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IATPIKH.— "Avebpecig onpelokils petorraemng 610 mporo-oykoyovidio K-ras
o¢ kaxoflfeig dyxovg petapocsysvopévav aclevév, dmd Ip. A. Zxaixéa, A.
Znavridov, A. Kworaxy, X. Mralagoira- Toedévy, E. Xwoéun, A. Xald-
oov, A. *Hhomobrov*, dua 10l Axadnpainod x. Tp. A, Exatréa.

‘H ouyvbrnra éupavicems GpLopévmy popedy veomhaopdtwy ot dobevelc of
émotol Egovy HmofBanbel 6t petapbdoyevon veppol dmd cuyyevelc 3 mrwpaTinodg S6-
Teg elval TOAMATTAdGLY &TTo 6,7t 6TOV Yevixd wAnOucp.d.

"Avagépovpe yopaxtnpiotind 671 70 cdprwpa Kaposi elvar wepimov tpraxbaree
poptc ouyveTEpO, ol xapxivor Tol Séppatos elxoct popic cuyvétepor xal T Non-
Hodgin Asppdpoarta copdvta @ops cuyvétepar ot clyxpion pe Tov xowd mAnbuoud.
(TMEvaxac 1).
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H aitiohoyia 7ig peydhng ovyvétnrag T@v xaxonlony adtdv veomAaoudtmy
¢ml petaposysupévey dolevéy 0y Eyet Sieuxpiviclet, Ocwpobvrar dpmg Gg mhavol
YEVEGLOVQPYOL TAOXYOVTES ¥ ovpotulor, 7 oLu.oTIOL TGV AVOGOXATAGTUATIX®DY
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PUOULIRWY, T) AVOGOAVETAOKELN TTOD GPOPE xVPLKS TO xVTTAELXO o%éNog ToD &voGolo-
yixob oveTwaTog, dYRoY6voL ol xal 6 ypdviog avtiyovinds Epeliopds wod mpoxael-

T &md 0 péoyevpa. (Iivaxas 2).
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I Ty Srevxptvnon ol ayvdoTov adtob pnyaviopod xaproyevisens ELovus
npoypappatice modubepatind Epyacta Paciopévy ot poplaxd) Brokoyia, Tiv dvoso-
royta, Thv lodoyia, Thy mabohoyind) dvatopia ¥Am.

Hedty pdon g Epyastas pag dnijple 7 perérn t@v dyxoyovidioy o mopa-
oxevaopata xaxondoy Syrwy pepmdy éx TV petaposyeupévay aobevdy pag, diéT

£1) \ 3 ! o N 4 £ ’ 7 e & e \ b4 ]
elyape ™ dvtdmwoy i mBovdy v ddpyouy peradhdbers of omoleg 8ev Eyouy dvo-
xowobel atiy Siebvi] BuBhoypaplio.

Mpdg Tov oxomd adtd EAnebnocay Topds dnd povipomoruévoug 68 oppoly xal
EyrhoPropévoug ot mapagptvy iotobs dmd Syxoug dabeviv, ol bmotor mapovalacay %a-
A 4 \ 3 \ Y 4 ~ b A. \ b4 k] \ )
noffcig veomhaoieg pete dmd petauboysuon veppol. AT Tovg Syxrovs adrods dme-
wové0n 16 DNA yué w3 pedéty onueiandy petodddlewy 676 xodmbdvio 12 10 mpw-
to-oyxovdiov K-Ras, of omoieg, émwg Eyet dmodeuyfel, 76 vepyomoroly Sivovras Tou
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Ty uvaTbTnTa va Emipépet xoprvind) Eadhay) TBY QUOLOAGYIXEY XUTTIRWY.

‘H peéry Eyve pud iy teyvinn The dhwodetiic dvridpdoecng ué molvpepdoy
(PCR), mwob pdig &mrpémer vo peyevOivoupe v ouyxexpipévy meproyy tol DNA

»ard: 500.000 popic pt drotéhespa Ty dviyveven Tuyxov petarhdEewy. (Tlivaxas 3).
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‘Arcdwtr avridpxcy pe Iolvypepdon

K—ras sequence with wild codon 12
5..TAAACTTGTGGTTGGAGCTGGTGGC......GACGAATATGATCCAACAATAGA. .3’
5'TAAACTTGTGGTAGTTGGAGCC 3’ primers 3'CTTATACTAGGTTGTTATCT 5
K12Nm PCR KB12
5'TAAACTTGTGGTAGTTGGACCGGTGGC........ GACGAATATGATCCAACAATAGA 3’
Msp I site (99 dp)
Msp I digestion
TAAACTTGTGGTAGTTGGCCG and GTGGC......GACGAATATGATCCAACAATAGA
(21 pb) (78 ph)

‘H Smaply petadhdbewyv 610 xwdibvio 12 perte iy wpoolfiun 616 peyevhv-
pévo DNA évdg mepropraminad &vlipon ( MSP?) Snuiovpyst Sbo Eeywprota Tufpara
DNA mob Sdvavrar ebxoha va gviyveuloly pé flextpogbpnon ot mwnwty dyapdlns.
(IMivaxag 4). Ta dmoreMéopatd pac suvodtlovrar Gg dxorotbweg: *Eni 8 mepimrer-
cewv xaxonwy veomhactdy touplbuwy dolevdy wob peretnlnxay pé whv meprypaypsi-

oo pé0odo, ot 4 dvevpély petddhaly 61 xwdikbvio 12 16T mpwro-oyxoyovidion K-



ZYNEAPIA THX 24 OKTQBPIOY 1991 331

IIINAKAX 4

*Amotedéopato dviyvedoews the onustaxiic petadhdlens 610 Kwdixbvio 12 tob K-RAS dyxoyovi-

dlov ot 8 Actyparo DNA mod Efolnoay dnd dyxovg petapocyeupévmy ut veppd dcsbevév.

*Apipds  Dio ‘Hyep/vio ’Bugdvien,  Tdrog veomhaotog Merod\dietg
acevolc peToposy.  veomhachag 670 K-ras
1 A 1989 1990 Zdoropa Kaposi T

2 A 1986 1989 Ydorwur Kaposi -
3 A 1989 1990 Zaprwpr Kaposi —

1 A 1988 1990 Kaonivog xorn36yov whoov

xol Torynpéatog +
5 r 1988 1988 Kaxpxivog toayfhov unroug —
6 I 1986 1988 AundnTindg xaprivog prstod -
7 A 1983 1990 Kaoxivog cropdyov =
8 A 1990 1990 Kxp:2tvog mpostdton o

ras. Tvynexpipéva ot 2 cdpxwux Kaposi, 1 xapxivo 1ol mayxpéatog xal 1 xapxivo
Tob waotol, &x TGV émolwv ol Tpels EAafav WTwpaTInd pboyevpa xal 6 TéTapTog
wboyevpe dmd {dvra 36ty

‘H petddabn o710 xwdixbvio 12 1ol mpwro-oyxoyovidiov K-Ras dev &z dva-
pepbet ot cdpxwpa Kaposi #) xapxivo 1ol pastol olite ot petapoosycuuévoug dobe-
velc G ofite xal ot avtioTolyoug xaxonleig dyxovs 6Tov yevind minluoyps.

Toviloupe idtépwg &7L ml xaproORITOY RacTod 68 wl weTapocysuuévous
dobevelg &yovv dvevpelel petadddbels, mOAd omdvie, dAAL évo 6Td dyxoyovidio
H-Ras. *Avtiférog M) perdhhaky 7 omola dvevpéhy énl 1ol dobevolc Tod mdoyovrog
dmd napuivo Tob moyxpéatos, Eyer mapatnendel o Eyxovg Tol dpydvov tolrov,
GG éml pm petapocyevpévey dobevdv.

Nop.tlovpe &tu to edpApata adra clvar Ta mpdta Siebvédg wobd mapatnehfnray
ot petapocyeupévoug aodeveis pé cdpxwua Kaposi, xapxivo 108 pastod, diha xal
rapxivo ol mwayxpéaroc.

‘H mapatiipnon adth clvar mpwrtérumy xal évdéyetar vo supBadet 6Th peréty
TOY unyavioudy xapxwoyevésews, Gyl mévo, ot petapocysupévovs dodeveis s

%ol yevindrepo T@Y xaxoNfov dyxwy 6To yevixd TAnluous.

BIBAIOTPA®IA

1. Spandidos DA. (Ed.) Ras oncogenes. Plenum Publishing Corporation, New York,
USA, pp. 1-323, 1989.



332 ITPAKTIKA THEX AKAAHMIAY AOHNQN

2. Haliassos A. Chomel JC. TessonL., Baudis M.,, Kruh J,, Kaplan
J.C. and Kitzis A, Artificial modifications of enzymatically amplified DNA for
the detection of point mutations. Nucleic Acids Research 17: 3606, 1989.

SUMMARY

K-ras oncogene activations by point mutations at codon 12 in tumors Kidney

transplanted patients.

K-ras oncogene activations by point mutations are frequent in many forms of
human cancers but there is a special category of cancers occurring in immuno-
suppressed patients after kidney transplantation in which the frequency of
K-ras oncogene activation has not been fully studied. We used a new sensitive
and easy method for the detection of this mutation, and in 8 DNA samples
studied from various neoplasias of 8 patients after kidney transplantation, we
found 4 mutations. Our preliminary results indicate that the activation of
K-ras oncogene at codon 12, is a comming event among the kidney transplanted
patients who present neoplasia, even in the least aggressive forms of the disease,

contrary to the sporadic cases.



