HenposaHAOKPUHHBIN paK
NNErKOro

Hemnposa UN.A.
'BY3 MIOb Ne62 A13M

MenKoknemo4Hbll paK ne2Kko20

* Coctasngaet 12-15% ot Bcero P/l

* C 1970 ropa He3HaA4YUTE/IbHbIM Nporpecc B
TepaneBTMYECKMX Noaxoaax (HecmoTpa Ha 6onee 40
KNMHUYecKnx nccnegosanmi lll pasbi)

* MeToabl paHHEeN AeTeKkuum He paboTatoT
* OpobpeHHana TapreTHas Tepanua OTCYTCTBYeT

* KpaiHe orpaHM4eHO KOANYecTBo BMoncuitHoro
MaTepuana gns 6MoNOrMYecknx nccneaoBaHuim — Kak
pe3ynbTaT, NJ10X0 U3yYeHHbIE MEXaHU3MbI
NPOrpeccMpoBaHmA N PE3UCTEHTHOCTH

Bce 3aHUMaromcsa HemMenKoKaAemoYHbIM PAKOM sie2Kkozo!
MenkoknemoyHblil 6e3HadexHo 3a6bim?

Bayers & Rudin, Cancer 2014
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Imuosnoz2ua u namozaeHe3

i qumnm i i
|| VH !! “ i I|||’|| I ”

i ) ]lili"" il pm i, Wiy , ;grﬁgﬂRznlOZ;OCﬁggszﬂ?
i £ 58 % i'm 11 B '

12

[rplll il ||r| * Mpaktuueckn 99% MPJ/1
il’! Ew" ACCOLMMNPOBAHO C KYpPeEHUEM,
npuyem accoumaums cuabHee,

* bBosee BbipaxeHa accoumaums

ll_ﬁ ||| II[| i ||| g C AnunTenbHbIM, UHTEHCUBHbBIM
'E EW"’ i IIulh ..§nm ..ﬁunl% |W|||I|||. o -

Illll':‘l i il

KypeHunem (OR=1.7 CI95%
1.25-1.31)

* 2 OCHOBHbIX MexaHn3ma
OEeNCTBUA — ManoneTyymne
KaHUeporeHbl Bbi3biBalOT
KPYMHble XPOMOCOMHbIE
abeppauumn, netyume —

14R-DBl[a,/]P-dG TOYeYHble 3aMeHbl

DeStefani, Lung Cancer 2005, Yoko,i AJP 2002

Imuono2ua U namozeHes

* B ocHose MPJ1 nexxut 3710KayecTBeHHanA
TpaHchopmauma neprudepuyecknx
HEeNPO3HAOKPUHHBIX KneTok (PNEC),
coctasnatowmx 0,4% KneTok
pecnmMpaTopHOro TpakTa

*  NX GYHKUMM — KOHTPOJIb OKCUrEHaLMN,
MbILLEYHOrO TOHYCa M MHTEHCUBHOCTU
KPOBOTOKa

* CnocobHOCTb K pereHepaLmm 3aBUCHT OT
$aKTOPOB MUKPOOKPYKEHUS,
YCUANBAETCA NPY NOBPEKAEHUN

* [eHeTMyecKne HapyLleHus,
BO3HMKatowme npmn MP/1 BeayT K
ApamMaTMyecKoMy U3MEHEHUo
noBeAeHUA KNeTOK, BpeMa yABOEeHMUA
nonynauunmn Bospacraet bonee yem B 150
pa3

Nicholson, Am J Surg Pathol 2012, Semenova, Genes Dev 2015




feHemuyecKkue HapyweHua npu MPJ/1

* MonHomacwTabHoe N3y4yeHne reHeTUYECKUX,
3MUreHETUYECKMX U IKCMPECCUOHHbIX
ocobeHHocTen MP/1 Bowno B nporpammy TCGA

* Cepbe3Hon Nnpobnemon nccnegoBaHuii ABNsAeTCA
Masioe KoNM4YecTBO nccaenoBaHHbIX 06pasLoB —
onyb6amMKkoBaHbl AaHHble no 110 obpasuam (HMPN
— noytn 2000), 4TO CBA3AHO C MaNoW
AOCTYMHOCTbIO CBeXMX 06pa3LoB

* C 3TMM MoryT 6bITb CBA3aHbl HEKOTOpPbIE
pacxoxaeHua pesynbratoB TCGA ¢ pe3ynbTaTamu
Apyrux (ewe 601ee Mano4YnCNEHHbIX)
nccnepoBaHumn

Bayers & Rudin, Cancer 2014, George, Nature 2015

Haubonee yacmo mymupyrouwjue 2eHbi (TCGA)

O Synonymous B Nonsynonymous Mutation
frequency (%)

FPR1* 1
£epzoot INNNNNNNNNINN
CREBBP T+
ASPM t L1 1 n
ALMSTt LI n | n 1rn
PDE4DIP t | 111 11 1 1
xrn1t |l 1 11 1 | ]
PTGFRN 1§ 1 1 11 1
TP73 1 1 m 1
RBL1 ] ]

RBL2 n 1 1
FmnztE I 11 1 | I nmmm
~otcH1+ I | Hnmmmmm
~otcH2 |
NOTCH3$ | 11 mm
NOTCH4 1

prEn+ | i

KIT *

.
so SRR e TR T T L A TATANIRYY >
100 [ e OVREE= e Lok |

I missense [l In-frame ins/del Rearrangements 5 C:G>G:C ®ECG>AT =GC>AT ==

e
Isplice site [ Nonsense Frameshift BAT>C:G  DAT>TA BAT>GC q/P value
George, Nature 2015

Relative
frequency
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OCHOBHble HapyuwieHuUa KonuliHocmu
(TCGA)

g-values g-values

deletions amplifications
S °
A N o0
ISESIFNN ~ P WSS
f—— MYCL1
1
Fr— MYCN
2
FHIT
—_— s N
— 4 E—
o E——
] o
6
7
CDKN2A - | | FGFR1 —
8 3 myc
-
9 =
10 [
11
12
RB1 — 13 i /rso
14
—=15
16
TP53 17 C
18 o=
12gef
22

* [eneuunu reHoB — Hanbonee
4yacTo nogseprKeHbl: FHIT,
ROBO1 (neneumnn 3p — oaHO
N3 OCHOBHbIX PaHHUX
cobbiTnin); CDKN2A, RB1,
TP53

* AManduKauma reHoB —
cemenctea MYC - cMYC,
nMYC v MYCL1,
TUPO3UHKMHA3 FGFR1 n IRS2
(noyTn egMHCTBEHHbIE
nosTopsAtowWwMmecs
reHeTu4eckme cobbiTmA)

George, Nature 2015

3adelicmeosaHHble cu2HanbHole nymu (TCGA)

Cell cycle regulation Receptor kinase/PI3K signalling

CDKN2A CCND1 KIT
—1|CDK4/6 6% IGF1R
T |

1
RBL1 | RBL2 | RB1 IRS2
il

1

TP53 TP73
! il

G1/8 transition, proliferation, cell survival Proliferation, cell survival, tr

Transcriptional regulation Notch signalling/

FGFR1
6%

ranslation

neuroendocine differentiation

CREBBP MYCL1 | MYCN
15% 9% | 4% NOTCH

)
EP300 Myc B G — e
13% 6% Nucleus

1
HES1/
l l Noteh10D |1 HET |4 Asc

Chromatin Cell cycle progression,

I

modifications cell growth Neuroendocrine markers (CHGA, SYP)

* Perynauua Ki1eTo4yHoro

UuKna

* [lepepaya curHana yepes

peuenTopHble
TUPO3MHKMHA3bI U NYTb
PI3K

* Perynauua TpaHcKpunumum

(cunTbiBaHMA PHK)

MyTb HEMPOIHAOKPUHHOM
anddepeHULMpPOBKM
(4uepes curHaNbHbIN NyTb
NOTCH)

George, Nature 2015
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OcHo@8Hble 8bis00bI uccneoosaHUATCGA

* OrpomHoe pasHoobpasmne reHeTUYECKUX HapyLEHWN B
COYETaHMM C UX PeaKoi MOBTOPAEMOCTbIO

* XapaKTepHas CMrHatypa OMyxo/aMn acCOLUMMPOBAHHOM C
3KCNo3mumen K TabayHoMy AbIMYy — OYEHb BbICOKas
MYTaLMOHHAA HarpysKka, TMNMYHblE OAHOHYKNEOTUAHbIE
3ameHbl C>T, TUNUMYHaA ANA BCeX TUNOB paKa JIerkoro
noTteps 3p, BbICOKas cTeneHb NoTepu reTepo3nroTHOCTH,
npeobnasaHue HapyLeHW, BeAyLMX K MHAaKTUBaL MM
reHoB

* OnucaHbl cay4yam XpOMOTPUNCUCA — CUTYaLUS
HexapaKTepHaa Ans 60NbWMHCTBA CONMAHBIX ONYXO/IEN U
CBA3aHHaA C O4YeHb BbICOKOM CTEMNEHbIO HECTAbUAbHOCTH
reHoma

George, Nature 2015, Semenova, Genes Dev 2015

OcHo@8Hble 8biIs00bI uccneoosaHUATCGA

* 2 ocHoBononaratowmx cobbiTMa — noteps GyHKUUKM reHos TP53
n RB1 (4actoTa BcTpeyaemocTn oT 75 go 90%) B pesynbtate
6rannenbHOM MHAKTMBALUM

* Abeppauun apyroro YneHa cemencrea TP53 —
TP73,nopasnawowero GyHKUUIO HopmanbHoro TP53, uto
NpPUBOAMT K eLle bonbluel cTeneHn reHeTUYEeCKom
HecTabunbHOCTH

* Cnepytowme nNo Ba*KHOCTK COOLITMA — aKTMBALLMA rEHOB
cemenctea MYC 3a cyeT pa3nIMyHbIX MexaHU3MoB, nyTh PI3K, B
10% cny4yaes cBA3aHHaA ¢ notepen PTEN, n xapaktepHaa gna
60NbLWNHCTBA HEMPOIHAOKPMHHbBIX OMYXONEN aKTUBALUA NYTH
reHa NOTCH

* [lononHutenbHbiM GaKTOPOM, YCUANBAIOLWNM
dYHKLMOHaNbHble HapyLLeHus, ABnAoTca abeppaumm reHoB
anureHeTn4yeckon perynaumnm: CREBBP, MLH, MLH2, EZH2

George, Nature 2015, Semenova, Genes Dev 2015

11.12.2017



Kakum obpa3om nonyvyeHHas
UHopmMayusa moxcem rnomMmoyo 8

paspabomke HoabIx

mepanesmuy4yecKux nooxooos?

Target Agent Trial phase Comments
Tyrosine kinase inhibitors

EGFR Gefitinib il

EGFR Gefitinib Case report

EGFR Erlotinib Case report

cKIT Imatinib I Negative

IGFR Cixutumumab I Negative

IGFR Ganitumab il Negative
Angiogenesis inhibitors

MMPs Marimastat ILIIT Negative

MMPs Tanomastat ILIIT Negative

Thalidomide ILIII Negative

VEGFA Bevacizumab I Improved PFS, no improvement ip OS

VEGFR,PDGFR, Raf-1 Sorafenib I Negative

VEGFR,PDGFR, FLT-3 Sunitinib il Negative

RET, KIT Promising for maintenance therapy

VEGFR, EGFR Vandetanib I Negative

VEGFA,B Aflibercept 1 Improved PFS, increased toxicity|
Apoptosis promoters

Bcl-2 Oblimersen Il Negative

Bcl-2, Bel-w, Bel-XL Obatoclax 11 Negative

Bcl-3, Bel-w, Bel-XL Navitoclax I Limited activity in recurrent SCLC
Immunotherapy

CTLA-4 Ipilimumab IL,111 Improved immune related PFS and OS
PI3 K/AKT/mTOR pathway

mTOR Everolimus I

mTOR Temsirolimus 1

Umemura, JJCO 2015
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B yem npu4yuHa Heycnexa?

* OCHOBHble NyTH OHKoreHesa npu MPJ1
AKTUBUPYIOTCA 33 CHET MHAKTUBALMN reHOoB

* Kak npasunao, ABUraten OHKOreHesa He NMeKT
KMHA3HOM aKTUBHOCTU n, HaO60pOT, KMHa3bl HE
ABNAKOTCA OCHOBHbIMW ABUTFraTENAMU OHKOreHesa

° OI’pOMHOe KO/1nM4eCcTBO reHeTU4eCKnX HapyLLIEHMﬁ
3a4aCTytO HE NO3BOJIAET YETKO ONPEAENNTDb POJib
KOHKPETHOro reHa: gsuratesib OH Uin nacCcaxKunp

Umemura, JICO 2015

Hy»cHbl coeepwieHHO Opyaue
nooxoowi!
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B03MOMHO U 80CCMAHOBAEHUE PYHKYUU 2eHd
TP53?

* BoccTraHoBNeHMe KoOHpOopMauun
MyTaHTHoro TP-53 (Kpome Phel76)-
npenapat PRIMA-1MET (da3za Ib/Il)

* BoccTaHoBeHUeE GYHKLMMU
3abs0kupoBaHHOro TP53 —
csaAsbiBaHne MDM2/MDMA4 (nutlins,
stapled peptides)- goknnHUYeckme
nccneaoBaHma

* [eHHaa Tepanua — AOCTaBKa B KNETKy
nhistor | wtTP53 ( BUpYyCHble BeKTOpbl, Ad-p53,

‘\/ I 3apernctpmposaH B Kutae),

o \\W sapdeKkTnBHoCTb B KM — okono 10%

* Wcnonb3osaHne peHoMeHa
«CUHTETMYECKOMN N1IeTaNbHOCTM» —

nHrmbumuma CHEK1
Duffy, Cancer Treat Rev 2014

B03MO3HO nu 0ccmaHoeneHue pyHKyuu
RB1?
A i * [loka npamoe
. H/l ——— Bo3geicTeme Ha RB1
U, '/.//ﬁ_//;/j%&wJ//;& HEBO3MOXHO
oo * OaHaKo BO3MOXKHa
<§; e 6noKkaaa
e F::_'::; 3NUreHeTUYEeCcKoro
= perynatopa EZH2,
¢ /}5 MHAOYLMPYEMOTO Npu
Tl 4 notepe ¢pyHKunmn RB1
[{ww@ S (AOKNMHMYeCKMe
3})}9,&’/("53’):/32)%1 SRRy nccnepoBaHm ﬂ)
Khan M, Lab Invest 2015




baokada akmueupoeaHHbIx 2eHoe MYC

* AmnauduKauma reHos cemeinctea MYC
oTmeyvaeTca npumepHo B 30%
nepsuyHoro MPJ/1 1 aBnaeTca ogHoM n3
NPUYNH PE3UCTEHTHOCTU NPU peunanse

*  Bo3mOXHO MHrMbUposaHne MYC c
nomoLubto 610KMpoBaHuA BET-
NPOTEMHOB, OTBEYAOLWMX 33
aKkcnpeccuio MYC (BOKNUHUYECKKe
nccnefoBaHua)

Bo3MOXHO MHIMBUpOoBaHUe benka MYC
¢ nomolbto 6noknposaHma AURKA,
oxpaHsatowwero MYC oT npoTeacomHowm
Aurora A gerpagaumm (nccnegosanusa I/11 dasbi)

e
Slet
o'

Proteasomal

degradation

Horiuchi, ASCO EdBook 2014, Niu, Front Oncol 2015

Alisertib polyUb

Safety and activity of alisertib, an investigational aurora B ®
kinase A inhibitor, in patients with breast cancer, small-cell OT60p no 6momapKepaM He
lung cancer, non-small-cell lung cancer, head and neck

. nposoannca
squamous-cell carcinoma, and gastro-oesophageal
adenocarcinoma: a five-arm phase 2 study 48 naupneHTos (12-pedpakt/pesncr)
i Adenis AGrig Lok [ ————— YO - 21% (pedpakT/pesunct — 25%)

Petr Zatloukal*, Bin Zhang, Claudio Dansky Ullmann, Claudia Schusterbaver

Crabunusaums — 36% (> 6 mec — 4%)
Megmnana po NP — 2.6 mec

Summary
Background Alisertib is an investigational, oral, selective inhibitor of aurora kinase A. We aimed to investigate the
safety and activity of single-agent alisertib in patients with predefined types of advanced solid tumours.

B Small-cell lung cancer
70

[ Chemotherapy-sensitive relapse
I Refractory or chemotherapy-
resistant relapse

J||||III|||||| -

10

2204

-30
~40
50

Greatest change from baseline in target lesion size (%)

60

-70
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Ucnonv3oseaHue peHomeHa
cuHmemu4eckoii nemanbHocmu

DNA-binding antitumor drug

DOSE
v
.»K %
BNA demage
Mild e \‘Emnsiva
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NS o,
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PARP-1 inhibition NAD* | | ATP ||
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Bbicokas akcnpeccua PARP
oTmeyvaetca B 25% cnyyaes
MNP

YuntbiBasa gedekTbl 4pyrmx
mexaHu3mos penapauunu [HK,
6n10Kkaga PARP moxeT
ycunmeatb adpPekT
xummnotepanum (dpasa |,
apdpekt BNM673 B KauecTse
e4MHCTBEHHOTO NpenapaTa y
naLmMeHTOoB C
XMMMUOYYBCTBUTENbHBIMMU
peunansamm —4O0y 2 n3 11
60/1bHbIX, cTabunmsaums —y 6
n3 11, BbMN 7.4 Hepenu)

Pietanza Clin Cancer Res 2015, Wainberg, abstr 7522 ASCO 2014

Ucnonv3zoeaHue mapKepoe cueHaabHO20 nymu
NOTCH

N-terminal domain

1 W = D3

DSL domain

DOS domain

EGF-like repeat

) Cyteine-rich domain

CurHanbHbIM nyTe NOTCH
OTBEYaEeT 32 HEMPOIHAOKPUHHYIO
andodepeHUMpoBKyY

Cpeayu nMraHaoB ceMeincTBa,
aktmsupyowmx peuentop NOTCH,
TonbKo DLL3 oTanyaeTca BbICOKOM
n3bmnpaTeNbHOCTbIO SKCNPECCUM Ha
NOBEPXHOCTUN ONYXONEBbIX KNETOK
MP/1 1 cnocobHoCTbIO K
nHrmbmumm NOTCH1

ITOT AnraHa, UCNOIb30BaH ANA
C034aHuA aHTUTena,
KOHBIOTMPOBAHHOIO C
LMTOTOKCMYECKOM cybCcTaHumeln —
rovalpitizumab tizirine (ROVA-T)

Saunders, Sci Transl med 2015
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ROVA-T 80 2 u 3 auHuu mepanuu MP/J1

0.2 mg/kg q3w and 0.3 mg/kg q6w cohorts (n=60)

.
=

Best Response
(RECIST)

4

60

(53
=3
T

E .
xpression Score SCLC %
Medium 90-180 12%

-20

Best Response
(RECIST)

-40

-60

Topotec All Pts & DLL3+

an® dose Ph 1b
levels Cohorts
2nd Line 17% 22% 40%
No
3rd Line Approve| 17% 38%
d Drug

40

DLL3+ Tumors (N=28)

20

Rubin WLCC 2015

Hoeasa ummyHomepanus

CTLA-4 Blockade (ipilimumab)

Tumor Microenvironment

anti-PD-1

PD-1 Blockade (nivolumab)

0. Hamid & R. D. Carvajl 'Expert Opin Biol Ther. 2013S Tykodi ASCO 2012

11.12.2017
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Mpednocvinku 8o3moxcHo20 omeema MPJ/1 Ha
UMMYyHOMepanuio U 603MOXCHbIE NMPUYUHbI
Heycnexa

* BbIiCOKaa MyTaUMOHHAA HarpysKa, a 3HA4YMT — BbICOKasA
HarpysKa HeoaHTUreHamu (+)

* [lpumeHeHne nnunmmymaba B KombmMHauum ¢ XT NnoKasano
HeKoTopoe yny4iieHne BB (npy npepbiBUCTOM pexkume) B
nepson NMHUKN Tepanun MP/1 (+)

* YacTaa noTepsa aHTMreHoB H0/bLLIOrO KOMM/IEKCa
FMCTOCOBMECTUMOCTN MOXKET NPENATCTBOBATL PAa3BUTUIO
MMMYHHOrO oTBeTa (-)

* bBbICTpas KMHETUKA ONYXO/IM MOKET onepexkaTb pa3BuUTUE
OMNyX0/IeBOro OTBETA B C/ly4ae NPUMEHEHUs
MMMYHOTEpPanun Kak eANHCTBEHHOro MeToda fiedyeHus (-)

Reck, Ann Oncol 2012, Bayers, Cancer 2014

JAu3aliH uccnedosaHusa Chekmate-032

4 cycles Endpoints

= Primary: ORR
— = Secondary: safety
/ = Exploratory: PFS, OS,
biomarker analysis

Pts with —— s
recurrent SCLC

+ prior —
platinum-based

treatment —>

(N =128)
\ _ N T Analyzed
separately

Antonia SJ, et al. ASCO 2015. Abstract 7503.
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Tumorresponse (PD-L1 expression)

150 15
128- Nivolumab 125+ Nivolumab + Ipilimumab®
100 10
B anroL
L L W 2% POLY
% % Not evaiuabie’

® Confiemed respenders

~
a o

o
o

Best Reduction from Baseline in
Target Lesion (%)

74 el
100
Evaluable samples POL1 expression level, n (%)
{40 of 90) % %
Nivotumab (n = 22) 1568 7%
Nivolumab + Ipilimumab (n = 18) 12(67 633
Antonia SJ, et al. ASCO 2015. Abstract 7503
Overall survival
Nivolumab +
100 - N‘(‘:ﬁ"‘"&:b Ipilimumab*
90 (n=%0)
804 mOS, mos 44 82
(#5% CI) (28.04) (37.NR)
70
. o
&
; 50+ Nivolumab ¢ lpdimumab
0
Nivolumab
304 )
20- mOS =4.4 mos mOS = 8.2 me
104
o 1 T 1 1 1
0 3 6 9 12 15
Number of Patients at Risk Time (months)
Nivslumab 40 2% 1% 7 3 0
" 50 % 10 5 2 0
Antonia SJ, et al. ASCO 2015. Abstract 7503

13



11.12.2017

JAu3aliH uccnedosaHusi KEYNOTE-
028

e azsalb

CR, PR,
SCLC Cohort or SD

Pts with PD-L1- ‘
positive SCLC and
failure or inability to /
. —|
receive standard \
therapy, ECOG PS 1

0-1; 2 1 measurable n
lesion; no autoimmune peKkpallieHue Tepanunm

: : . Progressive
disease or interstitial i 9
. isease or
lung disease unacceptable toxicity

(n=20)

Primary Endpoint: ORR (per RECIST v. 1.1), safety
Secondary Endpoints: PFS, OS, duration of response
PD-L1 expression assessed by centrally reviewed IHC (22C3 antibody)

Ott PA, et al. ASCO 2015. Abstract 7502.

KEYNOTE-028:
lMpomueoonyxoneenili omeem

— YacTuyHbin oTBET NonyyeH y 7 60nbHbIX
— 5/7 60nbHbIX YMEHbLLEHNE pa3mepoB onyxonu > 50%
— 6/7 pasamepbl ONyXonn yMeHbLLNNNCE K 8 Heaene nevyeHus

Change From Baseline in Tumor Size

Outcomes
Response n %(95%c) S
()
ORR £
= CR 0 0 2
= PR 7 35 (15-59) it
Stable disease 1 5 (0-25) g
; T
Progresswe 9 45 (23-69) °
disease =
No assessment 3 15 (3-38) g

Ott PA, et al. ASCO 2015. Abstract 7502. Reprinted with Permission.
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A KaK HacyeT KPyNnHOKNETOYHOro
HEUPO3HAOKPUHHOIO paKa erkoro?
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Seidel et al., Science Transl Med Oct 30, 2013

A Kak Hacuert KPYNMHOKNETO4YHOro
HEﬁpOQHAOKpMHHOFO PakKa nerkoro?

AD AD

n=393

LC | LC
incl LCNEC ~/ 1~ |LCNEC

SCLC * SCLC

n=48

SQ SQ

n=245

(
N

Seluel e Ul., SUETILE ITUNISI IVIEU ULL 3V, ZULD
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3aKnro4yeHue

* [lonroe Bpemsa MPJ1 He U3yyancsa c Takom xe
3Heprmeun n aHTy3nasmom, kak HMPJ

* [na npeoaoneHma 06 bEKTUBHbBIX M HE OYEHb
NPUYUH TaKOW cuTyaumm B HacTosee Bpema NCI
BkAtounn MPJ1 B nporpammy TCGA n
MHULMMPOBAA cneumnanbHyto MNporpammy
Pa3BUTUSA, HaNpPaBAEHHYO Ha co3aaHue BaHKa
6uoncuimmHoro matepuana, nposegeHue
6MONOrMYEeCKUX nccnesoBaHMn U UCMbITAHUI
HOBbIX JIEKAPCTBEHHbIX NPenapaTos

National Cancer Institute, National Human Genome Research Institute.
The Cancer Genome Atlas (TCGA) Research Network. Available at: http://cancergenome.nih.gov/
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