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Abstract

Background: Guidelines for prostate cancer treatment suggest that intermittent androgen
deprivation (IAD) can be considered for certain patients.
Objective: To evaluate the efficacy and safety of degarelix as IAD for one or more treatment
cycle(s) in prostate cancer patients requiring androgen deprivation.
Design, setting, and participants: This open-label uncontrolled multicenter study included
patients with prostate-specific antigen (PSA) >4 to 50 ng/ml or PSA doubling time <24 mo.
Induction included 7-mo treatment. Off-treatment period started when PSA was �4 ng/ml and
lasted up to 24mo based on PSA and testosterone levels. Treatment was reinitiatedwhen PSAwas
>4 ng/ml.
Intervention: Each induction period included a starting dose of degarelix 240 mg, and thereafter
80 mg once a month for 6 mo, followed by off-treatment periods.
Outcomemeasurements and statistical analysis: Theprimary endpointwas time to PSA>4ng/ml.
Secondary end points were subgroup analysis of the primary end point, time to testosterone
>0.5 and>2.2ng/ml, quality of life (QoL), and sexual functionduring thefirst off-treatmentperiod.
Results and limitations: Of 213 patients in the first induction period, 191 entered the first off-
treatment period, 35 patients entered the second induction, and 30 entered the second off-
treatment period. Only two patients entered the third cycle. Median time to PSA >4 ng/ml and
duration of first off-treatment period was 392 d each. Significant differences in time to PSA
>4 ng/ml were observed between subgroups stratified by prognostic factors (previous curative
treatment, cancer stage, PSA levels, andGleason scores). Time to testosterone>0.5 and>2.2 ng/ml
was 112 and 168 d, respectively. Change in QoL remained nonsignificant, and sexual function
gradually improved during the off-treatment period. Adverse events were fewer during the off-
treatment period and subsequent treatment cycles.
Conclusions: IAD with degarelix resulted in an improvement in sexual function commensurate
with increased testosterone levels while PSA remained suppressed. The treatment for one
treatment cycle or more was well tolerated.
Patient summary: Guidelines for prostate cancer treatment suggest that intermittent androgen
deprivation (IAD) can be considered for certain patients. IADwith degarelix resulted in improved
sexual function commensurate with increased testosterone levels while prostate-specific anti-
gen remained suppressed. The treatment for one treatment cycle or more was well tolerated.
Trial registration: Clinicaltrials.gov identifier NCT00801242.

# 2014 Published by Elsevier B.V. on behalf of European Association of Urology.
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1. Introduction

Gonadotropin-releasing hormone (GnRH) agonists and

antagonists are approved androgen deprivation therapies

(ADTs) for treating advanced prostate cancer. GnRH

agonists induce a transient testosterone surge following

treatment initiation and micro-surges on repeat adminis-

tration causing a multitude of side effects that compromise

quality of life (QoL) [1]. Antiandrogens for surge protection

are not fully effective and have side effects and added cost

[2]. In contrast, GnRH antagonists rapidly suppress testos-

terone without a surge. Two key challenges with continuous

androgen deprivation (CAD) are progression to androgen–

independent disease [3] and hormone-deprivation side

effects such as compromised sexual function and QoL [2].

An intermittent androgen deprivation (IAD) therapy poten-

tially overcomes these challenges by allowing testosterone

recovery during off-treatment periods [4].

Two large studies (PR7 and SWOG 9346) compared CAD

with IAD. PR7 demonstrated noninferiority of IAD to CAD for

overall survival in patients with biochemical failure after

radiotherapy [5]. The SWOG 9346 showed an inferior

outcome for intermittent therapy although with a subgroup

selectivity [6]. European Association of Urology guidelines

indicate that IAD is now widely used and no longer an

investigational treatment [2]. However, none of the

currently approved drugs for advanced prostate cancer

have intermittent administration mentioned in their

labeling.

Degarelix, a GnRH antagonist and first-line therapy for

androgen-dependent advanced prostate cancer, causes rapid

and sustained testosterone suppression to castrate levels

without a surge [7–9]. Degarelix demonstrated a significantly

better progression-free survival (PFS) and overall survival

versus GnRH agonist in a recent pooled data analysis [10].

Degarelix also induced a faster prostate-specific antigen

(PSA) suppression and lowered PSA PFS failure and overall

mortality [11], with a better cardiovascular safety profile

versus agonists, especially for preexisting cardiovascular

disease [12]. The current study investigated the efficacy and

safety of degarelix as an intermittent therapy for one

treatment cycle or more in patients with prostate cancer

requiring ADT.

[(Fig._1)TD$FIG]

Fig. 1 – Study design. One month was defined as 28 d.
PSA = prostate-specific antigen.
2. Methods

2.1. Participants

Men �18 yr of age with histologically confirmed prostate cancer

requiring ADT were enrolled. The key inclusion criteria for patients with

locally advanced or metastatic cancer were screening PSA>4 to�50 ng/ml.

For patients with localized cancer or previous curative therapy, PSA

doubling time had to be<24 mo and maximum PSA �50 ng/ml, although

there were no lower limits. An Eastern Cooperative Oncology Group

score �2, life expectancy �24 mo, and TNM staging (6th ed., 2002) done

within 6 mo prior to the study were required. Patients with a previous or an

ongoing hormonal management of prostate cancer were excluded;

however, patients with previous curative treatment (eg, prostatectomy,

radiotherapy) followed by a neoadjuvant or adjuvant hormonal therapy for

�6 mo at least 6 mo prior to screening were included. Patients eligible for

curative therapy, history of severe uncontrolled asthma, allergies, other

cancers, significant disorders, investigational drug hypersensitivity, and

those on concomitant medications tending to prolong the QT interval were

excluded.

Because this trial was a descriptive uncontrolled trial with no control

group, no formal power calculation was done for sample size.

Approximately 140 patients during the off-treatment period were

considered sufficient to characterize and explore time to PSA >4 ng/ml.
2.2. Study design and setting

This was an uncontrolled open-label multicenter study, and patients

received up to three treatment cycles. The study was conducted in

France, Germany, Netherlands, Belgium, Italy, and Spain from December

2008 to July 2013. Patients completed the current treatment cycle and

the study if degarelix was approved and became commercially available

during the study period. Each treatment cycle included a 7-mo induction

period and a variable off-treatment period up to 24 mo. Patients entered

the off-treatment period if PSA �4 ng/ml and testosterone �0.5 ng/ml

(castrate level). Patients with previous curative treatment and PSA

<4 ng/ml at baseline entered the off-treatment period if they achieved an

adequate PSA response judged by the investigator, and testosterone

�0.5 ng/ml. Patients with PSA >4 ng/ml during the off-treatment period

entered a subsequent cycle; those sustaining PSA<4 ng/ml throughout the

off-treatment period completed the study. Patients for whom PSA

remained >4 ng/ml or testosterone remained >0.5 ng/ml at the end of

induction were discontinued. Figure 1 presents the study design.

The study was conducted in accordance with the Declaration of

Helsinki, applicable US Food and Drug Administration Code of Federal

Regulations and International Conference in Harmonization Good



Table 1 – Baseline characteristics for study population entering
cycle 1 (full analysis set)

Cycle 1 Induction
phase

Off-treatment
phase

Full analysis set, n 213 191

Age, yr, mean � SD 73.1 � 7.73 73.2 � 7.71

Baseline BMI, kg/m2, mean � SD 27.1 � 3.88 27.2 � 3.54

Stage of prostate cancer at

enrollment,* n (%)

Localized 50 (23) 49 (26)

Locally advanced 35 (16) 26 (14)

Metastatic 30 (14) 25 (13)

Not classifiabley 98 (46) 91 (48)

Gleason score,z n (%)

2–4 5 (2) 4 (2)

5–6 58 (27) 54 (28)

7–10 149 (70) 132 (69)

Curative intent, n (%)

No 110 (52) 99 (52)

Yes 103 (48) 92 (48)

ECOG performance status, n (%)

Ambulatory, unable to carry

out work

6 (3) 5 (3)

Fully active 172 (81) 152 (80)

Restricted but ambulatory 35 (16) 34 (18)

BMI = body mass index; ECOG = Eastern Cooperative Oncology Group;

SD = standard deviation.
* Localized = T1–2 and (NX or N0) and M0; locally advanced = T3–4 and

(NX or N0) and M0 or N1 and M0; metastatic = M1.
y Because only a scan was required for study entry, not classifiable was

chosen when an investigator could not medically conclude that a subject’s

prostate cancer was definitely localized, locally advanced, or metastatic.
z Sum of the Gleason grade of the primary and secondary patterns.

The off-treatment column is the subset of induction period. For cycle 2 and

later, the analysis set is the subset that enters into each cycle, and therefore

the data for cycles 2 and 3 are not summarized here.
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Clinical Practice guidelines. The appropriate ethics committees approved

study protocol and amendments. All patients provided voluntary written

informed consent. The study is registered at ClinicalTrials.gov

(NCT00801242).

2.3. Study treatment

Patients received once-a-month degarelix subcutaneous injections with

a starting dose of 240 mg (two injections of 120 mg each) on day 0, and

80-mg doses were administered 28 d apart for the next 6 mo during the

induction period followed by an off-treatment period up to 24 mo. The

dosing regimen remained the same for each cycle.

2.4. Study end points

The primary end point was the median time to PSA>4 ng/ml in the first off-

treatment period based on the data from the SWOG trial [13]. Primary end-

point analysis was repeated in subgroups stratified by prognostic factors

(previous curative treatment, cancer stage, Gleason score, baseline

testosterone and PSA levels, and end-of-induction PSA). Key secondary

end points were time to testosterone>0.5 ng/ml (above castrate level) and

testosterone>2.2 ng/ml (normal range for adults) in the first off-treatment

period, and assessment of QoL and sexual function using the European

Organization for Research and Treatment of Cancer (EORTC) Quality of Life

Questionnaire-Prostate module (QLQ-PR25) [14] and International Index

of Erectile Function (IIEF) scale, respectively [15]. Safety and tolerability

assessments included standard laboratory and clinical assessments

including injection-site tolerability and adverse events (AEs).

2.5. Study assessments

PSA levels were assessed at screening and baseline, thereafter every 2 mo,

and end of study using chemiluminometric immunoassay. Testosterone

levels were assessed at screening, months 4 and 7 of a cycle, thereafter

every 2 mo, and end of study using high/ultra liquid chromatography–

mass spectrometry/mass spectrometry. The EORTC QLQ-PR25 and IIEF

were completed at baseline, at months 7, 9, and 13, and thereafter every

6 mo during off-treatment periods and at the end of the study.

2.6. Statistical analysis

End points were assessed in the full analysis set (FAS), the primary

analysis population, and per protocol (PP). Because FAS and PP were

similar, only FAS results are reported. FAS included all patients who

received at least one dose and had at least one postdose efficacy

assessment. Safety evaluations were done in a safety analysis set that

included all patients who received study treatment.

Time to PSA�4 ng/ml was defined as time to first PSA�4 ng/ml after

patients entered the off-treatment period. Time to PSA�4 ng/ml, time to

testosterone>0.5 ng/ml, and>2.20 ng/ml were estimated using Kaplan-

Meier methodology, and p values of the log-rank test for homogeneity

were calculated. The median time to an event was estimated using the

method by Brookmeyer and Crowley. Baseline demographic and clinical

data, and other secondary efficacy and safety variables were summa-

rized. Descriptive analysis is presented for efficacy variables. Post hoc

analysis was done to assess the number of patients resuming potency

(IIEF-Erectile Function domain scores�22) [16] during the off-treatment

period and corresponding testosterone levels.

3. Results

Of 262 patients screened, 220 patients were enrolled in this

study. Figure 2 shows the patient disposition. Table 1
presents the baseline characteristics. Treatment compliance

was 96.2% and 97.1% for cycles 1 and 2, respectively. Only

two patients entered and completed cycle 3; therefore,

these results are not presented.

Median time to PSA >4 ng/ml in cycle 1 was 392 d (95%

confidence interval [CI], 336–448 d). PSA remained�4 ng/ml

for 48 patients throughout the first off-treatment period

(Fig. 3a). Mean PSA suppression from baseline to end of

induction was 91%. Median time to PSA >4 ng/ml in cycle 2

was 224 d (95% CI, 112–336 d). Significant differences in

time to PSA >4 ng/ml were found between subgroups:

previous curative treatment, prostate cancer stage, PSA levels

(at baseline and end of induction; p < 0.0001 for all), and

Gleason scores ( p = 0.008). Table 2 presents the subgroup

data for the first off-treatment period.

The first and second off-treatment periods lasted for a

median of 396 d and 224 d, respectively. The duration of

treatment cycles and number of patients decreased from

19.4 mo (n = 216) to 14.7 mo (n = 35) in the first and second

cycles, respectively.

Testosterone levels were rapidly suppressed during

induction, and 99% of patients achieved levels �0.5 ng/ml.

In cycle 1, estimated median time to testosterone

>0.5 ng/ml was 112 d (95% CI, 112–168 d) (Fig. 3b), and

testosterone >2.2 ng/ml was 168 d (95% CI, 168–224 d)

(Fig. 3c). Testosterone levels restored during the off-

treatment period reached median values of approximately
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3 ng/ml after day 224 of the first off treatment. A similar

pattern for testosterone was observed during cycle 2.

No significant changes were noted in QoL, although sexual

function worsened during the induction period, gradually

improving and stabilizing during the off-treatment period.

Similarly, IIEF also showed a worsening in sexual function

during the induction period, gradually improving and

stabilizing during the off-treatment period (Supplemental

Fig. 1). Similar patterns were observed during cycle 2.

Post hoc analysis for potency showed that of the 27

potent patients at baseline, 14 patients (>50%) regained

potency (IIEF-Erectile Function scores�22) at the end of the

first off-treatment period with a corresponding median

[(Fig._2)TD$FIG]

Fig. 2 – Patient
testosterone level of 4.03 ng/ml (Fig. 3d). The mean levels of

PSA, testosterone, and sexual function (EORTC QLQ-PR25)

are presented in Figure 3e.

Fewer AEs were observed during the off-treatment

versus induction periods (60% vs 81%; 37% vs 46% for

cycles 1 and 2, respectively). Notable adverse drug

reactions during induction and off-treatment periods were

general disorders and injection-site reactions in cycle 1

(60% and 4%, respectively) and cycle 2 (20% and 0%,

respectively). Treatment-emergent serious AEs were ob-

served in 7% and 16% of patients in the first induction and

off-treatment periods, and 6% and 10% of patients in the

second induction and off-treatment periods, respectively.
disposition.
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Fig. 3 – (A) Time to prostate-specific antigen >4 ng/ml during the off-treatment period (OTP) of cycle 1 (full analysis set [FAS]); Kaplan-Meier estimates
and 95% confidence intervals (CIs) are provided for FAS OTP. (B) Time to testosterone levels >0.5 ng/ml during cycle 1 (FAS). Kaplan-Meier estimates
and 95% CIs are provided for FAS OTP. (C) Time to testosterone levels >2.2 ng/ml during cycle 1 (FAS); Kaplan-Meier estimates and 95% CIs are
provided for FAS OTP. (D) Potency during the treatment and corresponding testosterone levels in cycle 1. (E) Mean values for PSA, testosterone, and
sexual function during cycle 1. The numbers in the gray area are the number of observations. The sexual function scores are from European
Organization for Research and Treatment of Cancer Quality of Life Questionnaire Prostate module 25.
IQR = interquartile range; PSA = prostate-specific antigen; OTP = off-treatment period; SD = standard deviation.
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An overall summary of treatment-emergent AEs is

presented in Table 3. Three patients (2%) died during the

first off-treatment period; however, none of the deaths

were assessed as related to degarelix or prostate cancer.
4. Discussion

IAD with degarelix was effective and well tolerated for more

than one treatment cycle. It provided an 8-mo-long period



Table 2 – Median time to prostate-specific antigen >4 ng/ml in
subgroups stratified by prognostic factors during the off-
treatment period of cycle 1 (full analysis set)

Prognostic factor Estimated
median, d

95% CI

Previously treated with curative intent

Yes (n = 92) 616.0 448.0; NA

No (n = 99) 280.0 224.0–336.0

Gleason scores

5–7 (n = 133) 448.0 336.0–560.0

8–10 (n = 53) 336.0 224.0–448.0

Stage of prostate cancer at enrollment

Localized (n = 49) 280.0 224.0–392.0

Locally advanced (n = 26) 336.0 168.0–448.0

Metastatic (n = 25) 224.0 112.0–336.0

Not classifiable (n = 91) 504.0 448.0; NA

PSA levels at baseline

<4 ng/ml (n = 51) NA* NA; NA

4–10 ng/ml (n = 64) 392.0 336.0–448.0

10–20 ng/ml (n = 46) 224.0 224.0–280.0

>20 ng/ml (n = 30) 168.0 112.0–224.0

PSA levels at the end of induction

<0.2 ng/ml (n = 90) NA 504.0; NA

0.2–2.0 ng/ml (n = 85) 280.0 224.0–336.0

>2.0 ng/ml (n = 16) 112.0 56.0–168.0

Baseline testosterone levels

<2 ng/ml (n = 10) 560.0 112.0; NA

2–4 ng/ml (n = 77) 448.0 336.0; NA

4–6 ng/ml (n = 76) 336.0 280.0–392.0

>6 ng/ml (n = 27) 392.0 168.0–672.0

CI = confidence interval; NA = not available; PSA = prostate-specific

antigen.
* Could not be estimated because 69.4% of the patients in this subgroup still

had a PSA <4 ng/ml at the 24-mo visit.

One month was defined as 28 d.

The 95% CIs of these percentiles were based on the method by Brookmeyer

and Crowley.

The estimates not available due to specific characteristics of the data are

marked NA.
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of benefit when testosterone levels reached�3 ng/ml while

PSA remained suppressed.

The median time to PSA >4 ng/ml was 392 d once off

treatment, and 30% of the patients maintained PSA

suppression until month 24. Lower baseline PSA and

testosterone levels, Gleason score, previous curative treat-

ment, and localized/locally advanced disease increased the

time to PSA progression. Lower baseline PSA [6,17,18] and

Gleason scores [18] were shown to be independent

predictors of PFS in previous studies also.

The first off-treatment period lasted 392 d (56 wk) and is

in line with previous studies where off-treatment period

lasted up to 50% of the time of a treatment cycle [19]. Off-

treatment periods >40 wk might be associated with an

improved long-term prognosis [20]. However, these results

cannot be directly compared with published studies due to

the difference in eligibility criteria to enter an off-treatment

period or a subsequent cycle. IAD with cyproterone acetate

demonstrated a longer off-treatment period (463 d);

however, it lasted until PSA >4 ng/ml and 10 or 20 ng/ml

for biochemical relapses and locally advanced or metastatic

disease, respectively [21]. IAD with GnRH agonists demon-

strated a shorter off-treatment period (35 wk and 52 wk)
[17,22], although it lasted until PSA was �10 ng/ml. The

duration of the off-treatment period decreased with subse-

quent cycles similar to previous studies with GnRH agonists

[5,18,19,22].

Testosterone restoration during off-treatment periods

might normalize sexual function and thus is an important

aspect of IAD. In the present study, most of the patients

achieved castrate levels of testosterone following induc-

tion. Importantly, within 4 mo of ADT discontinuation,

testosterone reached above castrate levels, normalizing

by 6 mo and reaching �3 ng/ml after 8 mo. Similar

improvement was observed in a trial comparing degarelix

IAD versus continuous leuprolide (data not published)

and two previous studies [22,23]. Time to testosterone

normalization was 3.5–4 mo in the first and second cycles

in previous studies using intermittent GnRH agonist

[22,24].

The data for QoL and IIEF showed that the treatment-

related symptoms and sexual functions worsened during

the induction period, gradually improving and stabilizing

during the off-treatment period. The improvement in

sexual function was commensurate with increasing

testosterone levels during this period. IAD with GnRH

agonist showed an improvement in erectile function and

some domains of QoL in one study [5] and subtle but

nonsignificant differences in another study [25]. Mixed

results were shown for sexual functions also with either

subtle [21,26] or no improvement [27] or an improvement

that was not sustained [6]. Overall, 14 of the 27 patients

(>50%) who were potent at baseline regained potency

during the first off-treatment period. Another seven

patients who were not potent at baseline also gained

potency during this time. The testosterone levels corre-

sponding to potency in these 21 patients was >4 ng/ml.

Again, data in this regard are highly variable because two

previous studies using GnRH agonist IAD showed that 29%

and 50% of the patients regained potency [5] and sexual

function [28], respectively. Another study showed that 50%

of the patients resumed sexual activity although not to

baseline levels [29].

These results are comparable with previous studies

using IAD with an average of two cycles per patient [19,30],

median treatment period of 8 mo (range: 6–9 mo) [19], and

a variable off-treatment period [22] up to 15.4 mo [30]. The

decrease in duration of the off-treatment period and

subsequent treatment cycles has to be interpreted carefully

on account of fewer patients in the second and third cycles

(35 patients and 2 patients, respectively). Importantly,

there was an 8-mo-long (224 d) ‘‘period of benefit,’’ that is,

the period between testosterone recovery (168 d) and PSA

progression when ADT was reinitiated (392 d). This finding

has a high clinical relevance because it allows for

restoration of testosterone and possibly sexual function.

The degarelix IAD regimen was well tolerated and

seemed to relieve some adverse effects of CAD. As

expected and reported previously [7–9], most AEs were

related to androgen deprivation and injection-site reac-

tions, mostly mild to moderate, with no systemic allergic

reactions. The incidence of injection-site reactions was



Table 3 – Treatment-emergent adverse events with an incidence I5% in any phase by Medical Dictionary for Regulatory Activities preferred
term (safety analysis set)

MedDRA system organ class/preferred term Induction phase Off-treatment phase

n (%) Incidence rate n (%) Incidence rate

Cycle 1, n (%) 216 (100) 191 (100)

Patient-years of exposure 115.3 – 209.6 –

Any adverse events 175 (81) 567 115 (60) 99.7

Adverse events leading to discontinuation* 5 (2) 4.3 4 (2) 1.9

Diarrhea 11 (5) 9.8 5 (3) 2.4

Injection-site reactions 133 (62) 260 23 (12) 11.7

Injection-site pain 74 (34) 91.3 0 (0) 0

Injection-site erythema 63 (29) 72.9 1 (<1) 0.5

Injection-site swelling 47 (22) 49.4 0 (0) 0

Injection-site induration 30 (14) 29.3 0 (0) 0

Fatigue 22 (10) 20.6 7 (4) 3.4

Asthenia 12 (6) 10.9 2 (1) 1

Nasopharyngitis 14 (6) 12.5 14 (7) 7

Weight increase 15 (7) 13.5 11 (6) 5.5

Hot flush 105 (49) 150 13 (7) 6.6

Hypertension 10 (5) 8.9 12 (6) 6

Cycle 2, n (%) 35 (100) 30 (100)

Patient-years of exposure 19.4 – 20.5 –

Any adverse events 16 (46) 137 11 (37) 76.8

Adverse events leading to discontinuation* 0 (0) 0 (0) 1 (3) 4.9

Injection-site reactions 8 (23) 52.8 1 (3) 5

Injection-site erythema 4 (11) 23.2 0 (0) 0

Injection-site pain 4 (11) 22.6 0 (0) 0

Fatigue 2 (6) 10.8 0 (0) 0

Injection-site induration 2 (6) 11 0 (0) 0

Injection-site swelling 2 (6) 10.9 0 (0) 0

Bronchitis 2 (6) 10.5 0 (0) 0

Weight increase 0 (0) 0 3 (10) 15.1

Urinary incontinence 0 (0) 0 2 (7) 10.1

Pruritus 3 (9) 16.2 0 (0) 0

Hot flush 5 (14) 29.5 1 (3) 5

Cycle 3, n (%) 2 (100) 2 (100)

Patient-years of exposure 1.1 – 0.4 –

Any adverse events 1 (50) 155 1 (50) 571

Anemia 0 (0) 0 1 (50) 571

Diarrhea 1 (50) 143 1 (50) 389

Injection-site reactions 1 (50) 155 0 (0) 0

Injection-site swelling 1 (50) 155 0 (0) 0

Incidence rate = number of patients with a particular event per 100 person-years; MedDRA = Medical Dictionary for Regulatory Activities; n = number of

patients with adverse events.
* Percentage may be <5%.
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higher versus that reported with GnRH agonists [9,31]; the

incidence of AEs related to androgen deprivation, mainly

hot flashes, remained comparable [18]. These results were

anticipated and are in agreement with previous studies in

which the incidence of hot flashes was higher with ADT,

decreasing with ADT discontinuation [17,27]. Fewer AEs

occurred during the off-treatment period, thereby improving

tolerability, especially in subsequent cycles. None of the three

deaths were assessed as related to degarelix treatment or

prostate cancer.

This study had two main limitations. First, fewer patients

entered subsequent treatment cycles, possibly due to the

study design resulting in a shorter off-treatment period and

subsequent cycles. Second, the study was not powered to

detect an overall difference in the QoL and IIEF, which could

be why the results remained inconclusive precluding the

interpretation of these data, although a few domains

showed an improvement.
5. Conclusions

IAD with degarelix demonstrated the efficacy and safety

with an 8-mo period of benefit during which sexual

function gradually improved and stabilized commensu-

rate with testosterone levels while PSA remained

suppressed.
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