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What p53 does| When
the p53 protein is made,

it tums on the gene for a
21 killogaion, protein that
viocks-EdK enzymes,
and thus cell division.
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;E
v
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Science 262, 1644, 1993
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R. A. Laskey et al.: Science 246, 609, 1989

Schematic representation of a eukaryotic replication fork
showing concerted action by DNA polymerase a and d on
opposite sides of the fork.




Model for the blocking of p21“"-mediated inhibition of cyclin-dependent kinase (CDK)-
cyclin complexes. ((a) An active COK—cyclin complex, in which ATP is bound in the catalytic
cleft. (b)) Inhibition™of the complex by a CIP/KIP CKI (Ref. 19). There are three major fea-
tures Of the interaction: (1) a hydrophobic interaction between the RRLFG motif in the
CIP/KIP CKI N-terminus and the cyclin; (2) a rearrangement of the CDK such that the
glycine-rich loop that binds to ATP is no longer available; and (3) the insertion of the CKI 3, -
helix into the catalytic cleft, where it mimics ATP. The dark gray line represents the CIP/KIP
CKI C-terminus, which was missing in the crystallization and whose orientation with respect
to, and effect on, the CDK—cyclin complex is not clear. \(¢) Binding of E7 or proliferating-
cell nuclear antigen to the p21°! C-terminus might rearrange the interaction between
p21°"1 and the CDK—cyclin complex, and allow ATP binding and phosphorylation of some
substrates.

J. O. Funk and D. A. Galloway: TIBS, 23, 337-341, 1998
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The activation of NF-kB by TNF-a
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The Jak-STAT signaling pathways activated by a-interferon
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One way in which signaling through Pl 3-kinase promotes
cell survival
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Negativni zpétna vazba

C_ regulaéni system D

detekce
chyb

regulator

rusivy vliv
d

zpetna vazba

Reakce
na vychyleni

Obr. 2. Bystém se zpétnou vazbou v,
velidina, Fg — poruchova velicina,

— Zadana hndnnta,@ regulaéni odehylka, F, — akeni
vystup systérnii.

Véacha, J.: Problém normalnosti v biologii a lékafstvi (Avicenum, 1980) CE::.:%:;‘:E.‘:S
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Obr. 17. Individualné rozdilnéd Géinnost regulaénich funkei podmitiuje
individualné rozdilné dispozice k mlemmenén1 “T'Juﬂfaznné"
regulovanid velicina je tvm# etiopatogenni 3
obvykle hraniee nez veli¢ina I‘Egtllﬁ‘ifﬂﬂﬂ LVyvazend' {rmdle Pospidila 1977h).

Vacha, J.: Problém normalnosti v biologii a I€ékafstvi (Avicenum, 1980)
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Obr, 15

Nakladova funkece ce-
vy dané délky jako
funkeejejiho poloméru
3 rostoucimn polomérem kle-
sa odpor pruucmm—
kladova rfunkee @), 18
STOUpL]L INCTADONTRe -
klady (diléi nakladova
Fankes P,). BIOIOZICKE Op-
timum teoreticky odpovidéa
minimu eelkoveée nakladove
funkee P; poloha optima
je viak ve skutetnosti
hierarchicky podfizena ne-
zbytnému kompromisu me-
zi maximalnimi a klidovymi
poZadavky na eirkulaéni
rystém (podle Milsuma a
Roberge 1973).
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Vacha, J.: Problém normalnosti v biologii a Iékarstvi (Avicenum, 1980)

Clononne:

Biofyzikélni Ustav AVER, BANO




Co by mélo byt rozhodovano nejdriv:
ProC chceme studovat, jaky je opravdovy zajem?
Na zaklade ceho se rozhodujeme?

Kdy zacit a procC?

Kde zacCit?

Jaké mame moznosti uplatneni

po skonceni studia?

Closers
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