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Tofikh emdepyukt vekpdivon: Eva tvmkd xAvikd
napddeiyfia epmioxns 1ou ProA0yIKOU ENYaviopov
TH$ AmOmTwons
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Nepiinyn

0 poAoC NG BioAoyIKAG SIadIKaoIiag tng andntwong €ival ZwTIKNG onuaciag
yIa T0 6€pua. AUCAEITOUPYIa TOU anontwTikoU pnxaviopou napatnpeital oe S1IGQopeG NABNAEIG TOU
O€pUATOC. H To&ikh Emdepuidikh NekpoAuon (TEN), pia ondvia, o&eia kal ouxva ansinnTikA yia Tt Zwh
TOU 008gvoUg vOoogc, anotenel Tunikd Napadelyua UNAOKAG autou tou BloAoyikou unxaviopou. H nado-
YEVEIa TNG OV €xel yivel NANPWE katavonth, aAAd cUPOwvVa JE Ta PEXQI ohuepa dedouéva eaivetal
Nw¢ NPOKEITAl YIa PIa avTidpaon UNEPEUAITBNCIag O OpICUEVa YApUaka, N onoia endyetal and ta Kut-
TAPOTOEIKA T AgUPOKUTTANA KAl KATAANYEI OE YAZIKA anonTwon Twv ENISEPUISIKOV KUTTAPWY UE anoTE-
AgouUa EKTETAPEVN ANOKOAANCN TNG ENIGEPUIGAC Kal TV BAEVVOYOVWY. KEVIPIKO POA0 OTO GOAIVOUEVO
NG PAZKNG anonTwong TwV ENIGEPUIBIKOY KUTTAPWV EXEl N evepyonoinon EIBIKWY anonTwTIKWY 00wV
and KUTTaPOTOEIKG T AEUOKUTIANA, KUPING ToU Fas-FasL kal Tng nepwopivng/granzyme. Ma tnv pun-
VEIQ TNC PJAZIKNG anonTwong TV ENISEPUISIKOY KUTTGPwV OTn TEN, nibavonoyeital n eunAokh evog "un-
XQVIOUOU autogvioxuong'.

Toxic Epidermal Necrolysis: A Typical Clinical Example of Discase Involving
the Biological Mechanism of Apopfosis

Xatzisotiriou M., Stavropoulos P.G.

Summary

In no other organ system does apoptosis play so many vital roles as in the skin.
Dysfunctional apoptosis occurs in some skin diseases. Toxic epidermal necrolysis (TEN) is a rare, acute, and
life-threatening disease representing a typical example of disease involving the biological mechanism of
apoptosis. Pathogenesis of TEN is hot completely understood, but current evidence suggests that it ap-
pears to be a drug hypersensitivity reaction that is induced by cytotoxic T lymphocytes. The above reaction
leads to massive keratinocyte apoptosis resulting in the separation of large areas of skin and in mucous
membrane detachment. Activation of Fas-FasL and perforin/granzyme apoptotic pathways by cytotoxic T
lymphocytes appears to have a central role in massive keratinocyte apoptosis. An autoamplification mecha-
nism has been suggested to give an explanation for the massive keratinocyte apoptosis in TEN.

NEzEIz EYPETHPIOY ® Andmtwon, TEN, “unodoxeic 8avatou”
Key WorDs ® Apoptosis, TEN, “death receptors”

EIZATQT'H zon toUu acBevoug PAevvoyovodeppatki vooog Iou

xapakmpizetal anod ekretapévo Kuttapikd avaro v

To&ikn Emdeppidikn Nekpoduon (TEN) eivar  embeppidikav kuttdpaov oSnydviag oe armokOAAnon
H Hia omavia, ofeia ka1 ouxvd ameidnukn yia g emdeppidag kard 1o xop1oemdepiidikd 6p1o.
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TAEINOMHZXZH

Yoppwva pe madaidtepn waivopnon n TEN Oew-
peitar pépocg evog @dopatog voonpdiwv mmou mepi-
AapBdvouv 1o peizov mohGpop@o eplibnpa kai to
ouvdpono Stevens-Johnson (SJS), eved olppwva jie
m tpéxouca amoyn,' 1o peizov moAdpopeo epibnpa
Bewpeitar Siapopetiké voonpa amd o SIS/TEN pe
S1apopeuxd aitua kai mpéyvewon Kal Xapakmpizetal
and mv ep@davion wmkev "BAaBov otdxev" Kuping
ota dxkpa, eve n mpooBoin PAevvoyovwv apopd Ku-
piwg oto otopatukd PAevvoyévo. Epgavizetar ouvn-
Bwg oe véa, uyin dtopa kai xapaknpizetar and nma
KMVIKA TTopeia Kal Ouxvég UIOTPOITéG. >

To SJS kar n TEN Bewpotvial ta 600 dkpa evog
@doparog and cofapéc embeppoivukég avudpdoeig
tou &éppatog oe @dppaka, mou diagpépouv avaloya
pe mv éktaon anmokdéAinong g emdeppidac. To SIS
xapakmnpizetal and amokdAAnon g emdeppidag oe
éktaon <10%, okoUpo epUBnua, dturmoug oTtdXoug
o€ TIPOoKIO Kal Koppd pe MpooPfoin PAevvoyovwv.
H TEN xapakmpizetar and amokdAAnon mg emdep-
pidag >30%, Sidomapro epuibnpa, drumoug otdxouc,
TIPoGPBoAN BAeVvvoyovemv Kal OUOTNHATIKEG eKONA®-
oeic. Katd mv kavikn popen emkdiuyng SIS-TEN
n éktaon npooPoing eivai 10-30% Kai Xapakinpize-
tar and didomnapteg KvNnop®de1q Knhideg n emime-
Soug drunoug otéxouc.>

EIIIAHMIOAOTTA

H TEN ka1 to SJS eivai ondvia voonpata pe ou-
xvémrta 0.4-1.2 ka1 1.2-6 avd 1 ekatoppigpio minbu-
opou 10 xpévo, aviiotoixa. H TEN mpoofdiier tg
yuvaikeg ouxvotepa amd ou toug Gvdpeg (1.5:1) ka1
n ouxvomta av€dver pe mv nukia.*

Onadec acBevav pe vPnié kivéuvo amoteholv a-
00eveig pe yeveukn mpodidBeon, avoookataotaijié-
vo1 aoBeveic (HIV hoipwén, AMpepwpa) ka1 acBeveig
He eykeahikoUg éykoug mou unofdAhovial oe akri-
voBepamneia ka1 happdavouv avueminmukd.*>%7 H
Ovntémta kupaivetar amd 25% oe veapdtepoug Kai
oe 51% oe peyalUtepoug oe nAikia acBeveic pe
TEN.8

AITIOAOTITA

To SJS/TEN amotelei Kupiwg 18100UyKkpaciakn a-
ndvinon oe @pdppaka (95% tov nepimooewv TEN
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Kar 50% SJS).° Idvw amd 220 @dppaka éxouv evo-
xonoinfel kar apopolv Kupiwg aviifioukd 4nwe ot
ooulg@ovapideg (181aitepa n tpipebormpipn/coulpo-
pnebofazoin), o1 B-Aaktdpiec, o1 TEPAKUKAIVEC KAl Ki-
voidveg (18iwg n oimpopro€acivn), avipukntiaoikd
(1118azdAeq), apwpartikd aviemAnmnrikd, OTIOC N
@aivutoivn, n @arvoBapPitdin ka1 n kapBapazerri-
vn, un otepoeidn aviipAeypovdn (18iwg o1 0&1ka-
1e0),'° kar n ahhommoupIvOAn, TIou oe IPAGoPATn Jehé-
m @aivetal va amotelel 10 ouxvitepo aito oe Eupw-
mn kai IopanA.! O péyiotog kivbuvog yia mv engd-
vion SJS/TEN petd and Miyn @appdkev eival katd
m Si1dpkela v apxikev efdopddwv Beparmeiac, eved
yia ta apewpaukd avueminmukd 181aitepa, o Kivou-
vog efval péylotog toug mporoug Svo pnveg mg Oe-
parmeiac.?

Ia mv epedvion SJS/TEN unetOuvor pmopei va
eivar emiong epBolaopoi’® (epubpd, 1Aapd, mapeti-
uda), lomweeic* (Mycoplasma pneumoniae) kai
ékBeon oe xnpuikd Biopnxaviag.'®

KAINIKH EIKONA

IIp6Spopa cupmepata epgavizoviar 1 pe 3 npé-
peg mp1v and mv epgpdvion tou e€avOnparog kai a-
@opouv mupetd, aioOnpa kakouxiag, kepalakyia,
puakyia, apBpadyia, vavta, épero kai Siappoia.

Apxikd o1 BAGPeg eivar okoUpeg epubpég n mmop-
QUPIKEC KNAISeC pe acapn 6pia, mou €xouv m tdon
Va evevovtal. Y€ PEPIKEC TIEPIITIOOELC O1 APXIKES KN-
M8mde1g BAdPeg eppavizoviar oav Aturiol otdxol1 pe
800 zdveg, mepipetpika knhid@deg epibnua ka1 oto
KEVIPO Top@PUpa 1 mop@diuyad. YUxvd UIIAPXEL aro-
KOAANnon g emdeppidag ka1 Oeukd onpeio Nikol-
sky.

‘Ooo npoxwpd n Si1adikaoia, n vekpwukn emdep-
pida amoxkoAAdtar améd 1o UIOKeipievo XOp10 KAl TO
S1dotnpa petaf xopiou kar emdepnidag yepizer pe
uypd, oxnpatizoviag £€to1 Xahapég MOPPOAUYEC TTOU
ondave eUkoha Snpioupywviag opoppooUoeg Kal di-
Hoppayotoec SiaPpwoeic.

O1 BAGBeq eivalr evaioOnteg ka1 enwduveg, epga-
vizoviar apxikd otov Koppd Kal otn Ouvéxeld eIle-
Kreivovial oto 1padxnio, IPOowITo Kai eyyug axkpa. O1
mahdpeg kar ta méApata pmopel va amoteAolv apxi-
Kkn Béon mpooPolng.

O1 BAevvoyovol otéparog, opOaipav Kair oupo-
moloyevvniikoU mpoofdirovial oxedév nmdvia
(>90%) pe enoduvo eptBnpa kar diafpwoelg, eve
propei emiong va ouppetéxel Kai to emBniio tou a-
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VAIMveuouKkoU Kal YaoTpeviepIkoU ouotnpatoc. I6iai-
tepa oofapn efvar n mpoofoin twv oPOAAPOV e
Snpioupyia oup@uoewv, diaPproewv kepatoeidoug,
E&npopBaipiag, eved Suvnukd pmopel va mapatnpn-
Oel Wprwon.°

Yuompatkég ekdnAnoelg pmopei va mapatnpn-
BoUv AOy®w pazikng amneieufépwong KUTIAPOKIVOV
oM cUoPAUKA KUKAo@opia.l” GAeypovi tou mermu-
KoU'® ka1 avarnveuoukoy cuotpatog PIopei va oup-
petéxouv pe 8domvoia, taxvnvola kai vno€aipia.l” A-
vaipia kai Aepgornevia eivar ouxvég, eve n rmapouvoia
oudetepormeviag popnviel rwxn mpdyveon.20

H @don enavaemOnhionoinong apxizel petd amd
pepikég nuépec kai Siapkei 2 pe 3 dopddec.

O Odvartog oe acBeveic pe TEN eivalr amotéheopa
epEAviong emIMAOK®V, 0nwg onfaipiag (S. aureus,
P. aeruginosa), petapohkev Siatapaxev, moiuopya-
VIKNC averrdpkelag, MveUPovIKNG epfoAng Kai ai-
poppayiag menukoy.?!

IXTOITA©GOAOITA

H 81dyvwon g TEN emPefaidveral pe 1otoma-
Boloyikn avdiuon 10100 amd ug PAaPec. Xug mpd-
oparteg PAaPeg vekpwukd embepuidikd KUttapa a-
veupiokoviar omv emdeppida. Yug BAdPec teMkoU
otadiou mapampeital "oMkoU mdxouc" vEKpmOon g
emdeppnidag, mou odnyeil o Snpioupyia uroemdep-
mdikng mopgpdéiuyac.?? MovomUpnva kuttapa 8in-
Bouv v emdeppida ka1 1o faBog S1nOnong oxetize-
tai pe m Papumra g TEN.?3

I[TA©GODYXIOAOTITA

H maBoyévela g TEN Sev éxel yivel mAApwg Ka-
tavont, ahAd oUpgeva pe ta péxpl onpepa deSopé-
va @aiveral mwe mpokeltal yia pia aviidpaon urép
evaioOnoiag oe opiopéva @dppaka, n oroia endyerai
ané ta kuttapotofikd T Aeppoxrytiapa Kai Katahnyel
0€ [lazIKN anontoon v emdeppiSIKOV KUTIAp@vV [é-
Ow TNC evepyorIoinong €181KAOV ATTOTTWUK®DV 00GV.

A1d@opa @dappaxka PImopouv va evepyorioimncouv
ta T Aepgoxuttapa paviag Kuping w¢ amtivee.?* O1
pappaxkevtkég ovoieg (mpoamntiveg) perarpénovial
OToV 0opyaviopd 110w S1a@pdpwv EVZUNIK®V OUoTn-
pdtov (m.x. kutdxpopa P450 (CYP450) oe evdidpe-
ooug evepyoUg petaBoliteg (amrtivecg), o1 omoiol pro-
pouv va ouvdeBoUv oj1010TIOMKA e evOoyeveig Tpw-
teiveq Ka1 va oxnpaticouv mnpn aviyéva.
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H at€non g ouykévipwong v eviidpeonv e-
VEPYQOV HETAPOMTIGOV OTOV Opyaviopd oXetizetal pe
avénpévo kivouvo epdviong TEN. TTio ouykekpipé-
va Karaotdoeig, 6nmwe N NIAUKN N1 N VEQPIKN ave-
ndpkela n emiong aoBeveic mou pertaBoliizouv mo
apyda ta eappaka, Aoyw MOAUHOPPICU®V ota yovidia
0V eVZUHIKGOV cuotnpdiov CYP450 1 aketuAinong,
€xouv mepioodiepeg mbavotnieg va epgavioouy ave-
mOvunteg avudpdoeic ota edppaka kai mbavév kai
o&ikn em&eppdikn vekpdiuon.

H yeveukn ouviotwoa omv avdmtu€n umepeuai-
oOnoiag oe Si1dpopa edppaka yevika kai €181kd omv
epedvion SJS/TEN agopd oto yovoTuIio 10U ouoTti-
patoc HLA. Epgpdvion SJS/TEN petd and xopniynon
OUYKEKPIPEVOV PapPdKeV €xel ouoxetoBel e ToAu-
Hop@iopolg oe tep1oxég tou HLA (kapPapazemivin
ka1 HLA-B*1502,2%> aAlomoup1véin ka1 HLA-
B*58012%).

Ta 6edopéva mou éxouv mpokuPer amd S1dpopeg
epyaoieq v teAevtaiov xpévav mpoodidouv kevipi-
KO pOAO OTO QAIVOPEVO TNC PAZIKNC AMOIIOONG TV
emdSep1dikav kuttdpwv. H Biroloyikn avt Siadika-
oia oupPaiver pe mv evepyonoinon €181K@)V AIOITG-
uK®V 000V amd kuttapotofikd T Aepgokuttapa, Ku-
piwg tou Fas-FasL ka1 tn¢ neppopivng/granzyme.

O1 Viard ka1 ouv. €8e1€av 6u o TEN n pazikn
anmomwon tewv emdepp1SIK@OV Kuttdpwv yiveral péow
mg evepyoroinong v "unodoxéwv Oavatou” (death
receptors-DRs).?” ‘Exouv avayvwpiotei 8 Siapopeu-
Koi timmo1 DRs, ahAd o 1o kaAd pehemnpévog eival o
unoSoxéag Fas.?® O unodoxéag Fas eivar pia Sia-
HepPpaviki mpwieivn mMou avikel OTNV UTIEPOIKOYE-
vela tou TNF?? ka1 evepyonoleitar ané mv mpdéodeon
tou ouvbén Fas (Fas ligand), o omoiog mpokaiei ak-
Aayég o Sopn TOU KUTIAPOITAACHATKOU THAJATOC
T0U Unodoxéa. AUto €xel ¢ amotéAeoa n YepUPo-
on tou unodoxéa Fas pe moAhamhd popla me mpe-
teivng npokaomndong 8 péow mg npwteivng FADD
(Fas-associated death domain protein). AkohlouBei
autoevepyoroinon g npokaoidong 8 omv evepyn
kaotidon 8, n omoia kai mupodotel 1oV KAtappAaKn
OV KaoTIaoqv mou odnyoUv ta KUTtapa oe Ipoypapl-
pauopévo kuttapikd Bdvaro (amdmwon) (Eikdva 1).

Y10 puoi1odoyiké déppa, o umodoxéag Fas Bpioke-
ta1 oy em@dveia v emogpiSIKOV KUTIdpwv Kal
o FaslL Bpioketa1 evdokuttdpia, eved oto §éppa acHe-
vov pe TEN, o FasL avixveletar omv em@dvela tov
emiep1S1IKOV KUTIdpwv, pe mbavé amotéleopa tn
Snpuoupyia avudpdoewv petafd Fas ka1 FasL mapa-
Ke{EVeV KUTIAPWV KAl €VEPYOTIOINON NG ATIONIMTI-
K¢ 0600.%7
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Eikéva 1 — Exnpaukd didypappa g anémwong nou endyetar and tov ouvdémn Fas (And: Pereira et al. J Am Acad Der-

matol 2007; 56:181-200).

Emiong oe aoBeveiq pe TEN aveupiokovial otov
opd tou aipatog auénpéva emineda di1aAutol ouvoé-
m Fas (soluble Fas Ligand-sFasL). H mpoéheuon tou
sFasL amodidetar ovnguva pe pedérec3®3! eite om
Spdon petadhonpatelvac®v otnv KUTIapikn em@d-
vela v embepidikdv Kuttdpav3? eite omv mapa-
Yoyn toug amd povoripnva KOTtapa tou mepipepi-
KoU aiparog.3® O sFasL nmpogdéverar otov umodoxéa
Fas omv em@dvela twv emdeppidikdv KUTtdpwv, o-
Snywvrag oe amémeon.

AX)o1 DRs 1ou pmopel €miong va CURPETEXOUV
oto pnxaviopd andmiwong, eivar o TNF-R1 ka1 o
TRAIL. O TNF-a, rou Bpioketar au€npévog oto uypd
v @uooaridwv, oto 8éppa, ota povorUpnva KUTIa-
pa kai otov opd acBevev pe TEN, pmopei va evepyo-
noinoel tov TNF-R1 11ou 1€ th 0€1pd 10U evepyortolei
m FADD ka1 tov katappdkm twv kaornacov. O TNE-
R1 épwg, evepyoriolei emiong kai tov NF-kB, o orroi-
0¢ €X€1 avuamnomeuKO anotéAeopa. Autdg eival kai
0 A6yog mou o1 Oepameieg mou otpépovial évavtl
TNF Oa mpénel va Xpno1pornoioUvial je mpocoxn. 34

I81aitepn éupaon éxe1 SoOei Kal oNV ATTOIITOTIKNA
086 mepgopivne/granzyme.3>3¢ O1 mpoteiveq autég
eivar amoBnkeupéveq o€ KOKKIA TV KUTIAPOTOEIKGOV
T Aepgoxkuttdpov. Otav ta kuttapotofikd T Aeppo-
KUTIapa avayveopioouv éva KOTttapo otdxXo, ameleu-
Bepwvouv meppopivn, n omoia dnpioupyel kavdiia
16nm ot pepPpdvn tou Kuttdpou otdxou, e aroté-
Aeopa n mpwiedon granzyme B va mepvda péoca amd
autd ta kavdalia Kai va evepyoriolei tov Katappdakin
1wV kaonaowv (Eikéva 2).

To epomnpa mou e§akoroubei va pével avamavin-
10 efval o pnxaviopdg Tou MPOoKAAel auti T PAzZIKG-
mta me andmiwong twv emdepp1SIKOV KUTIAp®wV k¢
amdvinon omv avoooloyikn Siéyepon twv T Aepgo-
kuttdpwv. Eivar yvootd 6u kai didec avudpdoeiq
mou apopoulv oto 8éppa petd anod ékBeon oe pappa-
Ka mepiAapfdvouv ta @aivopeva e avilyovo-Tia-
pouciaong, emékraong 10U KAOVOU v T AelpoKrut-
T4pwV KAl KAtaoTpopng 1V KUTIAPwV P€0w aTrioniw-
ong (povordu g neppopivng/granzyme). Autég 6-
Ho¢ eival mepiopiopiéveg Adyw tou éu eivar amapai-
mtn yia m Snpioupyia toug n enapn peta&l Aepgo-
Kuttdpou ka1 emdeppidikoy Kuttdpou, eved o apib-
1o¢ v T kuttapotofIkQv Kuttdpwv  €ival oAy pi-
KpOg o€ oxéon e ta emdeppidikd kuttapa.

To yeyovoc auté Béter tn Bdon yia mv mbavi U-
map&n evog PnxaviopoU autoevioxuong e andmniw-
ong, o omoiog eite oupPaiver oto eninedo v er-
Oep1SIKaV KUTIAp@V [e v evioxuon m¢ pubpiong
tou untodoxéa Fas w¢ amotéAeojia mg evepyorioinong
10U,% eite mpokaleitar ané kdamolov e€wyevi mapd-
yovia Orwg n 1vtep@epdvn-y mmou ekkpiverar and ta T
Aepgokuttapa. Exer emiong rpotabei éu o1 acBeveig
pe TEN mapouoidzouv Siatapaxn oto ovotpa pub-
HI1oNG TOU AMOMIWIIKOU |UnxXaviopou, oto emninedo
KATIOI0U avaotoAéa g anodImiwong mou ogeiletal oe
mOavd moAupop@iopd tou YoviSiou TIou Tov KoSIKo-
To1€d.

O1 Chave ka1 ouv.3* mpoteivouv 1o £€nc maboye-
veukd poviého yia t TEN mou ameikovizetar oto
Yxnpa 1. Kat' autd, n gappakevtkn ovoia fexiva
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Eikéva 2 — Xxnpaukd Sidypappa
¢ andniwong mou emdyetal amnod
v neppopivn/granzyme (Amod:
Pereira et al. J Am Acad Dermatol
2007; 56:181-200).

Keratinocyte

Granzyme B enters cell
through channels created by perforin

Cytotoxic T-cell

Granzyme B

Perforin

Caspase cascade activated by
granzyme B
resulting in apoptosis

H1a avoooloyIKN andvinon péow peizovog ouotnpa-
10¢ 10T00UPBardétntag pe eméKtaon tou KAovou tv T
Aepgokuttdpwv. H anmdéniwon twv emdeppidikev
Kuttdpav diakpivetar oe 600 pdAoceic, og p1a IPWTo-
mabn enayépevn amd ta T kuttapotofikd Aep@okrut-
tapa, n omoia Bacizetar KUpinG 0TO ATIOTTIWUKS J10-
vomdu g rmepeopivng/granzyme pe mOavn evepyo-
moinon kai 1wv DR 08av, kai pia Seuteporadn pdon

n @don evioxuong, n omoia eival €181kn yia m TEN
ka1 e€aptdtal amod mv evioxuon g pubpiong tou u-
nodoxéa DR ka1 odnyei ¢' auth m pazikdémta mge a-
méntwong twv emdepiSIK@OV KUTIdpwv. XIn pdon &-
vioxuong maizer pdro kai o sFasL mou éxel amodel-
x0el 6u mapdyetar améd ta povorUpnva Kotapd tou
ep1pepIKoU aiparog onwe ka1 o TNF mou ekkpivetal
amod 1a pakpoeaya.

ddppaxko
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HLA 1dénc I
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Eméktaon KA@Vou
CDS8 + CTL

Ilpwtomading andvmon

CD8+granzyme FasL

Xxnpa 1 — Xxnpauko +
S1dypappa v 0dadv
anémntwong otnv TEN
(Tpomomoinpévo amd:

Chave et al. Br J Der- +
matol 2005; 153:214-
253).
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O pdlroc g anmdmwong eival zowuKNg onpaciag
yia 1o 8éppa. O kuttapikdg Odvarog péow amdme-
ong eivail Kpio1po¢ yia mv 100ppoTIia Tou TTOANAITAG-
olacpol v emdeppiSikav Kuttdpwv, arAd kai yia
m Snjuoupyia g kepativng oufddag. H amémwon
amotelei emiong éva onpavukd pnxaviopd dpuvag
amévavil otov Kapkivo, apol emdepuudikd kuttapa
pe abpoioukég petarrd€eic n dAAn yeveukn BAGPn
arroBdalAovial jie 10 OUYKEKPIPEVO pnxaviopod. Au-
OA€ITOUPYia TOU anoNIWUKOU Pnxaviopou mou odn-
yei oe at€non n peiwon g amOIIWoONG WV emoep-
d1Ik@OV Kuttdpwv mapatnpeitar oe S1dpopeg madn-
oel1g ou déppatog. To éykaupa amoterei KAAOOIKO
mapdderypa andmioong mouv npokaieital and
UVB akuvoBolia. Evepyoroinon umodoxéwv Oavd-

M. Xarznowtnpiou, ILT. Xravupémoudog

to0U ota emdeppdikd KUTIapa amd Kuttdpokiveg Kai
amd apeon emagn pe evioemdepidikd Aepiporurtia-
pa péom TNF ka1 unmodoxéwv Fas aviiotoixa, €xouv
Kevipikd poro omv maboyéveia g TEN kar g Sep-
paukng vooou pooxevparog evaviiov eviotn
(GVHD). O1 avatépn Seppatkéc mabnoeic mou oxe-
tizovtai pe av€npévn andmiwon emoepISIKOV KUT-
tdpwv teivouv va efval ofeiec, evd) autég mou oxeti-
ZOvVidl J€ peIopévn anomwon teivouv va eival xpo-
vieq. Melopévn andmwon emdepp1SikKav KUTtdpov
odnyei ouvnBwg oe Seppankég BAdPeg n mabnoeig
TIoU Xapakmnpizoviair and vnepmiaocia n vnepkepd-
won g emdeppidag. H Yopiaon kar o kapkivog
ou &éppatog amoteAoUV ta 1Mo Xapakmnpioukd mna-
padeiypata.38 (Xxnpa 2).

YITEPKEPATQXYH
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Akt
EGF
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FLIP IAP
MetaAAd€eig p53
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Smac AIF
Galectin-7

P63 Bax

\ P38 MAPK ’
PKC &

EmBiwon kuttdpou

S1ab1kaoia

ya

Iooppornpévn armomtOuKn

Odvarog Kuttdpou
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TEN
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mpog Eevioti

Ixfpa 2 — Anelkévion oV mapayoviewv mou kabopizouv mv amomeukn diadikacia twv kepauvokuttdpav (Tporormoin-

pévo and: Raj et al. J Inv Dermatol 2006; 126:243- 257.
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