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GopmupytoLleecs
BEPETEHO

O XpOMaTUH KOHAEHCUPYETCA B OTYET/IMBO BUANMbIE XPOMOCOMbI. KaXkaasa XpoMocoMa

~ COCTOUT U3 ABYX CECTPUHCKUX XpoMaTuAa. B KOHLe npoda3bl LMTonasMaTnyeckme =
~MUKPOTPYOOUKHM, COCTABNAIOLLNE YacTb MHTEP(DA3HOMO LIMTOCKENETA, PAacnaialoTcs U J

/ HaunHaeTcs obpa3oBaHWe BepeTeHa - MMaBHOro KOMMNOHEHTa MUTOTUYECKOro A
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LleHTpocombl

AnepHas membpaHa
AQpbIWwKo

ApnepHas membpaHa

HaunHaeTcs ¢ bbICTporo pacrnaga saepHou 06onoukn. Ha kaxkaon LeHTpoMepe
06pas3yloTCa KMHETOXOPbI, KOTOPbIE MPUKPENNAOTCA K KMHETOXOPHbIM
OMnkpoTpyboukam. OcTanbHble MUKPOTPYOOUKM BEPETEHA HA3bIBAOTCS MOSOCHBIMU, @
(Nexallume BHe BepeTeHa - acTpasibHbiMU. KMHETOXOPHbIE MUKPOTPYOOUKM TAHYT
,g(pomawmbl B pa3Hbl€ CTOPOHbI, YTO NPUBOAUT K UHTEHCUBHOMY ABMXXEHUIO XPOMOCOM.
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KMHETOXOPHbIE MUKPOTPYBOUKM MPUBOAST KaXKAYH XPOMOCOMY B
" '3KBaTOPUANBHYIO MIOCKOCTb Ha MOMAMYTU MEXAY MOMCaMy BEpeTeHa.
N\ ~XpoMOcoMbl 06pasytoT 34ech MeTadazHyio MAacTUHKY, B KOTOPOM OHM i
'~ ~ YAEPKUBAKOTCS HATSHKEHWUEM KMHETOXOHbBIX MUKPOTPYBOUEK, OTXOASLWMX OT HUX K

~  TMPOTUBOMOJIOXHbIM MOJIOCAM BEPETEHA
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3HaMEHYETCA BHE3aNHbIM pa3aesieHNEM NapHbIX KWHETOXOPOB KaXaow
XPOMOCOMbI, MOC/e Yero ABe XpoMatuabl HAYMHAOT MeA/IeHHO pacxoauTcs K
NPOTUBOMOJIOXKHbLIM MOJIKOCAM.
eAHadaza A — KNHETOXOPHbIE MUKPOTPYOOUKM YKOPaYMBaOTC, XpPOMOCOMbI
NpUBIMXAIOTCA K MOJIOCaM.
eAHadaza B — nponcxoanT yasMHEHNE MOASPHBLIX MUKPOTPYOOoUeK U NOJIOCHI
BepeTeHa elle ganblle oToABUraloTca Apyr OT Apyra.

JKBaTopuanbHas [oyepHue
nrocKocTb XPOMOCOMb!
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Pa3aenumBLLUMEC AOYEPHUE XpOMaTU bl MOAXOAAT K MOJOCaM U KUHETOXOPHbIE

MUKPOTPYBOUKM McHesatoT. MonspHbIeE MUKPOTPYGOUKM NPOAO/IKAIOT YANMHATLCS.

Bokpyr Ka)xaou rpynmnbl AOYEPHUX XpoMaTua 0bpasyeTcs HoBas saepHas 060/104Ka.
'” XpoMaTWH OeKOHAEHCUPYETCS, NOSIBASIOTCS SAPbILIKY
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L Hallmark of cancer

N~ KITKOYEBBIE NMPU3HAKW PAKA, KOTOPBIE NMPUOBPETAIOT 1
> 2 ONYXOJEBBIE KINETKA B NMPOLIECCE CBOEIO PASBUTUA.
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|I HALLMARK T1: SUSTAINING PROLIFERATIVE SIGNALING
MOOOEPXAHUE MPONMNSEPATUBHOW CI/II_HAJ'II/ISALI,I/II/I

The Reductionist View A Heterotypic Cell Biology
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~ HALLMARK 2: EVADING GROWTH SUPPRESSORS.

_ YKINNOHEHWE OT CYTINPECCOPOB POCTA

_MYTALMKM B FTEHAX-CYMMPECCOPAX BbI3bIBAKOT HEMNPEPLIBHbLI POCT OMNyXonw,
SHAYUNTEJIbHO HAPYLWLAA CUHTES BEJIKOB U BbISbIBAA NOTEPIKO TETEPO3UTOTHOCTW
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homeostasis defence repair arrest

Nature Reviews | Cancer




~HALLMARK 3:RESISTING CELL DEATH.
COMNPOTUBJIEHNE KITETOHYHOW CMEPTU
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~HALLMARK 4: INDUCING ANGIOGENESIS. 3
~ CTUMYTAUNA AHTVUOIMEHESA

e CTMMynsauuAa aHrmoreHesa nNpPouCxoauT 3a CHET aHaoTenuanbHoro pakropa pocrta Tuna A,
¢mnbpobnactoB, nepuyutoB (MP, HO, ML)
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HALLMARK 5: ATIVATING INVASION & METASTASIS. AKTV/IBALINS
MHBA3VWN N METACTASUPOBAHWA

N
A

MeTacTasmpoBaHue — npoLecc o6pasoBaHNs BTOPUYHbLIX O4aroB ONyXofieBoro pocta B
pe3ynbraTte pacnpocTpaHeHUsA KIIeTOK U3 NepBMUYHOro ovyara B Apyrue TKaHu.
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@) HeorpaHN4YeHHOEe YMCNo OeNeHn

OCHOBA - TEJIOMEPbI XPOMOCOM
MYTW:

N () Tenomepasa - cnoco6Ha 40GaBMATH

TenoMepHble NOBTOPbI K KOHLYY XPOMOCOM.
(90% BCeXx onyxonewn)

&) (). AnstepHaTtusHoe yanuHeHne Tenomep (ALT)
I

- HEKOHCEPBATUBHbIN YONMHUTESbHBIW NYTh
/ Tenomep, BKN4varLwmm nepeHoc TaHOEMHbIX
‘ O NOBTOPOB TENIOMEP MEXAY CECTPUHCKUMU
I cxpomatngamun. (10% BCeX Onyxosien)
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HALLMARK 6: ENABLING REPLICATIVE IMMORTALITY.
"BKITKOYEHWE PEMNUKATUBHOIO BECCMEPTUA.
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|HALLMARK 7: AVOIDING IMMUNE DESTRUCTION.
YKHOHEHME OT MMMYHHOI O OTBETA

pOI/ICXO,EI,I/IT 3a CHET CHMXXEeHNAd MMMYHHOIO Haa30pa 3a OryxoJieBbIMU KIeETKaMU MNMpu

\ I/IMMyHOD,erI/ILI,I/ITHbIX COCTOAHNAX, MMYHOCKOMIMNPOMETUPOBAHHbIX IAL.

"~ CBA3AHO C HANM4YMEM Ha NMOBEPXHOCTU KNETKM aHTU-pelenTopoB k PDL1, CTLA, MHC
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» HALLMARK 8: REPROGRAMMING ENERGY METABOLISM.
~  HAPYWERHWE PEIYJIAUUN SHEPIETUYECKOIO
N O METABOJIN3MA

., ~  OHepreTnyeckun metabonnam ocyLLEeCTBSETCA a3pPOOHbIM FNKON30M.

~ [Be cybrnonynsauum pakoBbiX KNETOK:

1. [noko3osaBucUMas - CEKPETUPYET NakTar;

2. Cybnonynsums, MMMNOPTUPYIOLLAA 1 UCMOMNb3YioLLas NakTaTt B Ka4eCcTBe OCHOBHOIO
MCTOYHMKA SHEprum.
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O ' 2 molecules
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x < S
/ &

N Normal Respiration “Carbon + & =l TP ATP[ATP
Dioxide (TP ATPjaTR(ATP
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/ 32 molecules*‘"’)
of ATP

Buddhini Samarasinghe 2014
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BHyTpuonyxoneBas reteporeHHOCTb

) Cell-intrinsifactors

.COBOKYMHOCTb NMoKa3aTernewu,
OEMOHCTPUPYIOLLINX MEX- U
BHYTPUOMNYyXOneBbIE pasnnyng.

I

~% HeogHopoaHOCTb reHeTU4ecKon MyTaLmm

I

.:/ HeoaHopoaHOCTb aKkcnpeccumn reHoB

R/

/’rleonHoponHOCTb B moaudukauunm benka

/ “, Plastic signal transduction
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Tun paka Tunbl reTeporeHHOCTH

MyTauun, amnnugukauum n Bblipa>keHnsa reHos,
CBSI3aHHbIX C OHKOMEHHOW CUrHanusaumnen,

Moar y y
nponudepaunen, MMMYyHHbIM OTBETOM U MMMNOKCUEN,
akcnpeccuen CD133

NOYeYHbIN MyTauyun, xpoMmocoMHble abeppaunun, OHK-nnonawl
Bbipa)xeHunsi Mapkepa noBePXHOCTU KNETKN,

reyAb

reHoTunmn4ecCkmne NsMmeHeHnA

Bbipa)XeHnst MHOXXECTBEHHbIX MapPKEPOB KNETOYHOM
Jlenkemuns nosepxHocTH, Ki-67, Bcl-2, cyclin D, cyclin E n RAS,
dhochopunnpoBaHns curHasbHbIX 6eNKOB

CD133 1 peuenTopHble TUPO3UHKUHA3bI,

KOJTOPEKTalNbHbIN
dhochopunmpoBaHna cnrHasnbHbIX 6ENKOB

Bbipa)eHnsi MHOXKECTBEHHbIX MapPKEPOB KIETOYHOW

MeJlaHOMa

NOBEPXHOCTU N uuTOoniazmMaTndeckmnx 6enKos

OHK-nnongHoctb, EGFR 1 BRAF V600OE, p53, c-Myc n
Jlerkoe :

Ki-67, docdhopunmpoBaHusa curHasibHbIX OefkoB
capkoma O- mukosunmnposaHne MT1-MMP

[onoBa u wes [eHOTUNYECKNE N3SMEHEHUS
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3.3. Heterogeneity of
translation factors

31 Variation in the ribosomal protein

complement

3.1.1. Stoichiometry of
ribosomal proteins on the

SR 3.3.1. Prokaryotic

initiation factors

3.1.2. Alternative or
paralogous ribosomal
proteins

3.3.2. Eukaryotic
initiation factors

3.1.3. Ribosomal protein
maodifications

3.2. Heterogeneity in 0 3.4. Heterogeneity of

ribosomal RNA tRNAs

3.2.1. Alternative rRNA
3,2.2. Modification of rRNA

Conformational Heterogeneity
at High Resolution

Coupling of Sidechain
Conformation to Helix Orientation

\ High Angle
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.. ONYXOIN, NPONCXOOALLNE N3
MHOTI'OCJHHOMHOIO MJIOCKOIO SrNMTENNA

1-

1. iHTpasnutennansHas S R I T T
¢§ BEPETEHOKIIeTO4YHadA KapumnHomMa

KapunHoMma (carcinoma in 5 L — —
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Il. OIMTYXOJ1IU, MPONCXOOAWME N3 XXEJTESUNCTOIO
IINMNTENNA




1. OMYXOIN, NMPONCXOOALLMVE N3 MATKNX
TKAHEW.

dunbpocapkoma Jlunocapkoma Jlenommnocapkoma Pabgommnocapkoma
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V. OMYXOJI1 CINOPHOTIO I HEBBIACHEHHOIO
[MCTOIMEHESA.

3n0KayecTBEeHHas AnbBeonsgapHaa MArkoTKkaHHas Capkoma Kanowuu
capkKoma (3rnoKkayectBeHHas
opraHongHasa 3epHUCTO-KIeTo4YHas
“mmnobnacroma”)

4 3EpPHUCTOKIETOYHasa Oonyxosb
(3epHUCTOKNEeTo4YHas
“mmobnacroma”)
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