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A PHASE II TRIAL WITH D-Trp-G(DECAPEPTVL) 
IN PRENENDPAUSAL RH+, HDRNONAL UNTREATED 
ADVANCED BREAST CANCER PATIENTS. 
E. Garcia-Giralt, P. Seuzeboc, T. Dorval, 
M. Jouve, A. Livartouski, T. Palangie, 
S. Scholl, P. Pouillart. 
INSTITUT CURIE, Dpt Madecine Oncologique 
26, rue d’Ulm - 75231 PARIS 05. FRANCE. 

LHRH analogues are suitable first-line agents for the 
treatment of premenopausal breast cancer patients because 
their efficacy is comparable with that of surgical castration and 
because they lack serious side effects. D-Trp-6 is an analogtte 
LHRH which inhibits breast cancer cell growth by several 
direct and indirect mechanisms. 
In a trial including 33 atients treated with I.M. injection of 

aYe been obtained with first line D- 

progression was 20 months and median of the overall survival 
was not reached at 74 months: 
In conclusion, D-Ttp-6 is non toxic and clinically active 
inhibitor of breast tumor proliferation of premenopausal RH + 
patients. 
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A CROSSOVER COMPARATIVE STUDY OF AMINOGLUTETHIMIDE VS 
TRILOSTANE IN ADVANCED POSTMENOPAUSAL BREAST CANCER. 

.C. Williamp, V. Barley, G. Blackledge, C. Rowland, C. Tyrell. F. 
Bachelot A. Demaille, J. Guerrin. l-l. Nadman, M. Namer, P. Pouillart. 
N. Serin. European Trilostane Study Group. 

Tritostane ITI produces a 3.4 beta hydmxy*teroid blockade preventing the metabolism 
“1 dehvdroxvandrostenedrone and thence 10 ertrone. I” contrast Aminoulutethimide 
IAGI is’activk through its inhibitory acdo” on ftw ar”ma,as~ system thoughit does atso 
have dem”lsse 11, and 2, oxrdase inhibitory actions. a”,” are give” wifh a 
cordcorteroid. Open studies 0‘ T have stwested a simibr degree O‘ e‘fectiveresa ,O 
AG. This randomised frial with cr”ssov”r was designed 1” contirm fhis and ,“s, ,“r 
cross resistance. AN patientswere p~~tmempausat and had measurable or “valuable 
advamed or rec~re”, breast cwcirioma. Patienfr may have received urior homwnea 
or “d,uva”, chemo,herauy. Resnonse criferia were those “1 the “ICC. Patients were 
randomlv sllocated 10 receiw aminool”,e,himide 01.14 250mo bd. 015 o”wards 
250mg qid. or Trilosfane 01-3 12gmg bd, 04-6 ,2Omg qid, D7-9 240mg tid. 010 
onwards 240mg qid. All patienfs received hydrocortiaone ICI 2Omgld in divided doses. 
130 pa,,ents I” 12 hosp~tats were ra”dom,sed 12: 1 in one ,,,a,1 and 120 are available ‘or 
malysis. 7 1 received T. 33 crassinp ,O AG. 49 received AG. 14 crossw~ to T. 1 st line 
re*pon*e* ICR, PR. & SO, were T 46%. AG 53%. Mean ,ime ,O PrOgreSSion wa* 45 
& 64 weeks respectively. For patients crossing “v-w. a responded t” both drupr. 5 
responded 1” AG having rot responded ,o T and 7 responded to T having tailed AG. 
The rest did no, respond 10 eifher la1 or had ,OO little fherapy for adequate assessme”, 
It 8,. Toxicities were wndar I” ,“codence IT 41%. AG 5, %I but differ”“, in type. T 
caused pri”cipall* upper and lower Gt side effects 1371 and AG sedation I, al and skr” 
rash 1141. T + C has a similar degree of activity to AG + C with a diftere”, patter” cd 
s& eflects. Ttw drugs ara m, cr”ss r~sista”,; 19% “1 a,, uatienfr receivinp both dru.aa 
resuonded t” both 
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llOWLRllON OF ORAL IELAFUR I11 BY ORRL FOLINlC RCID IFRl IN PAIIENIS NlTW 
PRETRERIED HElASlAlIC ERBST CMCER IilKl: A PHASE II STUDI 
llbrnrll J soll-c~l”o LA, Carullr I, klllunt J, s~llqo 0.5. 
Bspt.&y. Il. Vrlle Webron, Barrelonr, SpaIn 

Ihe cenbination of fluhrhuraril lfUl and FA 15 active in pretreated IBC. Tewfur 
ih h 510~ rrleah. forn of FU, with the rdvantaqr of oral &inistration. N@-hwe 
rhnductrd 1 Phase II trial to dshcsr the effect of oral FR in the hrtiritr and 
toxicity of 1 I” prtirnts lptl with pretreated NBC. 
PATIENTS AND SCHEDULE: Froa October I992 to February 1993, 28 pt with MC 
prrviourly treated with tbtwthrrrpy rrgimws wr included. The schrdulr w, T 
756 mqit2lday and H 15 #g/day, both given orally far 21 days, rerrrlinp at da, 
26, until progrrssion. To date, thrre hrr 22 cvrlurblr pt. lb exrludrd fro” 
lnalp5: I thh errly, 2 inadequate inrlusihnl, with the following 
charrcteristirs: ahan rge 56 y, 137-71); wdian KPS 80 lbO-1001; whh number of 
prihr chr8htbrrapy 2.5 11-61. Sites of disease: soft tisw 13, bone 9, lung 5, 
lirrr 3. pleura 2, prrirardiufi I. 
@B&: The avrragr nwber of ad#inisthred ryclrs wds 3.2 (l-51, dnd thr total 
nwhhr 70. m: prrtirl 7 ,327; 22-121, Cl 957.1 13-S+ wnthsl, no change 
I6 11511 12-V wnthsl. proqressian 5 12311, Responses WC wn in lymph node, 
chest ma11 sites, hone and lung. TPli(ltY: 7. of cow% with toxicity; 
S,ade IYHOl 0 I 2 1 I 
nucosltlr 71.6); 6X IO1 8% I.62 
Diarrhea 66.6i 141 16% 8% 1.4% 
verltlnp 07.2): 8.6X 2.81 1.4% 0 
Also. there were; grade l-2 syhIosupprehsic.h 2.EX; grade I thr”#bocytophnir 
1.4%: hwd-foot hyndrhw I patient: hh aloprria or nruroloqiral thxicity 
otrurred. 
COHCLUSIII)I: This trial suggests that hihrhe#ical modulrtihn of hral tcpafur br 
hral folinic hcid ih actirr in ratients with prior chhmothhraw far MC 2nd IS 
htll tclerhtrd. 
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RESULTS OF PHASE II STUDY OF HIGH DOSE EPIRUBI- 
CIN( EPI ) WITH CYCLOPHOSPHAMIDE( CPH ) IN UNTREA- 
TED DISSEMINATED BREAST CANCER(BC).Gershanovich 
M. ,Moiseyenko V. ,Dzembak T. ,Riva A. N.N.Petrov 
Research Institute of Oncology. St. Peterburg, 
Russia, 189646 
In phase II trial between April 1990 and Octo- 
ber 1991, 35 previously untreated pts(median 
age 45,3,range 29-67 yrs) with disszminated BC 
received EPI 120 mg/m +CPH 600 mg/m i.v. q. 
3 weeks.Overall 190 cycles of CT were performed 
(average 5,4?2,3;range 2-10) with2mean cumula- 
tive dose20f EPI 655,12289,9 mg/m (range 230- 
1100 mg/m ). Three pts(8,6%) had CR,15(42,8%) 
PR. 1 pts(2,9%) was considered stable. The mean 
duration of response was 10.8 months.Only in 
2 pts treatment was terminated because of toxi- 
oity.Side effects observed were grade III-IV 
leucopenia(59,6%),grade III vomiting(28,6%). 
febrile neutropenia(7 pts),alopeCia(all Pts). 
Decrease of LVEF(mean - 2.8%) was Up to 22% in 
1 pts.Congestive he2rt failure developed in 1 
pts after 1100 mg/m cumulative dose of EPI.It 
can be concluded that combination CT with high 
dose EpI and CPH in untreated disseminated BC 
has moderate efficacy and tOXiCitY. 
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PHASE II STUDY OF THE EORTC BREAST GROUP WITH VOROZOLE (R 
83X42), A NEW NON-STEROIDAL AROMATASE INHJBlTOR IN METASTATIC 
BREAST CANCER @4BC) - PRELIMINARY RESULTS. 
R. Paridaens, M. Piccart, M. Nooy, J.G.M. Klijn, R.D. Rubens, L. Bee& E. 
Tomiak, A. Van Vreckem, J. Vinboles, on behalf of the EORTC Investigational 
Drng Branch for Breast Cancer, and C. Langenaeken (Janssen Pharmaceutics). 
Vorozole (R 83842). a new potent stereospecific inhibitor of the cytocbrome P 450 - 
dependent aroma,ase enayyme was tested in an open multicenter phase II trial in 
postmenopausal Patients @ts) with MBC. Eligibility called for progressive disease 
with measurable lesions, postmenopausal status, ECOG PS 5 3, ER or PR + or 7 
status with DFI 2 1 year, adequate bone marrow, liver and renal functions and 
mforined con~n,. All pts had to have received one prior endocrine treatment 
modality a~ adjuvant and/or as first line treatment of advanced disease; prior adjuvant 
chemotherapy was also permitted provided a DFI 2 1 year. Treatment consisted of 
1 tablet containing 2.5 mg R 83842, daily in the morning, for at least 2 months and 
pursued until progression; response evaluation was performed every second month. 
From December ‘91 to February ‘93, 27 pts were included; due fo very short follow- 
up in several cases (median treatment duration I28 days, range 22 to 340 days) dafa 
on tolerance and response are only available for 21 and I9 pts respectively. 
Tolerance was excellent without significant changes of safety biology parameters; 
among toxicities quoted as probably drug related are hot flushes (3), mild anorexia 
(5) and mild facial oedema (1). Among 19 pts already evaluated for response there 
were 1 complete remission (skin lesions) and two partial responses (skin and lung), 
9 stabilizations (response status may improve) and I failures. Preliminary conclusion 
: Vorozole is a very well tolerated and active second line hormonal agent in 
postmenopausal pts with MBC. True response rates and details on hormonal effects 
must await longer follow-up. 


