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H Agitoupyia tne npwteivng P53
Kol h 6Xéon tng
HE TO autodvooa peupatiKG voonuata

H P53 givol M0 nUPNVIKR @wo@onpwteivn, nou Kwdikonolsitar ané to
OYKOKOTOOTUATIKO YOVidI0 p53 KOl ASITOUPYEI WG PUOMIOTIKOG napdyovtag
otnv avantugn Kol TOV NOAAONANCIOOMOG TOU KUuttdpou. To yovisio p53
XOPOKTNPIZETOI and SIAPOPOUG EPEUVNTEG WG «HOPIOKOG (PUACKOG TOU
YOVISIONOTOG». ZUPHETEXEI EVEPYA TOGO GTN S108IKOGIC ENISIOPBWONE TOU D-
NA, 600 KCI 6TNV anénNtwon TwWv KUTTApwV UE anAoInNEVO DNA. H JeAétn
TOU YOVISiOU p53 KOI TnG NPwteivng P53 £€XEl GUYKEVTPWOEI HEYARO
ENICTNPOVIKO EVSIOEEPOV T TEAEUTAIO XPOVIA, HE OKONO VO SIEPEUVNOEI n
oxéon tng nPWteivng P53 HE TNV OYKOYEVEON OTOV GAVOPWNO Kol n
XPNGIMOTNTA TOU YOVISIOU p53 w¢ KAPKIVIKOU SEiKTn 0€ S1G(OoPOoUC TUNouG
veonAacudtwy. H napolca avackénnon napouciAZel th doun tng Npwteivng
P53, TOV TPONO AEITOUNYIGIC TG, Th SIASIKOCIO EVEPYONOINONG TOU YOVISiou
p53 anéd S16@opout NAPAYoVTEG, ONwE Eival n UNEPIVSNE AKTIVOBOAIC KO n
uno&ia. Eniong, SlanpaypateUsTal ThV TPONONOINGN TNG (PUGIONOYIKAG
AgIToupYitg Tou yovidiou p53 and S1Gpopout 10UG Kol TA Ghugia EAEyXou
GTOV KUTTAPIKG KUKAO. TEROG, NAPAOETEI TO SESOUEVA NOU EXOUV AVAPEPOET
anod 51¢gPoPoUE EPEUVNTECG OTh SIEBVI BIBAIOYPOQIT TG TEAEUTAIO XPOVIA, VIO
Th OX€Oh TOU YOVISiou p53 e SIAPOPN aUTOAVOGH PEUMOTIKA VOoHMOTA.
napouciGzZovtal S€50UEVO NOU APOPOUV Th OXEGN TOU YOVISIOU p53 HE Th
PEUHOTOEISA aPOPITISA, TNV 0OTEONPOPITISH, TO CUGTNHATIKG EPUBNUATWSN
AUKO Kal To oUVSPOUOo Sjégren. TKondg gival n avasdeIZn Liag nieavig oxéong
TWV MPETOAAGEEWV TOU YOVISIOU P53 HE TNV NOOOYEVEID OPICUEVLV
QUTOAVOOWV PEULATIKWY VOChUATWV.
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nov sfval vreBOLVO yIa TO CXNUATIOUS TV TEIPAPEPDV

anotenovpevn and 2 S1puepri mov eVAVOVIAl HE 10VIIKOUG
Seopovg, pe anoréhecpa tn Snpiovpyia evog TeIpape-
poUg pe 8iedpn ovppesipia. To avriotoixo yovidio
Bpiokeral oto Bpaxy okénog tov xpwpoodparog 17pl3
rar anoteAeital and 11 e€évia rar 10 wrpdvia, mnov
K®81KoMno1obv pia npoieivn pe poplars Bdpog 53 kDa
Kal KPS xpdvo nuioeiag zong (nepinov 20 min).?

Kdbe vniopovdda (povopepgg) tng npwisivng anotenei-
ta1 and 3 ASIoLPYIKES NEPIOXEG: (a) pia evepyonoinpgvn
apvopdda, nov CLUUEIEXEl OTO PNXAVIOUS PETAypaQig
tov RNA (apwvoteniké dxrpo), (B) tv nepioxn mov
andnAem&pd pe to DNA kai (y) 10 kapBoEuAikS dkpo,

2. AEITOYPTIA

O puBuictikSg pénog tng npwrieivng P53 ogeidetar oto
Su €xe1 Spdon peraypa@ikoV napdyovid, O ornoiog
rabopizer v e€€MI€n Tov KLTIAPIKOY KUKNOL, YeEYOVSG
oto onoio ogeieral n oykokaraotaAtiki tng Spdon.! Xta
@uolonoyikd KUttapa, tuxov BadBn tov DNA 10U
KuUTtdpov rmpokadei evepyoroinon kair adénon 1ng
anotrsAeopankasntag tov yovidiov p53. H oxéon petat
BAdGBng tov DNA kai anotensopatikéintag tng npmieivng
P53, wg peraypa@ikol napdyovta, sivar avdhoyn. Ze
OLVORKEG QULOIONOVYIKAG NeItoLPYiag ToLv KULTIGPoL n
npwteivn P53 8ev efvar anapaitntn.? H napovoia povrig
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PETAYPOQIS) O1 oKOUpES TTEPIOXES

mpoabiopilovv Ta onusia
aMnAemibpaong pe To DNA
g OUVIVETIKEG aMnAovyieg
(yvwoTég kai wg “hot spots”)

Eikéva 1. H Sopn ka1 o1 nepioxég 8€opgvong tng npateivng P53.
€nikag DNA @aiverar 6u Sigyeiper v 1kavéinia ng

OE  OULYKEKPIPEVEG
orov  kai

npoteivng P53 va &eopeveral
nep1oxX€g-otéxovg touv  DNA,
pvOuIotIKS Tng pdno. To rapBofuteNikS drpo eivai
vnevBOuvo yia tn S€opevon NG OTOVG CTEXOLS ALTOVG.”

aokei TO

Me v napovoia BAdBng oto DNA, to yovibio p53
svepyonoleitar ka1 puBpuizel tn petdBaon tov KuTdpouv
and m @don Gl omn @don S 1oL KUTTAPIKOY KUKNOL.
[Npokanei, 5nAadri, napodikn avactoAri Tov KUTIAPIKOY
KUKNov, &ivoviag 10 xpdvo oto KUrapo eite va
emblopbdoel tn BAGBn tov DNA pe toug pnxaviopoig
em816pOwong tov, eite va o8nynbei oe andniwon? (g1k.
2). Av 10 yovibio p53 sfvair petannaypgvo, anorvyxdvel
va orapariost v avdmmoén twv kuttdpov. Anpadn,
vndpxel advvapia svepyoriofnong tng oOyKoKAraord-
Aurng Spdong g npwteivng P53. H anmoruxia
npdrAnong andmwong sivar mBavé va oényricel os
oykoygveon.®

2T0LG GYKOULG, N enaymyn tov yovidiov p53 pnopsi va
obnyricel 1o KUIapo oOe andénimwon, iowg yilari 1o
@LOIONOYIKG p53 yprivopa evepyorolel 10 yovibio bax,
1a npoidvia tov onoiov Karaoténdovy v fvapén g
andémwong. H npwteivn Bax oxnpartizer etepopepnn pe
v npotsivn Bel-2 kar n avanoyia Bcl-2/Bax kaBopizel
v emBiwon A 1o Bdvaro twv KUTIdpwy pe andmwon®
(eik. 3). EmnpdoBera, n npwisivn P53 egvepyornoisi 10
yovidio thrombospondin-1, to onoio napdyelr pia
avacotanTIkA yia v ayyeioyéveon Mnpoieivn. Zuvendg,
n €kppaon 1oL yovidiov p53 nponaBaivel tnv ayysinon

A. TEQPTIAAHZ ka1 ovv

AkTivoPBolia
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TOU KUTTAPIKOD KUKAOU
AN 1
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O kUkAog amokaBioTaTal, KutTopikds BévaTog
oTav n PAGPn emdiopBwBEel

Eikéva 2. Evepyonoinon touv yovibiov p53 kai mpoondfeia yia
emdi6pbwon 1i kuttapiké Bdvaro.

TOV VEOOXNUATICHEV®OV KAPKIVIKOV 10t@dv. H anoruxia tov
perannaypévou  yovibiov pb3 va evepyonolicelr 1o
yovibio thrombospondin-1 prnopei, €nopgvmg, HEPIKDOG
va e€nyricel yiati n andnela ing npwieivng P53 €xer wg
anotéheopa  Snpiovpyia Syrmv.”

2NV nASIoPNnEia IOV NEPUTIOOEMV TOV KAPKIVIKOV
ruttdpwv n npwieivn P53 Sev efval Nermovpyikni kai avid
efval anotédsopa  petanddfemv i eNASIPPGIOV  OTO
yovibio p53. “Erol, o1 xnueioBepansuurég pébodor nov
xpnoigornolodvial PJe oKomé va MNupoSOoTAcoLY TNV
evepyoroinon touv yovibiov p53 efvar avamnoreneoua-
ukég.%?

3. ENEPTOMNOIHXZH TOY TONIAIOY p53

H evepyonoinon tov yovibiov p53 spgavizerar perd
and €kBeon 1oL KLTIdpouv OE 10VizoOvGA Kal LIIEPIDASN
axtvoBonia, tof1kég ovaoieg, vnoia, ENAsipn anapaitn-
TV OPENTIKOV CLOTATIKAV K.d., KAtaotdoegl§ Ol OMNOIEg
Snpiovpyovv BAGBeg oto DNA tou Kuttdpov. Ze HEPIKEG
MEPIMIOOELS MPOKANETAl KATACTON TOU  KUIIAPIKOU
noAnannaciacpos Kai npoondeia yia eméiépbmon tng
BAdBng (avaoctp€yiun kartdotaon), evd o ANAEG
anénmon Tov Kuttdpou (Kuttapikdg Bdvarog)? (eik. 2).

Zmv nportsivn P53 vndpxouvv 3 nepiox€g oto REVIpo
KGOe vriopovddag (povopepovg), mov eival GNPAvIIKEG
yia tn obv8eon Tng 0e CLYKEKPINEVN anAnhovxia Tov
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TUOOWPELOT] KUTTAPWV

Duoiohoyikd KOHTTOPO

DNA. O1 niepiox€g “hot spots” efval petannaypéveg riepio-
x€g ToL yoviSiov p53, mou €xouvv ™S AMOIENECHA TNV
ad€non tov emnédov g npwisivng P53 ota kapxkivikd
kUttapa. “Erol, ta ovvexdg avfavdpeva esnineda tng
npwteivng P53  cvcowpsboviar  kai
KAPKIVIKG  avilyévo, HE amnortéNEcud TO OXNPAtiopd
avtooudrov dvava avtig’ (eik. 1). To svepyonommpuévo
yovibio p53 8eopebetar oto DNA kai, pe tn osipd tov,
K®SEIKONOIE] 0e1pd NMPOIEIVEOV, CLUNEPINAPBAVOUEV®V TV
P21, GADD45 ka1 MDM2.%

mv  Kabiotovv

H npwteivn P21 kataoténner £181kd 1a cdk4/adké cy-
clin D obunnoka, ta onoia sivalr KUKAIVO-KLKAIVoeEa-
PIOUEVESG  KIVAOEG,
Aerrovpyia Tov KuTtapikoy¥ KOUKAOL Kal Ppoodlopizouy 1o

IOV OULHUEIEXOLY OINV  Oopann

Babus owogopunioong. Ta obunhora avid efvai
vnebBuva yia tn perdBaon and n edon G1 om @don
S 1ov KuttapikoV KUKAoL. AnAadni, n npoteivn P21
Asitovpyei pe 8Vo tpdnovg: avaoténiel v eicodo otn
@don S 1oL KLITAPIKOU KUKAOL KAl arorp€nel 1o
SinAaociacpud tov DNA, xwpig duwg va 1o S10pO@dver’!
(s1k. 4). H 8ebtepn npwteivn, nov eniong avacténiel to
Sinhaociaopd tov DNA, sivar n GADDA45, nov 8sopeve-
tat omnv PCNA, n onoia efval pia KukAfvn-nmupnviki
MP®WIEIVN MOV EVEPYOIIOIE] TIG MPWIEACES KAl XwpizeTal
oe emblopBwukd turipara. Me auviév tov 1pdno, n
GADD45 mnpodyer v emdiépfwon tov DNA ka1
avaoténnel tn Spdon tov PCNA omnv aviypaegn touv D-
NA. Z¢e aviiBeon pe v P21 npoteivn, n GADD45 &sv
ennpedzel 11§ KUKAIVO-KURAIVOEEapTOREVES KIVAOES (€IK.
4).

@ bax , ps3
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OeTiki] pUBpION
Tou yovibiou bax

Eikdva 3. PiBuion tov Kuttapikot Bavdrov
and ta yovidia bcl-2, bax ka1 p53.

AkrSun, n avnon ng npwrteivng P53 éxel wg
anoténecpa v avénon g MDM2. O1 &%o auvtég
npwieiveg svedvovtal perafd tovg Kair nmpokanovv v
anevepyonoinon tng Asitovpyiag tov yoviSiov p53 (n
MDM2 Asitovpyei wg Siakdéning)® (si1k. 4).

4. ZHMEIA EAETXOY XTON KYTTAPIKO KYKAO

To npdto onpeio endyxov agopd orn petdBaon and
n @don G1 omn @don S, dnov endyxeral n aviypaeni
tov DNA, dore va napepnodizetar n aviypa@n
petaddaypgévov DNA.? To Seltepo onpeio shéyxov eival
Afyo mnpiv and tn @don M, katd tn Siaipeon 1oL
Kuttdpov, nnadri and mv G2 onv M, dote va vndpxel
APKETSS XpGvog 81axmpIoHol TV XpOHOOOUATIOV (£1K.
5). H pvBbuion tng Aerrovpyiag tov yovidiov p53 ota
@uoloNoYIKd KUttapa prnopsi va oNokAnpwBel wg éva
onpeio Pe TN ®OEOPLAI®ON (UE TO UNXAVIOPS O@WOPO-
PLAWONG-AMTOPOCPOPLAIOONG ENEYXETAl O KLTTAPIKGS
KUKNOG).? “‘Otav  noANanhég opddes  @wo@dpou
svodvovtal pe mv npoteivn P53 oto 1éhog tg @dong
G1, n npwteivn P53 8ev unopsi va gvepyrioel karaota-
Atikd péxpi tnv anopdkpuvori touvg Katd 1o népacua ot
@don M kal tnv enaveicodo touv kuttdpov otn @don G1
TOL KuTtapikoV KUKAov? (e1k. 5).

H ansvepyonoinon touv yoviSiov p53 kabiotd 10
KUTIapo eVAAMTO OTOLG KAPKIVIKOUSG MApdyovisg, UE
anotéNeocpa ta KUTtapa va ouvvexizouv tov noAAanna-
o1aopd Touvg pE andolmpéva Xpwpooduard kKai va
gvvosital n avdnruén kapkivov® (eik. 4). H peraddaypé-
vn npotsivn P53 6ev pnopei va svepyonoificer tn
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loviCovoa akTivoBolia

Kapkivoyéva
MeTaMabryéva
Duaiodoyiké KGTTApo Kotrapa pe peTadGEerg
(qpuaiodoyiké p53) 1 am@Asia Touv p53
BAdin DNA BAdin DNA
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Ymodfa P53 beopeveTan amd To DNA amé To yovidio p53
AlokoémrTng
¢ TOL p53
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Y
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KakoriBng Sykog

Eikéva 4. H gvepyonoinon tov yovibiov p21, GADD45 kart MDMZ kai o pdihog tov yovibiov p53 omn Siarripnon g akepaidintag tov yoviSiduarog.

petaypapri tov DNA,
kwS1komnolovvral

enel®i 1A €rEPOMEPH MOV
ané to perandaypévo KAl pn
perannaypévo andniSpopeo &gy €xouvv tn Suvvardinta
npécbeong oto DNA kai, ovvendg, aduvvarobv va
puBuicouv tov Kuttapiké noAAandaciacud.

Eivai yvowoté éu Sidgopa oyroydva npoidvia and D-
NA oykoydvoug 100g, énwg human papillomaviruses,
abevoiof, SV 40 (simian virus 40), npoxranovv
arnevepyornoinon tov yovidiov pb3. Zuvykekpipygva, 1o
large T antigen tov SV 40 cuv8éetal pe v npwieivn
P53, nporanei anevepyornoinori tng Kai, He aviév tov
1péno, odnyef 1o KUTtapo os oykoygveon.?

4.1. P53 kan pevparoeidrig apbpitida

[pSo@arsg pensteg €xovv 6eifel avnpéun €kppaon
ng npwisivng P53 ora kvrtapa tov apBpikos vudva kai

og RaNNIEpyeleg RUTIdpmv apBpikos vugva nov poidzovv
pe woBAdoteg, oe aoBeveig pe pesvparosidri apBpiuda
(PA).*>1¢ Eniong, Bpébnkav owpankEg petadAdiels oro
yovibio p53 otov apBpikS vpéva ral aviiodpara €vavtl
ng npoisivng P53 otov opd acBevedv pe PA.Y7 H
avixvevon yivetar pe ELISA A pe m pébodo
[Ipéopara, npotdOnke pia
opoNoVIKA HeNEN yia n Sidyvwon petaBondv oto
yoviSio p53.1817

avoooKarakpnpviong.#

O1 petandd€eig tov pb53 efvar Kupimwg onUEIaKES
peranndeig aviikardoraong, perdBeong (transition mu-

tations), mov efvar XAPAKINPIOTIKEG  OLe1ISWTIKAG

anapivoong Adym virpikoU ofeibiov kai pizédv ofuyo-

2021 01 peraddd€eig mouv tavronomri®nkav otov

vou
apBpikS vudva acBevadv pe PA sival napspoieg pe avtég

nov Bpiokovialr ce pia noikiAia veonAacpdiov orov
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MeTevepyotroinon  Aéopevon oto DNA EprAékeTan
(cAAnAemIdpt | OTO OXNHATIONG
€ TO PNXQVIOUO , ETPOPEPOL
PPETGPY?))EY(PT'IS}; O1 OKOUPES TTEPIOXES TETPOpEPOUS
mpoabiopiCouv Ta onpeia
aMnAemribpaong pe To DNA

o€ OLVOIVETIKEG aAAnAouyieg
(YvewoTd ko wg “hot spots”)

Eikdva 5. Enpeia enéyxou Tov KuTtapikol KGKAOL Kal oo@OpLAIGON-
ano@mo@opuiimon g npoteivng P53.

avBpwrno. O1 napandve naparnpnoeslg odnyoldv ornv
vnéBeon Su ora Kotrapa tov apBpikos vuéva acbsvdv
pe PA emovpBaiver BAdBn tov DNA, nmov kartanriyel og
OWUATIKEG PeTanNdEelg pLBUICTIRAOV yovibinv, Snwg 1o
p53.

H andneia Asrrovpyiag tov yovidiov p53 6a pnopotvos
va anndéer tn @pvon 1wV Kuttdpmv tov apbpikov vudva
KAl va ta perarp€yper o embenkd KOTIapa 1ov
pevparoe1boig «rndvouvx. Pafveral, Aotndv, 6t 1o yovidio
p53 eival Baoikdg pubuictniig tov noAAANAacIacphoy, g
andnimong Kai tng S1e168LTIKAINTAG TOV KUTIAP®OV MOV
OULUUEIEXOLV OINn Xpovia PAsypovi Tov apBpikos vuéva
Kalr o1 Siarapax€g g Asitovpyiag tov yovidiov p53

ouvelo@épouvvy otnv apBpiki kataotpogn.?

4.2. P53 kai ooTeoopOpiTIdQ

H oocteoapbpiniba (OA) sivar ek@uAIoTIK:A V300G TOL
apBpirol x6v8pov, onv onoia n @Asypovi tov apbpi-
KoU vpéva obényei og npoiovoa andAsia tov apOpikov
xGvBpov Kal og aviiSpacTtiKEG ANNOIDOEIS Ota Opld TV
apBp@doE®V KAl TOL LIIOXGVEPIOL OCTOVU.

2€ OLYKPITIKEG PeENETEG moL gyivav petalt PA kai OA,
Bp€bnke pikpnA noodinta g npwisivng P53 orov
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apBpirS vuéva acBevav pe OA. H xaunnn ékppaon tng
npoteivng P53 ota 8inBntikd Asvkoktiapa acBsvdv pe
OA, ovykpitikd pe acBeveig pe PA, sival évbei§n du n
vnepér@paon ng npwisivng P53 sivar mo 181k omn
PA.%

Metannd&eig tov yoviSiov p53 Bpgbnkav crov apbpiké
vpéva kal ora kitrapa tov apBpikol xGvSpou mov
poidzouvv pe woBAdoteg os acBevelg pe KATACTPOPIKNA
PA, adAd 6x1 otov apBpikd vpéva acBevav pe OA.17#

4.3. P53 ka1 aovopopo Sjégren

To obVvbpopo Sjogren (SS) efvar pia  xpovia,
@Aeypovddng kalr avtodvoon véoog. Xapakinpizeral
and AsP@ORLTIAPIKEG SINORoEIS TV §wKpIvVOV abdvmv,
Mov €XoLV WG ArMOTENECHUA TN UEIOUEUN EKKPION TV
SaxrpuLIkKAOYV  Kal  oladoyéveov  abdvav  (obuSpopo
Enpdintag, sicca complex), &nnadri v Enpnii Keparo-
emne@ukinda ka1 tv Enpoortopia.®

2e npdogarn penéin SigpevvriBnke n oxéon ng
npwteivng P53 pe 1o SS otov opd 77 acbeviv xwpig
Adppopa ka1 oe 14 aocBeveis pe Aépgpowpa.? Zrtouvg
npodtovg 8ev  avixvelbnrav aviodupara £€vavil g
npwrteivng P53, eve 860 and touvg acBeveig pe Aéppopa
ritav opoBetikoi. H avetpeon orov opd acBevadv pe SS
Kal Népgoua aviioopdiov gvavil tng npoisivng P53
emonpaivel mbavedg 10 yeyovdg JS1l n napovoia
aviooudiov évavil g npwieivng P53 orovg acbeveig
pe SS iowg va anotenei nposiSonointiké onpeio yia tv
avdnruén Aep@E@UATog.

2e wa dnan  pengin e€etdoinke n mbBavdtnta
OULPUETOXNG TV  youlbiov p53 rar p21 omv
naboguoionoyia tov cLVSpSHoL. MeAeiBOnKe n ékgppaon
10V npoteivev P21 kair P53 pe avocoioctoxnuikr pébodo
ka1 pe Western blot, oe vnikS Biowpiag xeinovg and 7
aocBeveig pe SS kat 5 aobeveis opddag engyxov, KAODS
ka1 n Bioyia xeinovg twv iBiwv acbsvadv pe SS rar 4
acBevodv pe SS xrai in situ pn-Hodgkin Adpgopa (NHL).
Ta anotedéopara €6si€av vEPEKPPACN TOV MPOIEIVAOV
P53 ka1 P21 orn Biowia xeinovg tov acBevav pe SS os
oxéon pe touvg aoBeveig g opddag engyxov, evd 1O
yovibio p53 rtav @uoikol tonov. Enfong, nepartépw
avdnvon tov yovibiov p53 acBsvodv pe SS kar NHL
€6¢1€e 2 véeg petannd€eig oro e€6vio 5 touv yovibiov p53.
Autég o1 petanndéelg svoxonolotvral yia tv advvapia
pUBuIoNg TOL OyKOKAtacTaATikoyL yovidiov p53 krai icwg
va anotepotv gvav mbavé pnxaviopd yia v avdnruén
Aepopdparog oto SS.#7

4.4. P53 kal 0UOTNHATIKGS EPUONPATAONG AUKOG

O ovornpankdg epuBnuarddng Avkog (ZEA) efvar pua
avtodvoon CLCTNHATIKA VAoO0G, MOV XApdKInpizetal and
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gupl @dopa KAVIKGOV ekSnddoenv.? "Eva képio yvdpi-
opa tov ZEA efval n xapaxrmpiotki andvinon tov av-
TOAVTICOUAT®V KATd eMASYPEV®DU eVEOKULTIAPIOV avilys-
vev. Autd ta avroavilyéva spnAgkovial oe Baoikég Nel-
ToLPYIEg TV KLTIdpwV, SNwg fval n obvBeon Tov RNA.#

2e npdoparn peném, oe 15 and 50 Sefypara opov
aoBevav pe ZEA Bpgbnkav avuowpara kartd tng npow-
1eivng P53.% MeAetriBnke eniong av n ep@d@vion TV avt-
owudrov avtedv oto ZEA ocuvobdevetar ané petanndeig
10V yovibiov p53 (e§évia 5-10), kabag kar n cuxvdntd
Tovg omv T-kurtapiki oeipd. Ta anotenéopara €6e1§av
61, napd v avénpévn ouvxvdinia AvTOAVIICOUAT®Y
gvavtl ng npwteivng P53, 8ev avixveBnrav petanndeig
0V yoviSiov p53 ora kittapa tng T-ruttapiknig oegipdg,
XWPIG va anorisiovial PetadNGEelg eKIGG NG MEPIOXNG
tov eSovimv 5-10. Eivar dpwg mbavé va vndpxouvv
petannd€elg o dnhouvg TtUmouvg Kuttdpwv, JOnwg td
kepatnvokvttapa.? Eniong, n avgnpévn ékgppaon tov
“heat-shock” npwrigividv ka1 o1 anpnay€g om Sopn touv
yovibiov p53 og evepyonomnpéva AEPPOKUTIapa acevav
pe ZEA efvar Suvvarté va obnyovv ce avfnon 1ng
napayoyng twv aviowudiov Kartd tng npwieivng P53,
napd mv anovoia Petanndiemv orto yovidio p53.

5. EMIAOIox

H npoteivn P53 cupuBdnner otov ruttapiké noAnania-
olaopd Kal tov Kuttapiké Bdvaro. Evepyonoisitar and

A. TEQPTIAAHZ ka1 ovv

Si1dgopouvg napdyovieg (m.x. vnepiddng aktvoBonia,
vno&ia) kar anavid efte pe Siakonri oL KUTTAPIKOV
KUKNOV €ite Pe andmmon, epdoov vndpxel avenavépbw-
n BAdBn oro DNA touv ruttdpov.

Anevepyornoinon tov yovidiov p53 Noym petdnnagng,
eNdefpparog 1 andé danouvg mapdyovieg, odnyel omn
Snpiovpyia Syrwv. Andnsia g Asitovpyiag tov p53
obnyel o anorvxia tng andmwong Kal pe avtév tov
péno 10 yovidio efvar Suvvaré va eunAgkerar oe
OpICHEVA aLTOdvood VOOHHATd. 2€ OPICUEVES MEPITID-
oe1g, Ta KUIapa-oréxog oOrta davrodvood voonpard
raracipgépovial, eved oc dnAeg, Onwg ortov apBpikd
vpéva ing PA, noAhannaocidzovral.

2e aobeveig pe kapkivo, n avixvevon orov opd
avtiioopdtov katd tng npoteivng P53 sivar pia kanni
pEBoSog npoodiopiopoy ng Kardotaong tov yovidiov p53
otov 6yko. “Exer ano8eixBei St o1 petaBonég tov yovidiov
p53 otov Syrko 0dnyolv TG MEPICOOIEPES POPES OE
LIEPERPPACN TNG PN NAEITOLPYIKNG npoteivng P53 kar otnv
sp@duion, oe peydno Babud, orov opd twv acBevdv,
auTIo®Pdtov Katd tng npoteivng P53.

e nepImOoelg acBsvdv pe avrodvooa pevpatkd
voonpara, n avixvevon otov opd avilompdtov Katd tng
npoteivng P53 pnopsi va anotenéoer xpriciun pébodo
avixvevong petannd&emv tov yovidiov p53 os rirtapa
oL CLUUPEIEXOLV oInv avtodvoon Siadikacia.
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Protein P53 and its relationship with autoimmune rheumatic diseases
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P53 protein is a nuclear phosphoprotein which is encoded by the p53 tumor suppressor gene. It acts as tran-
scriptional activator on the growth of cells and cell proliferation. The p53 gene is characterized by several re-
searchers as the “molecule guardian of the genome”. It takes active part in the DNA repairing process and cell
apoptosis with the altered DNA. Investigation of P53 protein and the p53 gene have been the focus of scien-
tific study during the last few years, aiming to explore the relationship of P53 protein with carcinogenesis in hu-
mans and the p53 gene usefulness as a cancer marker for several types of cancer. This review presents the struc-
ture of the P53 protein, the way it functions and the activation process of the p53 gene by several factors such
as ultraviolet irradiation and hypoxia and refers to the way in which its normal function is influenced by cer-
tain viruses and the checkpoints in the cell cycle. Data from recent international literature concerning the rela-
tionship of the p53 gene with certain autoimmune rheumatic diseases is reviewed including rheumatoid arthri-
tis, osteoarthritis, systemic lupus erythematosus, and Sjoégren’s syndrome, illustrating the possible association of
p53 gene mutations with the pathogenesis of autoimmune rheumatic diseases.
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