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P 55 IL 2 RECEPTM EXPRESSION ON PERIP#WU BLmD 
LVWDWTES FRU PnTIwlS UITH WDWNVS LVWluM #JD 
WITH SDLID W\LI@WWES. 
kntoumi B.,H~ccib A.,Puroddu G.,Proto E.,bnnc 
B.P.,Sulir B.,Zucc~ tl.U.,Co~~i l4.P.,Lltrtri~i A.&l 
Gircco 6.6. 
Doprrtncnt of Cl lnicrl Dncolopy,Uniutrsi ty of 
kpl ivi,Uir WI Biorpio 12 - 09124 kpl irri ,Itrly. 
The rir of the study was to www the possible txisttnc, 
std the rxtmt of m imprirtd p 55 IL2 rloptor (IL2R) 
rxprmrion in Hodpkin’r LmphPnr ML) and in w 
wiksprerd solid maligmncitr Ml) in which a wcondrry 
irune Lficiwcy ariws in th, courw of diwrw. In HL 
and in sost 41 x dtfectiur IL2 production hrs bwn 
rlrordy found. 7 ML,6 htrd md ntcK,3 brtrrt,3 lung 
MCLC),3 color*ct~l,cxncor prtimts,rr ucll as 6 norm1 
subjtctr,mr@ studird. Both I cytofluorlrtrie md I 
culturrl asuys wr@ cIpri)d out,thc lrst culturinp the 
PBL in prtwno of P&IL2 md PIWILZ eithrr with or 
without thr nm FITC-conjuprt,d rnti p 53 Mb md 
rswssinp the 311 TdR uptrlk,thc four wrlurting thr 
p,rctntrp, of fluortront oils in culture unkrpPinD 
the UI( rtisulrtion,rft,r addition of FITC-conjuyttd 
anti p 53 Wtb. Th@ rmultr shared 1 full cmpctition 
ktuwn IL 2 and Mb for thr p 55 ILZR,kinp the H&b 
sore ruid for the liprnd in ruch k YIY to prevent rlsost 
ccepl,ttly the binding of IL2. The flow cytDnctry aswy 
indicated a p 55 exprwrion significmtly lowr in HL 
PBL,rt Irter tiwr (72 h),cmpmd to norA md S?l PBL: 
this MY wpplst thrt also the p !iWS hrttrodinrr cwld 
k rxprrrwd rt ri(#ificmtly lowr lrutlr in K PBL,so 
prwiiing mu inri$tts for th, wuerc T ccl1 ia& 
iaprimnt of K. The rlaost noroe prtttrn of p 55 
rxprwsion in F%L of Sn say wpport thr p@rsp(cti& of 
thl uwfulww of IL2 rLinirtrrtion in thaw prtitnts. 
I&II wpportrd by CNR,A.P:Dncology~,Grant N.BB.00624.44. 
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CHANGES IN ALPHA 1 AYD BETA 2 ADRENOCEPTOR 
DENSITY TY HUMAN HEPATOCELLIJLAR CARCINOMA. 
M.Bevilacqua, G.Norbiato, E.Chebat, G.Baldi, P. 
Bertora, E.Regalia, G.Colella, L.Gennari and T. 
Vago. Servizio di Endocrinologia, Osp.L.Sacco 
(Vialba) Via GB Grassi 74, 20157 Milan0 and 
Ist. Naz. Tumori Via Venezian 1, Milan0 Italy. 
To disclose the role of catecholamines in the 
mechanisms of liver cell proliferation in 
hepatocellular carcinoma (HCC), we examined Ccl 
and 1'3 2 adrenoceptors (AR) by radioligand 
binding and their coupling to adenylate cyclase 
in liver tissue from HCC patients (n=24) and 
on healthy livers from patients undergoing 
surgery for non-hepatic diseases (n=24). 
Twenty-two HCC had a 72% decrease of &l-AR in 
tumorous compared to nonadjacent/nontumorous 
tissue and a 40% decrease compared to controls. 
Nonadjacent/nontumorous tissue had a 125% 
increase in O(l-AR compared to healthy livers. 
Twenty-three HCC had a 180% increase of R-AR 
compared to nonadjacent/nontumorous tissue and 
to controls. &AR were coupled to adenylate 
cyclase as shown by isoproterenol-stimulated 
CAMP production. HCC yielded a larger increase 
in CAMP than nonadjacent/nontumorous and 
healthy tissue. A higher o(l-AR density 
characterizes nonadjacent/nontumorous tissue 
from HCC; an increase in 13 and a decrease in 
Al-AR characterize human HCC. 

ANGIOTENSINOGEN GENE PRODUCTS: 
PUTATIVE LIVER AUTOCRINE 
STIMULANTS Brian I. Carr, Liver 
Transplant, Univ. of Pittsburgh, 
Pittsburgh, PA 15213, us 

Angiotensinogen protein is 
produced in the liver and 
conve;:;Flnto angiotensin (angio 1) 
by . The effects of 
angiotensinogen and angiotensins 
1 and 2 on DNA-S in primary rat 
hepatocyteculturesweremeasured. 
All 3 proteins induced DNA-S, 
especially angio 2, which also 
amplified the actions of EGF lo- 
fold. Hepatocytes from 
regenerating liver and hepatoma 
lines were also stimulated. 
Hepatocyteshadspecificreceptors 
for both angio 1 and 2 and 
hepatomas bound 2-10 fold more 
than normal hepatocytes. 
Regenerating rat liver had 
elevatedlevelsofangiotensinogen 
m=JA, which was confined to 
hepatocytes. These autocrine 
hepatocyte growth stimulants are 
thus potential targets for 
pharmacological antagonism. 
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INHIBITION OF GROWTH BY RU486 IN DIFFERENT 
HEPATOMA CELLS LINES 
S. ChassenX-Golaz +, G. Beck + and A. Venetlaner t 
* Inst. de Biol. Mol. et Cell., 67000 Strasbourg, FRANCE 
t Inst. of Genetics, Biol. Res. Center, 6701 Szeged. 
P.0.B.521, HUNGARY 
The synthetic steroid RU486 is the first antiprogestin and 
antiglucocorticoid avaible for therapy. In a former 
inve%igation, we observed an antiproliferative effect of 
RU486 on HTC hepatoma cells. This action aDeeand to be 
dependent on the pksence of glucocorticoid n%eptors (OR) 
and on the absence of cytochrnme P450 isozymes. ‘Ike 2 
points sexved as a guide to further study the question in other 
rat hepatomas. Cells we= chosen which contain (CR+) or 
which do not contain any OR (OR-). We mostly used I-IS6 
(GR+) end I-I%-125 (GR-) cell lines to studv (i1 the influence 
of Ru486 on the g&b Ate, (ii) the capac&of the cells to 
metabolize the stuoid. 
In Ii56 cells, RU486 does not undergoe any de 

Erad 
ation and 

exerts a high andpmliierative effect, like in IiT cells. 
In I%-125 cells (GR-). RU486 also exerts a blockade of the 
cellular growth, but to a lower extent.These cells an3 able to 
metabollxe efficlendv RU486. 
These results suggcit tbat several mechanisms must be put 
forwards in order to exolaln the antiwoliferatlve effect: one 
involvea the GR where& the other ok may lnvolve different 
cellular stuctures. Indeed binding studies in OR+ and GR- 
cells indicate that RU486 binds specifically to those cells. 
This observation strongly suggest the existence of another 
not yet characterlxed type of h@ afkty blndl sites which 
may be involved in the gmwth inhibitory effect of RU486. 
Finally metabolizatlon of RU486 can be also taken into 
account ln dke antlpMferad~ efficiency of this antihonnor~. 
Taken together, our nsults favour the idea that RU486 might 
repnsent a possible drug for the treatment of hepato- 
carcinomas. 


