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Purpose: The purpose of this study was to evaluate cycling change and characteristics 51X
of treatment in patients receiving intermittent androgen suppression (IAS).

Materials and Methods: From May 1995 to April 2001, we retrospectively reviewed
28 cases of prostate cancer patients treated with IAS. Treatment was initiated with
goserelin acetate with flutlamide and continued until serum PSA nadir was observed.
Medication was then withheld till the serum PSA increased to a predetermined level.
This cycle of treatment and no-treatment was repeated until the regulation of PSA
became androgen independent.

Results: Patients have completed at least one, and up to four treatment cycles. Mean 2O} 2002 2= {2
nadir serum PSA level was 0.69ng/ml, 0.70ng/ml, 1.15ng/ml, 2.64ng/ml for each cycle, | syesoix}i: 20024 42 8L
and was reached within average 4.7 (2-8) months after beginning treatment. Patients
spent an average of 42% of the time not receiving therapy, but the time off therapy
decreased as the number of treatment cycles increased. In most cases, side effects
related with androgen suppression was improved during off-treatment.
Conclusions: IAS appears to be a possible treatment option in patients with prostate
cancer. This approach could result in reduced toxicity and cost of treatment and affords | DAIMAL: 2

an improved quality of life when the patient is off therapy. (Korean J Urol 2002; HBOIL SAOI=2! Hlx /|1t
43:386-390) U7Al 87 SAts 19481K
) ® 700-712
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Table 1. Clinical characteristics of 28 patients b AR wAEE S Sl 2
Mean age (yrs) 75.6 (66-85) 4 i}
Mean follow up (mo) 35.4 (15-68)
Stage at diagnosis (n) X & A9 A7) B 28, € 78], D1 78, D2 128
B 2 o1 Gleason 5+ 4-670] 52, 7780] 62, 8-107 0] 187
¢ ! ek A& AR A 2A ARAFel AN & 1149 (12-
D1 7 1,009) ng/mIIt} (Table 1). 2|43+ A 15:7] 2wy % 28
b2 o . dle A F F UA F1E vbd STt 26, A U
Gleason grade at diagnosis (n) — = o = =
> 5 F71% vk A7} TS, o) WA #71% vk el
; y A7) oAl WAl F719] A 8710l ek
8-10 18 7t F719] BF#Ne 27 17.109, 15109, 136714,
PSA at entry (ng/ml) 1704 oltt X5 T/ BT 650 E AA| 7]
Mean 114.9 o 2%5 AASR A, 2] F7A 7.9/019 47%), 7.0
Range 12-1009 N (46%), 59702 43%), 5.3/NE 31%)E F7|7} Z7}13bl|
w2l X g Exk71700] Aok ] &L 7H4Aet (Table 2).
Table 2. Cycling results
Cycle 1 Cycle 2 Cycle 3 Cycle 4
Mean time of treatment cycle (mo) 17.1 (13-24) 15.1 (9-22) 13.6 (10-16) 17 (16-19)
Completed treatment n=28 n=22 n=7 n=3
On-treatment period
Mean starting PSA (ng/ml) 114.9 (12-1009) 21 (9-90) 17 (11-172) 19 (13-67)
Mean PSA nadir (ng/ml) 0.69 0.70 1.15 2.64
Mean time to PSA nadir (mo) 32 53 52 6.2
Mean time on treatment (mo) 9.2 8.1 7.7 11.7
Mean % of cycle on treatment 53 54 57 69
Off-treatment period
Mean time off treatment (mo) 79 7.0 59 53
Mean % of cycle off treatment 47 46 43 31
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Table 3. Clinical results of 28 patients treated with IAS*

Table 4. Side effects of androgen suppression

Localized Metastatic Not Improved during
(Stage B, C) (Stage D) Affected affected U off treatment
No. of patients 9 19 Hot flush 15 0 13 15/15
Progression (n) 0 9 Decreased libido 13 0 15 11/13
Mean time to progression (mo) - 25 Decreased sense 3 5 5 68
Mean PSA nadir (ng/ml) 0.11 1.16 of well-being
% PSA nadir below 4ng/ml 100 (9/9) 89.5 (17/19) Weight gain 6 12 10 4/6
Gynecomastia
*[AS: intermittent androgen suppression (breast tenderness) 6 14 5/8
Elevated liver enzyme 2 17 9 2/2

A4 5o gdo] 7| A Aol Extesl= d 2
2 A ZE2 T 4.7 2-8)71E 0]l e, A 5ol 7]
Ax = ZH2ke] 710014 3 0.69ng/ml, 0.70ng/ml, 1.15ng/ml,
2.6dngmlE 7|7} Z7VdG5 A< (Table 3).
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