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Purpose: We compared the effects of ketoconazole-prednisclone combination
therapy with prednisolone alone in patients with hormone refractory prostate
cancer.

Materials and Methods: A total of 21 conssecutive patients with hormone
refractory progressive prostate cancer were included in this retrospective Hedcystm 2|njcy s}
study. Elaven patients were treated with 5mg of prednisolone crally two or H| 7| Db St DAl
three times a day and ketoconazole 200mg orally three times a day and 10
patients were treated with prednisolone alone. Serum PSA decline, survival
benefit, changes of performance status and pain intensity were compared
between combination and prednisclone alone group.

Results: The mean and median PSA decline after treaiment was 23%, 25% in
combination group and 38%, 34% in prednisclone alone group. Three patients
(27%) had a PSA deciine of more than 50% in combination group and 3
patients {30%]) in prednisclone alone group. The average and median time
for progression free survival were 5.2, 4.0 months and 6.0, 5.5 months,
respectively. There was no statistical difference of PSA deciine, progression
free survival, actuarial survival, change of performance status and pain intensity
between combination and prednisclone alone group. There were less side
effects in prednisolone alone group.

Conclusions: Ketoconazole-prednisolone combination and prednisolone alone
had a beneficial effect in hormone refractory prostate cancer, clinically and in
terms of PSA response. There was no statistical evidence that one treatment | Haxx 2 & @
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is better than the other, although palliative effects may well be in favor of Algcisn Sote|g 2
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alone group including less side effects. HTA B SNE
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2E AFPYA APALe] 457 A8 A= aminoglutethimide, ketoconazole 5] AM-4-H 3 ¢lat

o] A} a8y 2 Feratsl ey Feo] glon, J 33t a4 e 2= cyclophosphamide, dexorubicin, es-
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Table 1. Characteristics of patients at entry onto the study
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Ketoconazole + ﬁrednisolone (n=11)

Pradnisolone (n=10)

Variables
No. pts. No. P
Age (years) 73 (68-85) 69 (64-83)
Sites of metastasis
Bone 9 8
Lymph nodes 2 2
Visceral 1 2
OCther 2 _ 0
PSA (ng/mt) 164 (26-571) 345 (19 -2412)
Prostatic acid phosphatase (U/1.) 81 0.2~74) 22 {0.56-564.1}
Alkgline phosphatase [UL) 247 (110 - 1051) 178 (59— 3922)
Creatinine {mg/dl} 1.1 (1.0-1.4 0.9 (0.6—4.0)
Time from diagnosis {years) 1.2 (0.4-3.9) 41 (0.7-7.4)
Hormonal therapy
Orchiectomy_ b
LHRH agonist 5
Table 2. PSA responses according to treatment 1.0 =
Ketoconazole + Prednisclone —I—
prednisclone i —— Prednisolone Alone
PSA decline” (n=11) (n=10) 81 : Keloconazole + Prednisolone
No. pts. No. pts. g
= 2% 4 6 § 671
2 50% EE' p=0.18 {log rank)
> 75% g 4 :
Average (%) 23 a8 @
Median (%) 25 34 24 .
*p>0.05 vy
0.0 . . i
0 . 10 20 30

Table 3. Progression free survival according to treatment

Ketoconazole + Prednisclene
prednisolone
Duration* {n=11) ~ {n=10)
No. pts. No. pts.
2 2 months 4 5
. = 4 months 3 4
= 6 months 2 3
Average (months) _ 52 6.0
Median (months) 40 bbb
*p=0.06

Time (Months)

Fig. 1. Actuarial survival curves according to tretmen
shows no statistioal difference. :
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Table 4. Performance status and pain intensity according to treatment

. Ke’_fboonazole + prednisolone

Prednisolone
Pro Post Pre Post
ECOG performance statug® 11 1.3 1.2 15
Pain intensity” 3.9 © 25 41 27 ‘

*p>0.05

AR TR T AT

Table b. Side effects according to treattment

Ketoconazole +  Prednisolons
prednisolone

{n=11} n=10)

No. pts. No. pts.
Nausea/vomiting 6 2
Epigastric discomfort 6 2
Generalized edema 4 1
Mild hepatotoxicity 1 -0

0.05) (Table 2).

218 F 9} progression free swvival 7|7t B 8849
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2ol 28 2 B3 5271 gl @5yl e 2}

g o]Ae] Ball. NE o]do] 43, 674 o]do] 3=

B 6/l gr}t. 9kiE 7l progression free survival
713t #ol @ Rol7) e} >0.08) (Table 3). %
T3t A Kaplan-Msier F4& 735§ o p valuer}
0182 A ENE {93 Ao)7l LT (Fig. 1).

287 A% ECOG performance statusts W& 84
To] BE 113, 1337 ) dE LM e 123,
16428 Fo & o) YR en (p>0.05), 5
A W88 3939 M 252 G E .Y T
o] 4179 X 274 o2 AR o}t it FA
] foAL At} (p>0.08) (Table 4).
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ABEg 3IHE, 699 FEE ERG, 189 A%
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HTo A 280 A A 243 TE, 280 4
FE2HUZ, 181004 A% ALNRFo] U} (Table 5).
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