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The Autoimmune Lymphoproliferative Syndrome (ALPS) is generally caused
by defective Fas Imediated apoptosis and is characterized by lymphoproliferations
and autoimmune features. Although pronounced lymphadenopathy is one of the
cardinal symptoms, only a few descriptions of lymph node histopathology in
patients with ALPS have been reported. Moreover, the ditferential diagnosis be-
tween ALPS lymphadenopathy and other autoimmune lymphadenopathies or ma-
lignant lymphomas may be ditficult.

In the present study, the histological and immunophenotypic features of the-
Iymph node of a 5yr old boy with ALPS la are reported.

Key words: Autoimmune Lymphoproliferative Syndrome, ALPS la, Lymph
node, Histology, Fas mutation.

To Avtodvooo Aeugoureprdaotikdé Xuvopouo (ALPS) ogeilerar oe Siarapaxij
TOoU anontwtikov davdrou mov emiteAeitar péow tov ovotuarog Fas/FasL pe armorte-
Aeopa AepgpourneprAaoTikeg aAdowdoelg kar avroavooia.

Av kxat 1 Aeppadevonddera anoteAel ovxvrj ekérjidworn tov ALPS, ot 6npooiev-
HEVEG TTEPTYPAPES aUTIG €lval MEPLOPIOHEVEG KAt 1) S1dkp1o1) TG and dAAoug TUITouG
Aeppadevortaderag avrodvoorng aittoloyiag 1j xakondn Aeppdpara eivar eviote 6uo-
XePT)G.

Xmv napovoa epyacia meprypdgpoviar 1a 10TOAOYIKA KAl avooO@aivOTUTIKA
evpnjuara wv Aeppadevwv evog ayoprov 5 xpovwv pe ALPS Ia.

Tlavemmotuaxn Khivikj Noo. Iaidwv "Ayia Yopia', 2A- YrobArjdnke: 27.11.2000
voooloyik6 Turua Noo. Tlaidwv "Ay. Xogpia" Eyxpidnxe: 6.3.2001
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Aélerg-kAe1b1d: Avtodvooo Aeppoineprraotiko Xuvopopo, ALPS Ia, Aepgpade-

veg, 10ToAoyikI) €1kova, perdAdadn, Fas.

EIXATQI'H

To Avtodvooo Aepgpoimepniaoctikd XUvOpo-
po (ALPS) xapaxtnpiletat amod yevikeupévn
pn xaxondn Aepgpadevonddeia, omAnvopeya-
Ma, NeppoxuTtdpnor, vepyappaceaipvatpia
Katr gavépeva avtoavooiag, onwg avtodvoor
alpoAVTIKY) avalpia xat mapaywyr avtoavit-
oopdtwv?.

To ALPS ogeiletar oe dwatapaxn touv a-
MomIOTKOL davdatou Tov emteleital péow 1ov
ovotjpatog Fas/Fas L**.

Zopgova pe mpdogatn taltvounor, 1o ALPS
Swakpivetar oe tpeig tnovg la, 16 xar II. Ot
tonot Ia xat 16 xapaktnpifoviatr and petalia-
e 1ov yovidiwv mov kwdikomolovv toug Fas
kat FasL avtiotoixa, eve o tomnog II 8ev @épet
petal\d&leic ota mapandve yovidia. Elatiw-
pévn Aettovpykotnta tov Fas éxer meprypaget
oto ALPS Ja xat II pe ovvundpxovoeg petak-
N&&erg tou Fas pdvo otov tomo Ia’.

I&raitepo xapkmprouxkd g Sratapaxrig
evdektikd ¢ nadoyévelag otov twno la xv-
pilwg, elval i av¢non wv TcRab+, CD4-, Cd8-
NEHPOKLTIAPWY OT0 TEPIPEPIKO aipa xat ta
Nepikda opyava®.

Ta xapaxmpioukd tov ALPS eivar mapod-
pola pe 1o @arvoturo movukidv pe lpr 4 gld
petal\dégelg ota yovidia mov KwdKomolovv 10
Fas 1) 10 FasL avtictoixa pe amotéheopa Aep-
(QOUTEPTINACTIKEC AANOLWOELG, aUTOavooia, Kal
ovoonpevor Cd4- CD8 T Nepgoxuttdpwv*.

Av xat i A\epgadevonddera amotelel ouxvy
exO\wor touv ALPS, ot dnpootevpéveg mept-
YPAPEG Twv TAdoNOyoavaTOPIK®)V €KONADOEMV
o10U¢ \eppadéveg eivar meproptopévegts .

ITEPITPA®H THEX ITEPIIITQXHE

Ayopt, nhikiag 5 xpovayv, Tov evpioketo VMO
TapaxoAodno1 Aoyw emavelnpupéveoy Aotp®-
gewv, vmotpormilovoag TPAXNNIKNG ANepPade-
vortddelag xatr omAnvopeyaiiag yia Xpoviko
otdotpa mépav 1ov €1oug TIPOoHAIE yla €Koe-
ONpPAcpEvVn Yevikevpévn Aepgpadevorddera, mo-
PETO KAl KVIOWTKO eCavdnpa ota xatw axpa.

O epyaomplakog €leyxog €0€ige avaipia,
Aevkomevia, 8popbonevia, avinpévny TKE (110

mm/h). O Aordg éNeyxo¢ NMATIKNC KAt VEPPL-
K¢ Aertouvpyiag {rav QuoloNOYIKOG.

O 10Moyikog éleyxog amébn apvnukdg yia
poOAvvon ano HIV alka avédele avuoopara
évavit ov 100 Epstein Barr VCA-I (1/320),
anti-EBNA 1/20 EA-IgG > 1/20. O avocolo-
YIKOC €heyxog €de1ie avlnon v IgG opaipi-
vy, detikdtna ota ANA avuoopata (1/320)
kat denkr) dpeon Coombs aviidpaorn, eved o
Nownog €heyxog Oev avédeile alloonpeiwta
evpHpata.

IMepattépw peléteg pe pedddoug popPlakrg
6rohoylac (PCR) avédergav petdhaln tov
yovidiouv FAS. Baoel 1wv avetépw evpnpdiwv
tekpr]puoar]xc n owayvwon ALPS ouvépopou
trnov Ia obvpgwva pe t1a dnpootevpéva KPitr-
pa’.

AOY®w NG KMVIKAG UMOVOlAG AEp@odpatog
eCarpédnkav dvo evpeyéderg paoxakiaior hep-
@adéveg xat 1o tardi vobAdnKe o€ ooTEOPV-
e\ikry Boyia.

YAIKO KAI MEGOAOI

Topég 1wV Neppadévav, HOVIPOTIOPEVEG O€
10% ouvdétepn QopPONN Kal €YKAEIOPEVEG O€
napagivn expoodnoav pe arpato§ulivn-nwoi-
vn) xat Giemsa. Topég g ooteopvehikrig b6io-
yiag petd and poviporoinon o€ 10% ovdéte-
PN @opuoOAn kar agaldtwon oe StdAvpa
Schaeffer's expwodnoav pe A-H, Giemsa,
Gomori xat Perl's.

H avoootiotoxnuiky pédodog Streptavidin-
Biotin (LSAB) pe 1 xprjon tov Supersensitive
Multilink HRP kit ¢ Biogenex epappoodnxe
o€ topég mapagpivng'? ywa mv avixvevorn twv
Mapakdtw OEKTIOV OMKWg avaypdpoviar otov
nivaxa 1.

Ot 1opég enwdodnkav o€ PovPVo HIKPOKL-
patwv (MW) eviog Staktpatog 0,01 M xitpikov
o¢éoc/xipikov Na pH6 yia mv avddeln twv
avIyovik@v emidnwv (480 Watt, 3 x 5 min).

H pédodog tou RNA in situ vbpidiopov
€pappoodnke o€ topég mapagivng yia v
avédeln wv EBER 1-2 mRNAs tou 100 Epstein
Barr pe 1 xpnon FITC-ohtyovouxk\eotidiwv
(DAKO YO17) énwg éxel meprypagei’.
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INivakag 1. Avuiioopata xpnotpornotndévia

OTNV avOOOICTOXNUIKY HENETN.

ITpo€levon Apaiwon WM

mo Ab anti CD3 DAKO 1/200 +
mo Ab anti CD5 Novocastra 1/20 +
mo Ab anti CD8 DAKO 1/20 +
mo Ab anti CD45RO DAKO 1/200 -
mo Ab anti CD43 Novocastra 1/20 -
mo Ab anti CD45R0O/OPD-4 DAKO 1/100 +
mo Ab anti CD20/L26 Novocastra 1/200 +
mo Ab anti CD45RA DAKO 1/20 -
mo Ab anti CD56 Monosan 1/10 +
mo Ab anti CD57/Leu-7 YLEM 1/50 +
mo Ab anti CD68/KP-1 Novocastra 1/200 -
mo Ab anti CD30 Novocastra 1/10 +
mo Ab anti CD15 Novocastra 1/10 +
mo Ab anti bcl2 Novocastra 1/50 +
rb anti Ki-67 DAKO 1/200 +
moAb anti x, X\ ehagpiv

aAloewv avooooEalPIVOV Clonab 1/10 -
mo Ab anti TIA-1 Coulter 1/10 +
mo Ab anti Granzyme B Monosan 1/20 +

ATIOTEAEEMATA

H 1otoloyixy e€étaon v )\ep(paéévcov avé-
dele Enmr]pr]oq MG UPXITEKTOVIKNG ANNG
Kavy encxtaor] m¢ Mapa@Aoldoug rteptoxr]g
pe mapovoia Aepgoxutidpwy o€ mokila otd-
6ta avoooblaotikric Sragoporoinong.

O ToAOPOPPOC NePPOKUTIAPIKOG TANIOVOPOG
ot Oevpvopévn mapaplowwdn {Hvn arnote-
\etto amd avooobrdoteg, mMAacpatoxkvTIapa Kat
optpa Aepgoxvttapa. Ta Aepgoxvtiapa otnv
napaghowwdn meploxr) Arav pecaiov 1 peyad-
Nou peyédoug pe eppavég dravyég 1§ Nwolvo-
@\o KUTIapOMAaoua Katr avinpévn moA\amha-
Ola0TiK) dpaoctnPémta avikatonipt{opevn
anmd T TMONNAMAEG HUIOOELG KAl TNV LYNAL
éxppaor) touv Ki 67. O apidpdg 1wv 10TI0KUT-
TAPWV HE PAYOKLTIAPKOT] ATIOTIIWTIK®OV OWHA-
tov omv napaglowwdn {Ovn Arav Tmeptlopt-
Opévoc. Xt Notm) Aeppadeviky) €Ktaot) ot Aep-
padevikég Oopég ep(pd\/lZov pétpla A\epgoQi-
61(11<r] unepn)\aow xo)ptg avayvepion rtpooéeu—
TIKOG HETATPEMOPEVWYV 1] UTTOCTPEPOPEVOV NEjI-
@o(1diwv. Avooo@aivotumikd, 1 TAcloyngia
WV AEPPOKULTIAPWV OTNV TApaPAot)d1) TepLo-
xf} frav CD3+ T Aepgoxitiapa ta omoia eé-
ppalav xupiwg CD4 xat ev péper CD8 (ava-
Moyla CD4/CD8:2/1) pe ouvoNiky) Opwg Tte-
proptopévn deuxomra ota dvo avuydva. H
metoyngia wwv CD4+ T Nepgpoxuttdpwv evio-
m{étav €vidg BAACTIKOV KEVIPWV KAl OTnV

napaphowwdn) meptoxy). Ta T-Aepgoxkvtrapa oty
napaglowdn meproxy nrav CD45RO/UCHL-
1- xat CD45RA+ otoixeia mouv ouvnyopolv
Yyld TO XAPAKTIPLOPO TOUG WG AVEVEPYA.
Emun\éov, n mietoyneia v mapagloiw-
6wv T Nepgoxvttdpwv Hrav CD57+ xar TIA-
1+ o€ pkpod 6e mocootd eCéppalav Granzyme
B. Ta popwa TIA-1 xat granzyme B elvatr xok-
K100€1g Mpwiedoeg oepivng oxet{opeveg pe T
KUTIapotoIka Aepgokvtiapa. Avtideta 1o a-
vityovo CD56/NCAM mov xapaxtnpiler xoUt-
1apa QUOIKOUG (oveic Hrav apvnuikd oTov
MANOUOPO TV TAPAPAOIWONV NEPPOKLTIAPWV.
O RNA in situ vBpidiopog avéderle €x-
¢paon v EBER 1-2 mRNAs tou 100 Epstein
Barr o€ pepovopéva pikpd Aepgoxkvtiapa.
Eivat evdiagépov 6t Aepgpadévag, o omoiog,
eixe e€aipedel mpo €roug, eppdvie pdvo Kavr
AepgoQidiaxy) vmepmhaoia.
H ooteopvehiky) broyia Oev eppdvile ma-
doyvopovikd evprjpata e€xtog and Hma diata-

paxyy wpipavong mg epudpdc oepdc.

YYZHTHXH

Ot FAS xat FAS L (Fas ligand) eivat owa-
pepbpavikég mpwteiveg, ot omoieg evidoooviat
omyv owoyévela t1ov TNF-NGF-unodoxéa xat
TNF/NGF avtiotoxxa™?®. H FAS exgpaletat
PE TN pop@n TPHEPOVC O€ evepyoroinpéva B

kat T Nepgoxvttapa, Sevépitikd kvTIapa xai
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Ewéva 1. Enéxtaon g napagloiddoug {dvng tou
Nepgadéva. Epgpavyy ocvtepoyevy) Aepgolidia (Atp.-
Howo.).

Ewoéva 2. Aepgoxvttapikdg mAnduopdg amnoteov-
pevog amd avooobrdoteg, wptpa Aepgoxkvtiapa Kat
mAaopatoxvtiapa yopw and Aeppolidio (Aip.-Hwo.).

Ewdva 3. Avixvevor tou Ki-67 o€ uyn\d mooooto6
OV TUPHVKOV TOU AEPPOKUTIAPIKOU MANduopov g
napaglodoug (wvrg (Streptavidin-Biotin).

Ewéva 4. Avixvevor) 1ouv CD-57/Leu 7 oto Aepgo-
KUTTaPKS TAnduopd g mapagloidwdouvg {dvng
mép1g Aepgolidiov (Streptavidin-Biotin).

Euéva 5. Avixvevon tov TIA-1 oto Aepgokuttapt-
k6 mAnduond g mapagrowwdoug {dvng (Strepta-
vidin-Biotin).

paxpo@daya, xat o€ motkiloug 10100¢ Onwe 1a
dupikd emdnhiaxd xvttapa, o mvevpovag, 1
kapdld, 1o frap xair n wodrkn. Avrideta, 1)
éxgppaon 1ouv FAS L mepropiletar oe evepyo-
noumpéva T Nepgoxvttapa, xat o€ Aep@ikoivg
10100G ONw¢ 0 omAnV kat o Jvpog, xadng kat
0€ TIEPLOPIOPEVO 10TIKO PAopa Onwg o oQda-
ROg, o 6pxig xat o Jupeoetdr)g adévag!>'e.

H aMn)enidpaon twv FAS-FASL odnyet
o€ amomiwnko ddvato Pécw TOU KUTIAPOTIAA-
opatkoy emtdnov davdrov touv FAS evepyo-
TOLOVTAC €va TOAUTAOKO GUOTIHA TIPWTEATOV
KUOTETVNC TV KAoTacov'.

To ovompa FAS/FASL oupbdiier a) oy
eCdheryn avroavtidpiviwy T Aepgoxutidpwv
mou Stépuyav v apvnuky) €moyr) oto dvpo
adéva, otov omoio 11 ouppetoxy] touv FAS/FAS
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L apgobnreita’®, 6) omv opowomor] wv B
NEPPOKLTIAP®WV KAl OTOV tepp(mopo avooo-
NOYIKOV avTidpdoewy petd v eCdleryn tou
€KAVTIKOU  avItyovou'#2,

IMewpapatikég peléteg o€ movrikia pe lpr 1
gld petal\ageic amodeikvioouv ot dratapaxég
ong alnhemmdpdoerg FAS/FAS L mapabhan-
TOUV TV ATIOTIWOT] PUOLONOYIKGV KAl AuTod-
VIOPOVIOV AEPHPOKLTIAPWYV JE ATOTENECHA
\epgoumnepmniaoiec xat avtoavooia®t. In vitro
perétec B xat T Nepgoxvttapwv aodevov pe
ALPS xat ouyyevov toug miotornotovv ) da-
1apaxi oV anoniwon Aoyn petal\dewg tou
ovotjpatog FAS/FAS L, a\\d o axpibric po-
No¢ 1ou FAS ot Aepgpoxuttapiky] opoidotaon)
avtov TV atopev 8ev éxet dtevkpiviodel ye-
Yovog Tou amnodeikvietal and 1 €vpl eacupa
TWV KALVIK®OV KAl AVOOONOYIK®)V €KONADOEWV?!.

Méxpt ornjpepa éxovv Onpootevdei, and a-
ve€dpInTeg €PEVVITIKEC OPAdeg, Ta KAWVIKG,
avoooAoyikd kat madoloyoavatopikd evprpata
25 1ouvNaxiotov acdevwv pe ALPSH91022,

Zmv mapodoa HENET) XAPAKTNPIOTIKO TOU
Aepgpadéva tov aocdevolg ATav 1 €MEKTaot) g
napaglowwdovg meproxfig and T Aepgpoxvtia-
P1KO MANduopd pe 161alovia avoooPatvoTur-
kG xapaxtnprotikd CD3+, CD57+ pe avalo-
yla CD4/CD8:2/1, ehattwpévny o€ ox€éorn He
mv avaloyia toug (3/1-4/1) oe @uololoyt-
koU¢ Aepgadévec!’. Ta evprpard pag eivat
avaloya pe ta TmePrypapdpeva oTig mponyov-
HEVEG PENETEG OTIG OTIOLEG 1) €MEKTAOT] TG TIA-
PAPAOIOO0UG TEPLOXIG M€ TAPOHOIA AVOOO-
garvoturukd evprjpata tov T Aepgoxvtrapt-
KoV mAnduopov frav 1o kvplo evpnua’.

Eivat aCloonpeinto 6t n nmietoypngia v T
Aeppoxuttdpwv OtV TAPAPAotddrn TEPLOXT)
oV TEPIMIwoT] pag aA\d Kat oTig PO yoUpeE-
veg oepéc’’?, Arav detikr| yia 1o CD57/Leu?,
10 omoio xapaxtnpilel xVTIAPA PUOKOVG PO-
velg xwpic Opwg TMApAANnAn €kgpaot AoV
aviyovoV XAapaxkT)PIoTKGOV autrg G opddag
kuttdpwy, onwg 1o CD56/NCAM. H avixvev-
on xuping TIA-1 xat ev pépet Granzyme B,
TIPWIEACWV OEPTIVIG XAPAKINPIOTIKOV TWV KUT-
1apoToIK®V KUTIdpwv, otov 1610 T Aepgoxut-
1apikd mMAnduopd eivar otoixeio evéelkTKO OTL
n éxppaorn touv CD57 vnodnlwver mAnduopd
T Nepgoxuttdpwv o€ otddto OMALG apvnTKO-
mrag (CD4-, CD8-), av xat dev xpnotiponoiy-
dnke 1 texviky] SIMAAG AvOoOXPWOTNG OtV TiE-
pimtwon pag. ‘Opwg, n dnoyn evioxvetatr and
1A €VPHHATA TIPONYOVPEVWYV PENETWV Ta omoia

anodeikvoouv éxgpaon HLA DR otwa CD4-
CDS8- xat vnootpiouv 61 1a CD4 - CD§- T
)\cpq)om')tmpa elvatr xpoviwg evepyormotovpeva
npoepxopeva and CD8+ T Aepgoxvttapal.
Emmn\éov, o avoooiotoxnukog c)\eyxog otV
nepinmiwor) pag €6e1le ehattwpévn €x@paot
CD45RO/UCHL-1, aA\& alloonpeint) avi-
xvevon CD45RA ota T Aepgoxittapa g
napaplotwdoug {wvng, evpnpa cvpbatd pe
onpootevdeioa avgnon CD45RA+ évavtt CD45
RO + T Aepgoxvttapwv CD4- CD8- oe lpr/lpr
novtikia®,

Eivat eviiagépov 61 10T0NOYIKA XQPAKTI-
plotikd 1ouv ovvépopov ALPS omwg 1 Aepgo-
(16axr) vmepmhaoia, 1) cmir]pévr] ayy€106pi—
dela g r[(lpclq))\oméoug TEPLOXNG KAl 1KAVI)
r[)\aopmoxuuopwor], €xouv Teprypaget ka oe
d\\a avtodvooa vooiHata Onwe I PEVPIATOEL-
oric apdpitda’.

Emmn\éov, mowkileg voooloyikég oviotnteg
onwg 10 ovvOpopo Felty, o cvotnuatkdg epv-
Onpatwdng Aoxkog (ZEA), i pevpatoedng ap-
dpitg xadwg xat o cLVOLAOPOg AVTWY, OXETi-
(ovial pe dwatapaxég omy andmiworn wv T
Aepgoxuttdpwy pe meprypageioeg petaladeig
tov Fas o€ aodeveig pe ZEA?.

[Telpapaukég peléteg xatr evprjpata oe
aodeveig pe ALPS amodeikviouv o1t petalla-
€eig ou Fas obnyolv o€ Aepgoumepmhaoiec,
evad 1 exdfAwon g avtoavooiag, kadopiletat
and 10 YeVeTKO LNOCTPWpa®, yeyovog Tou
embebardverar and v vmapén peral\dlewv
Fas oe ovyyeveic aodevidv pe ALPS xwpig
OHWC XAPAKTNPLOTIKEC €xdNADoelc?. Xy Te-
pimtwon pag petarélerg tov Fas aveupédno-
av oto pkpd acdevyy xar povo OTovV TATEPQ,
evpnpa mov ouvvnyopei yia petddoon katd tov
€mKPATOUVIA AUTOOWHATIKO XAPAKTHPA.

ZOpQova pe TG €mkpatovoeg andyelg yia
¢ yeveukég petabolég oe aodeveig pe ALPS,
10 oUVOpopo ogeiletar oe Swatapaxr) g a-
nomtwtikig 0dov Fas/Fas L Noyw etepoluyng
yevetikig avwpaliag tov yovidiov Fas oe ouv-
dvaopd pe emmpdodeto yeverkod cvpbdv oto
Fas L 1§ oe d\\a popua oxeuldpeva pe tov
emitorno amomiwtikov davdtov tov Fas (FADD,
FLICE)~.

Emmn\éov, ta evéexépevq a) K)\r]pOVOleé-
mrag pem)\)\qﬁcmv oto popro Fas xatd tov
AUTOCWPATIKO €mikpatovvia xapaxktjpa 1 6)
opdCuyng vmohemopevng petdiladng touv Fas
dewpovviar mdavd? . To ovvdpopo ALPS elvan
duvvatdv va mapatnendei oe aodeveig xwpig
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petal\d€eig Fas 1) Fas L pe neprypageioeg pe-
taA\aelg kaomaong-10%.

H Bapumnta 1ou xA\tvikoO ouvOpopou Omwg
kadopiletat amod 1 XAPAKINPEIOTIKY KAIVIKY)
exova xat mv nhikia eppdviong efaptdrat
and tov tno ¢ perdAalne. Elattwpéva
enineda 1ov Fas tpipepoig oxetifoviat pe Hmua
€KONAWOT] TOU OLUVOPOPOL, €ve TANPNG €NNeL-
yn 0V popiov pe Waitepn baplyra KAwvi-
KOV €kONAOOoEnV.

ZOpgwva pe mponyoVpeveg peNEteg, ol a-
odeveic pe ovvépopo ALPS xapaxtnpiloviat
and avfnon wv emmnédwv IL-10 otov opd®.
Ot avfavopeveg Th2 xuttapoxiveg mpopavog
ouvpbaAlovv o1V MONVKAWVIKI] €veEPYOTIOiNoT)
B )\epq)oxuqumv KAl Oty UMEPYappaceapt-
vm}na OTWG 1) TAPATNPOVHEVT] OTNV TEPimTIw-
o1 pac.

E¢' 6oov 1 anomtwtky 0d6¢ tov Fas nailet
onpavtikd polo oty eCaleyn @uololoyikd
€TEKTEIVOPEVOV KADVOV WG aviamokplon o€
aviyoviko €pediopd, 1 dwartapaypévn "amo-
ovpo1" AepPOKULTIAP®WY AOY® TNGC AELTOVPYIKHG
avendpketag tov Fas mdavétata evvoel 1
Odnuovpyia xat €mpovy) HOVOKAWVIK®V TIAN-
duopov onwg oty nepimiworn ALPS torov 116
v Strobel et al'.

Av xat 1 Stagopiky (510YV(00‘1‘] WV \epga-
OeVIKGV 10TONOYIKOV evpnudtnv mepthapbavet
pn Hodgkin Aepgpopata® (Aeppodpata oprax-
¢ {wvng, T-meprpepikd) kat éxovv meprypagei
o€ ovyyeveig acdevav pe ALPS mepumidoelg
Neppopdtov énwg pn Hodgkin B Aepgopatog
mhovoiov oe T Nepgoxvtiapa xat o{wdoug
Nep@oemkpatoVVIOg TOMOL AEPPOPATOG
Hodgkin, mepattépw épevva eivar anapait)
ya va Stevkpiviodel n Tuxdv CLPHETOXY THG
avenapketag mg Fas amomtwuxrg odol otnv
avamtudn Aepeopdtov'’.

H avédeiln moilov mapodikdv KAOVIKGOV
€MeKTdoewv otV Tepinmmworn ALPS tonov 116
v Strobel et al'! evioxvet v dmoyn om
eval\axtikég odotl andmiworg mbavdtata oup-
6aX\ovv oT0V TEPPATIONS TV "avOpalwv Ta-
PATELVOHEVOV AVOOONOYIK®V AVIATIOKPIoEDV'.

Tupmepaopankd, 1 avendpkela Tov ovoTH-
patog anomiwtikov davdarov Fas/Fas L da mpé-
et va tiderat oty Sayveotiky) diepedivnon
nadldv pe ave§iyntec Aepgoumepniacieg kat
avtodvooeg Oratapaxéc. Ta totoloyikd xai
avooOQAIVOTUTIIKA €VPHHATA, KUPIDG TwV Nep-
@adévwv, o€ ouvOLAoPO pE Ta AvVIioTOIXA TOU
TEPLPePIKOV aipatog elval 1O1aépws Xapax-

mMPOTKA KAt ovpbaN\ovv ot 61dyveorn Tou
ouvopopov ALPS.
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