
38s 

Anandmti is A pm? tc4.i stcroidi~l ar-,ti cir~~irtr~cm WhiZi inhibits the binding of adrogeris 

to thek- cytosol il~idrrxpn xecep!oi if\!<) jr, ‘210 mstratui (CX) rat prostate in vitro ti in 

vivo. Sircv its !jtTU<‘:.ill’C 1s *rj, iii ftt-rcrlt. frm:l tlkib. of Mtural kmmnes, wz investigatZ I_ 
whet&x the lrdlilji tim of I:j rxlirr; of ilri.iny*::w tm AR is lue to direct ampetitim of 
iumrfrm at t.k ;u~drc~.pi~ Idni!ir41; rjitFz. ur to hirxlinq tn a distinct site or ptein inter- 

actirq with AR. After- ir-xxl~it iu~ witi) !ix rytosol of CX rat prostate, (?i)anandrm bxrd 

to at least 2 proteins : 1) a protein (MP) present in high cuncentraticns and M dtara- 

cteristics (sedtintaticn coefficient., resistance to charco;il aJs.orptian in spite of a 

1~ affinity, t;ssular and lr3mn:M qxzcificity, precipitation & amronium sulfate at 50- 

70% saturaticx1, ,resistana-l to heating, decrmse @ castration . ..) were similar to thax! Of 
the "prostatic steroid binding protein", knix~n u) inhibit the binding of AR to &ranatin 

2) AR, .which was wily &tectui after prior sq~ratial fra PBP. The relative binjirq 
3ffinity (RRA) of anandrorl for AR MS inf1uenc.M b the pres.enLT of R1P : it u% higher in 

the seminal vesicles (s.v.) or rpiSIidyris cytosol., where PEP is in Iw concentration or 

absent, than in the prastatc: cf17usol. lhetk C;reheat.ed prostate qtosol or the 70% armr0nium 

sulfate precipitated prostatic fra&ia-1 (mjntainirq PEP) W= added to V.S. CytosOl, the RB?! 
of wndron for V.S. AR ws shiftcxl +& uzii‘her values. Pierefore, the binding of anandron to 

PBP might Mu1.at.e it5 antiandrqtm activity. 

HORMONAL CLASSIFICATION OF RESPONSE TO FLUTAMIDE THERAPY IN ADVANCED PROSTATE CANCER 
G. A. Sarfaty and S. J. Alder, NSW State Cancer Council, Oncology Research Centre, 
Prince of Wales Hospital, High Street, Randwick, 2031, Australia. 

In a Phase II Trial of flutamide in advanced prostate cancer, 25 patients were 
assessable for clinical response. Sixteen (16) of them have had serial assays of the 
following pituitary and steroidal hormones; luteinising hormone (LH), IU/L; follicle 
stimulating hormone (FSH), IU/L; testosterone (T), nmol/L; androstenedione (A'dione), 
nmol/L; estradiol, (E) pmol/L and 17 a-hydroxyprogesterone (17OHP), nmol/L. A consistent 
elevation of T & E was found in responders but was absent in non-responders. When 
results are expressed as the mean maximum change f SEW from commencement of flutamide 
therapy the following values were found. 

T 
E2 

A'dione 17OHP LH FSH 

Responders 16.2 f 4.6 167.6 + 37.5 -0.2 2 1.4 -0.2 f 1.6 14.3 f 3.2 13.1 f 3.2 
(n=7) 

Non-responders 2.0 i: 0 23.4 f 22.1 1.0 + 0.9 0.6 f 0.8 17.9 + 5.4 17.7 f: 6.4 
(n=9) 

P <0.0005 <o .ooos 0.5 0.6 0.5 0.6 
In this study patients who responded to flutamide showed a significant increase in the 
serum T & E levels with no significant alteration in other steroids or in the pituitary 
hormones. These findings suggest that T & E may predict response to flutamide therapy 
in advanced prostate cancer. 


