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Progression of genomic research of renal cell carcinoma propels

the development of targeted therapy

ZHANG Meng', YANG Ze-Yu', XIE Liang-Fu', CAI Zhi-Ming'*, WU Song'**
(1 Clinical Medical College, Shenzhen Second People's Hospital, Anhui Medical University, Shenzhen 518000, China;
2 Zhongshan School of Medicine, Sun-Yet-Sen University, Guangzhou 510080, China)

Abstract: Renal cell carcinoma (RCC), which belongs to a major class of renal tumors, is one of the most fatal

urological cancers. Further, few effective treatments are available to patients at an advanced stage. To find a specific

treatment for RCC requires a better understanding of the biology of RCC. We performed an overview of genomics

research of RCC to analyze and interprete the biology of RCC and find the therapy targets, thus propelling the

conversion of scientific research to clinical practice via delivering specific treatment to RCC patients.
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LRI AL AT, PR B0 2R W L3 A R )
0L, SRR B, R AR ) T R
BIRA Mm%, IWH— DNA RAF| KLt
ROk B A S R EE IR R C 48 ik — M
a, izl BEWFREARAW KR, X%
NI RBUENL SO 2 AT B Ty 5. FEATE
JEE (BB ) KL T e BRI R R A
USR] 73 W« AR, G0 P53 (S
FBIRAE S, BEW A AN T, ZA7E 50% [
NI REHAFLE )y P16 (540 H AR S 4H 6 )
BUmAL K, W MYC (S 541845 ) &. —Cm
P F A IR, K B AT R A (rat sarcoma, RAS).
Ji I8 5 FH 53 (tumour protein p53, TP53). A1 W JI& &}
2N M98 (retinal blastoma, RB)~ 4 fig &) HA 4 12 o g
I FEH (cyclin-dependent kinase inhibitor, CDKN2A4).
T 2 I 2 [A] (mutated in multiple advanced cancers 1,
MMACI, PTEN). A F 3244 (epidermal growth
factor receptor, EGFR) F1 N KR B A KK 7 5248 1T
(human epidermal growth factor receptor 2, ERBB?2) %
FE b B 1 R AT A 2 B I Ak B AR
BAE B P AR AR D L W0 3l 1) ik DR 2 2 9
R R 5295 9 3 B, £04% DNA (DNA #5 T
A E AR ). R (FER B miRNA K18 M%)
MWL HE K1 4H (DNA F AL A AL 3 B8 1 ) B e
AR Bl R T ANIX = AN T THI SR (] AT 2 4 5K e ik
PP RE ) apvid /8

2 SEEDNAN £ E SRS AN it R

2.1 BEESGEMNEEMREERR

ARk, B R D I B FE AR T R E R
W, R AL G e AL v FEROR I T s A MR i 2R
HAER RS ) — S E B R, B SR LR
EAEEEA « A UK - PRIEZEA1E (von Hippel-Lindau
syndrome, VHL ZREIE ) 8 A& M FL AR B 6 (hereditary
papillary renal cell carcinoma, HPRC). 8% MH4:~F1g L
JR8 995 5 Je (hereditary leiomyomatosis and renal cell cancer,
HLRCC). b/R#F - B - 41 VL Z5 & 1E (Birt-Hogg-
Dubé syndrome, BHD £ &-1iF ) Fl S 14 9 (familial
renal cell carcinoma, familial RCC). XEZEAME) &
5 3 YR G A . IR, VHL
Zi 4 ik % K] (von Hippel-Lindau gene, VHL) 1 5% {4
1% A BRI 2L K] (MET or MNNG HOS transforming
gene, c-MET) il i AR 40 ) R AL 2 5 55 € I HUK MR 'S
Pt WA T . TEVK S, Gudbjartsson &5 UV 3 i

B g SEE AT 44 FEIIBEYT, KL 58% A FKE (HE
BeIEOL N AR T s 6 5% ) A BRI R AE, X
MNFEFRRRE 2 b 15 W i A7 AE AR A1 2 FR 1) 5 R [ o
ARV B g AT TR A 5 — A A B 1) FRAT A R e
IR ML . SR, & 07 T PR 7T 7R BRI F
fIE 235 (R KRN B AR A, ISR IR 1 iR
MR FE.

22 B eEFELR X FEFZ (genome wide association
study, GWAS)

GWAS #H Lt SA% M 7> (Sanger) 015 5 285 H.
AE R E. FIHXFHEAR, e & mit
ITERHPERT L. GWAS KA miEER A, XlE k-
TR AL R 2 ST IR, IR SR RE B
AL RIS SR, BEATER AT, 1996 4,
Risch A Merikangas W42 H 1 FI) FH 42 2 R 4H SC B i
R T E A . 2005 4F, & B GWAS B 7%
i br BB N BB IR BB A 70— AN A
TP Purdue 25 ™ it GWAS HF A RIL T 6 N5
Tt KR 2 V) AH 2 A8 AR (111894252 157579899,
rs675859a2. 1rs9839909. rs7105934. rs4765623) ;
WL R PAS X3 8 1 1 24 A (endothelial PAS
domain protein 1, EPAST) & L AE Gtk 2p21 &, 4w
fith S 48075 3 Al 7 -200 (hypoxia inducible factor, HIF-
20), J& VHL-HIF {5 5 % 1A% 03B o, A2 '
RFHEEFRNZ —. f£8 T RMH TS, Han
26 UV e i 4k 2p21 120 kb [ X 3R 3E4T T 8
WAL b, KILT 74 3 MBI R (rs9679290.
154953346, 151261-7313). 2012 4, Wu % U % 31
T51,4, 5 =BERRVIEESZAAK (inositol 1,4,5-trisphosphate
receptor, type 2, ITPR2) 151 & #H ¢ 1 5 > 7 48 53 44
(rs718314 F11s1049380). Ut4h, & KIL ITPR2 A
SENEGtaAR 12p11.23 b, & R BLHI B 5 AL
Ao SHARIER GHLAEL, B Ai M ITPR2
AT RETIIRE ; BREEYE ITPR2 Bk R2HA
Wi, {HZ ITPR2 (1) 15718314 5 B th 5 £ %
VIRIOG 2, 11 IR A2 52 e B e AR (R Ja I R 3k 2
—o 1E 2014 fE3EAT I GWAS BF 5, & AR AEIE
PEFH, AF5FA 17105934 S5AEE £ E A RCC 5%
I M. GWAS REWE R H e o R 22 B S AR 1L
R R R AR MR A R S AL, A ReHE
B I 15 42 75 126 B 00T G0 A% o = A i 9 P Bl R
PR 5 5
23 BEIMNETFEHNF

AP I e e TR ) H R 5 g A i R R R
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A, AFEEE LCRAE . T XRA . BIHAL R A NI
REER R R . BARAN BT T A — & 1= R,
WANRE 576 478 7 S 2 I BOGER X, ARl R RAR,
FRIRTC R 48 TUEUR AR s X 1) A8 55, (HE i 2
R AR A0 53 1) 20 AT e A, B ) A — ] 52
DNA FEA P 8 1 5 4 G X ) 38 57 75% HIEUKR
4 5 375 BH 41 fi & (sporadic renal clear cell carcinoma)
AR AE VHL B R 235, T AE 3 — 4 ccRCC (clear
cell renal cell carcinoma) f3#& H Jet Ak 3p 1) VHL
SEDR RS, (B IF R R 1% 38 K 2848 5 F 3k 4E 12,
ITAERIE I AN TP EOR, R T — L A
AR, Hpl e Btk 3p LA REAEAE S 2 1
ccRCC I JE R, wngH & ) H 4% A4 8 (SET domain
containing protein 2, STED2). BRCA1 #H % &8 H -1
(BRCA l-associated protein 1, BRCA1, BAPI) 14t
JR A E AR (polybromo-1, PBRMI) &5 ", 1)
B, XD A S S A E A AR
WO TR, AT D9 H L RO A% 1 % 7 5
1te4t, PBRMI F1 STED2 Z: RN T 3 5 Qe to i Ji B
PEiR VHL JE RIS AT 55 . PBRMI KT 3p21 Jefafk
EIF%i Y BAF180 H H, XAl H 25 i DNA
BRI AE . SETD2 f&— Rl 8 (1 H L 4%
¥y, Z5HEAMNEMER~E. 2012 45, Guo 5
HEAT B ccRCC A 40 &~ I 7 A 5E 3k — SRSk 1
AT NS 8, [RII ACEIL 12 A5 T AR R I s AR AR
XU AR AR K 2 R AAEZ KA 5 8 R PR A A
(ubiquitin-mediated proteolysis pathway, UMPP) H,
[F] i) UMPP 1) 504 5 /iR o HIF1-00 #1 HIF2- (¥ 75
LR YIM R (P1=0.01, P2=0.04).
24 BEMEERFEENF

A AR R P oR T LA 1 A6
FERF IR B, S EA . ¥ DB OB SR A 5
R A1k . CLRTE L Sanger I 7 1R R 3 B 4 EH0 5L
ARG, ZEMEORER SR AT A
K. BBRE AN E, AR IR
fl T e R . R ik, Wu 5 U R
Sanger W7 58 R 1 302 45134 R A BE 28 Jied 1 e T
B, JFRI T mPRAL LD TERT, %R AL B
HH RN IL F 8.3% (2/24) -

2005 4, (EWFFRANRILFESE T, 5B AU
Fr e R RGBT A, XM Fr 35 AR AR 10 e i
A, Fl B DB TR iR E, SRR A
Kot SR EAR 45 5 i 7 fd . 2008 4F, £F Ley & !
5T, ST S ERE R E M A R R 4

WP 7o Befa, £ B e he 2 K ZH B HE (The
International Cancer Genome Consortium, ICGC) 1%l
XHFEF, JUEB TN AR X ccRCC ATFLLARE
FEEAT T RN P R RGE, XA TR R
B I AOm AL B A AR . AN RPN IE -
A R 2L 0N 3 ke S R AL R AT AN O DL Y
DA B B AR I 3] 5 5 A 00 v 228 38 s 1) 45 4 1k
A Sk, AT IRE T 1 R A e A R ) S PR A2
b 4= R R 20 Fr 2 D RIS, B oAl 5 B
e P ke SN R T NN = Brin R
2.5 BEr BN F

SR I 7 v R A o B — S FR A M A
DRI DUHCH o bR T 40 B v 2 R AH 3 4 Sl 2R B
W, MR )k, s RRdE, T
PR MM A, Bk, R X R IR o i ik
PRI DUE H A4, R RARAL 5, AT KT 9Ed
AT FESRE. SGENEAR. 2R, kK
HHSCER ) IR FE AR D R B A R A 2R, R
FREAFAEARM . R A RS AR AR R A A
MR AR A, I P 5 SR AT A A VR A )
s R, Aaee R MBI e E . o,
i A B A B AN [F 4B 2R, IR v B R e B
HA R s A e U ok B PR 40 A3k AT B
BRI, BE e AR 1 iy R0 I8 I At VB 2% 24 PR 1) 52
2011 4F, Navin 25 U J 3o 76 70 i 41 44 h 32 B
A EATACE S5 2 M, SRXS EE AN [A] IX e 5
A4 2 18] DNA #5 DU AR R . O 73R &= b
T N RE SR VRIS ., AR R IR S BT A 72 N
AR ccRCC F8 5 14 i 8 21 2R AH 40 1) 1E 5 4L 2
BASAMIEAT T B A AN BIE, 3 R A
FORE HAL M R R, R I R BUAS R A A g 25
PR A F R ZAR 1 P, B A —Fh R B IR 5
(R, B DAESAT BE [ v6 7 I AR vh, 7R EE 0
AN B R A S AT VA T, R R TS
S, VT AR S MR PR AR B R SOR IR ), JFE T
PURESE VAT o WLk, XTI —BRAE 1, 1
ccRCC H1 5 4L {0 )57 H I8 SC I 4 A B R R A7 LE,
RIMr RSG5 85 1 (neuroblast differentiation-associated
protein, AHNAK) . F#l &K BB HAH K& H (slit-robo
GTP activated protein 3, SRGAP3). WH&: ARkl E
1 (leucine-rich repeat kinase, LRRK2) F17Z 2% 57 K
fi# 6 (ubiquitin specific protease, USP6), ] LAiE—2b
HEM AHNAK $£0R 5 HIF [ R " oo i fb it
FEAE S, F20 i i DR 2 2 B A A AATTRE RS A
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2 e 5 DRV 2L A W TSR DR T K e 817

TR 200 A T R ) B 2 A, SEELAE Y
WG ST BSER SO, AR T R R 3
AL SRR R T IRICE 2 5 2, HEMES 4L
TR R

3 BERERENF

BS54 (transcriptome) | S R F— AR B4 A
T, WRATARERTNES, BF(E RNA
(messenger RNA, mRNA). 1% ## & RNA (ribosome
RNA, rRNA). #4iz RNA (transfer RNA, tRNA) /& JE
Y 15 RNA(non-coding RNA). I i i i 28 23 ) #%
S 20 D 45 R AT DL SR A5 i e 40 i AE 2 — The RS
N BT RE s ORI T RNA [ Fl. Zhou %% BV
JE LR EE I P AR KT ccRCC H T mRNAs FT miRNAs
(microRNAs, miRNAs) #47 7 45 & 5041, R 71E
ccRCC Az Hhke 2 ¢ B A AT T 56 R %1 miRNA,
XL miRNA FHERFE e AL AE QL K Xq27.3 | [RI
R 76.7% 1) F (38/50) H, %R R b T
RFRIEIRAS . WAl TP 4 25k DR 24 2k DR 3Rk 2y A A
TargetScan Z¥& EH AR, W5 7K I miRNA-138
TE B R AN A B E R, B
THAR R R A ——IREE, AT LU 3 e 0 1
FI B2, SR, SR Y AR i, REUERIRT
HE PR P e s 7K Y- o BV ASEE P i S 2 ORI PP BORR
I FREARAE At 50T 5 R P AR S A

FEHEN, miRNA 7555 NE =702 — 1R K.
miRNA 1L RNA YUK T 2 &) 55 mRNA
554%, H mRNA EIEL R, RASEHT
mRNA [{1Z# #), Calin 25 PV B 50 £ W], B —F
F) miRNA ik P] 58 A7 78 [ AH 5% 3k DR 2. X4 i ff 78
B FEAR 22 e vh e 3 7 B R I 1) miRNA,
Ho il o ABUm R, o NI, 5 4
B AT M A R RIS . A,
& B miRNA 7] L 88 w96 97 25 P i RS2 1)
ievr Al B B SRR R A, AR 7E B e
K H RIEM miRNA (% 1) 27,

4 BEMRANEFEEHRR

4.1 BEMERNEEEE

FELIE AL 5 & i AT I8 (1) B AE DNA J7 91 2 5
LRI R I B . 38 WL Ik 4% 7 55 DNA &
th HEA OB, HEAEM. miRNA %5,
XEEE e et R B, RN S R
FIEBAEH . iR 2 WS A% 24 0 o AR 3 AR LA

PITTTH « B3R DR] A Sr i 2 1 AR 3 U 3 A% o
AR Bl AL AL S5O, R DA s R A
KAL) RIERE (BIEERIE ). HAh, BEFIH
ARFEE ZACIN P B AR AE G2 057 25 32 A DNA H 4L
SRR, OB T DA G RS . A /MEE
AERAIR, SEDNEARS xS A FE B K A K it
FEHAE T B,
4.1.1 DNAH E:AL

DNA Rl —Ffiy DL s AL 1B 1 28 2,
FEHE R s AR e B H Z R . k4]
R R S Y AR AT E PR B VIO, T 40 i X
YRR X 7 R AL 5 % A ) 25 DA ¢ B Hoff-
mann 1 Schulz* B 55 % B, DNA i F &AL bric
55 it AN RS I AR B UDAR O, 30 iR i I IR
S RMTE FIWrEEH EER L. [N, JH3)T X
F 510 A S I B 41 1) 170 6 8] ik 1) 2 R M
BAENLE U, HOGIRIER I, BEEFESIBAR (anTh
RER LG A I B AT TT4% ) N, B R DR 4L b 4
Joe R e TR R AOIRAS R i AR AR 1R BN 2
R H 2 RPRM (reprimo, TP53 dependant G2 arrest
mediator). PDLIM (PDZ and LIM domain). COLI14A1
(collagen, type XIV, al). GREMI (gremlin 1). COL15A41
(collagen, type XV, al). HSPB7 (heat shock protein
B-7) LRI Iy F A AT S o 4 v
4.1.2  HEABMN G )5 H

B B R RT G 0 ol R 2 2 WL I A TR A AL
() BB R 4, AE SRR ZH 1% Ty R R 4 i 4 L B
YER, H BT R K A e i AL A B
T LA VE B AT DA 1) 4 3% 10 A mRIR0S A N 2
B RERRENSAL. OB, TR BRI
Wil BB R AR AR R R AR B i i 32 2
J7e BRI R ATE ccRCC 1) H3K27 &5 H
1L KDMOA [ 3% 28 A2 /e 2 B (1 26 R AR AL 1R
N i B DR 1 g R ) v U A
Te) U 3 S5 S 7 e v R LR SRAR 5 A B B
RO REBAETVIN KRR XERIUEY] 12U
BHE IS LE ccRCC W RIR I A e E HEAEH (4
VHL ¥ K355 )o XA KIUN B AL G 7 1R 1
T

5 EEETT

T SR IR 2 R AL 2 AT Fe i 1
EORBITTER, WD) T RE AT R . AT
FE R YR 9T T EAN N R A I N R AE KT
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miRNA 51 HISCHR miRNA 51 HISCHk miRNA 51 F 3R
hsa-miR-122 26 hsa-miR-424 26 hsa-miR-30c 26
hsa-miR-122a 26 hsa-miR-489 26 hsa-miR-362-5p 26
hsa-miR-125a-3p 26 hsa-miR-505 26 hsa-miR-363 26
hsa-miR-126 26 hsa-miR-590-5p 26 hsa-miR-368 26
hsa-miR-142-5p 26 hsa-miR-629 26 hsa-miR-375 26
hsa-miR-151-3p 26 hsa-miR-7 26 hsa-miR-376b 26
hsa-miR-151-5p 26 hsa-miR-7-1* 26 hsa-miR-378 26
hsa-miR-140-5p 26 hsa-miR-7f 26 hsa-miR-379 26
hsa-miR-17 26 hsa-miR-885-5p 26 hsa-miR-381 26
hsa-miR-185 26 hsa-miR-1 26 hsa-miR-411 26
hsa-miR-18a 26 hsa-miR-10a 26 hsa-miR-429 26
hsa-miR-193a 26 hsa-miR-10a* 26 hsa-miR-432 26
hsa-miR-19a 26 hsa-miR-1201 26 hsa-miR-500 26
hsa-miR-19b 26 hsa-miR-124a 26 hsa-miR-500* 26
hsa-miR-20a 26 hsa-miR-123a 26 hsa-miR-501-5p 26
hsa-miR-20b 26 hsa-miR-123b 26 hsa-miR-502 26
hsa-miR-21 26 hsa-miR-134 26 hsa-miR-509-3p 26
hsa-miR-224 26 hsa-miR-135a 26 hsa-miR-506 26
hsa-miR-27a 26 hsa-miR-138 26 hsa-miR-183 26
hsa-miR-28 26 hsa-miR-141 26 hsa-miR-502-3p 26
hsa-miR-29¢ 26 hsa-miR-149%* 26 hsa-miR-1826 26
hsa-miR-301a 26 hsa-miR-150 26 hsa-miR-101 27
hsa-miR-238-3p 26 hsa-miR-214 26 hsa-miR-106a 28
hsa-miR-29b 26 hsa-miR-1285 26 hsa-miR-106b 28
hsa-miR-239-5p 26 hsa-miR-30a-3p 26 hsa-miR-34a 28
hsa-miR-340 26 hsa-miR-26a 26 hsa-miR-34b 28
hsa-miR-342-3p 26 hsa-miR-30a-5p 26 hsa-miR-1271 29
hsa-miR-184 26 hsa-miR-373* 26 hsa-miR-130b 30
hsa-miR-187 26 hsa-miR-361-3p 26 hsa-miR-15a 30
hsa-miR-191 26 hsa-miR-648 26 hsa-miR-584 31
hsa-miR-199a-3p 26 hsa-miR-660 26 hsa-miR-205 32
hsa-miR-199b 26 hsa-miR-720 26 hsa-miR-29a 32
hsa-miR-200a 26 hsa-miR-891a 26 hsa-miR-355 33
hsa-miR-200b 26 hsa-miR-936 26 Hsa-miR-218 33
hsa-miR-200b* 26 hsa-miR-542-3p 26 hsa-miR-532-5p 34
hsa-miR-200c 26 hsa-miR-509-5p 26 hsa-miR-210 35
hsa-miR-203 26 hsa-miR-510 26 hsa-miR-215 36
hsa-miR-204 26 hsa-miR-513a-5p 26

hsa-miR-182 26 hsa-miR-514 26

¥E: hsa-miR (human serum albumin-microRNA): A IfiF 185 FI%/NRNA

(vascular endothelial growth factor, VEGF) & H: 57 1
(vascular endothelial growth factor receptor, VEGFR)
FNER I 7F 25 84 11 524K (mammalian target of rapamycin,
mTOR)™ . &2 5 40, BEiGITIS T — & nit
Je&, Rpl e Sk A i A 25 i B R (FDA) i 1 —
SeEr ik e B R HIAL [ 25, METRE R Riv

JEJe. B P sLE SR, R TR A T IR .
g%, WG AR R T IRER KRR, &M
BT e I ) B S SR A A H TIRIR
YT IE AL T I AR R IE B B (% 2)Y. th Ak,
B 1 EIRSE R B = AR AR IT R S Ak, R
HET-43F -1 (programmed death-1, PD-1). &A%
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— (— ) sver-XO ()i Bl 5
wECDWEIE R HY % el — )k T &1t (Swosejo1d) ) L1 7 filH i 1 5
&g B B (g ld-— ) 0860-0aD (%) serzad (€T Wi - €~ 2 1 Yl Bl
(38— %) 65S9¢6-SINE
BH CBCERE BTk QU %) 101D *GH %) 8559¢6-SINE (1-Ad) [ - D L
(& B T B30 B BOEY W RN E W HISE A 5 Gall— %) SES Y (SmamoonA) £ 1
(F 65 18L¥T-1Od
B A7 S T B H CRrUTERME T GEU TRy OVA#H 27 F EI
B T [ B Lk L) bl B 557 Gzl ) L606T6r0d (oseyer0as-A) i g o & 7L 7 -4
& BRI BB I G %) ¥T601STAT (PIIXO)W 2 - MM Y
SECELEH R B BRI Ak Gl — %) Le1OuV (LEIN-0) ¥ 2 S50 3 22 S
& KT I 1 B B Y~ B o 5 G G 2 Gald—) oLoLd (6 VD) 451 0
e i f 2l B Qe 090-XAD) $88958+0-1d (IT ursuoOISUY )1 ¥ 36 35, & T
5 B R A AE Gzl — %) 90TTIN (IV) g B
B CBEDE CERMEETTE CERHNLIE CERHE B CHU=%)A etz (ADd)-4- 13} F B 37 47 TR )
EIE=2 T
5 B T S 2 W A CA(REE WX AR ALY AR (IDFA) -3} 71 b S
& B T S W AHEEE GeERg EI Eed
& B A YA Al CRENTE) CR(FRAE CRAETEE (ADAd)-F- 3 7 F L [ T
S EOHE e R M ah R (IOLW) ] 5 i 3 5 il 2 4 12 1k B (GH#mvad)
5 B T 2 W A A hd g PR AR AR (OTI-0) Bl 1 5 2 V2 ) 2% FH [m B ES
LR %z T JERl AT

HFACAGEEZ I 2
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LTEALBEZS (histone deacetylase, HDAC). H 4% K+
(chromosome region maintenance 1, CRM1). %4k
W) W R 38 BE AR BTG 52 4K -a (peroxisome proliferator
activated receptor, PPAR-a) 23 /& '~ — B W 7T 1) )5
) B9 WK I, 0 40 KR A X G R IR 4 ) 7
(tyrosine kinase inhibitors, TKIs) 47 ffiff 25 P **, X
T 24 14 1) 77 A2 — 7 1T AT g A2 T MR A B B 24
PG T AR S AR B R AR T SR B L A R
il RAR T BRI AN AR A7 AR R AS 5 B I
WS+ 55— 5 AT AT B R TSt © & A7 AEAH

5238 ¥, Gerlinger 25 B 3l 3L 4} 4 51 5% % P 15 e
B MR S AT RET RG2S, 4T
ZREARZIG MY, &5 5 520 R 2 Ao i HY
(1) AR 5 B R AR RS 1) 2/3. B 7 B PER
S, DLERAR R I 45 SO R B A VR T B —
SE N RBRYE . BE M 297 2, s A B (1) 57
P, X ELER R R VR T K R BB R 2 .
RN GBS KIHIR R, K Z @A m 250
JTEE (R 3), HIE T ek Y,

FiAR K- B3 T 25 SE 176 9T 77 SR BE 2 A .

3 HEAWE LR IEPERE R

Eoys ESLY) 2R
EGFR HAEE e TR
ARSI — R4
BEER WG Bh 2
T PE A/ A1 4 22 b — L7
HER2 V%5 P+ BRI RE LY
7 Al I/ A i 2 S — L2
ith 2 BT — LR
DN24-024# Bhif 7 5 W52 LiESEY)
EGFR+HER2 a4 ke 5 2 ERIEH — A
hiaE e R4
FGFR3+VEGFR Z4E)e B
VEGFR etk — L4
wRER ZERH)
= P A I+ e B e R
ETJBE 8 I Y Rr S BRI E — &4
fleEe — LR
eER TR
e 8 L)
M P JE A+ S A2 TR
P AR/ A+ DU ST — 7))
VEGFR+EGFR Z Vi fh 3%+ FLAEfth B L)
mTOR M2 5L ] 2L
HSP27 i AR/ IEH+0GX-427 — &4
Z Pifh FE+0GX-427 LR

vE: EGFR (epidermal growth factor receptor ): ¥ AKX F54&; HER2 (human epidermal growth factor receptor-2): A
R A KK T 52 4K-2; FGFR3 (fibroblast growth factor receptor 3): A ZF4E4M A= K [ 752 /4&-3; VEGFR (vascular endothelial
growth factor receptor): Il P i AL KA F- 52 4%; mTOR (mammalian target of rapamycin): WAL E IHE RILEH; HSP27
(human heat shock protein 27):  #K 58 85 [1-27

T, BREPAR. RERESFRT TR, ZREH
OEE S, MNEIEE SRR RIIGR M. K &
A RUEAFIS T ROCR . X W R AR RIS
PEALJERE R

ARSI BB R I, %70 TR EAR MR (2
PR AR 5 BN RS TE IS ) e A HE AP BoR,
P R S PR AE R S R 2 ML, AR A SR AR A A
B IRITE R, IR T AR IE R R R 26T .
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