I
B O R AU . X — 5T BE M I R B I B IR YT
TR U, XTI A A A B e AR, AT

DL RS TR e X T3k AR e Y
TR o A B I I s R, TR BB
ST, HEEEFARIG MR AR

AN, Cheng ZEP7E 0 #r 5 AN e 3L 1A
AR, KIN B2F4 PF4r- 5105 b B B TS A
WARXM: . E2F4 J2—RE R+, FES 540
JEIRREAY, E2F4 PEArJEdE FH Y R e Sl
D HEARKN B2F4 BY/KF-, FRARYE LR A5 A5
FRESY . BFFE R IR, E2F4 TE43 >0 430 s
BE VLA E2F4 $E4r <0 43I AR K,
I Hix —Fi J7 78 MIBC 1 NMIBC &% th#i%
F L ABAT TS RFEA I PRI — 25 S0 00F

5 INEFMRE

Jo8 I 9 o F T N SIS A B ) T AR I 2
—, (A RS WA K L5 AT B
£V st 7k o <0kv S Uyl S/ il K5 & N RN R i
B, A TR B e A AR B Y 0 UL
R FIRIT AT E A Y], HATEARSEH A
SRR BT 5, AR EEFLUNE 1o
FAL TR BB, TR — . A TR
Or oy BT RS R IR 2GR T
3 PRUAT Bl W AR I T P00 6 25 % 2400 44 B R A
Wi B TUs , XF TR A IG BA BRE X,
WOAR AR TO7 1), (RS Bt — AT
PASE RIS Al AT 89 70103 B R R S ik, i 22
AR ZZ LRI PRIERTL X ARG X A T 3R I
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