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!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 
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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. 
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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. 
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mmINVI!mo _- 
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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. 
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