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Targeted therapy for renal cell carcinoma
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Study ‘ n ‘
ccRCC
TCGA VHL (52.3), PBRM1(32.9), SETD2(11.5), KDM5C*(6.7), PTEN(4.3), BAP1(10.1), MTOR* (6.0),
(5013) 417 |PI3CAY (2.9), ARID1A (2.9), TP53(2.2), SLITRK6(1.7), MST1 (1.4), NFE2L2(1.4), ZNFS00(1.4),
NPNT(1.4), BTNL3(1.2), TXNIP(1.2), CCNB2(1.2), RHEB(1.0), TCEB1(0.7)
Dalgiliesh et al VHL (51.5), KMT2D* (3.8), SETD2(4.4), KDMBA"(3.2), KDM5C* (3.5), ZUBR1 (2.6), CSMD3(2.1)
(2"10% O‘)*S etall 342 |ITPR2(1.5), USP24(1.5), NF2(1.5), ADAMTS18(1.5), COL14A1(1.2), ATM(1.2), HIF1A(0.9), DDX23
(0.9), PTPRJ(0.9), ANF123(0.9), RECQL5(0.9)
Arai ot al VHL (53.7), PBRM1(32.8), TTN(17.9), KDM5C*(11.9), MUC16(9.0), CUBN(9.0), SETD2(9.0),
(23'13)3 . 67 |ABCA13(7.5), BIRC6(7.5), GCN1L1(7.5), HERC2(7.5), BAP1(6.0), KIAA010(6.0), MTOR* (6.0),
SPTBN1(6.0), SPTA1(6.0), CADM2(6.0), ERC2(6.0), ADAM23(4.5), AKAP9(4.5)
pRCC
Durinck et al. | o, |MET*(17.4), SLC5A3(8.7), NF2(4.3), PNKD(4.3), CPQ(6.5), LRP2(13.0), CHD3(4.3), SLCIA3(4.3),
(2014) SETD2(6.5), CRTC1(4.3), ABHD8(4.3), SPAGI(6.5), TSHZ2(4.3), GSK3A (4.3), ARID1A (4.3)
chRCC
Durinck et al. | o |TP53(21.3), PTEN(6.4), FAAH2(4.3), PDHB(4.3), PDXDC1(4.3), ZNF765 (4.3), SMYD4(4.3),
(2014) PRKAG2(4.3), KIAA1731(6.4), ARID1A (4.3), ABHD3(4.3)

*KDMS5C is also known as JARID1C. * Small molecule inhibitor for gene product approved or available in oncologic clinical tri-
als. SKMT2D is also known as MLL2. "KDMB6A is also known as UTX.
Abbreviations : ccRCC : clear-cell renal cell carcinoma, chRCC : chromophobe renal cell carcinoma, pRCC : papillary renal

cell carcinoma, TCGA : The Cancer Genome Atlas (3zEk7 £VBIR)
1987~2007 2008 2009 2010 2011 2012 2013 2014
INFa Low-dose IL2 II] IE]
—2 GERE= D = By EIEE A
TKI
1 v5712=7 XTHFIN—IL® TR 5548
2 Z2zZF=7 Z—FR® IFN 11 5B
5 7% F=J 1>544° RTHFN—® 8.3 7 A
6 ISJINZT YA RJUIR®  X—F2 @ 8.4 #A
m-TOR inhibitor
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ZZ=F =7 (sunitinib)
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