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Abstract
Bridging therapy (BT) after leukapheresis is required in most relapsed/refractory (R/R) large B‐cell lymphoma (LBCL) patients

receiving chimeric antigen receptor (CAR) T cells. Bendamustine‐containing regimens are a potential BT option. We aimed to

assess if this agent had a negative impact on CAR‐T outcomes when it was administered as BT. We included R/R LBCL patients

from six centers who received systemic BT after leukapheresis from February 2019 to September 2022; patients who only

received steroids or had pre‐apheresis bendamustine exposure were excluded. Patients were divided into two BT groups, with

and without bendamustine. Separate safety and efficacy analyses were carried out for axi‐cel and tisa‐cel. Of 243 patients who

received BT, bendamustine (benda) was included in 62 (26%). There was a higher rate of BT progressors in the non‐benda group

(62% vs. 45%, p = 0.02). Concerning CAR‐T efficacy, complete responses were comparable for benda versus non‐benda BT

cohorts with axi‐cel (70% vs. 53%, p = 0.12) and tisa‐cel (44% vs. 36%, p = 0.70). Also, 12‐month progression‐free and overall

survival were not significantly different between BT groups with axi‐cel (56% vs. 43% and 71% vs. 63%) and tisa‐cel (25% vs.

26% and 52% vs. 48%); there were no differences when BT response was considered. CAR T‐cell expansion for each construct

was similar between BT groups. Regarding safety, CRS G ≥3 (6% vs. 6%, p = 0.79), ICANS G ≥3 (15% vs. 17%, p = 0.68), severe

infections, and neutropenia post‐infusion were comparable among BT regimens. BT with bendamustine‐containing regimens is

safe for patients requiring disease control during CAR T‐cell manufacturing.
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INTRODUCTION

The advent of CD19‐targeted chimeric antigen receptor (CAR) T‐cell
therapy has significantly improved the prognosis of patients with
relapsed/refractory (R/R) large B‐cell lymphoma (LBCL).1–3 However,
in the third or later line setting, only 30%–40% of patients will
achieve durable responses.2–11 Therefore, over 60% of patients will
experience disease progression with dismal long‐term outcomes.12–14

Consequently, it is essential to optimize each aspect of the CAR T‐cell
journey, to increase the chances of benefiting from this T cell‐
engaging strategy.

A high tumor burden at the time of CAR T‐cell treatment is as-
sociated with an increased risk of severe toxicity and lower efficacy
after infusion.15–19 Bridging therapy (BT) after leukapheresis, during
CAR T‐cell manufacturing, is a key step to achieve disease control
prior to CAR T‐cells. This is especially relevant when a prolonged
turnaround is expected and/or the patient has an aggressive disease
biology.20–23 Across centers, BT regimens are heterogeneous and
dependent on patient status and local reimbursement policies.
Bendamustine‐containing regimens are a potential BT option with
increasing use after the Food and Drug Administration (FDA) and
European Medicines Agency (EMA) approval of rituximab‐
bendamustine‐polatuzumab (RBP) for R/R LBCL.24 Bendamustine is
an alkylating agent with prolonged lymphotoxic capacity that has
been discouraged prior to leukapheresis given its deleterious impact
on T‐cell fitness and CAR T‐cell outcomes in the B‐cell lymphoma
setting.25–28 However, its use as an alternative lymphodepleting
chemotherapy regimen has shown a favorable toxicity profile and
similar efficacy to the standard combination of fludarabine and cy-
clophosphamide (Flu/Cy).29–31 Nonetheless, the potential benefit of
treatment schemas including this agent in the bridging period is not
well documented. The additive effect of bendamustine bridging fol-
lowed by Flu/Cy lymphodepletion could lead to an increased risk of
hematological toxicity and infections after CAR T‐cell therapy, as
reported when this agent was administered prior to leukapheresis.27

Also, the deeper lymphodepletion provided by the sequential ad-
ministration of both regimens could have an impact on endogenous
non‐CAR T‐cells of the tumor microenvironment which contribute to
CAR T‐cell efficacy and immune reconstitution after infusion.32–34

In this multicenter study, we aimed to evaluate the impact of
bendamustine‐containing BT in CAR T‐cell recipients in the third or
later line setting who were not exposed to this agent before leuka-
pheresis. Also, we compared the bridging success and CAR T‐cell
outcomes of patients receiving this BT approach with other systemic
regimens.

METHODS

Patients

We conducted a retrospective, multicenter study including patients
with R/R LBCL treated at six European sites with CD19‐targeted
commercial CAR T‐cells in the third or later line of treatment from
February 2019 until September 2022 (Table S1). Patients who had
been exposed to bendamustine before leukapheresis were excluded,
as were patients who did not receive any BT or who only received
steroids and/or radiotherapy (Figure S1).

All included patients met label criteria for CAR T‐cell therapy and
received lymphodepleting chemotherapy (LDC) with fludarabine and
cyclophosphamide. Grading of cytokine release syndrome (CRS) and
immune effector cell‐associated neurotoxicity syndrome (ICANS) was
performed following the American Society for Transplantation and
Cellular Therapy criteria35 and management followed local guidelines.
Response evaluation was based on local PET/CT assessment, fol-
lowing Lugano criteria.36 Each participant provided informed consent,
and the study was approved by the ethics committee of the Vall
d'Hebron Hospital Board (PR[AG]404/2020).

Definitions and endpoints

We analyzed pre‐CAR T‐cell therapy characteristics, response to BT, and
CAR T‐cell efficacy depending on the bridging strategy, focusing on
bendamustine‐containing regimens versus other systemic combinations.
In terms of response to BT, patients were classified into two categories:
progressors to systemic BT included those with progressive disease (PD)
as best response to BT, whereas non‐progressors to BT included patients
in complete response (CR), partial response (PR) or stable disease (SD)
after BT. Analyses were carried out for the full patient population and
separately according to the CAR T‐cell construct.

Efficacy endpoints after CAR T‐cell infusion included overall re-
sponse rate (ORR [CR/PR]), CR rate, progression‐free survival (PFS,
defined as the time from CAR T‐cell infusion until relapse, progres-
sion, or death from any cause), and overall survival (OS, defined as the
time from CAR T‐cell infusion until death from any cause).

Absolute lymphocyte peak and CAR T‐cell expansion
analysis

To assess the lymphocyte peak after CAR T‐cell therapy, each center

provided the highest absolute lymphocyte count value and the date of

this value reached by each patient in the first 28 days after infusion.

In terms of CAR T‐cell kinetics, five centers contributed circulating
CAR T‐cell data, locally assessed by flow cytometry, using labeled CD19
protein methodology as previously described.27,37–40 Peak expansion,
days from CAR T‐cell infusion to peak, and area under the curve for the
first 28 days after infusion (AUC0–28) were recorded.

Statistical analyses

We conducted a descriptive analysis of baseline variables in the
bendamustine and non‐bendamustine groups. Frequencies and per-
centages were reported for categorical variables and median with
interquartile range (IQR) for numerical variables. We employed a lo-
gistic model to identify significant differences between the two
cohorts.

Regarding response rates, we reported percentages and per-
formed univariable and multivariable logistic models to identify sig-
nificant differences. We reported odds ratios (OR) with 95%
confidence intervals (CI) and p‐values.

Both PFS and OS were analyzed using the Kaplan–Meier method.
We used a univariable and multivariable Cox proportional hazards
model to detect differences in survival endpoints. We reported ha-
zard ratios (HR) with 95% confidence intervals and p‐values.
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To assess whether there were significant differences in CAR
T‐cell expansion between both cohorts, we utilized a test of pro-
portions. We estimated the area under the curve (AUC) from 0 to 28
days using the trapezoidal rule.

Completely random missing values were imputed in the variables
included in the multivariable model with the Multivariate Imputation via
the Chained Equations method in order to avoid omitting cases.41 All
statistical analyses were conducted using R software version 4.2.2.42

RESULTS

Characteristics of the patient population

Of 439 patients with R/R LBCL who received commercial CAR T‐cell
therapy in the participating sites during the study period, we excluded
patients who had been exposed to bendamustine before leukapheresis
(n=80), as well as those who did not receive any bridging after lym-
phocyte collection (n=64) or only received steroids (n=26) or radio-
therapy (n=26). The final study population included 243 patients who
received systemic BT after leukapheresis for CAR T‐cell manufacturing
(Figure S1). In terms of the BT regimens, 62 (26%) patients received a

benda‐containing regimen (RBP in 53 patients and rituximab‐
bendamustine [RB] in nine patients) while 181 (74%) received a systemic
approach based on different agents (gemcitabine [47%], cyclopho-
sphamide [22%], etoposide [17%], lenalidomide [4%], or other [10%])
(Figure S2 and Table S2). Most patient‐ and lymphoma‐related char-
acteristics at the time of CAR T‐cell therapy were balanced between the
benda‐ and non‐benda BT groups for the overall population (Table 1) and
separately for axi‐cel and tisa‐cel recipients (Table S3). However, a higher
proportion of patients from the benda‐containing BT received ax-
icabtagene ciloleucel (axi‐cel), in comparison to the non‐benda cohort
(68% vs. 53%, p=0.04). The median follow‐up for the full cohort was 21.4
months (95% CI: 20−25).

Response to bridging therapy

Of the full study population, 234 (96%) patients had an available disease
evaluation after BT, prior to LDC. Disease response included 13 (6%)
patients achieving CR, 41 (17%) PR, 46 (20%) SD, and 134 (57%) with
PD after BT. Patients in the benda‐bridging group had a significantly
lower rate of PD after BT (45% [benda] vs. 62% [non‐benda], p = 0.02)
and a numerically higher CR rate (10% vs. 4%, p = 0.09). Taking a closer

TABLE 1 Baseline characteristics of infused patients.

All patients Non‐Benda Benda
pN = 243 N = 181 N = 62

Median age, years (IQR) 60 (48−67) 60 (48−67) 61 (50−68) 0.64

Male gender, n (%) 147 (61) 110 (61) 37 (60) 0.88

ECOG > 1, n (%)* 22 (9) 17 (10) 5 (8) 0.74

Histology, n (%)

DLBCL 190 (78) 138 (76) 52 (84) Ref.

HGBL 32 (13) 27 (15) 5 (8) 0.17

PMBL 15 (6) 10 (6) 5 (8) 0.62

THRLBCL 6 (3) 6 (3) 0 0.99

Transformed lymphoma, n (%)* 43 (18) 34 (19) 9 (15) 0.44

>2 previous lines, n (%) 76 (31) 58 (32) 18 (29) 0.66

Primary refractory, n (%)* 116 (48) 86 (48) 30 (49) 0.85

IPI score 3–5, n (%)* 101 (47) 79 (48) 22 (44) 0.66

Previous HCT–n (%)

Autologous 59 (92) 47 (92) 12 (92) Ref.

Allogeneic 2 (3) 2 (4) 0 0.99

Construct

Axi‐cel 138 (57) 96 (53) 42 (68) Ref.

Tisa‐cel 105 (43) 85 (47) 20 (32) 0.04

Turnaround, median days (IQR) 42 (38–53) 42 (38–53) 41 (36–49) 0.16

LDH >ULN, n (%)a,* 157 (67) 123 (70) 34 (61) 0.22

CRP > ULN, n (%)a,* 145 (61) 110 (63) 35 (58) 0.57

Ferritin >ULN, n (%)a,* 172 (79) 124 (78) 48 (83) 0.40

CAR‐HEMATOTOX ≥ 2, n (%)a 122 (58) 92 (59) 30 (54) 0.48

Note: % assessed with N of available data for each variable. Bold value indicates significant p < 0.05.

Abbreviations: Benda, Bendamustine; CRP, C‐reactive protein; DLBCL, diffuse large B‐cell lymphoma; ECOG, Eastern Cooperative Oncology Group; HCT, hematopoietic cell
transplant; HGBL, high‐grade B‐cell lymphoma; IPI, International Prognostic Index; IQR, interquartile range; LDH, lactate dehydrogenase; PMBL, primary mediastinal B‐cell
lymphoma; THRLBCL, T‐cell/histiocyte‐rich large B‐cell lymphoma; ULN, Upper Limit of Normal.
aLaboratory values at the time of lymphodepletion.

*Missing data in the following variables (N from the full infused data set): ECOG (2), transformed lymphoma (1), primary refractory (2), IPI (27), LDH (10), CRP (7), ferritin (25),
HEMATOTOX score (31).
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look at the non‐benda group, PD following BT was high across all
treatment regimens (53% in cyclophosphamide, 75% in etoposide, 63%
in gemcitabine, and 71% in lenalidomide).

Impact of bridging therapy on CAR T‐cell outcomes

Efficacy

Response rates. Of the full study population, 226/243 (93%) patients
were evaluable for best response assessment after CAR T‐cell infu-
sion. Overall response rates were similar for the benda and non‐
benda BT cohorts (73% vs. 68%), with a significantly higher CR rate in
the former (62% [benda] vs. 45% [non‐benda], p = 0.04). Taking into
account that the benda BT group was enriched with axi‐cel recipients,
we conducted separate analyses for each construct. In the axi‐cel
subgroup (n = 125), the CR rate was numerically increased in the
benda BT cohort (70% [benda] vs. 53% [non‐benda], p = 0.12).
However, similar outcomes were noted when dividing axi‐cel patients
according to BT response (75% [benda] vs. 67% [non‐benda]
[p = 0.70] for non‐progressors and 62% [benda] vs. 47% [non‐benda]
for BT progressors [p = 0.54]). For tisa‐cel (N = 101), the CR rate after
infusion was comparable between both BT groups (44% [benda] vs.
36% [non‐benda], p = 0.70); the subanalysis according to BT response
showed similar findings (71% [benda] vs. 53% [non‐benda] [p = 0.66]
for non‐progressors and 27% [benda] vs. 26% [non‐benda] for pro-
gressors [p = 1]) (Figure 1 and Table 2).

Finally, we conducted a multivariate analysis (MVA) for CR; type
of CAR‐T product (axi‐cel vs. tisa‐cel), LDH (normal vs. increased), and

CRP values (normal vs. increased) at the time of CAR T‐cell therapy
maintained a significant impact on CR rate. The odds ratio for CR
analyzed by type of BT (non‐benda vs. benda) was 0.53 for the latter
group, with a 95% confidence interval of 0.25–1.08 (p = 0.084).

Survival. Median PFS (mPFS) for the full study population was 4.90
months (95% CI: 3.06–7.16), with comparable results for the benda
and non‐benda groups (HR: 0.84 [95% CI: 0.58–1.21], p = 0.35). Re-
stricting the analysis to axi‐cel, 12‐month PFS was similar for both BT
cohorts (56% [benda] vs. 43% [non‐benda], p = 0.32); no differences
were observed when this analysis was further restricted to BT non‐
progressors (67% vs. 63%, p = 0.57) and progressors (37% vs. 32%,
p = 0.85). In terms of tisa‐cel recipients, 12‐month PFS was also similar
among BT groups (25% [benda] vs. 26% [non‐benda], p = 0.72); again,
no differences were noted across cohorts for BT non‐progressors (38%
vs. 39%, p = 0.95) and progressors (17% vs. 18%, p = 0.59) (Figure 2). In
the MVA, the type of CAR‐T product (axi‐cel vs. tisa‐cel), response to
bridging (CR/PR/SD vs. PD), and ECOG (0‐1 vs. >1) at the time of CAR
T‐cell therapy maintained their prognostic impact for PFS; type of
bridging (non‐benda vs. benda) was not a significant prognostic factor
for PFS (HR: 1.03 [CI: 95% 0.70–1.51], p = 0.87).

Median OS (mOS) for all study patients was 16.46 months (95%
CI: 13.04–26.55), without differences for the benda and non‐benda
BT groups (HR: 0.79 [95% CI: 0.51–1.22], p = 0.29). Focusing on
axi‐cel, there was a similar 12‐month OS between BT cohorts (71%
[benda] vs. 63% [non‐benda], p = 0.41); no difference was observed
between both groups when this analysis was restricted to non‐
progressors (70% vs. 82%, p = 0.76) and progressors (74% vs. 53%,
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p = 0.46). For tisa‐cel, 12‐month OS was comparable for both BT
groups (52% [benda] vs. 48% [non‐benda], p = 0.98); the subanalysis
for non‐progressors (50% vs. 61%, p = 0.74) and progressors (57% vs.
41%, p = 0.86) showed no differences for the benda and non‐benda
BT cohorts (Figure 2). In the MVA, LDH (normal vs. high) and ECOG
(0–1 vs. >1) at the time of CAR T‐cell therapy maintained their im-
pact; type of bridging (non‐benda vs. benda) was not a significant
prognostic factor for OS (HR: 0.92 [CI: 95% 0.59–1.44], p = 0.72).

Absolute lymphocyte count and CAR T‐cell expansion
analysis

In terms of the absolute lymphocyte count during the first 28 days after
CAR T‐cell infusion, there were no differences in the peak value be-
tween benda and non‐benda BT patients (median 0.89 [IQR: 0.53−1.35]
vs. 0.94 [IQR: 0.49−1.50], p = 0.29); median days to peak were also
similar between cohorts (13 [benda] vs. 14 [non‐benda], p = 0.52).

Focusing on the 141 (58%) patients of the full study population
who had available CAR T‐cell expansion data (Table S1), peak ex-
pansion was similar between the benda and non‐benda BT groups,
both for axi‐cel (59 vs. 53 CAR T‐cells/μL, p = 0.23) and tisa‐cel (53 vs.
38 CAR T‐cells/μL, p = 0.25). Comparable results were observed for
AUC0–28 with axi‐cel (725 [benda] vs. 588 [non‐benda], p = 0.19) and
tisa‐cel (889 [benda] vs. 308 [non‐benda], p = 0.14) (Figure 3). Median
days to peak were not significantly different between the benda and
non‐benda BT cohorts (p = 0.29).

Safety

Of the full data set, 209 (86%) patients presented CRS and 97 (40%)
developed ICANS, any grade; both the benda and non‐benda BT
cohorts had comparable rates of CRS (57 [92%]) vs. 152 [84%],
p = 0.15) and ICANS (25 [40%] vs. 72 [40%], p = 0.99). Considering
each construct separately, we observed similar rates of any grade
CRS for the benda and non‐benda BT cohorts with axi‐cel (91% vs.
96%, p = 0.41) and tisa‐cel (95% vs. 72%, p = 0.06). Furthermore, no
difference between BT groups was observed for ICANS with axi‐cel
(52% vs. 57%, p = 0.77) and tisa‐cel (15% vs. 21%, p = 0.74).

In terms of grade ≥3 CRS, there were no differences between the
benda and non‐benda BT cohorts for axi‐cel (5% vs. 4%, p = n.s.) and
tisa‐cel (10% vs. 7%, p = 1). In terms of grade ≥3 ICANS, events were
also comparable for axi‐cel (19% benda vs. 28% non‐benda, p = 0.34)
and tisa‐cel (5% benda vs. 4% non‐benda, p = 1).

Focusing on other adverse events, the rate of grade ≥3 neu-
tropenia was similar between the benda and non‐benda BT cohorts in
the first month (43% vs. 47%, p = 0.64) and third month (27% vs. 14%,
p = 0.09) after CAR T‐cell infusion (Figure S3). Also, there was a
comparable rate of any grade and severe or worse infections in both
cohorts (47% and 51% [p = 0.58] and 21% vs. 19% [p = 0.78])43,44

(Figure 4). Non‐relapse mortality (NRM) at 100 days post‐CAR T‐cell
infusion for the benda and non‐benda groups was 3% (2/62) and 5%
(9/181), respectively (p = 0.82). Overall, the main cause for NRM was
infections (8 of 11 patients, Table S4), followed by bowel perforation
(2/11) and CRS (1/11).

(D)(C)

(B)(A)

F IGURE 2 Survival outcomes according to the type of bridging (bendamustine vs. non‐bendamustine) and the response to bridging (nonprogressors [CR/PR/SD] vs.

progressors [PD]). (A) Progression‐free survival for axi‐cel patients. (B) Progression‐free survival for tisa‐cel patients. (C) Overall survival for axi‐cel patients. (D) Overall survival

for tisa‐cel patients.
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DISCUSSION

In light of the negative prognostic impact of pre‐leukapheresis
bendamustine exposure on CAR T‐cell efficacy in the B‐cell lym-
phoma setting,26–28 and considering the scarce data focusing on
the impact of this alkylating agent in the bridging period, we
analyzed CAR T‐cell outcomes in R/R LBCL patients receiving
benda‐containing BT and carried out a comparison with patients
receiving other systemic bridging strategies. Both approaches
showed similar safety and survival outcomes after CAR T‐cell in-
fusion, confirming that benda‐containing BT is a feasible and ef-
fective approach after lymphocyte collection for CAR T‐cell
manufacturing.

In our patient population, both cohorts were balanced for most
baseline characteristics. However, there was a higher rate of axi‐cel in
the benda cohort, possibly related to the more recent availability of
RBP for R/R LBCL patients, in parallel to an increased use of axi‐cel
over the years in our European cohort (36% in 2018–2019, 61% in
2020–2021, and 74% in 2022). To overcome this limitation and the

potential differences in the safety and efficacy profile between pro-
ducts,5–8 we conducted separate analyses for each construct.

The first aim of this study was to analyze the response rate to
bridging in both cohorts. Patients receiving bendamustine as part of
BT were more likely to display a response than patients receiving
other systemic approaches without bendamustine, suggesting im-
proved disease control with this agent. This result is in line with the
recently published study by Roddie et al. which highlighted that pa-
tients receiving RBP were twice as likely to respond to bridging than
patients receiving other chemotherapy regimens.21

Second, we focused on CAR T‐cell efficacy outcomes. Patients
receiving bendamustine‐based bridging had a higher chance of
achieving a CR after infusion. However, these results were mitigated
in the construct‐specific subanalysis and when response to BT was
considered, confirming that response to bridging is the key prognostic
factor for long‐term disease control after CAR T‐cell infusion, as
previously published.6,7,21,22 Considering survival outcomes, we did
not observe significant differences in terms of PFS nor OS after CAR
T‐cell infusion between the benda and non‐benda BT cohorts.

(A)

(B)

F IGURE 3 CAR T‐cell expansion analysis according to the type of bridging. (A) Peak CAR T‐cell expansion and area under the curve during the first 28 days after

infusion (AUC0–28) in axi‐cel (A) and tisa‐cel (B) patients receiving bendamustine or non‐bendamustine bridging regimens. Values stand for median peak (interquartile

range, IQR).
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Moreover, our results were consistent after dividing patients ac-
cording to BT outcomes: non‐progressors to benda versus non‐benda
BT had a similar PFS and OS after CAR T‐cell infusion, as did pro-
gressors after both types of BT. These comparable results are further
supported by the available benda LDC data, with non‐inferior results
to the standard fludarabine and cyclophosphamide conditioning re-
gimen prior to tisa‐cel and axi‐cel infusion.29,30

Considering the significant role that CAR T‐cell expansion plays
in durable responses,19 we also analyzed expansion kinetics. We did
not observe significant differences in the peak expansion or AUC0–28

between both cohorts. Noteworthy, values of these parameters were
numerically higher in the benda group for both axi‐cel and tisa‐cel. A
deeper lymphodepletion with bendamustine followed by fludarabine
and cyclophosphamide could potentially explain these CAR T‐cell
kinetics. The limited number of patients with available circulating CAR
T‐cell data in each subgroup could have underpowered this analysis
and prevented the identification of significant differences.

It is a well‐known fact that non‐CAR lymphocytes and macro-
phages are the main source of IL‐6, participating in the development
of CRS and ICANS,32 and T‐cells play a key role in the prevention of
opportunistic infections.45–49 Therefore, we examined in detail the
safety profile of both BT cohorts. Any grade and grade ≥3 CRS and
ICANS rates were similar between the benda and non‐benda BT
groups and comparable to published reports.5–11 We did not identify
differences in severe infections after CAR T‐cell therapy either.
Overall, these results underline that benda‐based BT does not ne-
gatively impact CAR T‐cell expansion, toxicity outcomes, and long‐
term survival after CAR T‐cell infusion.

The main limitations of this study are derived from its retro-
spective nature, preventing us from making a completely un-
biased assignment of bridging regimens and CAR‐T construct
selection. The small number of patients in this study receiving RB
bridging (without polatuzumab) or R‐Polatuzumab (without
bendamustine), precluded a specific analysis of these regimens.
Additionally, we only included patients who received a CAR T‐cell

infusion, so we cannot confirm if the better disease control ob-
tained with the benda‐containing BT strategies reduced the drop‐
out rate from leukapheresis; this issue should be addressed in
future studies carried out with an intention‐to‐treat analysis.
However, the large, multicenter character of this study is also an
advantage, including patients from focused European sites with
extensive experience in CAR T‐cell management. Also, unlike
other studies evaluating BT in the CAR T‐cell context,20,21 we
only included patients receiving systemic BT; radiotherapy and
steroids as monotherapy were excluded. Hence, we were able to
answer a clinically relevant question in a more homogeneous
cohort who received similar BT intensity in both groups.

In conclusion, bendamustine‐containing bridging regimens pro-
vide improved disease control prior to LDC compared to non‐benda
strategies, with similar safety and long‐term survival outcomes after
CAR T‐cell infusion.
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