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M. MDguilevsky and M. Cotard 
Centreda&&XchesFcusael-Uclaf, RxmlnvllJ.e, Fralre 
Tlm re.latiwsbindingafffnity(RBA)of the puns non 
steroidal nnt(ardm9en An&l-al (RU 23908) for tbs 
w receptor w mBawved In the prostateof 
different species. After 2h inmdmticn at 0% of 
cytosols prepared frcel the prostate of rat, hmmter, 
dog and hsmn(BPR)with(3R)testoe~or(3R)RU 
1881, ttm F&3ofAnandnmwerelmspectivalyequalto 
1.4 + 0.3 (n = lo), 10 + l(n = Z), 24 + 5 (n = 5) end 
9+ 3 (n=4). Tbehiglmraffinftyforthear&ogen 
receptor of hmmteranddogproetatethanforthatof 
rat pmetate,~telatedtoaHtiumsgtwateranti- 
endrogen potaryof~ in the first m spe&a 
thsn in rat as m by the inhiMtialofthe 
trcpbic effect of testcetercum prcpionate al ths 
prostate ofcastrateda&mla.ltmdiffereIme~~ 
lmrelmrkedfn intactaniimla(againstendo@mm 
a&ogens). Althcugh RBAvalumweresca&mtdFff* 
rentfrasallulmnsa@etotbenaxt,wscanspscu&e 
that the active ~doeeofAnandmlsdghtbe 
lower in ran than in tlm rat. 
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AMAHDROW POTENTIATES THE cAsTRATIM8 EFFECT OF THE 
LHRHAMALOOBUSERELININTHERAT. 
M.Mopuilewsky,C.Tournanina 
RousaallklalRwaarohCanter,Franw 
When buserelin (0.04-ZSug/kg/clay)was given s.c.dsily for 
lSds/stomalerats,prostaleweightdscrssssdbutnever as 
muchasafterorchi&ctomysinw tesN&mssacretimwas 
never totally suppressed Thecastratlngeffeot ofbussralin 
wss~erteddiractlyinthetestes(incontrssttomsn)sinceLH 
cmwntratim was unchmgad,while testes weight rswell as 
testostermeszretimwere&cramad Themmbinatimoltha 
pure mnsteroidmtian&agsnAnmdrm (ZOmg/kg/day)wRh 
even low &sea of busarelin led to e complete dscrmaa in 
prostate weight, This auld ba explainal by: 1) atkiitivity of 
effecta inhibitim by Anmdron of the action of residual 
testo&maunauppressaYbybuserellnmtheprostateand 
preventim bybuaareHnofthereboundt&oateroneinorema 
inducedbyAnmdron;21potentiatimbyAnm&mofthedirect 
castratingsffectolbwsrelinmthetestlssincetmtisweiqht 
endt&o&0masaoretimwerelowaradmorebythe 
cemblnetimthmbybuaarelinelme. Anmdrmmi#itlnawsa 
thsaansitivityofLHRHmceptoratoLHRHmal~inthetaates, 
as haa been shcwrn in the pituitary. In contrast, the 
combinatim of the mtim&a@nic steroid propssttn 
cyprotwane a&ate with buaerelin m tastia wlpht md 
Wtosterme md mly pstially ptentiated prmtata atr#r$ If 
such actims also exist in the human, arMtim of Arm&m to 
LHRH enaiogtrmtmmtwould not only counter f&e-up ad 
adranal~efTactsmthepmstate,butelsolowertha 
paptidadansrequiradforotmmioaloastratim. 

ORCRIECTOMY ASSOCIATED WITH ANANDRON (RU23.908) 
OR PLACEBO IN TREATMENT OF STAGE D PROSTATE 
CANCER: PRELIMINARY RESULTS OF A RANDOMIZED, 
DOUBLE-BLIND FRENCH COOPERATIVE STUDY 
M.Namer,J.Toubol,L.Adenis,J.Amiel,J.Couette,J. 
Douchez,J.P.Droz,P.Fargeot,P.Kerbrat,P.Mangin, 
A.Petiot,C.Bertagna, J.P.Francois 
Centre Antoine-Lacassagne, 06054 Nice, France 
To determine the value of total androgen block- 
ade, a comparative randomized double-blind 
study was conducted on stage C & D prostate 
cancer pts who had received no previous hormone 
therapy. From May 84-March 87, 140 pts were 
randomized between 2 arms: 300 mg Anandron or a 
placebo. This interim report covers 67 pts with 
stage D disease (29 orchiectomy + Anandron; 38 
orchiectomy + placebo); both groups were similar 
for age, bone pain, performance status, hemo- 
globin. Although Anandron group pts experienced 
more side effects, treatment never had to be 
discontinued. Subjective results have not been 
improved by the combined treatment. The best 
objective response rates using NPCP criteria 
rereseen in 49% of pts treated by castration 
only and in 64% of castration + Anandron arm. 
The actuarial progression-free rate at 6 and 12 
mo. is higher with Anandron (p=O.O6). The med- 
ian of the distribution was increased by 3 mo. 
The actuarial survival rate is increased at 6 
and 18 mo. The median distribution was reached 
by 15 mo. in the placebo group but has not been 
reached in the Anandron group. These interim 
results seem to confirm that total androgen 
blockade improves response, p rogression-freeand 
survival rates in stage D prostate cancer. 

CANCER OF THE PROSTATE - IS THERE A NEED FOR 
AGGRESSIVE TREATMENT? 
B. Moskovitz and D.R. Levin 
Department of Urology, Rambam Medical Center, 
Faculty of Medicine, Technion, Haifa, Israel. 
Adenocarcinoma of the protate constitutes 18% 
of all cancers in men, and is a major cause of 
neoplastic death second only to carcinoma of 
lungs and large bowel. In spite of the high 
incidence of the disease, there is still 
disagreement as to the right treatment. We 
reviewed 101 patients in stages TO 
(NoMo) who were treated by non rad!f~a:'~$.? 
tectomy and no other treatment. The foilow-u 
of these oatients was 58 months. The actuaria P 
five and ten years survival according to stage 
was: 91.30% and 64.62% respectirely in stage 
TOb; 60.61% and 34.11% in stage TItT2 and 
41.67% in Stage TS. Survival rates resembled 
those quoted in the literature. Our results 
justify a less aggressive approach to 
carcinoma of the prostate. 


