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Abstract Bladder cancer is one of the most common cancers in the world. Studies have shown that bladder

cancer is a group of molecular heterogeneous diseases with different clinical courses and treatment responses, and

its occurrence and development are related to multiple molecular pathways. Molecular classification of bladder

cancer by molecular biology is expected to improve the diagnosis and treatment of the disease. This paper reviews

the recent advances in molecular pathology and subtype classification of bladder cancer.
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Ji e (bladder cancer, BCa) Iifa J& _F 43 HAE L
JZ 12 I M B BE 8 (non-muscle invasive bladder
cancer , NMIBC) 1 Il |2 12 ¥ 14 JB% B %88 ( muscle-in-
vasive bladder cancer,MIBC), BCa F ¥ &8 I
zsia L2 otk NMIBC 405 75% . R &
KA H A 10%6~15% 2 e MIBC., pT,
BCa 5 100 ~20% , o 7 — & 0 A Rk, 2
PNZREMEXE L. HREAGHE G5 4EY
FRHE. MIBC 4% pT, ~pT, W, 295 25040, &
BRI GR% . 5 A fERART 500, Bk,
BCa 7l figJ& — KW & A Al 40 + 38 i ok e oy AR
(6] A= W 2247 R R DR $0 5 B 40 5 B PR . Bl
EXF BCa 47 FHRHL MR AR A B & L8
T SREIR A Sy A, AR SOk H ET BCa 43 R
P2 R IF 5 0 i S 3 Ry R VR — 2Rk
1 BCa WERE R

953 RE 3 P20 T (TCGA) AF 9™ %5 1 i B
TERER B ML E B KA F R4 (No: LQITH050002,
LQ17H300002)
BMEAKFWES —ERLRIA BMNEAKFESH —
I R & B G iz 33 M, 325000)
PP EAMFRNBSEABEFALNH FPEAMFRRXFEHE

it % B e GCP ¥ & iz 4 b 7 B 15 GCP F

R
BAZAEE AR A L, E-mail: zkw2121@163. com

A7 d 2 5 A8 1 D R T A B R I L g €8 T
A HAE S ok (DNA B R S5 UI6E.

B R R B A A A B R el A 4 i
# M 53(tumor protein 53, TP53) & A8 f1 A Mdm?2
p53 &5 A5 E AR Y (Mdm2 p53 binding protein
homolog, MDM2) ¥ #% . #jiJ& 2£ Al TP53 j&2 MIBC
i WL R A B 2 — K9 8 & BCa #E R 1Y
KHEIK B 2278 , 7 Ts A R I 54697 v 3 ok A
S e Ah 4 B AE 18% F1 24 % ) MIBC Hh & BL T
RBT 2K % 1200 it Ji] 39 26 1 400 P i i 4 il 570 2 A
(cyclin dependent kinase inhibitor 2A, CDKN2A)
BRI 2 IR R AR S S A0 4 2 3, RBL &
A5 55 X6 41 2 B G B 46 97 (neoadjuvant chemo-
therapy, NAC) T 4 i =W A 5K,

Y0, JoT 1 1 5 D] 1) 4 5% A8 2 BCa B RRAE 2
— AR 2 R (KO 7 5Pk W B8 B B 2D [ lysine
(K)-specific methyltransferase 2D, KMT2D], %
N R (KD ¢ 5 M LB 6 Al Homo sapiens
lysine (K)-specific demethylase 6A, KDM6A | 1
AT £ &3 H 3 1A (AT rich interactive domain
1A, ARID1A ) ; ¥ b7 fiff 1 5% 5% fiff (telomerase re-
verse transcriptase, TERT) i3 3l F X i #4 5 =/ AR
R fE MIBC I NMIBC b #5831, 1% 58 48 1]
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e & LETE BCa 19535 JF mT LA9E AR 12 W ok 2 ) bk
== By (3]

— 26 50 A5 5 B S AT G B R i PR 28 R L
R TE 4400 9 MIBC H AT RLAG I 21 32 14 1 24 1R
i (receptor tyrosine kinase, RTK)/RAS i 1)
GRAR LA SRR 2 TR U A R K A2 A 3
(fibroblast growth factor receptor 3, FGFR3),
erb-b2 Z K E& Z BRIl 2 (erb-b2 receptor tyrosine
kinase 2, ERBB2) , ERBB3 Ml % J 2k K [F 7 % 1k
(epidermal growth factor receptor, EGFR) [{J # s5
WG RS LA M FGFR3 il G X SEFE R s B0 R T
TETERIRIT #  , MIBC 5 — AN ¥ 7E il YA J7 40 5
S W% I8 Ik WL B 3-38 B ( phosphatidylinositol 3-ki-
nase, PI3K) /2 1 E BCAk® /I 7L sh 4 & R
0% 1 (mammalian target of rapamycin, mTOR)
I L T 42 96 9 ) HE BT 90 A DG R TR Y
SR, U B R WE UL B 30 M i Ak 5L o (phos-
phoinositide 3 kinase catalytic alpha polypeptide,
PIK3CA) . 2% 75 i L 5iE 1 (tuberous sclerosis 1,
TSC1).TSC2,Akt,

DNA &5 3 H 28 48 ¢ BCa W AR # UL, an 4]
b1 38 X HAME A 2 (excision repair cross-com-
plementation group 2, ERCC2); lii4H & BCa £ 24
FRT7 0 G HE 25 ), AR R 5 2 8 DNA 51457,
1M DNA #5100 & 52 & PR 5 7428 (1% 3 23 X8 L4 Ak 7
HLA T R

7E TCGA WF5E 4 7T A i b, MIBC 2 5842 171
e R 2 — . Hm 8 % 5 APOBEC i
W W 5 T DG 5 3K R — i B R U 2 A8 R vy 58
RAK W) R, 2 MIBC ) £ B R AR E 2
__.[s6]

5 MIBC #f k. NMIBC A7 £ 4% 9 & 14 5 748
ST e (o 0 3 A 0 8 ML 0 5 e
R LK JE NMIBC f i Wi H A ez —. #
245 TG AL AR H BB (mitogen-activated protein ki-
nase, MAPK) il # #H )¢ #9 FGFR3, RAS (HRAS,
KRAS.NRAS) A5 Fl PISK/AKT/MTOR i 1)
PIK3CA #7525 76 NMIBC 1R 5 W, . 43 51 1¢
82 % Fl 54 % MR 5 NMIBC Hi & #., H4h. 5
45 NMIBC A L, 5 2% 53 NMIBC R i £
5 MIBC A [7) it i (5] 20 e A%

2 BCa W& FiBig

ez + 20 M2 (cancer stem cells, CSCs) & — Fft
HASERRNAM, /£ BCa R A kKb RE
EEERT . CSCs 1 i A [F] 433 % 7Y A [F] 3
PRI 6 3 4 A BN (] 0 ifr 98 4 i o AT 7 26 26 ) 5 S
Fitk. BCa #H ARG #45 IRE& I B MATh 5% B CSCs,
SRHEK.

2.1 FGFR3/RAS i %

FGFR3/RAS il %3 F MAPK i # il PI3K/
Akt/mTOR i #% , /i # & 2 76K 200 NMIBC
WO LT R R A R R D R
RAS A8 il FGFR3 278 i , vl R A &
ARG R A MAPK , M 1T -5 250 9 20 i ) 1
5. FGFR3 45 i 24 TR W Il 52 14 vl LU 1 il 19
PISK/Akt/mTOR 3 f# . i 11 18 5 e 1 % A2 &
J& . [Almf L RAS RE#% i 53 5 PIK3CA A H.4F H1#
i PISK, BE T fih & & U7 70 B30T s e o fk 10 1
i % ) Wi 1R I N K ) & 1 R 4 (phosphate and
tension homology deleted on chromsome ten,
PTEN)/E R PIK3/AKT/mTOR i ¥ Y 1 8 15
TFHH Iz B oAb Rk B R
(integrin-linked kinase, ILK) A] Ll ffi Akt. PI3K,
mTOR 5§ T i #0246 F 8% MR Ak, (i B-3% 36 2 1 (-
catenin) i % , B-catenin B FL B, f 7% E -1 Cac-
tivator protein-1, AP-1) ., CyclinD1, & Jii 4 J& & H
i 9 (matrix metalloproteinase-9, MMP-9) %4 i 3
Pk, X B oy AR Ak AT R S 30 R A0 A Y 4 A L R
72 M Tz -10] B %% 4k (epithelial-mesenchymal
transition, EMT) ; #% ¥ #% B2 B 91 %l 5 (ribonucle-
ase inhibitor,RD /& ILK B #0#H] K +, RI 4 2 %
EREME LR RHEREZ 1,

2.2 TP53/RBI il %

TP53/RB1 8 #% 75 V& £ 40 i J& 19 ik 7 vp e
BAEAY . TP53 Ry 58 48wk i 2k 32 B WL F R A
(carcinoma in situ,CIS) #1 MIBC; RB1 2 it = %
fE MIBC i 3L, JF 8 % A TP53 RAZ. MR4E
TCGA BAFELHE . 89 %0 19 MIBC #£7E TP53 K i 1Y
20 it 30930 ¢ L Horh TP53 %878 1 48 % . MDM2 4
#4620, MDM2 it 33k 5 19205180 By MIBC 7
7E RB1 248, ifii CDKN2A £ RB1 i % 1Y 6 15
RFAE 24 % 1) MIBC &k A4 25848
2.3 NF-«B i# %

#% N F-kB(nuclear factor kappa-B, NF-«B) i
B T R & B BCa 4> Tl i, AR E A
(survivin) fz —Fp i R 5 97 T 30 60 55, 38 41 1
B D R 1Y K A F IR AR 1K A i (cysteinyl as-
partate specific proteinase,Caspase) [ 14 31 i 21
ML T, EEAEMMG A LUK ZE MR8 T8
EH AR A T AR 3h . NF-«B By #0E L 1
survivin Y 3 35 IF 9k 20 40 f 8 T , Do 4R HE 2
i 3 58
2.4 GHPK/NG

BCa ¥ % i 57 FGFR3/RAS il # & TP53/
RBI1 i % % & 4 NMIBC 5% MIBC, Hih 9 S5
A IR G5 2 A PR B I B 186 A R S AR g AR v A A L R
AIAEX 2 Zil P A2 Kk E . FGFR3/RAS i
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BETT DLl ioRs DA R B e s A R O B 2R
NMIBC, FGFR3/HRAS % [H 75 4% 28 28 i IR #%
Szt , PIK3CA/STAG2(stromal antigen 2) 2878
fifi LR ARG T, W1 BCa. 317 & JE R = 95
T, # BCa.ifii CDKN2A 5 TP53/RB1 f2kif X £
g g T, H BCa #E &N T, # BCa, TP53/
RB1 38 #% 7] DL b g DADR B | Bz S A3 A R R oy
CIS J5 % MIBC., TP53 24575 IR % I Bz 5 A4 A&
I AR R R RBL Bk 2k M H ik R Ry CIS,
ET & J# R T, 3 BCa, T, #}] BCa &ad T Ky & 4= 1)
B PR Bk AR 7% A E R S MIBC, 3X %658 JR At 2 T
FEMIR YT F0 g, X 43 7 #0 IR 7 1) & e oA 2
B0, HATE A A R AR R AT R K
5 IR 9T SOR IS T B — A B B HIE
3 BCaWIHyFHE

HFXF BCa 43 5 1iffi IR A7 AF 22 8] A AH 5 HA
PURE , H BCa 194> F 5 5t M B A% T AR {3k
JT I &, BCa MG RIG YT R EL G, RT3 {1] 2
T4 LR AL 38 F 43 T B 90T 5% 2% 30% BCa i)
P 22 (043 TR AE LTS A 35 26 A 9 1 S I 1k ok
150 A,
3.1 NMIBC 4 745
3.1.1 UROMOL 2016 4%  Hedegaard &MV
X 460 i) NMIBC #EATHF 5T 4 3 26 fif g oy ok = 2%
WA (Class 1~3), Class 1 m#E B REBEE A (uro-
plakin, UPK) FI 8 41 ffd J&] 3 56 B L 5 3 B DL pTT,
Wb E, )5 & T, Class 2 fE5 K &gl
MIBC., & % 15 UPK F1 3 40 Bt J8 300 3L 8 A Je 5
CIS #H 52 1y KRT20 (keratins 20), It 4 8 3% 5
EMT #H 5 3EK f1 APOBEC Jfd 15 I i 24 i 2 4% {5
SORB LU pT, MR &SR BIRHE L. R RAE S
PR MIBC ) — KW, Wl 5 i 2%, Class 3 &
IEFEJEFEARICY) CD44 , KRT5,KRT15 % 1T 40
JifAE G FE DR B DL CTS K i35 XU o 151 hy 2, T
A2,
3.1.2 van Kessel 73 van Kessel 1% & B4
A HE-(RNA e 7% 7% B % 3 1 2 (glutamyl-
tRNA binding protein 2,
GATA2).TBX2 (T-Box 2). TBX3. &4 HE 1 4
(zinc finger protein, ZIC4) i) H Z£ 4k /K F1 FG-
FR3,TERT,.PIK3CA .RAS %75 /K -5 NMIBC
1 R XURS: A O . B L S A X 1239 i) NMIBC
AT 00T IF AR 4R FGFR3 1Y 58 48 7K - F1 GATA2
B B BE AR 7K L B = XU NMIBC $# XU 43
RGP XU £ r 45 g i XL 2 A e ot i XL 4
ZAT BT NMIBC iRIr B AT SR 0 T 5
MR AU 1) NMIBC ] DL R 0545 185 e U1 Bk A . ke
B g 1 F— 2 WAk

amidotransferase

3.2 MIBC 4r T4 %

3.2.1 UNC 2014 4+ %  Damrauer & F|
262 {5l MIBC (5548 E 17 70 B £ Hh 1 487 Jis 1 3
JEAE 2 P 0 R, A4S R I TR 3R 3K = K 1Y
KRT14.KRT5,KRT6B Lk & CD44 4y ¥, 3 & 4
T FGFR3 My 545, HEJE A AL R 3K &K F 1
UPKI1B,UPK2,UPK3A LI K #AK K KRT20,
JEAEAE RBY Gl 0 2848 . 45 1 7 R 1) B 3 H 3L IR
TR EL A B R A AR TS AT

3.2.2 MDA 2014 0% Choi M 438 T 73
MIBC H9 4 5K 20 mRNA 48 , % MIBC 43 Jy 3t
JEAE B S RE  pS3 KR 3 FRE AL, FL AR WAL KGR
JERFEFRE Y CD44 . KRT5 . KRT14 . 4R 20 jg 43
Abpric ¥ #i ki & 1 3 (desmocollind , DSC3) , 71 7E
TP63.EGFR Wy 3Rik, Hid &SR WA
F M 25 M o B A A, AR AR A I A UG
2. LR BEAR AR 2N (BXT NAC &6
R, X2 B R T A R B R
IR R T R W KRT20. 33 4 1k ¥ il 1 34 4
% 21K v (peroxisome proliferative activated re-
ceptor gamma,PPARG) . FHF X LIEEH Al
(foxhead box Al, FOXA1).GATA3,UPK,FG-
FR3.ERBBZ, Hill W & fifx ZH. W5 BRI, H
I EF X FGER A Rz AV A5 64 #8 1a] 410 1 551 1F 328 4 b FH
FIG IR . p53 A 7Y 2 — kR 5k 9 45 i I 28 , A 3%
IR RE AR AR W Y R B R AF AR T b 9 B A R
p53 HEH, Z W AR AT NAC HA iy, E5
— PR ARYT R A T 25 1) MIBC #BAS B T p53
FEE Y, 3t 42 7 3% 3 [H 55 Ak 7 AR O

3.2.3 TCGA 2014 4y % TCGA W5 4 F H
131 i) MIBC % DNA.RNA 14 [ 5 5048 MI-
BC 43R W26 T # (Cluster [ ~ IV)P ' Cluster
I 2 IEFERRE , R R A EMT ) E-85 %5
F (E-cadherin, CDH1) il miR-200 %, MEA T
4 FGFR3 BE J7HY miR-99a-5p F1 miR-100-5p ik
M/, R FGFR3 78 Cluster [ #hF+ 7 , FGFR3
i 500 T RAAE S 2 0 B 4y F S0 1) A TG 298 B A
Cluster [l 1 52 3045 & FF 7 4F, [ FE & K F 3= 8
CDH1 #l miR-200 K%, H %A miR-99a-5p M
miR-100-5p MY KA >, H It FGFR3 KA Z 5
M, FEIE YT A 5 T, Cluster 1 #1 MDA 4325 +h
AU p53 BE WA — B AR F e TR AR 1 (pro-
grammed death-ligand 1, PD-L1) #fl {il 5| atezoli-
zumab & B GO, X NAC A DY, O,
Cluster [I Fl p53 #E 0 RY [ B AT LLkE G AS 26 2 1)
NAC, ifi 5z. BV i#F 47 JB% e VI B 5 2 9% 3697 . Cluster
[l ik FRAEFRE Y KRT4,KRT14 4, HA @Ik
1 DT 20 M Y 2SR R AE L A B B ILZ 12
KU il S B 2%, Cluster IV H CDHI 1 miR-200
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KGR B B KK, 2B EMT W RRAE, 3% B
M (Vimentin) \N-45 % & 1 (N-cadherin, CDH2)
LTl E MG AT Cluster [TFT Cluster 2 [A] ,
3.2.4 TCGA 2017 73y WFFEH T RY KA,
X 412 1) MIBC B TCGA ¥4 #1748 & 0 Br . 1
P mRNA F KK -5y 4 T H 43 O [R) 1 4
T A, 4300 O 4 e 3Lk B A IR R T AR LA e A
RS 5 IR A0 A | e T RS A5 e L Sk A DAL
SKE A HFRAE, SR EfE R i, B AT FGFR3 R4
A1 SHH (sonic hedgehog) BY 3% b, # ik & 7K F /Y
miR-200 %16 i 51 . CDH1 ., ERBB2 #1# ik /K °F- (4
miR-99a-5p, miR-100-5p, H: % NAC JLF %A K
JNE o PR ok A TS0 I 3L Sk BT FGER 41 o] 771) 5 5 4
B eI BRA . A s IR I A R Rk EMT dric ¥, b
B F R REEARIC Y PD-L1 M40 EE M T bk 12 40 g
MK 4 (eytotoxicT-lymphocyte-associatedpro-
tein 4,CTLA4) , %} NAC 4 52 I AR /N, {8 X} 4 9%
A 5 A i 7 atezolizumab ¥ AL IR 3, A s AL SR
MR A8 O &, & & ik UPKIA, UPK2,
KRT20 #1 SNX31 (sorting nexin31), EXf NAC,
A3 IR T G0 S G A A o] R AR 1 A 5
IEFESEAT R R R A0 Y 2 LT b m R
ik R FE FR iE ¥ CD44. KRT5. KRT6A i
KRT14 R 40 ffd 43 b A ie DSC3 . P13 il b id
PD-L1 #l CTLA4, % NAC H A & & i 80 v,
NAC Fl 4 92 K6 A o 71061 57 7T g &8 2 5 8 IR T i
. M ITRITE R 2 50w B vh B = d 2 N 4 B
AL FEPTA Y v T S5 B 25, e % T8 MR N 3 W RN
M TTI  AEE KR TP53 #l RB1 %8728, B A &
BB AR AL A A 00 Bk 28 N o W L R
AU A RUH AR FEIA 7 -+ IR T .

3.3 BCaZr il

3.3.1 LUND 2012 43 %  Sjodahl ZE19 S0 #r 1T
308 {4l BCa Y %% s 20 4, & 10 T B IR0 i A
FERARFG 2 VLSRRI B 5 1R 40 i Je 4 | 3=
5 AP, REJERELN M A YR I 41 i R 1) A 6 3
K \UPK.FGFR3 {55 | 4 fg 7 Bk AH 56 3 [H] 9 & 3
KT i 5 B AR e B AT — 8 K 1 S B bR il
TG 309 40 i J] 309 R O6 3 IR A 23k s BER AR AN B
TS bR 200 i g TR | U W TR AR e B R A TR % b i A
(AL, Hrb S SRS R A B B 750 0 i DR 40 D s A5 A S e
%305 W6 H0H 200 it ) B0 R O R PRI R 4 i 285 B A G 3 A
SRR A R Y S B 4F . 3 RO Fe e
R IR 20 g A ST Y A 2 L SRR R A L B 7Y
e 22, IR B A S S B A K. A R
RS RHE A R OC R L WFIE AL KB T, 1 i 32 22
SRR M A AL, T, W R 3 A T AR
FEANAE A 7 7 0 5 A e W A, MIBC 7 45 3 Y
[ ERA — 2 i He ). PRk, SER AR AR A AU T

J& B Al RE SR PR H AR v T4 R0 BCa.,
3.3.2 BOLD 2018 % Tan ZE 08 T 2411
] BCa %4 . ¥ BCa 434 # 48 T FE 45 EHE 3L 3k
FE HER2 # 85 1R 4 M 8 4 | 8] 58 BT AE 7S 28 7Y
EEFE FLL A  HER2 2 FAR B B IR E Y
FEIE W RFAE , T R 28 0 RE L BIRIR 40 i 95 A | R 78 AR
AR R A FE R AR . MG oA A R
X WNT/b-catenin 1§ %5, ¥ i# & MIBC, B A 728
PE. HER2 F¢ 7 A H A & K F ) ERBB2 ¥ 14 {5
5 NMIBC fil MIBC i 35, H A K& T,
W] BCa 771, HLA M 0E R KK, 7Lk B W A &
PR AR FETN , WoR FGFR3 4L 278 L9 18 A
FGFR3-TACC3 fil & i 55 R AR =, 9 B2 1 LA NMI-
BC H iy T, Wioh &, BRI S . 8 W R A
b H: il WA B W A MAPK 5 5 fE £ (1
KRAS.KMT2 C/D %748, %% NMIBC, LA T, #
S Y e e B N o ST W T = S R S v =
K AXL 32 A i 2 R B4 ( AXL ReceptoR Tyro-
sine Kinase, AXL) {55, E % & MIBC, A HE &
P, R 20 S AL T A PDL.CTLA4 19K F T,
PE7R T VAR () G P R A S L FRIA T S i I A
DL MIBC i F. &SR UL, 8 B A F HER2 #F
AU T, ] BCa DL K 42 Jo M HER2 A | i iR
21 e 98 A L T8) 7 3 FE SIE R oh g MIBC H AT 0 J XL
WG, e S B AT ARG ) RN B R AR 1 3R T 5 T G 00
%) BCa &% T HER2 kE IR 40 g 48 £ | 18] 78 5
FEWAY TS K25

3.4 LT Bh ALY OB G 4y T oy A

3.4.1 GSC 2017 43 % Seiler %Y %t 343 {4
MIBC #4175 st A b IRIE T LR W 4 P+
S5 (LUND, UNC, MDA, TCGA) X} £ & i
32 R 5 X NAC 9 = i 1, 3 5 R & NAC
B 995 181 SR AT L35, B 26 4% W d b NAC 1Y Jse 1 M 43
H T DU A, B s AT A IR T A R R A A
claudin-low I, & BRI IEAT ] FIGI7 , BB 1R
WIS AT LA R A N NAC Hgk 25, R Xt
T B AT B NAC, 48 112 11 1 78 i
SRS F AN G0 s B 6 NAC RN MR 22
ANEHTTHAT NAC, H G #5522, (H % 3 5 2541
T TCGA 2014 432K i iy Cluster Il , X} atezoli-
zumab JZ N #4 3X ] B8 R I IS HOE BIRIT O
o FEEAI NAC 3k £5 e K, %00 8 A Rk fT
AR, 95 A 25 Al NAC 5 Y 28 i 5 i
Jei PR 0 L TR AR 9 O R i R AR S A S
% NAC, claudin-low B #i J5 % 22, &~ 82 )N NAC
W3R 2R . B AT A X AT AT G A A5 ) ) AR X
25 /A AR R 2 I R IR 38 ) PG Se R 4

3.4.2 Seiler 2018 4351 NAC 50 fif 95 i 2E 4
2R AE L bR 4> F A BE NAC IR 97 1 e A — 2L,
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Seiler AFZE/NMAK M T 133 4~ NAC i J5 9 MIBC
) AL 38 3k 3 A 3 DR 2R SR RRAIE % NAC Tif 25 BCa
HBFEY R CCL-HE I F B CC2-45 i 7 58 . CC3-1 3%
AE AL AT CCA-PRIRFE W . NAC AN EE CC1-3
A AN CC2-%8 i W 74 B & AL, 3 PR Fh IF 7Y 78
NAC i J5 #8437l 2 B0k FE S F4S s £ A . CC3-f
JERAE NAC J5 & £ R IR E BFEARED
FEJITAT WY v EL AT g e 0 S S . CCA-JR IR #F
WRNEE NAC J5 , 5 R B0 @ A/ IR A O 3
A, WS feds .

3.5 GrARUNGG

R B 73 53 B 3 Ge AR 4l i 96 20 B A B 1 43
TAHRHAE 15 % 220 I IR 19 2L AR 98 o 7 43
AU B BCa 430 58 i BUFN JL IS AL, Bl %5 X BCa 41 i
e P 9 1o B 55 19 TR AR, BCa 43 143 UK I 40
A 1 BB 1 0 143 B 2R Gt A S 7 ST A A R L
FEEAR Al 2 b JE R o R HE

XtF MIBC, % 0 il R 4 #5 TCGA 2017
F BOLD 2018 43 %1, TCGA 2017 ¥ MIBC 4+ K
BRI A R A R 3RS IR 41 i
T 2908 F25; BOLD 2018 T 7E st S il 1 48 i
T HER2 FEH1E 78 5 FE % MIBC 438 #it 2 0 FF
EEFE FL AR HER2 BE 650k 40 i g FF L R) 72 5
FEANZKT R, i, Kamoun 28721 8 3 IR I6E T —
AR R G % MIBC 20 0 #f & Fa g B,
iR e R LA A I R R S A IR R
Y1 A 7 AN 3L i E s AL, 5 MIBC A e, NMIBC
STk RN NS X v BE S NMIBC 1141
BN HE LAR IO W8 A AR HE A7 R I AT 56, H R AL
B4y R & 48/ UROMOL 2016 4354,

AR 53 0 B XT 4536 97 5 B A AR R
RLPE L B T F ARIGIT LASN, NAC, 43 F $L ) 34 97 Al
RIEIRIT 4 BCa AR T H Z3E# . NACEH]
T AR %) TS 1 DR AT R R A s AR R S R 5
36T I AF ok & JR U L i FGFRS U i) 311 41 57
Hl T K& FGER3 RAF A I FL 3% 7, kA,
PI3K i % LA K ERBB2 45 4% 2 43 12 HL 5 1% 410 1 751)
WA — o, A2 5 THE 20 BCa B3
RPERITIE T R IA R IC W 0 o 1 AL, D
atezolizumab A {5 , H: 0] 75 4 48 i 32 1 AL R
FE R IR AN B L IR NAC RIBAY 23677 . 1L
Ah s Kamoun % 73 ) 45 s JE i 52 AU AL T 2
I8 K& TGF-B (transforming growth factor-
B) s B X i A2 MR 1Y S BE IR 9T W IE FEF A L A R
R W 2SR 36 T 7 K

M2, BCa M 57 BT K, £ % W] — B g
B AN [R] &8 A7t B A R 6] 5 43 F FRAE L X %) BCa
B4 F o Rl il TR xE, Bk, b T BCa (194
T BUGFLMR I —FE T2 W I R L 38 75 2L

— By,
4 mu

=]
ARILRIR T 5 BCa KA K JEAH G HY 5L A 58 42
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