
1784 Meeting Abstracts 

wasnotproducd. lhus,thesealmpmdsmay 
possibly be toxic carcinogens. To test this 
hypothwis estradiol ark3catecholestradiols 
were administeredto Sprague-B3wley rats. 
Ani.ncnwe in prost3temasswasobserved. 
In human hyperplasiaof the prostate we 
fcmd that the catecholestrogen 
concentration was three times highex in 
ln3lignanttmalrsthaninbenigng3zmths. 

H.Wsaan am3 L.C.Rcikmtm 

DePadment of pathology, ICSolinska 
Institute, m Hospital, m, 
Sweden 

we have investigam the ix&to1 
phosFhatetu=== system in-J.ivernoalles 
franrats. mesena3ul~, consMeredtobe 
preneoplastic lesicns, have 
histological and biochemical alteratiz 
e.g. a larger grcwth fraction and an altered 
respaxe to growth factors. 

The totalalmuntsofphoa3phoiruwitides 
andimsitol phosphates were masured in 
normal and ncdular liver, aswellastbe 
tzurmvw rate of the differentoEqum3s 
after stimlaticnwithmsopressin. 

cmsistent with earlierfindings,the 
basal levelof @nqzhatidyl imsitol was 
roughly doubled in the mdules, thaqh 
neitherthe poly&o@-loinositides nor the 
imsitol pbosphatas slm& any marked 
differences. 

me ncdular cells resm to 
vasopressin withaquickerthannomal 
elevation of the inositol trisphosphate 
amant, buttothesamelevelasthenonml 
liver. The mrmal cells shxed a six-fold 
increase of inositol tetrakisphos3plate, 
whichwehavenotbeenabletoshcwin 
Ixdular cells. 

K.N+zssan 

lhbratory of Tm3rBiology,Deprtmntof 
~ogy,Univwzsityof Ugpala, Qpsala, 

In recent years cell lines 
mqresentative of most types of humsn 
leulcaemiaandl~havebsenestablished 
&vitro. Suchlineshavebeenfcnndto 
be instnm?antal in studies aimsd at 
--ins (1) &etkJz the 
diffexentiatial block, typical of 
leukamia/ly@ana in viva, isreversible - 

&l~ardifso,whethertheiIduced 
differentiatim will be terminal, i.e. 
associatedwith a Gl/GO cellcycleblcck, 
and (2) the deranged genetic ccmtrol of 
paoliferaticm/differentiation in 
leukaemia/l~ These studies clearly 
shwthatat least for non-l-id cell 
lines (HL-60, U-937, K-562, MEL, Ku 812, M 
l-2, THP-1) ll.rdwaon of tenindl 
differentiation is indeed uossible bv e.cf. 
@mrbol ester, vitamin D3, retimic-acti, 
interfercqand thatsev~al~ 
arereglllatadduringthisprocess. 

IWJCERSOF.D~TIW INVI'IRO _- 
ANDINVIWSIUDIES 

Fklgoff Msdical ReSS?xb mstitute,Ciackler 
school of Medicine, Tel-Aviv University, 
Beilinsm MdicalCentw, Fetah-Tikva and 
Bar-Ilan University, Israel 

Theeffects ofthreechmicalinducers 
of celldiffwentiation, sodium btyrate, 
dimethylthiourea(cMN) axr3tetrsmstiylurea 
(nw), wzre stl_r%!d on mouse ax-d hm3l-l 
xldaxma cell lines ark3 B16 mea 
tnnnaus. sodium Mzyrate,dimthylthicurea 
mnxJ)akl tetramethylurea(TMJ)werefound 
to inhibit melanana cell growth, 
clcplosenicity in soft agar an3 
tLmkxrigenicityingweneic mice. scdium 
butyrate, LZMIU or TMU also im3uced 
morphological and biochemical changes in 
nmlamma celllines. l%esechangesinclude 
~;~~~~g~~l~~m$ 
enhancementof NADPHcyto&mm cr&uctase 
and ~+kamyl w acttvities. 
~m~~alterations are m part 

differentiated 
PhenoDlpe. 8ysteLc~Zministration of 
s43ailmlbuQmite, lxIworm.Jtomice 
inoculaw with B16 melanana cells resulted 
indelayedtmmur appearance anaprolonged 
survivalofthemice. Yhese studies fonna 
basis for further evaluation of the 
potential therapeutic use of chmical 
Mlucers of differentiation in solid 
tumurs. 

This study is supportd by an 
IcRJ?-grant. 

DepdImt of Microbiolo9yaIld~o9y, 



Meeting Abstracts 1785 

F%lculty of Health sciencee, Ben ourian 
uniersityoftheNegeV,Beer~,Israel 

!l%emleof n&ml killer (NK)cells 
inreimdrw~l~issw 
St&id. NemateBAIa/clnice infected the 

nurirx! leukamia 
!zz?&eukaenia. 

virus (EhcV) 
IrheMaLVhlfeCtdlUiCe 

shwedaprogressive loss ofedogexmor 
augmented MC activity,correlatedwiththe 
develapnentofthe leukaemicstate. Mixilq 
of spleencellsfran tJ.lImx bearing mice 
withNK augnented splemcytes,resultedin 
,slxmmmicm of NKactivitY. In addition. 
&of T cell UnesisolatedfmuMnL~ 
inducedtunumwi.thaugnm~spl~ 
alsoresultedinthedwnregulationofNK 
cellactivity. 1tispostulated thatafter 
I4iLv infection, the pm9ression ofvhus 
transform& T cellstoa fully devdopd 
tumur aepeds oil the ability of these cells 
todcwnregulete NK cellactivityandthus 
evaaeilmnmedllance. 

Ibiaeth colaen( Deg E.Eellaua(l) and 
m Ryme(2) 

(1Eaboratory of Biotedmology and 
(2)lkparbmt of Biochemistry, UniVerity of 
Bersen,~Y 

we have studied the regulation of 
mmalianIXArepairenzymesasafuncticm 
of thecellcycle. ~pcpilaticns 
of L-929 cells in early Gl were ddined 
using centrifugalelutriation. synchtoKus 
pc$ulatiais of early Gl cells were 
reestdlistdin culture and ham&ed.at 
different intervals duringthecellcycle. 
hzyme~==pm==dbyaNgh~t 
wash of purified nuclei. me?xsults 
indicate that mA repair enzymes 
=doxy~le=% 3-m- 
m=eYl=% uracil-DML-glymsylase and 
Ap-edxmlease all have an increased 
activity in late Gl priorto 
mm t?= 

cnset of 
synthesis. The -Meguanine 

transferase activity, hrmeVer,waspresent 
at the sams levelinallstagesofthecdl 
cycle studied. We conclude fran these 
experiInentsthatthemajority of lumlialian 
m repair enzymes are cell cycle 
depedent1y expressed. 

m&eoren,mn Middmitz,orit 
Pillhd-KhlhiatdIWXlyEUyah 

Israel 

p53 is a cellular protein fadin 
e.levahd levels in 

cells. Toimestigatethepossibleroleof 
p53 in iXetWfWlIatiCXl, Cl& 
p53-specific mm ad usd it: ccmtrwt 
p53exp?xmicnp&Emid%me~al 
of such plasmids into mn&?zansfd cells, 
eitheralaEor to+ther with Ha-wled 
toneoplastic (xxl+rsi~,thusin@lic?ating 
p53=mwcproteinrYnaawrim 
w-likeactiviw?s. This notim wasalso 
confi?mEdbyexperiJnmltsMicatingthatp53 
cansemeasacqxtmce factor inthe 
amtrol ofncamal. cellular proliferation. 
Finall~,p53 was sluwn to fom a tight 
ccf@ex with a major heat-shockpmtein, 
raisingtipossibilitythatstresspmteins 
may also play a role in pmliferatian- 
relateJpJxx%sses. 

ax?RElAm PEIWEEN HLA-A,B,C EXPRESSICN CN 
Hcr4ANwCEKlLINESAND 
mmINVI!mo _- 

S.S.Ottesen, B.C%isMmm ad J.Kieler 

The FibigexInstitute,OopenhaFFen,Demmrk 

V?ll&Us chamheristics of hmEm 
urathelial cell lines permit a 
classificatimof these celllimsaccodirq 
togrde of transfcnmauan(~)invitro. 
Of special interest here is that the 
sligfitly transfd WrI) 
Ef?-tUIUU3ZidC IErII) cell lines zz 
&press thGappmp&teti-~,~ephpes in 
antrastto the tLmourigenic(~III)cell 
lines. usirq the ilxmumfetest 
ardaaqhwntdepedmtqtotoxicitytest 
wehaveimestigated3 lGrI1 and 7lErIII 
cell lines foe their expressicn of the 
MnaMzphic part of HLA-A,B,C antigens. We 
pruvideevidence that the~tloesof 
HLK-A,B epitopes ohemed in lErII1 cells is 
duetoasignificantly (4 to6fold)lamz 
axxentraticil of I-LA-A,B,C antigens ~1 
TGrIII cells as ccmparedtothatallGr11 
cells. FllwmmE, treatment of mm1 
cellswithneuramMclasepartlyres~the 
expires&m of HLA-A,B,C antigens. 

TxEEz!FBzrm ~LLADAM (rJ EZRLICH AND S180 

ILPal,AmrtesY,E.mQeti,P.~and 
kmvacs 

Celladam Research m, 
Pilisbomejeno, Humgaxy 


