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Abstract 
 
The GIMEMA phase II LLC1518 VERITAS trial investigated the efficacy and safety of front-line, fixed-duration venetoclax and 
rituximab (VenR) in combination in young (≤65 years), fit patients with chronic lymphocytic leukemia and unmutated IGHV 
and/or TP53 disruption. Treatment consisted of the venetoclax ramp-up, six monthly courses of the VenR combination, 
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Introduction 
Chronic lymphocytic leukemia (CLL) is the most frequent 
leukemia in western countries and affects predominantly 
elderly subjects, with a median age of 72 years at presen-
tation.1 Patients under 65 are less frequently diagnosed 
but more likely to have CLL as a cause of mortality than 
the elderly population.2,3  
In recent years, relevant advances in our understanding 
of the biology of CLL have led to the development of tar-
geted agents, namely the Bruton tyrosine kinase (BTK) in-
hibitors and the B-cell lymphoma 2 (BCL2) inhibitor 
venetoclax. The excellent therapeutic activity of these 
agents has radically changed the treatment approach for 
CLL, partially overcoming the unfavorable prognostic im-
pact of adverse biological characteristics, including the 
unmutated configuration of the variable portion of the im-
munoglobin gene heavy chain (IGHV) gene and TP53 dis-
ruption (deletion and/or mutation of the TP53 gene).  
Continuous treatment with ibrutinib has demonstrated  
efficacy regardless of high-risk biological features and su-
periority over chemoimmunotherapy in relapsed/refrac-
tory CLL and previously untreated patients.4-12 Recent 
studies have shown similar efficacy with a better toxicity 
profile of the covalent BTK inhibitors acalabrutinib13-15 and 
zanubrutinib.16-18 The effectiveness of a non-covalent BTK 
inhibitor, pirtobrutinib, in patients resistant to ibrutinib 
due to a BTK mutation has also been described.19 Veneto-
clax, a selective oral BCL2 inhibitor, restores activation of 
CLL apoptosis.20 In several studies that included re-
lapsed/refractory and treatment-naïve patients with CLL, 
fixed-duration treatment with venetoclax in combination 
with an anti-CD20 monoclonal antibody led to responses 
with undetectable minimal residual disease (MRD) in a 
large proportion of patients, including those with adverse 
genetic aberrations.21-26  
The updated results of the randomized CLL14 study 
showed a superior 5-year progression-free survival in unfit 
patients treated front-line with venetoclax and obinutu-
zumab fixed-duration therapy compared to those who re-
ceived chlorambucil and obinutuzumab (62.6% vs. 27.0%, 

respectively).21,23 The randomized Murano trial for patients 
with relapsed/refractory CLL demonstrated a significant 
improvement in progression-free survival and overall sur-
vival with venetoclax and rituximab (VenR) as compared 
to chemoimmunotherapy.24-26 In addition, a high rate of 
deep responses with undetectable MRD was recorded 
with VenR, which was associated with a highly favorable 
impact on progression-free survival. Moreover, the safety 
profile of fixed-duration VenR was favorable, and severe 
rituximab-related infusion reactions did not occur. In ad-
dition, late adverse events, a relevant issue when treating 
younger patients with CLL and a long-life expectancy, 
were not observed.  
Although BTK inhibitors are effective agents, fixed-dur-
ation therapy with venetoclax, capable of inducing pro-
found and durable responses followed by a therapy-free 
period, is more appealing than continuous therapy, par-
ticularly for younger patients.  
Based on the efficacy of fixed-duration VenR in the setting 
of patients with relapsed/refractory CLL, including those 
with unmutated IGHV and TP53 disruption, the Gruppo 
Italiano Malattie EMatologiche dell'Adulto (GIMEMA) inves-
tigated the efficacy and safety of a front-line VenR 
regimen in young (≤65 years), fit patients with CLL and an 
unfavorable biological profile. Here we report the first re-
sults of the GIMEMA phase II, single-arm, multicenter 
LLC1518 VERITAS study in 75 previously untreated, young 
patients with CLL and an unmutated IGHV profile and/or 
a TP53 disruption. 

Methods 
Patients 
The VERITAS study included previously untreated patients 
with CLL requiring treatment according to the Inter-
national Workshop on CLL (iwCLL) criteria.27 The study 
was approved by the ethics committee of La Spaienza 
University (date of approval 07/06/2018; approval file 
number CE 497/18; reference 5049). 
Patients were required to be ≤65 years, have a cumulative 

followed by six monthly courses of venetoclax as a single agent. A centralized assessment of minimal residual disease (MRD) 
was performed by allele-specific oligonucleotide polymerase chain reaction assay on the peripheral blood and bone marrow 
at the end of treatment (EOT) and during the follow-up. The primary endpoint was the complete remission rate at the EOT. 
Seventy-five patients were enrolled; the median age was 54 years (range, 38-65), 96% had unmutated IGHV, 12% had TP53 
disruption, and 4% had mutated IGHV with TP53 disruption. The overall response rate at the EOT was 94.7%, with a complete 
remission rate of 76%. MRD was undetectable in the peripheral blood of 69.3% of patients and in the bone marrow of 58.7% 
of patients. The 12-month MRD-free survival in the 52 patients with undetectable MRD in the peripheral blood at the EOT was 
73.1%. After a median follow-up of 20.8 months, no cases of disease progression were observed. Three patients had died, two 
due to COVID-19 and one due to tumor lysis syndrome. The first report of the VERITAS study shows that front-line VenR was 
associated with a high rate of complete remissions and durable response with undetectable MRD in young patients with 
chronic lymphocytic leukemia and unfavorable genetic characteristics. ClinicalTrials.gov identifier: NCT03455517. 
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illness rating scale (CIRS) score ≤6,28 have a creatinine 
clearance ≥30 mL/min, an unmutated IGHV gene and, or 
a TP53 disruption (17p deletion and/or TP53 mutation).29-

31 The IGHV profile and TP53 status were assessed cen-
trally at the Hematology Center of the Sapienza University 
of Rome. The cytogenetic profile was investigated by flu-
orescence in situ hybridization at four reference labora-
tories (Rome, Ferrara, Bari, Milan). 

Treatment 
Study treatment consisted of a venetoclax ramp-up and 
six monthly courses of the VenR combination, followed by 
six monthly courses of venetoclax given as a single agent. 
During the ramp-up phase, patients were given venetoclax 
according to a 5-week escalation schedule with a gradual 
increase in the dose from 20 mg/day to 400 mg/day.22 

Once the 5 weeks of the ramp-up phase had been com-
pleted, the following six cycles of VenR started on day 1 
of cycle 1. Rituximab was administered on day 1 of each 
cycle. Venetoclax was continued at the dose of 400 
mg/day in combination with rituximab at the dose of 375 
mg/m2 on day 1 of cycle 1 (month 1) and at the dose of 500 
mg/m2 on day 1 of cycles 2-6 (months 2-6). After the end 
of the combination therapy (EOCT), patients continued 
venetoclax monotherapy until day 28 of cycle 13, or unac-
ceptable toxicity or disease progression. The risk of tumor 
lysis syndrome was assessed according to the presence 
of bulky lymphadenopathy (diameter ≥5 cm) and the pe-
ripheral absolute lymphocyte count (≥25×10⁹/L).32 Patients 
received prophylaxis against tumor lysis syndrome with 
urate-reducing agents and oral or intravenous hydration. 
Tumor lysis syndrome events were classified according to 
Howard's criteria.32 Adverse events were graded according 
to the Common Terminology Criteria for Adverse Events 
(CTCAE) version 5.33  

Response 
The response was assessed according to the iwCLL guide-
lines27 at the end of combination therapy (EOCT, month 7) 
and the end of treatment (EOT, month 15). Response as-
sessment included clinical examination, peripheral blood 
evaluation, bone marrow aspirate and biopsy, and com-
puted tomography scan. A centralized MRD assessment 
was carried out at the Hematology Center in Rome on pe-
ripheral blood and bone marrow cells by allele-specific oli-
gonucleotide polymerase chain reaction (ASO-PCR) assay 
as previously reported.34,35 MRD was categorized as unde-
tectable with a cut-off of <1 cell in 10,000 leukocytes. Dur-
ing the follow-up, MRD was monitored every 6 months.  
 
Study endpoints 
The primary endpoint of this study was the complete re-
mission rate at the EOT. The secondary endpoints in-
cluded the overall response rate, the rate of responses 

with undetectable MRD at the EOT, progression-free sur-
vival, and overall survival. Further secondary endpoints 
were the time to MRD conversion from undetectable to 
detectable, the time from the re-emergence of detectable 
leukemic cells to clinical progression of disease, and the 
time to a new CLL treatment. 
Details on supportive treatment, statistical analysis, and 
ethics are reported in the Online Supplementary Material. 

Results 
Patients 
Between October 2018 and May 2020, 75 young patients 
with CLL and an unfavorable biological profile requiring 
front-line therapy from 28 Italian centers were included 
in this study and formed the intention-to-treat population 
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Characteristics
Patients, N (%) 75 (100)

Gender M/F, N (%) 56 (75)/19 (25)

Age, years, median (range) 54 (38-65)

ECOG performance status 0/1, N (%) 65 (87) /10 (13)

CIRS score, median (range) 1.00 (0.00-6.00)

CIRS score >3, N (%) 9 (12)

Hb g/dL, median (range) 12.50 (7.5-16.6)

Lymphocyte count x109/L, median (range) 96 (5.3-556)

Platelet count x109/L, median (range) 150 (54-425)

B symptoms, N (%) 16 (22)

β2 microglobulin >3.5 mg/L, N (%) 27 (41)

Increased LDH, N (%) 26 (35)

CD38 expression >30%, N (%) 38 (51)

Rai stage III/IV, N (%) 9 (12)/19 (26)

Bulky lymph nodes (≥5 cm in diameter), N (%) 18 (25)

Risk of TLS, N (%) 
Low 
Intermediate 
High

 
10 (13) 
32 (43) 
33 (44)

IGHV status, N (%) 
Mutated  
Unmutated

 
3 (4) 

72 (96)
FISH aberrations, N (%) 

Del 13q 
Tris 12 
Del 11q 
Del 17p 
No aberrations 

 
22 (30) 
12 (16) 
16 (22) 
4 (5.5) 
19 (26) 

TP53 disruption, N (%) 
TP53 mutation only 
TP53 mutation and deletion

9 (12) 
5 (6.6) 
4 (5.5)

Table 1. Patients’ baseline characteristics.

M: male; F: female; ECOG: Eastern Cooperative Oncology Group; CIRS: 
Cumulative Illness Rating Scale; Hb: hemoglobin; LDH: lactate de-
hydrogenase; TLS: tumor lysis syndrome; IGHV: immunoglobulin 
heavy chain variable region gene; Del: deletion; Tris: trisomy; FISH: 
fluorescence in situ hybridization; TP53 gene: tumor protein p53 gene.



assessed for treatment response and safety. The patients’ 
disposition is illustrated in Online Supplementary Figure 
S1. The patients’ baseline clinical and biological character-
istics are summarized in Table 1. Their median age was 54 
years (range, 38-65). Thirty-eight percent of the patients 
had advanced III-IV Rai stage disease; 41% had an in-
creased level of β2 microglobulin, and 25% had bulky lym-
phadenopathy. The risk of tumor lysis syndrome was high 
at baseline in 44% of patients. Seventy-two patients 
(96%) had an unmutated IGHV gene profile, with a TP53 
disruption in six (TP53 mutation, n=5; TP53 mutation and 
deletion, n=1), while three patients (4%) were IGHV-mu-
tated and carried a TP53 disruption (TP53 mutation and 
deletion, n=3). The median CIRS score was 1 (range, 0-6), 
with nine (12%) patients having a CIRS score >3. 

Response to treatment 
Response at the end of the combination therapy 
Seventy-two patients (96%) achieved a response at the 
EOCT (month 7). Responses included a complete response 
with or without blood count recovery in 41 patients (com-
plete response, 52%; complete response with incomplete 
blood count recovery, 2.7%), and partial response in 31 
(41.3%) (Figure 1). Three patients discontinued treatment 
because of an adverse event and were censored as treat-
ment failures. The ASO-PCR assay demonstrated unde-
tectable MRD at the EOCT in the peripheral blood and 
bone marrow of 70.7% and 46.7% of patients, respectively 
(Figure 2). The proportion of patients in complete re-
mission with no measurable MRD by ASO-PCR in the pe-
ripheral blood and bone marrow was 78% and 61%, 
respectively (Figure 2). In patients who achieved a partial 
response, MRD could not be detected in the peripheral 
blood and bone marrow of 68% and 32% patients, re-
spectively.  

Response at the end of treatment 
At the EOT (month 15), after a further 6 months of treat-
ment with venetoclax as a single agent, the overall re-
sponse rate was 94.7%, and the complete response rate 
increased from 54.2% to 76% (57 patients) (Figure 1). A 
partial response was recorded in 14 patients (18.7%) who 
showed residual lymph nodes (median longitudinal lymph 
node diameter, 1.95 cm; range, 1.5-4.5 cm). Two patients 
discontinued treatment because of an adverse event and 
were censored as treatment failures. A significantly lower 
complete response rate at the EOT was observed in older 
patients (P=0.032) and those with higher CIRS scores 
(P=0.009) (Online Supplementary Table S1). However, the 
only factor that retained a borderline statistical signifi-
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Figure 1. Responses at the end of combination therapy and end 
of treatment according to International Working Group Chronic 
Lymphocytic Leukemia criteria. EOCT: end of combination 
therapy; EOT: end of treatment; ORR: overall response rate; CR: 
complete response; CRI: complete response with incomplete 
blood count recovery; PR: partial response.  

Figure 2. Rates of responses with undetectable minimal residual disease (10-4) in the peripheral blood and bone marrow by al-
lele-specific oligonucleotide polymerase chain reaction at the end of combination therapy and end of treatment. EOCT: end of 
combination therapy; EOT: end of treatment; PB: peripheral blood; BM: bone marrow. 



cance in multivariate analysis was the CIRS score (P=0.054). 
A response with undetectable MRD by ASO-PCR was re-
corded in 69.3% of patients when examining peripheral 
blood and in 58.7% when bone marrow was tested (Figure 
2). Six of the nine patients with TP53 disruption achieved a 
response with undetectable MRD in the peripheral blood 
and bone marrow. We analyzed the impact of the patients’ 
baseline characteristics and iwCLL-defined response 
measured at the EOCT on the probability of achieving un-
detectable MRD in the peripheral blood and bone marrow 
at the EOT. While no factors showed a significant impact 
on the rate of responses with undetectable MRD in the pe-
ripheral blood, the only factor associated with a higher pro-
bability of achieving undetectable MRD was a cut-off level 
of CD38 expression <30% in the bone marrow (Figure 3). 
MRD was monitored during the follow-up in 52 patients 
with a response and undetectable MRD in the peripheral 
blood at the EOT. MRD remained undetectable in the pe-

ripheral blood in 38 (73%) patients, 13 (25%) converted to 
detectable MRD, and one patient died from an adverse 
event. The 12-month MRD-free survival was 73.1% (95% 
confidence interval [95% CI]: 62-86.2) (Figure 4). There was 
no significant difference in the proportion of patients with 
complete or partial response and undetectable MRD in the 
bone marrow who lost the response at month 21 (unde-
tectable MRD at month 21: partial response, 0/10 vs. com-
plete response, 4/33). 

Survival 
After a median follow-up of 20.8 months (range, 0.2-36.5), 
no patient showed clinical progression, and three patients 
had died from adverse events. The 24-month overall sur-
vival was 96% (95% CI: 91.6-100) (Figure 5).  

Safety 
The grade ≥3 adverse reactions are described in Online 
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Figure 3. Impact of baseline factors and complete response measured at the end of combination therapy on responses with un-
detectable minimal residual disease in the bone marrow at the end of treatment. CR: complete response; TP53 gene: tumor 
protein p53 gene; Del: deletion; Tris: trisomy; IGHV: immunoglobulin heavy chain variable region gene; TLS: tumor lysis syndrome; 
LR: low risk; IR: intermediate risk; HR: high risk; LDH: lactate dehydrogenase; Hb: hemoglobin; CIRS: Cumulative Illness Rating 
Scale; ECOG: Eastern Cooperative Oncology Group; OR: odds ratio; 95% CI: 95% confidence interval. 



Supplementary Table S2. Thirty-four patients (45.3%) ex-
perienced at least one grade ≥3 adverse event. Granulo-
cytopenia was recorded in 28 patients (37.3%), and 26 
(35%) received granulocyte colony-stimulating factors. 
Grade ≥3 infections were observed in nine patients (12%), 
including five patients (6.7%) who developed coronavirus 
disease 2019 (COVID-19) at the time of the first SARS-CoV-
2 pandemic when vaccination was unavailable. The nine 
patients who developed grade ≥3 infections (COVID-19 in 
5/9 cases) were not characterized by increased risk fac-
tors for severe infections such as older age, high CIRS 
score, increased risk factor for tumor lysis syndrome, low 
creatinine clearance, or low granulocyte count at baseline. 
A fungal infection was reported in two patients. One pa-
tient showed clinical signs suggestive of sinusitis of sus-

pected, but not documented, fungal etiology. The other 
patient with steroid-controlled hemolytic anemia devel-
oped an Aspergillus pulmonary infection which was suc-
cessfully treated with voriconazole. 
A transient increase in liver enzymes was reported in 
three patients (4%). Thirty-three patients (44%) were at 
high risk of tumor lysis syndrome. Two patients had a cre-
atinine clearance <60 mL/min at baseline but neither of 
them developed tumor lysis syndrome. Despite hospital-
ization, intravenous hydration, and the administration of 
anti-uric agents, one patient at increased risk of tumor 
lysis syndrome developed a grade 5 syndrome during the 
ramp-up phase. This patient with severe osteoporosis 
suffered from severe pain due to a vertebral fracture and 
used self-administered fentanyl patches for analgesic 

Figure 4. Undetectable 
minimal residual disease-
free survival. uMRD: unde-
tectable minimal residual 
disease; EOT: end of treat-
ment. 

Figure 5. Overall survival of 
the whole cohort of 75 pa-
tients enrolled in the study. 
OS: overall survival.
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purposes (more details on this clinical case are reported 
in the Online Supplementary File). One patient was diag-
nosed with follicular lymphoma 24 months after the start 
of treatment. No cases of Richter syndrome or non-hema-
tologic cancers were recorded. Three patients died due to 
an adverse event, one with a clinical tumor lysis syn-
drome, and two with COVID-19. 

Discussion 
The first analysis of the VERITAS study showed that 94.7% 
of previously untreated, young patients with CLL and an 
adverse biological profile achieved a response with the 
VenR fixed-duration treatment. Moreover, no evidence of 
residual disease was detected in the peripheral blood of 
69.3% of patients and in the bone marrow of 58.7%. After 
a median follow-up of 20.8 months, no cases of disease 
progression had occurred. These data confirm, in pre-
viously untreated patients, the efficacy of the VenR com-
bination described in patients with relapsed/refractory 
CLL in the Murano trial.24-26  
The primary endpoint of this study, the complete re-
sponse rate at the EOT, was met with a 76% complete re-
sponse rate, which compares favorably with that reported 
in fit patients treated with fluradabine, cyclophosphamide 
and rituximab (FCR) chemoimmunotherapy in the CLL10 
trial (40%), the ECOG1912 study (30.3%),9,36 and also in the 
CLL14 trial in unfit patients treated with venetoclax plus 
obinutuzumab (49.5%).21-23 High complete response rates 
were also described with ibrutinib and venetoclax in the 
Flair trial (59.6%)38 and the MRD and fixed-duration co-
horts of the Captivate trial (46% and 52.2%, respect-
ively).37-39  
Our study included young (≤65 years), fit patients with a 
CIRS score of ≤6. The presence of comorbidities, even 
with a CIRS score <6, was associated with a lower com-
plete response rate. Interestingly, in a real-world study, 
higher CIRS scores were also associated with an adverse 
impact on the outcome of patients with CLL who received 
ibrutinib.40  
The follow-up of this study, 20.8 months, is relatively 
short, and progression-free survival data are therefore 
premature. A valid surrogate of the efficacy of VenR is rep-
resented by the rate of patients with undetectable MRD 
in the peripheral blood, as determined by ASO-PCR in the 
CLL14 trial.21 The 69.3% rate of responses with undetect-
able MRD in peripheral blood recorded in our study com-
pares favorably with the rates of undetectable MRD 
observed with FCR in the CLL10 and ECOG1912 trials (49% 
and 59.2%, respectively).9,36 In the CLL13 trial, which in-
cluded patients with a more favorable genetic profile, a 
similar schedule produced responses with undetectable 
MRD in 57% of cases.41  

Higher rates of responses with undetectable MRD in the 
peripheral blood were found in the CLL14 and CLL13 trials 
with the venetoclax and obinutuzumab combination (76% 
and 86.5%, respectively).21,41 Obinutuzumab, a more potent 
CD20 monoclonal antibody with a greater capacity for di-
rect killing of B cells and a glyco-engineered Fc-fragment 
for improved effector-cell recruitment, has shown an ad-
vantage over rituximab as a partner of venetoclax. Al-
though in the CLL13 trial infusion-related reactions 
associated with obinutuzumab were more severe than 
those seen with rituximab, patients treated with veneto-
clax and obinutuzumab showed a higher rate of responses 
with undetectable MRD and more prolonged progression-
free survival compared to those treated with VenR.41 
In the Glow trial, which included elderly/unfit patients 
with CLL, the venetoclax plus ibrutinib combination re-
sulted in 54.7% of patients having responses with unde-
tectable MRD in the peripheral blood,42 while higher rates 
were observed in the Flair trial (71.3%),37 and in the MRD 
and fixed-duration cohorts of the Captivate study (75% 
and 77%, respectively).38,39 In the CLL13 trial, the triplet 
combination of venetoclax, ibrutinib, and obinutuzumab 
was associated with the highest rate of responses with 
undetectable MRD in the peripheral blood (92.2%).41 A 
comparison between the rates of undetectable MRD in 
the different studies is hampered by the technique used 
to measure residual disease, which was ASO-PCR in some 
studies,21,42 like ours, and flow cytometry in others.38-39;41 
Although cross-trial comparisons must be interpreted 
with caution, it is important to underline that in our study, 
96% of patients had an unmutated IGHV gene profile, 
whereas the proportion of patients with unmutated IGHV 
ranged between 43.5% and 60.5% in the studies men-
tioned above.  
Longer follow-up of this and other studies may show 
whether patients with these same unfavorable genetic 
characteristics can benefit from different and more pro-
longed venetoclax-based treatments. 
CD38 positivity, recorded in 51% of patients, emerged as 
the only factor with an unfavorable impact on the rate of 
undetectable MRD in the bone marrow. CD38, a multi-
functional surface  transmembrane glycoprotein,43 is as-
sociated with an IGHV unmutated status, advanced-stage 
disease, poor response to chemotherapy, shorter time to 
first treatment, and survival.44-46 To the best of our knowl-
edge, the prognostic impact of CD38 expression has not 
yet been tested in patients treated with venetoclax. In a 
study by Sargent et al.,47 a significant inverse relationship 
was observed in vitro between the proportion of CD38-
positive cells and the level of BCL2 expression. Based on 
this finding, we speculate that CD38-negative patients 
could express higher levels of the anti-apoptotic BCL2 
protein, resulting in a more pronounced activity of vene-
toclax. 
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Due to the number of patients included in this trial, the 
predictive value of novel mutations occurring in a minority 
of patients was not analyzed. 
The re-emergence of MRD after FCR treatment  is more 
rapid in patients with unmutated IGHV than in those with 
mutated IGHV.48 In our study, which included mainly pa-
tients with unmutated IGHV, 73% of patients who achieved 
a response with undetectable MRD maintained the status 
of undetectable MRD in the peripheral blood at 12 months 
after the EOT. Despite the unfavorable genetic character-
istics of our study cohort, the MRD-free survival in our 
analysis is in line with that observed in unfit patients 
treated with venetoclax and obinutuzumab in the CLL14 
trial.23  
VenR treatment was well tolerated. Notably, no grade ≥3 
infusion reactions to rituximab were recorded. The most 
frequent adverse event was granulocytopenia, which was 
easily manageable with granulocyte growth factors. Unfor-
tunately, our study was carried out during the outbreak of 
the SARS-CoV-2 pandemic before vaccines were intro-
duced, and five of the nine grade ≥3 infections were due 
to SARS-CoV-2 infection. About half of the patients in this 
study had a high risk of tumor lysis syndrome. However, 
only one case of fatal clinical tumor lysis syndrome was 
observed in a patient who underwent the ramp-up phase 
of the treatment regimen while receiving a drug, for anal-
gesic purposes, which may have interfered with the me-
tabolism of venetoclax. One patient discontinued therapy 
due to the diagnosis of indolent lymphoma, while no cases 
of Richter transformation or second malignancies were ob-
served.  
In conclusion, this first report of the VERITAS study shows 
that the VenR combination as front-line treatment is easily 
manageable, well-tolerated, and associated with high rates 
of complete responses and durable responses with unde-
tectable MRD in younger patients with CLL and unfavorable 
genetic characteristics. 
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