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Pumose: In Korea, there has not been a comparative siudy in terms of treatment
methods of metastatic prostate cancer and the matter is still under investigation. .
We analyzed the results of CAB and tried 1o elucidate the clinical course of
those who underwent CAB,

Materials and Methods: 60 metastatic prostate cancer patients who underwent
CAB from March 1991 to July 1997 and who were eligible to follow up for at
least 6 months were enolled in this study. The interval to conversion to | iAM|CHE D 2| el %}
hormonal refractory prostate cancer (HRPC) after CAB, the interval to death | d|'n7|2t&tmal
after conversion to HRPC and survival curve were analyzed according to initial
Gleason's score and PSA leval. O1A| - Al BT
Results: Mean patient age was 67.2 years and mean follow-up duration was
25.4 months (6-62). During the follow-up period, 30 patients (50%) showed
rise of PSA, 5 (17%) of whom revealed steroid withdrawal syndrome and the
remaining 25 patients were converted to HRPC. The mean interval io
conversion was 18.2 months (4-43). 12 patients died and mean interval from
conversion o HRPC to death was 12.2 months {5-24) and the mean survival
duration after CAB of the patients who died was 28.2 months (11-53). The
mean survival duration was 41.9 months (6-62). The overall {actuariaf) survival
rates of the whole patients were 86.2%, 65.2% and 38.4% in 2 years, 3 years
and 5 years, respectively. There was no cormrelation between the initial PSA
level and conversion to HRPC {(p>0.05) but the higher the Gleason's score
was, the more likely the patient was to be converted to HRPC (p<0.05). H2Qx} 1999 BU 5€
Conclusions: In metastatic prostate cancer, initial PSA was not a predictive | s{={dx} : 20004 18 31¢
factor for response to CAB. But, higher initial Gleason's score significantly
correlated with higher conversion rate to HRPC. Within the limits of this study, | LLXAL . & fa:i

one can at least assume that CAB is not inferior to monotherapy in its clinical ::;i;}g%l_ A
results. (Korean J Urol 2000; 41: 361~ 6} MEA MOIET MES
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Table 1. Comparison of mortality rate and number of conversion to HRPC according o Gleason’s score in total pationts

undergoing combined androgen blockads

Glsason's score No. Mortality rate (35) No. of conversion to HRPC (%)
=4 5 0 0O
57 20 -1 {5} 7 (35)
8-10 35 _ 11 (31) 18 (&1)

HRPC; hermene refractory prostate cancer
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Table 2. Characteristics of total patients undergoing combined androgen blockade

HRPC group - Non-HRPC group AWS 1 value*
No. pts 25 30 5
Age (yrs.) 63.3 (52-75) 69.5 (58-84) 64.6 (56-75)
Initia} PSA {ng/ml} 399.4 (22-5610) 146.7 (11-1027) 1103.6 {45-1882) 0.1297
Cleason's score 8:03 (6-10) 6.81 (4-10) 9.2 (8-10) 0.0024
Duration of CAB (mon.) 26.9 (8-53) 279 (8-62) 22.8 (9-35)

HRPC; hormone refractory bprostate cancer, AWS; antiandrogen withdiawal syndrome, CAB; combined androgen

blockade, *; compared with HRPC and non-HRPC group
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Fig. 1. The overall survival in total patients with metas-
tatic prostate cancer undergoing combined androgen
blockads
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Fig. 2. Grouping according to Gleason's score in patients
with hormone refractory prostate cancer undergoing com-
hined antiandrogen blockade
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Fig. 3. Duration of response to flutarmnide withdrawal
{antiandrogen withdrawal syndrome) according to du-
raticn of CAB in patients with metastatic prostate cancer
undergoing combined antiandrogen blockade
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Fig. 4. Duration of response to flutamide withdrawal
(antiandrogen withdrawal syndrome) according to initial
PSA level in patients with metastatic prostate cancer un-
dergoing combined antiandrogen blockade
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