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mseffectofthe skintlmmrpImoter 
TPA (12-O-tetrade&mylphorbol-13-a&&e) 
hasbsenexamimd incelllinesderivedfran 
human uJxJttWlim. when nlortalcellsvEre 
treated with a sirqle dcee of TPA a 
transient increase in the intracellular 
levels of cx and c-fee level was 
affected. memc&alurotheizlcelllines 
gxwrelatively slowly with a po@ation 
doubling timsof1to4weekscmparedto1 
to2 days fortheillmrtalizedcelllines. 
Cultimus labsllingexpw&entsfmthemm 
&Km&that 99 tolOO%oftheMmrtalized 
cells were in the grmth fracticn, in 
alltrasttocnly59 to 80% of thelmrtal 
cell lines, suggesting that arelatively 
largefracticnofthemrtalcellswereina 
na&ividing state of grow& when the 
imrxtalized HCV 29 cell lines was 
semm-starved for 3 days,wefoundthata 
sirqledoseof TPA transientlyinltucedhigh 
levels of both c-fos and cm !mese 
results indicate t.haTEhe sta~eofgrowthis 
iqxxtantforthecellresponsetoTPA. 
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The pl~tive cellular Ixeptor for 
tumxlr prcmoting phorbol esters, cd++, 
@ospholipiddepeIxMt proteinki.rm3e(PKC) 
isactivateiby &Wractionwithnsgatively 

phospholiP~. 
~aiacylgWerol, W) ti 
(phoabol-12-myristate e=ge=? 13-acetate, 
activators of PKCinthmselvesdonot 
activate the enzyme but enhancethe 
~mzipti~de~t activation. 

effects of & 
interacticms cm the activation OfEXCby 
phoepbatiayl =h (PSI. ws have 
demauBtratedanimmserelationshipbetween 
theunsaturation indexof PS andtheability 
to activate xc!. In saturated PS 
di.spersicns,noaMitionalactivaticmofFKC 
bymGor ET4awasfou&;bycxNltzastin 

lmsatura~ ps (flbpasiaas DAG/pEpL - 
FXCactivitybyafactor2to3. upan 
additi~ofPCtotbeJ?Sd@emiaW,ths 
vesicularcharac& ofthelipidbilayerwas 
mainW&andtheactivatingeffectsof~ 
andP!mincreased. 

These msults indicatethattbefatty 
acid cmpceiticnof activatirqFhoepholipids 
and the ompositicm of biological nx&xa 
couldregulatetheactivaticmof F'KC& 
viva duringdifferentiaticm pJmceBW and 
trnrwxrrpExmticxl. 
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We have developed a new sinple 
plrificaticmof the 36 kD pmtein, amajor 
substrate of bothviralandgm#th 
factor-rece&or associatedtyrosineprotein 
kinase,and its an~leac fran normal ard 
SR-RSV-transformd CE!?. 
employs a ":1_ LB?E-sephacel 
in- thecalcium wtadsarpticn 
of 36 kD protein. me use OfEmAStep 
gradients differentially elutes the 36 kD 
mleculefrantheDFAE-Sephacel colum,-2 
m EopA elutes poorly #msphorylated 
mleculeswhileheavily@mqborylated 36 kLI 
proteinrequires4or6Mrn Tyroeine 
phcephorylaticm of the36 kD protein is 
inmeasd 2 to 3 fold follw a elxx-t term 
incuhti~ofwlaole cells with micranolar 
VaMdate. Theelutionpatternofthe 36kD 
protein- fran lysates ofvanadate 
treated cells was identical tountreat& 
celllysates. Weccnc1udethatthefunctim 
of the36kDpmteh may be calcilan ion 
depenhtandmaybeinfluencedbythe 
phospbrylaticn state of the protein. 
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Theobjectiveofthisstudyhasbeento 
ampare the structure and expressim of 
Cellular aacogenesb imnwtalised, 
non-tummrigenic cell 1ilES With 


