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ARTICLE INFO ABSTRACT

Keywords: Background: Early salvage radiotherapy (SRT) is the standard of care for biochemical recurrence post-
Prognostic f_aCtorS prostatectomy but outcomes are heterogeneous.

Salvage radiotherapy Objective: To develop a risk scoring system based on relevant standard-of-care clinico-pathological prognostic
Prostate?tomy . factors for patients treated with SRT with and without hormonal therapy (HT).

Randomized trials . . .. . . S

Metaanalysis Design, setting, and participants: The Intermediate Clinical Endpoints in Cancer of the Prostate (ICECaP) database

included three randomized trials (Individual patients’ data from 1647 subjects) assessing SRT (GETUG-AFU-16;
NRG/RTOG-9601, and a subset of EORTC-22911).

Outcome measurements and statistical analysis: Outcomes were clinical progression (CP). metastasis free-survival
(MFS) and overall survival (0S). Clinico-pathological factors, including pathological Gleason Score (GS), PSA
at SRT start, margin status, persistent PSA post-RP and time from RP to SRT were evaluated by multivariable
models stratified by type of treatment.

Results and limitations: On multivariable analysis PSA > 0.5 ng/mL at SRT start, GS > 8 and negative margin
status were the three strongest prognostic factors. Three prognostic groups defined by number of these risk
features (high risk: 2 or 3; intermediate risk: 1 and low risk: 0) were strongly associated with OS, MFS and CP
outcomes with SRT alone or with HT. This prognostic group definition was also relevant for patients with
persistent PSA post RP and for patients treated < 1 year from RP to SRT and with and without HT.
Conclusion: A risk score for patients receiving SRT with or without HT, using three standard-of-care clinico-
pathological risk factors provides refined prognostic information for individual patient counselling.

Patient summary: By using a composite score of pathology grading (Gleason Score), PSA at start of salvage ra-
diation and margin status data, physicians can provide patients with more refined information on the risk of a
second relapse after receiving radiation to the prostate bed after a prostatectomy for a rising or persistent PSA,
both with and without hormonal therapy.

Individual patient data analysis
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Introduction

Well established and standard-of care clinicopathological variables
associated with clinical outcomes after post-prostatectomy salvage
radiotherapy (SRT) including pathological Gleason Score (GS), pre-SRT
PSA, margin status, seminal vesicle involvement (SVI), post-operative
PSA and PSA kinetics [1-4].

Numerous phase 3 trials and meta-analyses have assessed the benefit
of the addition of hormonal therapy (HT) either as androgen deprivation
therapy (ADT) with LHRH agonist or androgen receptor blockade with
bicalutamide monotherapy, to post-operative radiotherapy. In general,
the trials have shown clear improvements in PSA-based endpoints but
variable impact on longer term endpoints such as MFS and OS [5-10].
We postulate the latter is due to variable inclusion of patients with a low
versus higher risk of relapse and, in some reports, the inclusion of pa-
tients treated in the adjuvant setting. Given the heterogenous outcomes
of this population, we leveraged individual patient data from random-
ized trials in the ICECaP repository to evaluate a risk scoring system with
long-term clinical outcomes based on relevant standard-of-care clinico-
pathological prognostic factors for patients treated with SRT with and
without hormonal therapy (HT).

The unique features of this current analysis are the following. First,
we detail the frequency of the different risk factors across the key studies
and report the low frequency of patients with poor risk features which
influences the event-rate for MFS and OS events and power of the studies
to define the benefits of HT. Secondly, we aim to evaluate a risk scoring
system using standard of clinic-pathological. In addition, the analysis of
the pooled data provides the opportunity to detail the outcomes of (i)
patients with a persistently elevated PSA post prostatectomy and (ii)
those who have a very early rise (within 1 year of surgery). The third
unique feature is providing the most reliable estimates for the clinico-
pathological features associated with a very low risk of recurrence when
treated with sRT alone. The fourth unique feature is providing estimates
of 10-year outcomes which is relevant for men who are chosen for a
prostatectomy.
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Patients and methods
Patient selection

For this meta-analysis, we analyzed individual data of three major
randomized trials, GETUG-AFU-16 [5], NRG/RTOG 9601 [6] and
EORTC 22911 [11]. Patients that received SRT were included, which
included the entirety of GETUG-AFU-16 and NRG/RTOG 9601, and a
subset of patients in the EORTC 22911 who were randomized to the RP
alone arm and received SRT at time of biochemical recurrence (Fig. 1;
suppl table 1). Briefly, GETUG-AFU-16 and NRG/RTOG 9601 ran-
domized patients receiving SRT with or without HT. The HT modalities
were 6 months of LHRH agonist for the GETUG-AFU-16 trial and 150 mg
bicalutamide for 24 months for NRG/RTOG 9601 trial. The GETUG
study only included patients with delayed post-operative biochemical
recurrence, whereas the RTOG study also included patients with a
persistent post-operative PSA. The EORTC22911 trial [11] assessed the
benefit of immediate post-operative radiotherapy versus a “wait and
see” policy. Individual data from the subset of 155 patients out of the
503 patients randomized in the “wait and see” arm and subsequently
had a PSA rise and received SRT without HT were included in this meta-
analysis.

Endpoints

The primary clinical endpoints included clinical progression (CP)
and MFS. The secondary endpoint was OS. CP was defined as the time
from the date of randomization (or SRT initiation) to date of first evi-
dence of local or regional progression, distant metastasis, or death from
prostate cancer, while deaths from non-prostate cancer causes were
counted as competing risks. MFS was measured from the date of
randomization for GETUG-AFU-16 and NRG/RTOG 9601, or date of SRT
initiation for EORTC22911, to date of first evidence of distant metas-
tases on conventional scans or death from any cause; or censored at the
date of last follow-up. OS was defined similarly as MFS, with death from
any cause counted as events. The endpoint was censored at the date of

EORTC22911

503 patients
randomized to Wait

and See arm after RP

|

155 patients received
salvage radiation after
PSA rose to 20.2ng/mL

GETUG16

RTOG9601

742 patients randomized
to salvage radiation +/-
Goserelin after PSA rose
t0 0.2-2.0 ng/mL post RP

760 patients randomized to
salvage radiation +/-
Bicalutimide after PSA rose
t0 0.2-4.0 ng/mL post RP

738 patients received
salvage radiation

|

756 patients received
salvage radiation

155 patients had
pathological Gleason for
risk group classification

e |

738 patients had
pathological Gleason for
risk group classification

754 patients had
pathological Gleason for
risk group classification

/

Total N=1647 for analysis
(249 Gleason 28 & 1398 Gleason <7)

Fig. 1. Flowchart.
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Table 1
Patient and Disease Characteristics (N = 1647).

Overall population (N = 1647)

Age at SRT initiation (years), median (IQR) 66 (61-71)
PSA at SRT initiation (ng/mL), median (IQR) 0.50 (0.30-0.90)
Time from RP to SRT (years), median (IQR) 2.5 (1.4-4.3)
Time from RP to SRT less than 1 year, N (%)

No 1413(86)

Yes 234(14)
PSA nadir post RP (ng/mL), N (%)

<0.1 902 (55)

>0.1 737 (45)

Unknown 8 (0.49)
Pathological Gleason Score, N (%)

<6 425 (26)

7 973 (59)

8-10 249 (15)
Pathological T stage, N (%)

pT2 641 (39)

pT3-T4 849 (52)

Unknown 157 (10)
Positive margin, N (%)

Yes 1041 (63)

No 604 (37)

Unknown 2(0.12)
Seminal vesicle involvement, N (%)

Yes 139 (8.4)

No 748 (45)

Unknown 760 (46)
Neoadjuvant hormone use, N (%)

Yes 72 (4.4)

No 1575 (96)
Type of SRT, N (%)

SRT alone 900 (55)

SRT + 6-month LHRH agonist 366 (22)

SRT + 2-year Bicalutamide 381 (23)

IQR: interquartile range, RP: radical prostatectomy, SRT: salvage radiotherapy.
last follow-up for patients alive and progression-free. PSA data was not
uniformly available across all three studies to define PSA-based
endpoints.

Statistical analysis

Five and 10-year MFS and OS estimates were determined by the

Table 2
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Kaplan Meier methodology; CP at 5- and 10-year were estimated using
cumulative incidence function accounting for competing risk. Univari-
ate and multivariable Cox regression models (for MFS and OS) and the
Fine and Gray competing regression (for CP) were performed to estimate
the strength of association of clinical outcomes with pre-defined base-
line risk factors, including pathological GS (>8 vs. <7), post-RP PSA
nadir (>0.1 vs. <0.1 ng/mL), PSA at SRT start (>0.5 vs. <0.5 ng/mL),
margin status, age at SRT, and time from RP to SRT (<1 vs >1 years).
The multivariable models were also stratified by type of treatment (SRT
alone, SRT + 6-month LHRH agonist, and SRT + 24 months of bicalu-
tamide) to account for variability of treatments across the 3 trials.

PSA persistence after RP was defined as PSA > 0.1 ng/mL after RP.
PSA at SRT start was categorized to >0.5 vs. 0.5 ng/mL using the me-
dian as a threshold. The time from RP to SRT has been shown to be
linked to PSA-doubling, with a median time from RP to SRT of 16.4
months for patients with a PSA-doubling time less than 6 months [3] and
based on this report we chose SRT < 1 year from RP as potential proxy
for PSA-doubling time and a poor prognostic group. PSA-doubling time
could not be defined four this analysis due to lack of serial PSA data-
points for each patient in the database. Statistical analyses were per-
formed using the SAS software application (version 9.4; SAS Institute,
Cary, NC, USA). Two-sided p values < 0.05 were considered statistically
significant.

Results

Key patient and treatment characteristics of the three trials used for
the analysis are detailed in the flowchart (Fig. 1) and Table 1 and Supp-
Table 2. A total of 1647 patients were available for this meta-analysis,
with 155, 738, and 754 patients respectively from the EORTC 22911,
GETUG-AFU-16 and NRG/RTOG 9601 (Supp-Table 1). Pathological GS
was >8 in 15 % of the patients. Median PSA at SRT start was 0.5 ng/ml
(IQR: 0.3-0.9). Overall, 55 % of the patients had an initially undetect-
able PSA (<0.1) post-RP (100 % in GETUG-16, 21 % in EORTC 22911,
and 18 % in NRG/RTOG 9601). Median time from RP to SRT was 2.5
years (interquartile range (IQR): 1.4-4.3). 234(14 %) patients initiated
SRT within 1 year post RP.

Overall, median follow-up was 10.5 years from randomization or
SRT initiation (7.5; 9.4 and 13.1 years in EORTC22911, GETUG16, and
RTOG9601, respectively).

Multivariable analyses of CP, MFS and OS with baseline factors are
presented in Table 2. In multivariable models, pathological GS and PSA
at SRT initiation were the two strongest prognostic factors for CP, MFS
and OS (Table 2). Other notable findings from the MVA were the finding
that a negative margin was also an adverse feature for clinical pro-
gression and MFS, but not for OS. Neither persistent PSA (>0.1 ng/mL
post-RP) nor time from RP to SRT < 1 year were associated with any of
the three endpoints.

Based on the results of the MVA, we then reported the outcomes by

Multivariable regression for clinical progression, metastasis-free survival, and overall survival from randomization (SRT initiation) in whole population.

Clinical progression

Metastasis-free Survival Overall Survival

(N =1577%) (N =1621%) (N =1621%)

Variables Levels HR (95 % CI) P-value HR (95 % CI) P-value HR (95 % CI) P-value
Pathological GS >8 vs <7 1.82(1.41-2.36) 0 < .001 1.63(1.32-2.02) 0 < .001 1.49(1.15-1.93) 0.002
PSA persistence post-RP >0.1 vs <0.1 ng/mL 0.80(0.61-1.05) 0.12 0.96(0.77-1.20) 0.7 1.26(0.96-1.66) 0.090
PSA at SRT start, ng/mL >0.5 vs <0.5 2.10(1.64-2.68) 0 < .001 1.69(1.39-2.05) 0 < .001 1.68(1.33-2.13) 0 < .001
Margin Negative vs positive 1.53(1.23-1.92) 0 <.001 1.41(1.18-1.69) 0 < .001 1.08(0.87-1.35) 0.5

Age at SRT initiation Per year increase 0.99(0.98-1.01) 0.4 1.04(1.03-1.06) 0 < .001 1.08(1.06-1.10) 0 < .001
Time from RP to SRT <1 vs >1 years 1.25(0.94-1.67) 0.12 1.15(0.90-1.46) 0.3 1.30(0.99-1.72) 0.062

CI: confidence interval, HR: hazard ratio, GS: Gleason score.

" Excluded 26 patients with missing data on risk factors for all endpoints. For clinical progression, 44 patients (from EORTC22911) who had local/regional pro-

gression prior to initiation of SRT were further excluded from the analysis.

** All models were stratified by type of treatment (SRT alone, SRT + 6-month LHRH agonist, and SRT + 2-year Bicalutamide) to account for variability of treatment

across the 3 trials.
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Table 3
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Clinical progression, metastasis-free survival, and overall survival from randomization (SRT initiation) according to number of risk factors (GS 8-10, PSA at SRT start >

0.5 ng/mL and negative margin) in whole population.

Total N No. of events

5-year rate, % (95 % CI)

10-year rate, % (95 % CI) Hazard Ratio (95 % CI)

Clinical progression (N = 1582*)

0 risk factor 433 38 3.3(1.9-5.4)
1 risk factor 750 165 7.3(5.6-9.4)
2/3 risk factors 399 131 13(10-17)
Metastasis-free Survival (N = 1629%)

0 risk factor 435 82 95(92-96)

1 risk factor 778 259 89(86-91)
2/3 risk factors 416 187 83(79-86)
Overall Survival (N = 1629%)

0 risk factor 435 63 97(94-98)

1 risk factor 778 177 93(91-95)
2/3 risk factors 416 128 91(87-93)

8.3(5.7-11) reference
19(16-22) 2.62(1.84-3.72)
30(25-35) 4.24(2.95-6.07)
83(79-87) reference
71(68-74) 1.82(1.42-2.34)
59(54-64) 2.78(2.14-3.61)
89(85-91) reference
82(78-84) 1.49(1.12-1.99)
74(69-79) 2.15(1.58-2.91)

CI: confidence interval, HR: hazard ratio.

" Excluded 18 patients with missing data on 3 risk factors for all endpoints. For clinical progression, 47 patients (from EORTC22911) who had local/regional

progression prior to initiation of SRT were further excluded from the analysis.
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Fig. 2A. Kaplan Meier estimates of metastasis-free survival (MFS) according to
number of risk factors (GS 8-10, PSA at SRT start >0.5 ng/mL and negative
margin) in overall population.

1.0
0.9
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MFS Probability

the three endpoints (CP, MFS and OS) according to the number of (0 vs 1
vs 2/3) risk factors with the strongest association (other than age) on
MVA with poorer prognosis: GS 8-10, PSA at SRT start > 0.5 ng/mL and
negative margin in the whole population (Table 3 and Figs. 2A and 3A
respectively for MFS and CP). Compared to patients with none of the
risk factors, the presence of 1 or 2/3 risk factor(s) was strongly associ-
ated for CP, MFS and OS, and defined a high (2/3), intermediate [1] and
low risk group (no risk factor) in this cohort.

A subgroup analysis was performed in patients with persistent PSA
(>0.1 ng/mL) post RP (Sup Table 3 and 4 and Figs. 2B and 3B
respectively for MFS and CP) and for patients with <1 year between RP
and SRT (Sup Table 5 and Figs. 2C and 3C respectively for MFS and CP).
Similar results were observed with a significant impact of the risk groups
defined above on CP, MFS an OS in patients with persistent post-RP PSA
and for patient with initiation of SRT < 1 year from RP. For patients with
persistent PSA post RP, in addition to GS > 8, PSA at SRT > 0.5 and
negative margin, time from RP to SRT < 1 year was also an adverse
factor for CP, MFS and OS.

Notably, the prognostic information associated with the three risk

O —r——T
O 1 2 3 4

T T 1 l I
5 6 7 8 9 10 11 12

Years since randomization(salvage RT initiation)

0 risk factor 141 135 130
1 nisk factor 355 342 316
— 2/3 risk factors 234 211 183

121 114 100 75
277 249 212 159
158 126 103 76

Fig. 2B. Kaplan Meier estimates of metastasis-free survival (MFS) according to number of risk factors (GS 8-10, PSA at SRT start >0.5 ng/mL and negative margin) in

patients with persistent PSA post RP.



P. Pommier et al.

1.0
0.8

Radiotherapy and Oncology 201 (2024) 110532

0.7
0.6
0.5
0.4
0.3
0.2
0.1

MFS Probability

Hﬁ._h_‘xh

L T
0 1 2 13 4

[ O O R R

5 6 7 8 9 10 11 12

Years since randomization(salvage RT initiation)

— Onskfactor g3 61 60
= 1{riskfactor 100 99 92
—— 2/3 nisk factors 69 61 54

56 48 37 24
7 " 53 35
48 40 28 16

Fig. 2C.

1.0
0.9
0.8
0.7-
0.6~
0.5
0.4
0.3~
0.2
0.1

MFS Probability

L S I
0O 1 2 3 4

T T
5 6 7 8 9 10 11 12

Years since randomization(salvage RT initiation)

= O risk factor 239 233 224
- 1 risk factor 406 375 347
— 2/3 risk factors 240 214 185

205 188 108 52
304 266 167 91
154 118 73 39

Fig. 2D. Kaplan Meier estimates of metastasis-free survival (MFS) according to number of risk factors (GS 8-10, PSA at SRT start >0.5ng/mL and negative margin) in

patients receiving SRT alone.

groups was also consistent for CP, MFS and OS according to the treat-
ment modality: SRT alone; SRT + 6 months LHRH agonist and SRT + 2-
years Bicalutamide (Supp Table 6 & 7, Figs. 2D-E-F and Figs. 3D-E-F
respectively for MFS and CP) and in each trial (Supp Table 8). Inter-
estingly the risk groupings were particularly discriminative for all
clinical endpoints at 10-years when considering SRT alone and out-
comes were consistently more favorable with addition of HT (Supp
Table 6 and 7).

Discussion

Consistent with previous reports [1-3], and a recently published
systematic review [4] pathological GS, pre-SRT PSA and negative
margin status are the three major prognostic factors for patients treated
with SRT. Moreover, we detail the compound worsening of prognosis
with presence 0 to 1 to 2/3 of these risk factors. Reassuringly, this more

granular data can be obtained with readily available standard-of-care
clinico-pathological variables and does require waiting months to
determine a patient’s PSA doubling time.

In addition, for patients treated with SRT alone across all three trials
we detail the relatively low frequency (approximately 25 %) of patients
with 2 or 3 RF with an MFS of 53 % at 10-years versus approximately 50
% of patients with 1 RF with a 10-year MFS of 68 % and 25 % with 0 RF
with an a 10-year MFS of 82 % (Fig. 2D, Sup Table 7). As such the event
rate and inherent power is quite low for each individual trial to detect
MEFS (as surrogate for OS) or a direct OS benefit from adding HT to SRT,
especially if reliant 5-year endpoint. This information likely explains the
inconsistent reports from randomized phase 2 and 3 trials [5,7-97,13].
For instance, the RADICALS trial which include patients treated in
adjuvant and salvage setting and with low and poor risk factors did not
demonstrate a benefit in terms of MFS with 6 months HT versus sRT
alone, but a 6 % gain comparing 6 versus 24 months HT [8,9]. Given the
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Fig. 2E. Kaplan Meier estimates of metastasis-free survival (MFS) according to number of risk factors (GS 8-10, PSA at SRT start >0.5 ng/mL and negative margin) in

patients receiving SRT + 6-month LHRH agonist.
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Fig. 2F. Kaplan Meier estimates of metastasis-free survival (MFS) according to number of risk factors (GS 8-10, PSA at SRT start >0.5 ng/mL and negative margin) in

patients receiving SRT + 24 months Bicalutamide.

variable patient mix and disparate findings we propose the risk scoring
systemic derived from this analysis can be used as preliminary data to
guide both future with in-study subgroup analyses of completed trials or
individual patient data meta-analysis which includes more recently
completed SRT trials to define which patients benefit most from adding
HT to SRT.

In the subset of patients with PSA persistence, SRT < 1 year from RP
was associated with poorer CP, MFS and OS (Sup Table 3). Due to most
patients (67 %,119/177) receiving SRT < 1 year from RP also having
pre-SRT PSA > 0.5 ng/mL, there were too few patients to reliably create
a separate risk model to incorporate SRT < 1 year from RP as a risk
factor for patients with PSA persistence.

In a recent analysis based on a large multinational database, Tilki at
al demonstrated that PSA at SRT start > 0.25 ng/ml (and undetectable
post RP PSA) was associated with poorer outcomes [14]. In our whole
population, the majority of patients (82 %) had PSA at SRT start > 0.25

ng/ml, as the trials only enrolled patients with baseline PSA > 0.2 ng/
mL. Using the median as a threshold, we demonstrated that PSA > 0.5
ng/mlL was a strong prognostic factor for all the outcomes we analyzed,
regardless whether PSA was persistent or not post RP. This cut-off of pre-
SRT PSA > 0.5 also had a prognostic negative impact in the GETUG trial
[5].

There are several limitations of our study. There were variable PSA
levels as entry criteria to the studies and lack of complete data from all
three trials for prognostic factors such as seminal vesicle status, patho-
logical T-stage and nodal status. As serial PSA data prior to SRT was not
uniformly available for our current analysis and we were not able to
account for the PSA kinetics. Instead, we reported SRT < 1 year from RP
as a surrogate for a rapid PSA doubling time post RP/rapid relapse,
based on published data [3]. We have not analyzed time from RP to SRT
as a continuous variable as the output could not be included in a simple
risk score. Data from the EORTC study are not directly from the



P. Pommier et al.

104
09
0s
02

-
>

Curdatve hodonce

Radiotherapy and Oncology 201 (2024) 110532

Years srce rendomizaion(salvage RT inBaton)

O riox 00y

»3 »! m
- 1) e

Q) L0 a2

1 sk OO 23 fok DOons
2 24 s [ *]
S S8 27 148
w7 b o we %

Fig. 3A. Cumulative incidences of clinical progression according to number of risk factors (GS 8-10, PSA at SRT start >0.5 ng/mL and negative margin) in over-

all population.
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Fig. 3B. Cumulative incidences of clinical progression according to number of risk factors (GS 8-10, PSA at SRT start >0.5 ng/mL and negative margin) in patients

with persistent PSA post RP.

randomization but from a subset of patients who received delayed SRT.
Although the data for this IPD meta-analysis were prospectively
collected and the quality of the data were considered relevant for this
study, we cannot perform a reliable comparative analysis between the
treatment arms (SRT alone or associated with HT, either LHRH agonist
or bicalutamide or duration of HT) due to small numbers of patients with
a GS > 8 and lack of randomization of HT modalities. RT field and ra-
diation dose data were only available in a subset of patients from the
GETUGL16 trial. Therefore, we could not include these variables in the

multivariable models or subgroup analyses. Biochemical PFS is not
readily available as each trial uses a different definition for BCR. Sub-
sequent treatment at recurrence to SRT is available for GETUG16, and
RTOG9601, but not for EORTC22911.

In addition, there have been substantial changes in Gleason grading,
imaging, and radiotherapy dose, fields and technique that likely impact
the absolute event rates in contemporary cohorts. Notably, PSMA-PET
based RT planning may lead to better outcomes compared to conven-
tional imaging [15] but studies are needed to define whether and how
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Fig. 3C. Cumulative incidences of clinical progression according to number of risk factors (GS 8-10, PSA at SRT start >0.5 ng/mL and negative margin) in patients

initiating SRT within 1-year post RP.
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Fig. 3D. Cumulative incidences of clinical progression according to number of risk factors (GS 8-10, PSA at SRT start >0.5 ng/mL and negative margin) in patients

receiving SRT alone.

PSMA-PET-CT imaging can improve outcomes. New approaches, espe-
cially genomic markers [16] or artificial intelligence for histopathology
analysis [17] have proven to provide a prognostic information in pa-
tients with prostate cancer treated with primary radiotherapy (+/—HT)
and may also help further identify men who candidates for treatment
intensification of systemic therapy in SRT setting.

A notable strength of this paper is ability to report 10-year outcomes
which is relevant for patients who are chosen for prostatectomy as
routine care. Namely, a significant portion of the men will live many

years after the prostatectomy and are at risk for a relapse and treatment
for many years with hormonal therapy for a second relapse and die from
a non-prostate cause. Moreover, the impact of death from other causes
may explain why a treatment may have a significant impact on time to
clinical progression, time to distant metastases and MFS but not OS. As
such treatment intensification to prevent a second PSA relapse with goal
of preventing long term hormonal therapy and/or metastatic event may
be beneficial.
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Fig. 3E. Cumulative incidences of clinical progression according to number of risk factors (GS 8-10, PSA at SRT start >0.5 ng/mL and negative margin) in patients

receiving SRT + 6-month LHRH agonist.
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Fig. 3F. Cumulative incidences of clinical progression according to number of risk factors (GS 8-10, PSA at SRT start >0.5 ng/mL and negative margin) in patients

receiving SRT + 24 months Bicalutamide.

Conclusion

Patients treated with SRT post prostatectomy have heterogeneous
outcomes. GS > 8, PSA at SRT of >0.5 at time of SRT and margin status
were the strongest prognostic variables across the endpoints. Using these
variables, we derived a simple clinic-pathological risk scoring system of
0 versus 1 versus 2/3 RF which details distinct high, intermediate and
low risk groups both with or without HT. These data provide prognostic

information for individual patient counselling as well as guidance for
interpretation of completed and ongoing trials and design of future
clinical trials in the salvage setting.
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