Bunééna diferenciace je proces i1 kterém bunky
ziskavaji novy fenotyp, ktery je spojen se
specifickou buréénou funkci. Pro dany burécny

typ je charakteristicka aktivace skupiny geni,
ktere jsou zodpowdné za terminalni diferenciaci.

http://www. youtube.com/watch?v=mUcElY bOQE




Epithelial cell Nerve cell e

, ~._ G2 phase
_ /'S phase
. Differentiation | Proliferation
Muscle t:eli S !
Y o - Cell Cycle

Quiescent cell

Cell Growth and Differentiation

Cell Differentiation

Cell Growth

D
v
INTERPHASE E I
i LS
DNA/Histo- Yo | ¥
ne sy! ‘ <
N
DNA M ¥
GAP1 SYNTHESIS GAP2 + r G1Y
o
ox| §
5
‘ EERE
oS 1
ook [EEE]
/ 2
@ & 4
. Qe Na. =




Cell number

A £ A O

i

1
1

4

L1l

e A

CONTROL

G0/1 59.4%
S 25.7%
G2/M = 14.9%

30 B0 %0
Cannels (FL2-A)

NaBt 24h

G0/1 = 71.1%
S = 15.6%
G2-M = 13.3%

ED 50 120
Cannels (FL2-A)

i
o

4?31111

L

1 3
D?Illl 111121]Jn|| L1l

NaBt 72h

G0/1 83.0%
S 4.4%
G2/M = 12.6%

40 20 120
Cannels (FL2-A)




early G1 mid G1 late G1

Andrea Harni ¢arova et al. (2006)




Enterocytic cell differentiation
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Figure 3 Tissue anatomy of the colonic epithelium. Putative stem cells (dark blue)
reside at the crypt bottom. Proliferating progenitor cells occupy two-thirds of the
crypt. Differentiated cells (green) populate the remainder of the crypt and the flat
surface epithelium. (Adapted from ref. 89.)
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HSA 8 and related
structures
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C-myc transcription sites
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1. Differentiation of mouseemryonic cells(ES and EC)
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Human embryonic stem cells




and HSA6 In human ESCs
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Inactivation of X chromosome InhESC
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Morphology of human leukemic promyelocytic
cell line HL60 and neutrophilic granulocyte
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Topographic Types of Human Granulocytes




The C-myc GeneNuclear Location

Sq24 )
c-Myc gene )

CHROMOSOME 38




Changes in the expression of
selectedgenes

ABL (195 bp)

FSC-Height

e-MYC (345 bp) RBI (135 bp)

10

10! 10% 10°
FL1-Height

HL-60 control

104

102 107 102 16° 10%
FL1-Height

@ HUMAN GRANULOCYTES

10 10! 1058 10° 10*
FL1-Height




The C-myc genenuclear topography
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Centromeric silencingand Rb1 gene
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Beta-like globin gene cluster
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Differentiation of human hemopoieticcells
Into erythroid pathway
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Differentiation of human hemopoletic cells into
megakaryocytes
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Bartova et al., Figure 3
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Diferenciace je charakteristicka nejenom specifickgni

zménami na urovni morfologie bunek, ale vyznamreé se
meéni | struktura chromatinu. Tyto zmény v genomu
maji velky vyznam z hlediska aktivity gemi. VSechny

uvedeneé faktory urcuji vznik specifického burééného
typu.




