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IMPORTANCE While preliminary evidence suggests that sodium-glucose cotransporter 2
(SGLT2) inhibitors for diabetes may have antitumorigenic effects, their potential benefits in
prostate cancer remain unexplored. Understanding their association with outcomes among
patients undergoing hormone therapy could inform future adjunct treatment strategies.

OBJECTIVE To evaluate whether the use of SGLT2 inhibitors is associated with clinical
outcomes in patients with prostate cancer receiving hormone therapy.

DESIGN, SETTING, AND PARTICIPANTS This population-based, sequential target trial emulation
of monthly cohorts used territory-wide electronic health records (January 1, 1993, to April 30,
2025) from the Hong Kong Hospital Authority, covering a population of approximately 7.5
million. Adult men diagnosed with prostate cancer who initiated androgen deprivation
therapy (ADT) were included. Follow-up extended through April 2025, and data were
analyzed from June to October 2025.

EXPOSURES Use of SGLT2 inhibitors (primarily dapagliflozin and empagliflozin) initiated
during hormone therapy and maintained for at least 1 month. Comparator groups included
nonusers of SGLT2 inhibitors.

MAIN OUTCOMES AND MEASURES The primary outcome was time to ADT failure. Secondary
outcomes include time to next-generation hormonal agent failure, disease-specific survival,
and overall survival. Both intention-to-treat and per-protocol analyses were conducted using
complementary log-log model regression to provide the hazard ratio (HR) estimate.

RESULTS Among 14 223 eligible patients (median [IQR] age at enrollment, 74 [68-80] years)
with a median follow-up of 66 months (95% CI, 65-67 months), intention-to-treat SGLT2
inhibitor use was associated with reduced risk of ADT failure (HR, 0.63; 95% CI, 0.41-0.95;
P = .03) and next-generation hormonal agent failure (HR, 0.44; 95% CI, 0.20-0.97; P = .04).
Sensitivity analyses confirmed robustness of these findings across different comparator
subgroups. Metformin monotherapy was not associated with disease progression
but was associated with improved overall survival (HR, 0.59; 95% CI, 0.42-0.83; P = .002).
No statistically significant outcome differences were observed between dapagliflozin
and empagliflozin.

CONCLUSIONS AND RELEVANCE In this cohort study with a target trial emulation design,
SGLT2 inhibitor use was associated with delayed hormone therapy failure in patients with
prostate cancer, suggesting a potential oncologic benefit beyond glucose lowering.
These findings support the potential of SGLT2 inhibitors in treatment for prostate cancer.
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H ormone therapy, including androgen deprivation
therapy (ADT) and next-generation hormonal agents
(NHAs), is a cornerstone that prolongs survival in ad-

vanced or recurrent prostate cancer by suppressing androgen-
driven tumor growth.1 However, 45% to 75% of treated
patients will develop drug resistance within 24 months.2 On
the other hand, more than half of the patients receiving
long-term ADT develop metabolic syndrome with symptoms
like hyperglycemia and obesity,3 contributing to elevated risks
of diabetes and cardiovascular disease. These phenomena
underscore a need for therapeutic strategies that can address
both oncologic control and metabolic health in patients with
prostate cancer undergoing hormone therapy.

Sodium-glucose cotransporter 2 (SGLT2) inhibitors are an-
tidiabetic medications originally developed to improve glyce-
mic control by promoting urinary glucose excretion. Interest-
ingly, emerging evidence suggests that SGLT2 inhibitors may
also confer anticancer benefits beyond their metabolic effects.4

A recent study reported that initiating SGLT2 inhibitors in
patients with prostate cancer was associated with prostate-
specific antigen (PSA) responses, supporting further investi-
gation of SGLT2 inhibitor use for prostate cancer.5 Another re-
cent meta-analysis found that SGLT inhibitor use was
associated with a lower overall risk of prostate cancer com-
pared with dipeptidyl peptidase 4 inhibitors.6 An in vitro
study also showed that SGLT2 blockade could inhibit pros-
tate cancer cell proliferation, reduce invasion and metasta-
sis, and enhance responses to radiotherapy.7 This evidence
raises the possibility of repurposing SGLT2 inhibitors as ad-
junctive agents in prostate cancer management.

In the absence of randomized clinical trials (RCTs) evalu-
ating this hypothesis, robust observational research is needed
to evaluate the impact of SGLT2 inhibitors on prostate cancer
outcomes. Target trial emulation (TTE) has emerged as a meth-
odological framework to strengthen causal inference in ob-
servational studies, and dedicated reporting guidelines have
further standardized its application. Recent studies have dem-
onstrated its value in diverse clinical contexts, underscoring
its potential to generate reliable evidence when RCTs are
infeasible.8,9 In this study, we therefore applied a sequential
TTE using electronic health records from the 7.5 million popu-
lation in Hong Kong to investigate whether SGLT2 inhibitors
may improve prognosis in patients with prostate cancer re-
ceiving hormone therapy, including ADT and NHAs.
This framework mimics an RCT by explicitly aligning patient
eligibility, treatment initiation, and follow-up timing in the
observational dataset, thereby reducing biases such as immor-
tal time and selection bias.10 Through this approach, we aimed
to generate clinically relevant evidence on the potential ef-
fects of SGLT2 inhibitors in men undergoing hormone therapy
for prostate cancer.

Methods

Study Design
This study used a sequential TTE design to evaluate the im-
pact of SGLT2 inhibitors among patients with prostate cancer

receiving hormone therapy. It was carried out on a monthly
basis using electronic health records in the Clinical Data Analy-
sis and Reporting System of the Hong Kong Hospital Author-
ity from January 1, 1993, to April 30, 2025.

The study protocol was approved by the institutional re-
view board of the University of Hong Kong/Hospital Author-
ity Hong Kong West Cluster. Because all data involved in this
study had been fully anonymized before extraction, patient in-
formed consent was not required. This observational analy-
sis was reported in accordance with the Strengthening the Re-
porting of Observational Studies in Epidemiology (STROBE)
reporting guidelines11 and the recently published Transparent
Reporting of Observational Studies Emulating a Target Trial
(TARGET) guidelines12 to ensure transparent reporting.

Study Population
Eligible patients were adult men diagnosed with prostate can-
cer (International Classification of Diseases, Ninth Revision,
Clinical Modification code 185) who undertook ADT (eg, leu-
prorelin, goserelin, triptorelin, degarelix) with or without com-
bined androgen blockade (CAB; eg, flutamide, bicalutamide).
Exclusion criteria included (1) initiation of an NHA within 1
month after ADT/CAB initiation (ie, upfront NHA), (2) initia-
tion of ADT/CAB within 3 months before or after radical pros-
tatectomy (RP) with treatment duration less than 18 months,
and (3) initiation of ADT/CAB within 3 months before or after
radiotherapy with treatment duration of 6 months or less (ie,
adjuvant ADT). We defined 3 subcohorts at baseline based on
prescription records: (1) patients with prostate cancer who re-
ceived SGLT2 inhibitors (ie, dapagliflozin, empagliflozin) at
any time point during ADT, (2) patients with prostate cancer
receiving glucose-lowering medications other than SGLT2 in-
hibitors (ie, alpha-glucosidase inhibitors, biguanides, dipep-
tidyl peptidase 4 inhibitors, glucagon-like peptide-1 receptor
agonists, insulins, sulfonylureas, thiazolidinediones) at any
time point during ADT, and (3) patients with prostate cancer
receiving ADT with no diabetes medications.

Intervention, Outcomes, and Follow-Up
The intervention of the current study was use of SGLT2 in-
hibitors during ADT. Patients were considered to have initi-
ated the SGLT2 inhibitor intervention from the date of their

Key Points
Question Is use of antidiabetic agent sodium-glucose
cotransporter 2 (SGLT2) inhibitors associated with clinical
outcomes in patients with prostate cancer undergoing
hormone therapy?

Findings In this cohort study with a target trial emulation design
including 14 223 patients with prostate cancer, SGLT2 inhibitor use
was associated with considerably lower risks of androgen
deprivation therapy failure and lower risk of next-generation
hormonal agent failure.

Meaning SGLT2 inhibitors may delay disease progression in
patients with prostate cancer receiving hormone therapy,
suggesting their potential role as adjuncts to hormonal therapy
in the treatment of prostate cancer.
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initial prescription onward. Patients not receiving SGLT2 in-
hibitors (either those without diabetes or who received other
diabetic medications except SGLT2 inhibitors) served as com-
parators. Continuous prescription episodes of SGLT2 inhibi-
tors were merged into ongoing intervention intervals, allow-
ing up to a 90-day grace period before considering the
treatment interrupted.

The primary outcome of this study was time to ADT fail-
ure, which was defined as either biochemical progression (PSA
rise ≥1.25 × the nadir and ≥2 ng/mL absolute increase [to con-
vert to μg/L, multiply by 1], confirmed by 2 consecutive tests
at least 2 weeks apart) or initiation of NHA (eg, abiraterone,
enzalutamide, darolutamide, apalutamide) for disease pro-
gression. The secondary outcome was time to NHA failure, de-
fined as the interval from the initiation of ADT to PSA progres-
sion with NHA initiation. The secondary outcomes also
included disease-specific survival (DSS) and overall survival
(OS).

Participants were followed up from the date of ADT ini-
tiation until the occurrence of an outcome event, death, the
last visit to the hospital, or the administrative end date of the
study (April 30, 2025), whichever came first. In Hong Kong,
most patients with prostate cancer were followed up regu-
larly at intervals of 3 to 6 months. In this study, all patients had
recorded regular follow-up. During each follow-up, PSA lev-
els were reevaluated, along with other clinical assessments
when indicated. Patients who did not experience the out-
come of interest were right censored at the time of their last
follow-up.

TTE
The specification and emulation of the target trials, following
the TARGET statement,12 are described in eTable 1 in Supple-
ment 1. This sequential TTE was implemented by initiating a
new 1-month trial at the beginning of every calendar month
(eFigure 1 in Supplement 1). At each monthly timeframe, eli-
gibility criteria were reapplied and optimal pair-matched eli-
gible individuals were enrolled into that month’s trial. Be-
cause the eligibility was reassessed monthly, the same person
could contribute to several trials as long as they continued to
meet the criteria, and robust variance estimators were ap-
plied to account for the resulting within-individual
correlation.13 Those who initiated an SGLT2 inhibitor during
the month of trial entry were assigned to the initiator group,
while those who did not were classified as noninitiators.
Two causal estimands were evaluated for every outcome: (1)

the intention-to-treat (ITT) effect, where the participants re-
mained in the group assigned at the trial baseline for the full
duration of follow-up for that trial, and (2) the per-protocol (PP)
effect, where follow-up was artificially censored at the first
month in which observed treatment deviated from the group
assigned at baseline.

Statistical Analysis
Baseline clinical characteristics across subcohorts were com-
pared using the Wilcoxon rank-sum test (2 groups) and Kruskal-
Wallis rank-sum test (3 groups) for continuous variables, the
Pearson χ2 test for categorical variables, and the log-rank test
for survival outcomes. Median survival times were estimated
using the Kaplan-Meier method.

For every monthly trial, propensity scores were esti-
mated from baseline covariates (age, log-transformed PSA, and
Charlson Comorbidity Index). Optimal pair matching was ap-
plied in a 1:4 ratio, using an exact match on calendar month
of entry. When suitable matches were fewer than 4, the treated
participant was retained with the available controls, so the
final initiator to noninitiator ratio varied and may not be
an integer.

At every month of follow-up, discrete-time hazard mod-
els with a complementary log-log link were fitted to the
matched cohort, adjusting for age, PSA, Charlson Comorbid-
ity Index, use of statins and nonstatin lipid-lowering drugs, use
of cardiovascular medications (angiotensin-converting en-
zyme inhibitors, angiotensin II receptor blockers, angioten-
sin receptor-neprilysin inhibitors, antiplatelets, β-blockers, cal-
cium channel blockers, and diuretics), metabolic and laboratory
measures (glucose, hemoglobin A1c, high-density lipopro-
tein, low-density lipoprotein, total cholesterol, triglycerides,
and kidney function), prior treatments (RP, radiotherapy, and
chemotherapy), and socioeconomic indicators (occupational
categories and residential district). All covariates were up-
dated at each time point using a last observation carried for-
ward approach. For variables with remaining missing values,
multiple imputation by chained equations with predictive
mean matching was applied. As the complementary log-log
model is a discrete-time proportional hazards model, the ex-
ponentiated coefficients can be interpreted as hazard ratios
(HRs),14 which we report in both ITT and PP analyses. In ad-
dition to HRs, we report absolute risks, absolute risk reduc-
tions, and numbers needed to treat at clinically relevant time
points. Cumulative incidence curves were generated by pre-
dicting marginal cumulative risks under each treatment strat-

Table 1. Clinical Characteristics of the Study Population After Propensity Score Matching (PSM) by Treatmenta

Characteristic

Median (IQR)

P valueb

SMD

SGLT2 inhibitors (n = 159) Others (n = 636) Before PSM After PSM
Age at enrollment, y 72 (66-76) 71 (67-76) .79 −0.35 0.02

Serum total PSA before ADT, ng/mL 22.5 (9.5-92.2) 16.5 (6.1-59.7) .02 −0.18 0.12

Baseline Charlson Comorbidity Index 3 (2-4) 3 (2-5) .08 0.40 0.16

Abbreviations: ADT, androgen deprivation therapy; PSA, prostate-specific antigen;
SGLT2, sodium-glucose cotransporter 2; SMD, standardized mean difference.

SI conversion factor: to convert PSA to μg/L, multiply by 1.

a Matched population from the main analysis for the primary outcome.
b A 2-sided P < .05 was considered statistically significant.
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egy. All modeling-related functions were from the R package
TrialEmulation, version 0.0.4.2 (R Project for Statistical
Computing).13

Prespecified analyses included comparisons across pre-
defined subgroups within the comparator group, an evalua-
tion of metformin monotherapy, a head-to-head comparison
of dapagliflozin vs empagliflozin, and assessment of consis-
tency between ITT and PP results. Additional sensitivity analy-
ses were conducted by including the individuals receiving
upfront NHA, varying the grace period for ADT and SGLT2 in-
hibitor prescriptions, and using conventional Cox regression
models as a reference. All data assembly and analyses were
conducted using R, version 4.4.2 (R Project for Statistical
Computing).15 A -sided P < .05 was considered statistically sig-
nificant. Data were analyzed from June to October 2025.

Results
A total of 14 223 patients with prostate cancer (median [IQR]
age at enrollment, 74 [68-80] years) who met the eligibility cri-
teria were included in the analysis. The patient selection pro-
cess is presented in eFigure 1 in Supplement 1, and patient base-
line characteristics are summarized in eTable 2 in Supplement 1.
The median follow-up was 66 months (95% CI, 65-67 months).
A total of 6252 patients (44.0%) experienced ADT failure, with
a median time to failure of 55 months (95% CI, 53-58 months).
Among 3358 patients who received subsequent NHA, 1932
(57.5%) experienced treatment failure, with a median time to
failure of 50 months (95% CI, 48-53 months). The prostate
cancer–specific mortality was 16.8% (2384 deaths), and the
overall mortality was 44.4% (6309 deaths). Before matching,
certain imbalance of baseline characteristics across subgroups
existed (eTable 2 in Supplement 1). After the propensity score
matching, the baseline differences were attenuated (Table 1).

In the ITT analysis (Table 2), receiving SGLT2 inhibitors
was associated with statistically significant improved dis-
ease control while undergoing ADT compared to those who
did not (time to ADT failure: HR, 0.63; 95% CI, 0.41-0.95;
P = .03), resulting in a 11.1% decrease of the 10-year cumula-
tive event rate (Figure 1A). Similarly, the use of SGLT2 inhibi-
tors was associated with a statistically significant delayed
time to failure of NHA (HR, 0.44; 95% CI, 0.20-0.97;
P = .04), with an 8.4% decrease of the cumulative event rate
at 10 years (Figure 1B). Although the associations with DSS
and OS were not statistically significant, the point estimates
suggested a favorable trend among those who used SGLT2
inhibitor (DSS: HR, 0.60; 95% CI, 0.20-1.85; P = .37; OS: HR,
0.70; 95% CI, 0.42-1.16; P = .17; Figure 1C and D). However,
limited sample size of those taking NHAs (n = 215) and num-
ber of survival events (DSS, 41 events; OS, 123 events)
resulted in low statistical power for detecting differences
between groups (NHA analysis, 0.54; DSS analysis, 0.21; OS
analysis, 0.31 [under the type I error of 0.05]). Similar find-
ings were observed in the PP analysis (Table 2 and eFigure 2
in Supplement 1). The absolute risks, absolute risk reduc-
tions, and numbers needed to treat for ITT analyses are
presented in eTable 3 in Supplement 1.Ta
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Several sensitivity analyses were also conducted.
Patients without diabetes and patients treated with other glu-
cose-lowering drugs were further distinguished as compara-
tor groups. Compared to patients without diabetes, those
using SGLT2 inhibitors had a trend toward longer time to ADT
failure (HR, 0.65; 95% CI, 0.43-1.00; P = .05; Table 2). A simi-
lar result was observed when compared with patients receiv-
ing other glucose-lowering agents (HR, 0.62; 95% CI, 0.42-
0.90; P = .01). The associations with NHA failure and OS were
also statistically significant in this analysis (NHA failure: HR,
0.45; 95% CI, 0.20-0.99; P = .04; OS: HR, 0.64; 95% CI, 0.41-
0.99; P = .04; Table 2). The corresponding cumulative inci-
dence differences are shown in Figures 2 and 3 (for ITT analy-
sis) and eFigures 3 and 4 in Supplement 1 (for PP analysis).

Another subgroup analysis compared patients receiving
metformin with patients without diabetes (Table 2 and eFig-
ures 5 and 6 in Supplement 1). No statistically significant as-
sociation was found between metformin use and ADT or NHA
failure. However, improved OS was noted in this analysis (HR,
0.59; 95% CI, 0.42-0.83; P = .002). Considering that SGLT2 in-
hibitors are often prescribed together with metformin, this sug-
gests that the SGLT2 inhibitors may have improved prostate

cancer hormone therapy treatment outcomes via pathways
other than glucose control, consistent with previous genetic
findings.16 Subgroup analyses comparing dapagliflozin and
empagliflozin did not reveal substantial differences in their as-
sociations with prostate cancer outcomes (Table 2 and eFig-
ure 7 in Supplement 1).

Sensitivity analyses were generally consistent with the pri-
mary analyses (eTables 4-6 in Supplement 1). Supplementary
Cox regression models confirmed robust associations across
all outcomes (eTable 7 in Supplement 1).

Discussion
Improving the outcomes of hormone therapy in patients with
prostate cancer and reversing ADT/NHA resistance have been
consistently a critical research topic with existing clinical gaps
over the past decades. Some preliminary evidence based on
in vitro experiments and genetic analysis suggested that SGLT2
inhibitors have a preventative effect on prostate cancer occur-
rences, providing rationale for this TTE.16-19 In this study, we
found that patients with prostate cancer receiving SGLT2 in-

Figure 1. Cumulative Incidence Differences Between Users of Sodium-Glucose Cotransporter 2 Inhibitors and All Other Patients
in the Intention-to-Treat Analysis
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hibitors experienced statistically significant longer time to
treatment failure of hormone therapy than those who did not
use SGLT2 inhibitors. Furthermore, such potential treatment
effect was not observed in patients taking other antidiabetic
medications.

In subgroup analyses, the association between SGLT2 in-
hibition and delayed ADT failure held up across different pa-
tient strata. The beneficial trends were also observed when
comparing patients receiving SGLT2 inhibitors to patients with-
out diabetes or to patients taking other glucose-lowering
drugs separately. This suggests that the possible effect may be
linked to the SGLT2 inhibitors themselves rather than simply
reflecting differences in underlying diabetes status. Mean-
while, we did not detect a substantial difference between da-
pagliflozin and empagliflozin in clinical outcomes, suggest-
ing the consistent anti–prostate cancer effects within the
class of SGLT2 inhibitors. As SGLT2 inhibitors are often used
in combination with metformin, a sensitivity analysis of met-
formin monotherapy was conducted to further evaluate its
effect. This analysis did not show any improvement in dis-
ease progression, which suggests that SGLT2 inhibitors may
exert an independent protective effect during hormonal
therapy for prostate cancer.

In vitro and preclinical studies have demonstrated that
SGLT2 inhibitors can slow tumor growth in prostate cancer.18

For example, canagliflozin has been shown to suppress the pro-
liferation of prostate cancer cells and to enhance their re-
sponse to chemotherapy and radiotherapy, whereas dapagli-
flozin lacked such effects in the same models.19 Such anticancer
activity provides a plausible mechanism for the delayed pro-
gression observed in patients treated with SGLT2 inhibitors in
this study. Several biological mechanisms may underlie the ap-
parent anticancer effects of SGLT2 inhibitors. For example,
canagliflozin inhibits mitochondrial complex I, activates AMPK
via increased adenosine monophosphate:adenosine triphos-
phate ratio, and subsequently suppresses mTOR-driven lipid
synthesis and proliferation in cancer cells.20 Dapagliflozin
can reduce oxidative stress via AMPK-SIRT1 signaling and di-
minish proinflammatory pathways.21 By lowering systemic in-
flammation and oxidative stress, SGLT2 inhibitors may fur-
ther counteract the tumor-promoting microenvironment that
can accompany diabetes and ADT. Although SGLT2 is ex-
pressed in various cancers, and blocking this transporter can
directly reduce glucose uptake in tumor cells,22 a recent men-
delian randomization analyses demonstrated a reduced
prostate cancer risk with SGLT2 inhibitor exposure, while gly-

Figure 2. Cumulative Incidence Differences Between Users of Sodium-Glucose Cotransporter 2 Inhibitors and Patients
Without Diabetes in the Intention-to-Treat Analysis
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cemic traits such as hemoglobin A1c showed no meaningful as-
sociation with prostate cancer incidence.16 Taken together
with the present findings, these observations suggest that
the glucose-centric hypothesis may fall short of explaining
the antitumor effects of SGLT2 inhibition. Future biological
experiments are needed to further evaluate this hypothesis
and mechanism.

The interplay between diabetes and prostate cancer is com-
plex and noteworthy. Meta-analyses show that men with long-
standing diabetes have a modestly reduced risk of develop-
ing prostate cancer.23 However, men with diabetes who develop
prostate cancer tend to have more aggressive disease. A study
found that preexisting diabetes was linked to a 29% increase
in prostate cancer–specific mortality and a 37% increase in over-
all mortality compared to those without diabetes.24 In other
words, diabetes may shift the spectrum toward fewer but more
lethal tumors. The present cohort likely reflects this inter-
play, which implies that an SGLT2 inhibitor–associated ben-
efit on cancer progression was observed in patients with dia-
betes (with presumably higher risk for cancer). It remains
possible that SGLT2 inhibitors could also impact tumor biol-
ogy differentially in patients with vs without diabetes, which
warrants further investigation in future studies.

Interestingly, metformin monotherapy did not confer ben-
efit on ADT or NHA failure, but it was associated with im-
proved OS in this study. This finding aligns with some of the
prior observational studies and meta-analyses that reported
survival advantages of metformin use among patients with
prostate cancer.25 However, it contrasts with the recently pub-
lished phase 3 STAMPEDE trial, which found no OS benefit
when metformin was added to ADT among patients without
diabetes.26 In the present study, the patients entered the tar-
get trial regardless of their diabetic status. Metformin is most
commonly prescribed for type 2 diabetes. In the current analy-
ses, the record of using metformin and diabetes diagnosis were
concordant. In the STAMPEDE trial, one of the recruitment cri-
teria was nondiabetic status. Whether patients with diabetes
would benefit from the metabolic modulation from metfor-
min seems debatable, and additional evidence is warranted.

Limitations
The current study’s TTE design closely mimics an RCT and at-
tenuates common biases of observational research. How-
ever, the number of patients who experienced NHA failure was
relatively small after propensity score matching, limiting sta-
tistical power and yielding imprecise estimates of that end

Figure 3. Cumulative Incidence Differences Between Users of Sodium-Glucose Cotransporter 2 Inhibitors and Patients
Treated With Other Glucose-Lowering Drugs in the Intention-to-Treat Analysis
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point. Similar to any nonrandomized study, residual confound-
ing by unmatched factors cannot be excluded. In addition, the
absence of Gleason score in the database precluded adjust-
ment for tumor grade, an important prognostic determinant
in prostate cancer. This limitation may have introduced re-
sidual heterogeneity in the cohort and highlights the need for
validation in future studies with access to detailed pathologi-
cal variables. Although we believe that treatment patterns
(eg, RP, radiotherapy, chemotherapy) are highly relevant to dis-
ease stage, it cannot fully represent pathological staging. Nev-
ertheless, this study suggests that SGLT2 inhibitors could
plausibly serve as adjuncts to hormone therapy in patients
with prostate cancer. These agents may help delay progres-

sion among those receiving hormone therapy while simulta-
neously improving metabolic health.

Conclusions
This cohort study with a TTE design showed that the use of
SGLT2 inhibitors among patients with prostate cancer was
associated with delayed hormone therapy failure. However,
cancer-specific and overall survival did not reach statistical
significance. Prospective trials are warranted to validate
these observations and assess their potential clinical appli-
cability.
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