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Abstract: This study presents the enfortumab vedotin (EV) treatment analysis at our institution. We
retrospectively analyzed patients with metastatic urothelial cancer (mUC) treated with EV between
January 2021 and October 2023. EV was administered at 1.25 mg/kg on days 1, 8, and 15 in a 28-day
cycle. Whole-body computed tomography scans were performed to assess the treatment response.
Patient characteristics, treatment histories, response rates, progression-free survival, and adverse
events were evaluated. Response rates were determined, and adverse events were recorded. Among
the 20 patients, 70% were male and 65% had bladder tumors. Most patients had lung (65%) or
lymph node (65%) metastases. The median follow-up was 11.2 months, with 45% of the patients
succumbing to the disease. The overall response rate was 55%. The median progression-free and
median overall survivals were 10.5 and 12.9 months, respectively. Severe adverse events occurred
in 35% of patients. In this real-world study, EV demonstrated promising efficacy and manageable
safety profiles in Japanese patients with mUC. The study’s results were consistent with previous
clinical trials, although a longer follow-up was required. Our findings support EV use as a treatment
option for patients with mUC who exhibit disease progression after platinum-based chemotherapy
and immune-checkpoint inhibitor therapy.
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1. Introduction

Bladder cancer is the 10th most commonly diagnosed cancer worldwide, with over
500,000 new cases reported annually [1]. Metastatic urothelial cancer (mUC) has a poor
prognosis, and platinum-based chemotherapy (PBC) is the established standard of care.
Unfortunately, the second-line chemotherapy has yielded disappointing results. In recent
years, immune checkpoint inhibitors (ICIs) have emerged as promising treatment modal-
ities, with five different ICIs approved for second-line use since 2016. Pembrolizumab
has demonstrated superior outcomes compared with chemotherapy, and avelumab has
been established as a maintenance treatment option [2,3]. Precision medicine has identified
various therapeutic targets for bladder cancer, leading to the approval of erdafitinib for
patients with fibroblast growth factor receptor (FGFR) alterations. However, eligibility for
erdafitinib is limited to a small percentage of patients [4].

Despite the availability of these treatment options, mUC remains incurable [5]. To
address this clinical challenge, enfortumab vedotin (EV), an antibody–drug conjugate com-
prising a monoclonal antibody targeting nectin-4 conjugated to the microtubule-disrupting
agent monomethyl auristatin E was approved by the Food and Drug Administration (FDA)
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in December 2019 for patients with mUC refractory to PBC and ICIs [6]. Initial FDA ap-
proval of EV was based on results from the EV-201 trial, while subsequent confirmation
of their benefits for treatment-refractory mUC was obtained from a randomized phase
3 EV-301 trial, leading to full approval in July 2021 [7,8]. However, evidence supporting
the efficacy and safety of EV is primarily derived from clinical trial data, with limited
information available from real-world clinical practice.

To bridge this knowledge gap, we conducted a novel retrospective study to examine
the therapeutic outcomes and safety profiles of EV in Japanese patients with mUC who
were previously treated with PBC and ICIs. Importantly, our study stands as the first paper
to provide single institution Japanese real-world data for this specific patient population.
This unique perspective offers invaluable insights into the real-world clinical use of this
treatment option within the Japanese context.

2. Materials and Methods

We retrospectively analyzed patients with mUC who were treated with EV between
January 2021 and October 2023 and evaluated the efficacy and safety of EV in patients with
mUC who received at least one dose of EV. The patient eligibility criteria included patho-
logically confirmed carcinoma of urothelial origin and the presence of metastatic disease.

EV was administered at a dose of 1.25 mg/kg on days 1, 8, and 15 at 28-day intervals.
Dose reduction was allowed if the EV was intolerable, as determined by the treating
physician. The Eastern Cooperative Oncology Group (ECOG) performance status, stage,
histology, and EV-related toxicities were obtained from medical records.

Diagnostic monitoring of the tumor was performed at the start of EV treatment and
every 1–3 months thereafter using chest, abdominal, and pelvic computed tomography.
Treatment response was assessed using the Response Evaluation Criteria in Solid Tumors
version 1.1, which included complete response (CR), partial response (PR), stable disease
(SD), and progressive disease (PD). The safety profile of the patients was evaluated monthly
using the National Cancer Institute Common Toxicity Criteria for Adverse Events, version
4.0. Our assessment of progression-free survival (PFS) and overall survival (OS) involved a
comprehensive evaluation of multiple factors. These included analyzing complete blood
count (CBC)/comprehensive metabolic panel (CMP) values, examining the status of cancer
metastatic sites, assessing pre-existing diabetes before treatment, prior ICI (pembrolizumab
or avelumab), and documenting adverse events (AEs). Furthermore, we conducted a
comparative analysis between patients who received taxane therapy and those who did not.

PFS and OS were analyzed using statistical analysis. PFS was defined as the time
from the start of EV treatment to PD. Further, OS was measured from the first day of EV
exposure to the date of the last follow-up or death. Kaplan–Meier (K-M) curves were used
to estimate survival distributions. We also gathered data on time elapsed from EV initiation
to the observation of neuropathy exceeding Common Terminology Criteria for Adverse
Events (CTCAEs) grade 2 (G2 neuropathy free-survival) and analyzed it using K-M curves.
Statistical analyses and graph data were performed using SPSS software, version 25 (IBM
Institute Corp., Armonk, NY, USA).

The study was approved by the Institutional Review Board of our institution (approval
number [F3007-2]) and conducted in accordance with the Declaration of Helsinki. Written
informed consent was obtained from all patients for mUC treatment with EV.

3. Results

Twenty patients with mUC previously treated with PBC and ICIs received EV monother-
apy from January 2021 to October 2023 and were included in the analysis. The patient
demographics and tumor characteristics are displayed in Table 1. Most patients were male
(70.0%), with a median age of 73 years (range, 61–85 years). At the initiation of EV therapy,
four patients (20%) had diabetes, two had Grade 2 neuropathy owing to prior therapy,
seven (35.0%) had ECOG PS 1, seven (35.0%) had upper tract urothelial carcinoma (UTUC)
as the primary tumor location, and eight (40.0%) had a pathological subtype. Lymph node
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metastasis was present in 65% of the patients, while lung, liver, and bone metastases were
observed in 65%, 15%, and 10% of the patients, respectively. Four prior regimens were
documented in 25% of the patients, three regiments in 30%, and two regimens (PBC and ICI)
in 45%. The EV dose was adjusted based on the patient’s general condition and tolerability,
resulting in a dose reduction in 50% of patients during the treatment period.

Table 1. Background and characteristics of the patients (n = 20).

Background of the Patients

sex n %
female 6 30.0%
male 14 70.0%

age median range
73 61–85

follow up months
8.2 1.4–20.8

ECOG-performance status n %
0 13 65.0%
1 7 35.0%

primary location
UTUC 7 35.0%
LTUC 13 65.0%

pathological subtype (variant)
yes 8 40.0%
no 12 60.0%

metastatic locations
lymph node 13 65.0%
lung 13 65.0%
liver 3 15.0%
peritonium 0 0.0%
bone 2 10.0%
local 0 0.0%

number of prior regimens
2 9 45.0%
3 6 30.0%
4 5 25.0%

prior immune checkpoint inhibitor
pembrolizumab 10 50%
avelumab 10 50%

prior taxane therapy
yes 4 20%
no 16 80%

ECOG: Eastern Cooperative Oncology Group.

The outcomes of this study are summarized in Table 2. The median follow-up period
was 11.2 months (range, 2.7–22.5 months), and the median number of administration cycles
was 7 (range, 2–18 cycles) (Figure 1). All the patients had measurable tumor masses. The
maximum shrinkage of the target lesions during the treatment period in our cohort is
depicted in Figure 2. As the best response, two patients (10%) had CR, nine (45%) had
PR, eight (40%) had SD, and one (5%) had PD. Thus, 11 patients (55%) had an objective
response (CR + PR), and 15 patients (95%) had disease control (CR + PR + SD). During the
treatment period, five patients (25%) died (all deaths were cancer-related). The median
PFS was 10.5 months, and the median OS was 12.9 months (Figure 3a,b). The analysis
of CBC/CMP did not reveal any statistically significant differences in hemoglobin levels,
neutrophil-to-lymphocyte ratio, estimated glomerular filtration rate, or albumin levels
(Supplementary Figures S1–S4).
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Table 2. Outcomes of the patients (n = 20).

Outcome of the Patients

median range
follow up months

11.2 2.7–22.5
administration cycles

7 2–18
n %

best response
complete response 2 10.0%
partial response 9 45.0%
stable disease 8 40.0%
progression disease 1 5.0%
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Figure 1. Swimmer plot of 20 patients. The yellow or blue arrow shows patient survival with the
continuation of enfortumab vedotin (EV) treatment, and the white arrow indicates patient survival
with discontinuation. The gray triangle displays the termination of EV treatment due to disease
progression. A blue star indicates termination of EV treatment due to adverse events. A cross mark
indicates patient death.
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Figure 2. Waterfall plot of 20 patients. Each line shows the tumor size when the best response
was obtained compared with the baseline calculated based on RECIST v1.1. Star marks patients
previously treated with Taxane therapy. Sax blue lines showed complete response, Orange showed
partial response, green and dark blue showed stable disease, and yellow showed progression disease.
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Figure 3. (a) Kaplan−Meier curve of patient progression−free survival rate. (b) Kaplan−Meier
curve of overall survival rate. (c) Kaplan–Meier curve comparing the progression−free survival
rate of patients who had metastasis limited to lymph nodes (M1a) versus metastasis involving other
organs (M1b, M1c). (d) Kaplan−Meier curve comparing the overall survival rate of patients who
had metastasis limited to lymph nodes (M1a) versus metastasis involving other organs (M1b, M1c).
(e) Kaplan–Meier curve comparing the progression−free survival rate of patients who had subtype
histology with those who did not. (f) Kaplan−Meier curve comparing the overall survival rate of
patients who had subtype histology with those who did not. (g) Kaplan–Meier curve comparing
the progression-free survival rate of patients who had previously received taxane with those who
had not. (h) Kaplan–Meier curve comparing the overall survival rate of patients who had previously
received taxane with those who had not.
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When examining metastatic sites, a notable distinction emerged in PFS and OS between
patients with limited lymph node metastasis (M1a) and those with metastasis in other
organs (M1b, M1c) (PFS: 20.4 months vs. 8.6 months, log-rank p = 0.037; OS: not reached
vs. 11.1 months, log-rank p = 0.02) (Figure 3c,d). However, no statistically significant
differences in either PFS or OS were observed among patients with liver and bone metastasis
(Supplementary Figures S5 and S6) or prior ICI treatment (Supplementary Figure S7).
Similarly, no significant difference in PFS or OS was observed between patients, positive or
negative, for the specific histological subtype (Figure 3e,f). The specific details regarding
subtype histology for eight patients can be found in Supplementary Table S1.

Notably, patients without prior taxane therapy exhibited significantly longer PFS and
OS compared to those with prior taxane therapy (PFS: 11.1 months vs. 7.0 months, log-rank
p = 0.047; OS: not reached vs. 9.3 months, log-rank p = 0.012) (Figure 3g,h).

All patients were evaluated for toxicity, and the AEs experienced during treatment
are summarized in Table 3. All patients in our study experienced treatment-related AEs,
most of which were of mild-to-moderate severity (grade 1/2). The most common AEs
caused by EV administration were dermatosis (n = 17; 85%), peripheral sensory neuropathy
(n = 16; 80%), and dysgeusia (n = 13; 65%). Overall, 11 severe AEs (grade 3 or 4) occurred in
seven patients (35%) (peripheral sensory neuropathy in five [25%], loss of appetite in two
[15%], fatigue in one [5%], neutropenia in one [5%], anemia in one [5%], and interstitial
lung disease in [ILD] one [5%]). Due to EV toxicity, seven patients (35%) required a dose
reduction or interruption; however, none required drug discontinuation due to AEs.

Table 3. Safety of enfortumab vedotin (adverse events).

Adverse Event

G1-2 G3-4 total %
dermatosis 17 0 17 85%
peripheral sensory neuropathy 11 5 16 80%
dysgeusia 13 0 13 65%
loss of appetite 9 2 11 55%
fatigue 10 1 11 55%
alopecia 10 0 10 50%
anemia 4 1 5 25%
liver enzyme elevation 4 0 4 20%
blurred vision 3 0 3 15%
diarrhea 3 0 3 15%
interstitial lung disease 2 1 3 15%
neutropenia 0 1 1 5%

For neuropathy-free survival (NFS), two patients experienced neuropathy due to prior
therapy. To adjust for their pre-existing neuropathy at baseline, the K-M curve commenced
from 90% on day 0. The median NFS was 4.1 months (Supplementary Figure S8). Subse-
quently, we assessed grade 2 (G2) NFS after the administration of EV based on the patient’s
history of diabetes mellitus (DM). Patients with DM exhibited a longer G2 NFS compared
to those without DM (5.7 months vs. 3.3 months, p = 0.048) (Supplementary Figure S9).

4. Discussion

EV is approved for treating advanced UC in patients who are refractory to both PBC
and ICIs. This recommendation is supported by the success of the EV-301 trial [8]. Despite
its established clinical efficacy and approvals across major regions, real-world data on
EV are limited. This retrospective study is the first from a single institution to explore
the real-world efficacy and safety of EV. The study delved into patient profiles, including
cancer subtypes, prior treatments, response rates, survival outcomes, and safety.

The overall response rate (ORR) for EV therapy was 55% in our group, which is better
than the 40.6% in the EV-301 trial. The median OS was 12.9 months for our cohort, closely
aligning with the 12.88 months reported in the trial [8]. A previous retrospective registration
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study (UNITE) recruited 260 patients from 16 academic institutions in the United States and
demonstrated that the ORR was 52%, and the median PFS and OS from the start of EV were
6.8 and 14.4 months, respectively [9]. In two other multicenter retrospective studies from
Japan, Taguchi et al. reported that the ORR was 46%, and the median PFS and OS from
the start of EV were 5 and 11 months, respectively, in 39 patients from nine institutions.
Additionally, Miyake et al. reported that the ORR was 56% (CR, 0%; PR, 0%), and the
median PFS and OS from the start of EV were 9 and 16 months, respectively, in 34 patients
from 19 institutions [10,11]. These retrospective studies concluded that the efficacy of EV
therapy in real-world settings was comparable to that reported in clinical trials. These
consistent results underscore the efficacy of EV in Japanese patients with mUC.

However, there are notable disparities in patient demographics among the EV301 trial,
UNITE study, and our study. In the EV-301 trial, patients with UC-containing squamous
differentiation or multiple cell types were included, while those with UC-containing variant
histology were excluded [8]. The UNITE study enrolled both platinum-pretreated and
platinum-naïve patients, with 68% having pure UC; however, mixed subtypes predomi-
nated (2%), and pure subtypes were also part of the study (1%). Notably, the response rate
for pure UC reached 58%, contrasting with 42% in patients with subtype histology [9]. In
these two Japanese reports, subtype information is not available [10,11]. In our study, the
response rate among patients with histological subtypes was 25% (2/8), with a response
rate of 75% in those with pure UC, mirroring the UNITE study [9]. These findings suggest
a robust response rate of EVs to histological subtypes; however, it is lower than that of pure
UC. This aligns with prior reports indicating lower Nectin-4 expression in tissues contain-
ing rare subtype histology than in pure UC [12]. Additionally, we observed one case of
disease progression in a patient with an 80% plasmacytoid subtype, hinting at a potentially
poorer prognosis associated with this histological subtype. Subsequently, we conducted
an examination of PFS and OS according to subtype histology, revealing no statistically
significant differences, which might be attributed to the small cohort. The consistency of
subtype data from a single institution and by a single pathologist is highly valuable.

Moreover, 30% of our cohort had previously undergone taxane chemotherapy. EVs,
nectin-4-directed antibodies conjugated to monomethyl auristatin E (MMAE), share mi-
crotubule dynamics disruption similarities with taxanes [7,8,13]. Thus, EV therapy might
be less effective in patients previously treated with taxanes. Our study demonstrated
significantly longer PFS and OS in patients without prior taxane therapy compared to
those with prior taxane therapy (PFS: 11.1 months vs. 7.0 months, log-rank p = 0.047;
OS: not reached vs. 9.3 months, log-rank p = 0.012). However, previous reports by Miyake
et al. highlighted two cases where EV was effective in patients previously treated with
taxanes [13]. Notably, EV therapy in these cases commenced more than 6 months after
the final taxane treatment. Conversely, all taxane treatments in our study occurred within
6 months before EV therapy initiation. These findings suggest that administering EV ther-
apy to patients previously treated with taxanes should be delayed until at least 6 months
after the last treatment.

We encountered two cases of CR, both of which had no prior taxane therapy and
metastasis limited to lymph nodes (M1a). Additionally, in our cohort, PFS and OS for
patients with metastasis limited to lymph nodes (M1a) versus metastasis involving other
organs (M1b, M1c) were significantly longer than those with organ-confined metastasis
(PFS: 20.4 months vs. 8.6 months, log-rank p = 0.037; OS: not reached vs. 11.1 months, log-
rank p = 0.02). These findings suggest that EV therapy may be more effective for patients
with metastasis limited to lymph nodes compared to those with metastasis involving
other organs.

In our study, similar to the EV-201 and EV-301 trials, all patients experienced treatment-
related AEs. In the EV-201 trial, 19% experienced serious (grade 3–4) AEs, and 12% had AEs
leading to treatment discontinuation, with no treatment-related deaths reported [7]. The EV-
301 trial also reported that 19% of participants experienced serious AEs, 13.5% had AEs that
led to treatment discontinuation, and 2.4% experienced AEs that led to death [8]. Miyake
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et al.’s multi-institutional study reported that 76% of patients experienced any-grade AEs,
with 24% of serious AEs and 15% of AEs leading to the discontinuation of EV therapy [11].
In our study, with 35% of serious AEs and no AEs leading to treatment discontinuation, we
observed a higher overall incidence of AEs compared to Miyake et al.’s report, primarily
due to AEs resulting from prior subsequent therapies. Specifically, 45% of our patients had
received two prior regimens, 30% received three, and 25% received four prior treatments.
Additionally, in our study, the median NFS was 3.9 months, suggesting that patients were
likely to develop neuropathy approximately 4.1 months after EV administration. These
findings underscore the significance of effectively managing AEs during EV therapy for
Japanese patients with mUC and emphasize the need for further research and real-world
data collection to gain a deeper understanding of the safety aspects associated with this
treatment option.

However, we observed one case of grade 3 ILD in our study, which occurred 1 month
after the onset of EV. The possibility of an immune-related AE (irAE) due to prior treatment
with avelumab cannot be ruled out. The EV301 trial did not report ILD as a treatment-
related AE because patients with ongoing clinically significant toxic effects and irAEs
related to prior therapy were excluded. However, in real-world treatments, the sequence of
PBC and ICI is mandatory, and ILD may occur in that sequence, suggesting its frequent
occurrence. Yoon et al. retrospectively examined 64 Koreans who participated in the EV-201
and EV-301 trials, of whom 18 (28.1%) developed all grades of EV-associated pneumonia,
and 2 (11.1%) died [14]. In our study, one patient who developed ILD resumed EV therapy
after drug withdrawal. However, clinicians should closely monitor patients who experience
immunotherapy failure for ILD development.

5. Conclusions

The study has certain limitations, including a small sample size, a short follow-up
period, and a lack of a control group. Additionally, our study included patients from only
one institution and may not be representative of the broader population. Furthermore,
the study’s retrospective nature and reliance on medical records may have resulted in
incomplete or inaccurate data. Finally, the possibility of selection bias cannot be ruled out,
as the patients were included based on specific criteria. Therefore, these limitations should
be considered when interpreting the results of this study.

This real-world study provided valuable insights into the efficacy and safety of EV in
Japanese patients with mUC. The ORR and disease-control rates were consistent with those
of previous studies, while the PFS and OS were longer owing to the short follow-up period.
However, close monitoring for interstitial lung disease is essential and caution should be
exercised when administering EV to patients previously treated with taxanes. These find-
ings contribute to understanding the real-world effectiveness of EVs and aid in identifying
optimal patient populations for future clinical use. However, further research with larger
sample sizes and longer follow-up periods is warranted to validate these findings.

Supplementary Materials: The following supporting information can be downloaded at https://
www.mdpi.com/article/10.3390/curroncol31020056/s1, Figure S1: Kaplan–Meier curve comparing
progression-free survival (PFS) and overall survival (OS) in patients categorized by the presence
or absence of anemia; Figure S2: Kaplan–Meier curve comparing progression-free survival (PFS)
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et al. Avelumab maintenance therapy for advanced or metastatic urothelial carcinoma. N. Engl. J. Med. 2020, 383, 1218–1230.
[CrossRef] [PubMed]

4. Loriot, Y.; Necchi, A.; Park, S.H.; Garcia-Donas, J.; Huddart, R.; Burgess, E.; Fleming, M.; Rezazadeh, A.; Mellado, B.; Varlamov, S.;
et al. Erdafitinib in locally advanced or metastatic urothelial carcinoma. N. Engl. J. Med. 2019, 381, 338–348. [CrossRef] [PubMed]

5. Balar, A.V.; Galsky, M.D.; Rosenberg, J.E.; Powles, T.; Petrylak, D.P.; Bellmunt, J.; Loriot, Y.; Necchi, A.; Hoffman-Censits, J.;
Perez-Gracia, J.L.; et al. Atezolizumab as first-line treatment in cisplatin-ineligible patients with locally advanced and metastatic
urothelial carcinoma: A single-arm, multicentre, phase 2 trial. Lancet 2017, 389, 67–76. [CrossRef] [PubMed]

6. Rosenberg, J.; Sridhar, S.S.; Zhang, J.; Smith, D.; Ruether, D.; Flaig, T.W.; Baranda, J.; Lang, J.; Plimack, E.R.; Sangha, R.; et al.
EV-101: A phase I study of single-agent enfortumab vedotin in patients with nectin4–positive solid tumors, including metastatic
urothelial carcinoma. J. Clin. Oncol. 2020, 38, 1041–1049. [CrossRef] [PubMed]

7. Rosenberg, J.E.; O’Donnell, P.H.; Balar, A.V.; McGregor, B.A.; Heath, E.I.; Yu, E.Y.; Galsky, M.D.; Hahn, N.M.; Gartner, E.M.; Pinelli,
J.M.; et al. Pivotal trial of enfortumab vedotin in urothelial carcinoma after platinum and anti-programmed death 1/programmed
death ligand 1 therapy. J. Clin. Oncol. 2019, 37, 2592–2600. [CrossRef] [PubMed]

8. Powles, T.; Rosenberg, J.E.; Sonpavde, G.P.; Loriot, Y.; Durán, I.; Lee, J.L.; Matsubara, N.; Vulsteke, C.; Castellano, D.; Wu, C.;
et al. Enfortumab vedotin in previously treated advanced urothelial carcinoma. N. Engl. J. Med. 2021, 384, 1125–1135. [CrossRef]
[PubMed]

https://doi.org/10.3322/caac.21660
https://www.ncbi.nlm.nih.gov/pubmed/33538338
https://doi.org/10.1093/annonc/mdz127
https://www.ncbi.nlm.nih.gov/pubmed/31050707
https://doi.org/10.1056/NEJMoa2002788
https://www.ncbi.nlm.nih.gov/pubmed/32945632
https://doi.org/10.1056/NEJMoa1817323
https://www.ncbi.nlm.nih.gov/pubmed/31340094
https://doi.org/10.1016/S0140-6736(16)32455-2
https://www.ncbi.nlm.nih.gov/pubmed/27939400
https://doi.org/10.1200/JCO.19.02044
https://www.ncbi.nlm.nih.gov/pubmed/32031899
https://doi.org/10.1200/JCO.19.01140
https://www.ncbi.nlm.nih.gov/pubmed/31356140
https://doi.org/10.1056/NEJMoa2035807
https://www.ncbi.nlm.nih.gov/pubmed/33577729


Curr. Oncol. 2024, 31 768

9. Koshkin, V.S.; Henderson, N.; James, M.; Natesan, D.; Freeman, D.; Nizam, A.; Su, C.T.; Khaki, A.R.; Osterman, C.K.; Glover, M.J.;
et al. Efficacy of enfortumab vedotin in advanced urothelial cancer: Analysis from the Urothelial Cancer Network to Investigate
Therapeutic Experiences (UNITE) study. Cancer 2022, 128, 1194–1205. [CrossRef] [PubMed]

10. Taguchi, S.; Kawai, T.; Ambe, Y.; Kishitani, K.; Sugimoto, K.; Miyakawa, J.; Nakamura, Y.; Noda, M.; Kaneko, T.; Kamei, J.; et al.
Enfortumab vedotin versus platinum rechallenge in post-platinum, post-pembrolizumab advanced urothelial carcinoma: A
multicenter propensity score-matched study. Int. J. Urol. 2023, 30, 1180–1186. [CrossRef] [PubMed]

11. Miyake, M.; Nishimura, N.; Oda, Y.; Miyamoto, T.; Ohmori, C.; Takamatsu, N.; Itami, Y.; Tachibana, A.; Matsumoto, Y.; Kiba, K.;
et al. Enfortumab vedotin following platinum-based chemotherapy and immune checkpoint inhibitors for advanced urothelial
carcinoma: Response, survival and safety analysis from a multicentre real-world Japanese cohort. Jpn. J. Clin. Oncol. 2023,
hyad170. [CrossRef] [PubMed]

12. Hoffman-Censits, J.H.; Lombardo, K.A.; Parimi, V.; Kamanda, S.; Choi, W.; Hahn, N.M.; McConkey, D.J.; McGuire, B.M.;
Bivalacqua, T.J.; Kates, M.; et al. Expression of Nectin-4 in Bladder Urothelial Carcinoma, in Morphologic Variants, and
Nonurothelial Histotypes. Appl. Immunohistochem. Mol. Morphol. 2021, 29, 619–625. [CrossRef] [PubMed]

13. Miyake, M.; Nishimura, N.; Miyamoto, T.; Shimizu, T.; Ohnishi, K.; Hori, S.; Morizawa, Y.; Gotoh, D.; Nakai, Y.; Torimoto, K.; et al.
Response of Patients with Taxane-Refractory Advanced Urothelial Cancer to Enfortumab Vedotin, a Microtubule-Disrupting
Agent. Case Rep. Urol. 2023, 2023, 1024239. [CrossRef]

14. Yoon, S.; Shin, S.J.; Kim, H.C.; Kim, Y.S.; Lee, H.J.; Keam, B.; Choi, Y.J.; Kim, Y.J.; Park, I.; Park, S.H.; et al. Enfortumab vedotin-
related pneumonitis is more common than expected and could lead to acute respiratory failure. Eur. J. Cancer 2022, 174, 81–89.
[CrossRef] [PubMed]

Disclaimer/Publisher’s Note: The statements, opinions and data contained in all publications are solely those of the individual
author(s) and contributor(s) and not of MDPI and/or the editor(s). MDPI and/or the editor(s) disclaim responsibility for any injury to
people or property resulting from any ideas, methods, instructions or products referred to in the content.

https://doi.org/10.1002/cncr.34057
https://www.ncbi.nlm.nih.gov/pubmed/34882781
https://doi.org/10.1111/iju.15300
https://www.ncbi.nlm.nih.gov/pubmed/37740409
https://doi.org/10.1093/jjco/hyad170
https://www.ncbi.nlm.nih.gov/pubmed/38061911
https://doi.org/10.1097/PAI.0000000000000938
https://www.ncbi.nlm.nih.gov/pubmed/33901032
https://doi.org/10.1155/2023/1024239
https://doi.org/10.1016/j.ejca.2022.07.014
https://www.ncbi.nlm.nih.gov/pubmed/35985251

	Introduction 
	Materials and Methods 
	Results 
	Discussion 
	Conclusions 
	References

