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Figure?1 The Hallmarks of Cancer This illustration encompasses the six hallmark capabilities originally proposed in our 2000
perspective. The past decade has witnessed remarkable progress toward understanding the mechanistic underpinnings of eac...
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PATHOGENESIS OF RETINOBLASTOMA
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DNS hibajavitas, p53
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Onkogének valtozasal malignus daganatokban

1./ amplifikacid (génkbdpia-szam sokszorozodas >2)
2./ transzlokacio (kromoszoma-torés, szabalyozasavar)

3./ pontmutacio (mikddési zavar)
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ONKOSZUPPRESSZOR GENEK KAROSODASA
DAGANATOKBAN

1./ mutacios funkcidvesztes
2./ LOH: loss of heterozygosity (2 fékél egy elvész)
3./ kromoszdma-deléciod
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ONKOSZUPPRESSZOR CENEK
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Figure?2 Intracellular Signaling Networks Regulate the Operations of the Cancer Cell An elaborate integrated circuit operates
within normal cells and is reprogrammed to regulate hallmark capabilities within cancer cells. Separate subcircuits, de...




Matematika

= | abeling index (LI):
Ts/Tc (S-fazis,Sejtciklus-ido)
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Growth dynamics of cancer
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Figure 6-15

Tumor progression and generation of heterogeneity. New subclones arise from the descendants of the original transformed cell by mul-
tiple mutations. With progression the tumor mass becomes enriched for variants that are more adept at evading host defenses and are

likely to be more aggressive.
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Pediatric kidney: cancer (nephneblastiema)
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Antitumor Immune response
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Antitumor immunoldgial tolerancia (immun-
"escape”) lehetséges okal és mechanizmusai
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Immunszuppresszio alapjali
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Immunszuppresszio alapjali
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Emerging Hallmarks
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Figure?3 Emerging Hallmarks and Enabling Characteristics An increasing body of research suggests that two additional hallmarks
of cancer are involved in the pathogenesis of some and perhaps all cancers. One involves the capability to modify, or ...
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Figure?4 The Cells of the Tumor Microenvironment (Upper) An assemblage of distinct cell types constitutes most solid tumors.
Both the parenchyma and stroma of tumors contain distinct cell types and subtypes that collectively enable tumor growth ...
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Table 1. Physiological pro-angiogenic factors

factol
Growth factors
VEGF16¢
VEGF121
VEGF18¢
VEGF206
PLGF-152/13
Ang-1
FGF1-¢
HGF
IGF-1,2
PDGF
EGF
G-CSF
PD-ECGF (thymidine phosphorylase)
Cytokines
TNFa
IL-1b
IL-6
IL-8
Chemokine
PBSF/SDF1
Hormones
Estrogen
androge
leptin
Bioactive lipids
PAF
PGE1,2
TXA2
12-HETE
Matrix proteins
thrombir
Fibrin
CYR61, CTGI

recepto

FLT1
FLK1/KDR

Neuropilir
TIE2
FGFR
c-met
IGFR
PDGFR
EGF
GCSFR

TNFR1
IL-1R
IL-6R
IL-8R

CXCR4

ERB
AR
OB-Rb

PAFR
PGR
TXR
HETE-R (?)

THRR
avB3, V-cadherin
av3

Footnotes: EGF: epidermal growth factor, FGF: fibroblast gtowactor, G-CSF:

granulocyte-colony-stimulating factor, HGF: hepatecgrowth factor, IGF: insulin-
like growth factor, PAF: platelet-activating factd?DGF: platelet-derived growth
factor, PD-ECGF: platelet derived endothelial gtovdctor, PGE1,2: prostaglandin
E1,2, PLGF: placental growth factor, TXA2: thromboeA2, VEGF: vascular
endothhial growth factor
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A rak erezodesenek formai

= Neoangiogenesis
= Postnatalis vasculegenesis

= Er incorporation
" Glemeruloid ,,angiogenesis”
= \/asculogen mimicry.
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