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A Phase 2a, Single-Arm, Open-Label Study of Tafasitamab, a
Humanized, Fc-Modified, Anti-CD 19 Antibody, in Patients With
Relapsed/Refractory B-Precursor Cell Acute Lymphoblastic
Leukemia

Rebecca B. Klisovic, MD": Wing H. Leung, MBBS, PhD? Wolfram Brugger, MD, PhD?: Maren Dirnberger-Hertweck, PhD>;
Mark Winderlich, PhD, MSc® Sumeet V. Ambarkhane, MD, MBBS®; and Elias J. Jabbour, MD &/ 4

BACKGROUND: B-precursor cell acute lymphoblastic leukemia (B-ALL) in adults is an aggressive and challenging condition, and pa-
tients with relapsed/refractory (R/R) disease after allogeneic stem cell transplantation (SCT), or noncandidates for SCT, have a particu-
larly poor prognosis. The authors investigated the activity of the Fc-modified anti-CD19 antibody tafasitamab in adults with R/R B-ALL
(NCTO01685021). METHODS: Adults with R/R B-ALL received single-agent tafasitamab 12 mg/kg weekly for up to four 28-day cycles.
Patients with complete remission (with or without neutrophil/platelet recovery; complete remission [CR] or complete remission with
incomplete count recovery [CRi]) after cycles 2, 3, or 4 could continue tafasitamab every 2 weeks for up to 3 further months. The pri-
mary end point was overall response rate (ORR). RESULTS: Twenty-two patients were treated (median, 2 prior lines of therapy; range,
1-8). Six patients completed 2 cycles, and 2 of these patients responded for an ORR of 9%; 16 patients (73%) progressed before their
first response assessment. Responses lasted 8 and 4 weeks in the 2 patients with CR and minimal residual disease (MRD)-negative CRI,
respectively. Tafasitamab produced rapid B-cell/blast depletion in 21 of 22 patients within 1to 2 weeks of first administration. Tafasitamab
was well tolerated, with the most frequent adverse events being infusion-related reactions (59.1%) and fatigue (40.9%). Grade 3 to 4
febrile neutropenia (22.7%) was the most common hematologic adverse event. CONCLUSIONS: Tafasitamab monotherapy was associ-
ated with clinical activity in a subset of patients with R/R B-ALL, including short-lasting CR and MRD-negative CRi. Given its favorable
tolerability profile, further development of tafasitamab in chemoimmunotherapy combinations and MRD settings should be explored.
Cancer 2021;127:4190-4197. © 2021 The Authors. Cancer published by Wiley Periodicals LLC on behalf of American Cancer Society This
is an open access article under the terms of the Creative Commons Attribution-NonCommercial License, which permits use, distribution
and reproduction in any medium, provided the original work is properly cited and is not used for commercial purposes.
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INTRODUCTION
Despite the availability of several new therapeutic approaches in recent years, B-precursor cell acute lymphoblastic leu-
kemia (B-ALL) in adults remains a challenging malignancy, with more than 60% of patients experiencing relapse and a
median overall survival of only 6 to 7 months in relapsing patients.'™ Allogeneic stem cell transplantation (allo-SCT) is
the only available curative therapy, but with complete remission (CR) rates to chemotherapy of 20% to 40% in adults
with relapsed/refractory (R/R) ALL, only 10% to 30% of patients go on to receive allo-SCT.”

Antibody-based approaches have focused on the CD19 and CD22 cell surface molecules that are highly expressed on
B cells and that, therefore, provide compelling therapeutic targets in R/R B-ALL. The anti-CD22 monoclonal antibody-
drug conjugate inotuzumab ozogamicin,2 the bispecific CD19-directed CD3 T-cell engager blinatumomab,4 and CD19-
targeted chimeric antigen receptor T-cell (CAR-T) therapy tisagenlecleucel (in patients up to 25 years of age)® have all
been explored as salvage therapy in R/R B-ALL, albeit with modest effects on survival.®

In the phase 3 (N = 307) inotuzumab ozogamicin study and phase 2 (N = 45) and phase 3 (N = 376) studies of
blinatumomab, CR rates (with/without complete hematologic response; CR or complete remission with incomplete count
recovery [CRi]) to single-agent inotuzumab ozogamicin and blinatumomab vary from 34% to 74% in R/R disease, with
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high rates of minimal residual disease (MRD) negativity
among responders (71% to 88%); however, median overall
survival (OS) has remained consistent at 7 to 8 months,
with 16% to 40% of patients going on to receive allo-
SCT.”” The combination of inotuzumab ozogamicin plus
mini-hyper-CVD, with or without blinatumomab, as first
salvage in 48 patients with Philadelphia chromosome (Ph)-
negative R/R ALL was also associated with high rates of CR
and MRD negativity in responders (73% and 93%, respec-
tively) but with 50% of patients proceeding to allo-SCT
and an encouraging median OS of 25 months.'” CAR-T
therapy with tisagenlecleucel has also achieved high CR/
CRi rates in children and adults with R/R B-ALL, along
with an OS probability of 70% at 18 months.'"'*

Safety and tolerability are of particular importance
in older patients or those with comorbid conditions, es-
pecially with respect to suitability for intensive chemo-
therapy, and may contribute considerably to regimen

choice.>®

Nonchemotherapeutic approaches are also
associated with characteristic adverse events (AEs), such
as veno-occlusive liver disease/sinusoidal obstruction
syndrome with inotuzumab ozogamicin’ (of particular
concern for patients who progress to allo-SCT") and
cytokine release syndrome and neurologic events with
blinatumomab.*'* Blinatumomab also requires a 4-
week continuous intravenous (iv) infusion via a portable
pump,&14 which may be challenging for patients. CAR-T
therapy generally requires pre-infusion lymphodepleting
chemotherapy and is frequently associated with cytokine
release syndrome (median onset 3 days) and neurologic

events within 8 weeks after infusion.'?

Therefore, adult patients with R/R B-ALL need ad-
ditional, more effective and better-tolerated treatment
options. To this end, several combination studies involv-
ing these novel approaches are ongoing.’

Tafasitamab is an Fc-modified, humanized, an-
ti-CD19 antibody with enhanced antibody-dependent
cell-mediated cytotoxicity, antibody-dependent cell-
mediated phagocytosis, and direct cytotoxicity." Tt
has been investigated as a single agent and in com-
bination with immunomodulatory imide drugs and
targeted agents in R/R CD19+ B-cell malignancies,
such as chronic lymphocytic leukemia'® and R/R non-
Hodgkin lymphoma,'”" and has been shown to in-
duce natural killer (NK) cell-mediated lysis of ALL
cells from pediatric and adult patients.20

Tafasitamab was recently approved by the Food and
Drug Administration (FDA) in combination with lena-
lidomide for the treatment of R/R diffuse large B-cell
lymphoma (DLBCL) in transplant-ineligible paltients.21
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The aim of this study was to evaluate the efficacy and
safety of tafasitamab monotherapy in adult patients with
R/R B-ALL.

MATERIALS AND METHODS

MOR208C202 was a multicenter, single-arm, open-label,
phase 2a study evaluating the efficacy and safety of tafasita-
mab in adolescent and adult patients with R/R B-ALL, pet-
formed at 3 sites in the United States. Eligible patients were
>16 years old with previously treated, Ph-negative B-ALL
and had experienced progression after at least 1 prior ther-
apy. Patients with Ph-positive B-ALL who were refractory or
intolerant to at least 1 tyrosine kinase inhibitor were also eli-
gible, as were patients with mixed phenotype acute leukemia
with a B-cell immunophenotype. Patients were required to
have an Eastern Cooperative Oncology Group performance
status of 0 to 2 and adequate hepatic and renal function.

Patients were not eligible if they had received any
previous treatment with an anti-CD19 antibody or frag-
ments, an anti-CD20 therapy within 4 weeks before
study treatment, or prior allo-SCT within 3 months of
study treatment, or if they had acute graft-versus-host
disease.

The primary end point was overall response rate
(ORR), including morphologic CR, CRi, or partial re-
mission (PR), based on best response achieved during
the treatment period. Secondary end points included
duration of response, time to hematologic relapse, inci-
dence and severity of AEs, patients with MRD by flow
cytometry with a minimal sensitivity of 10, number and
proportion of patients subsequently receiving allo-SCT,
number and proportion of patients with immunogenic
T, and trough

responses to treatment, as well as C |
max max

concentration of tafasitamab. Exploratory biomarkers
included the longitudinal assessment of B-cells and NK
cells according to local standards and CD19/CD20 as-
sessment of B-cell blasts (CD45low/CD16/CD14/CD3-
negative cells) via a centralized assay (ICON Laboratory
Services, Whitesboro, New York) of antibody binding ca-
pacity using BD Quantibrite™ beads.

Patients received tafasitamab (12 mg/kg iv) weekly
in up to four 28-day cycles, with an additional loading
dose on day 4 of cycle 1. Patients responding after cycle 1
could receive up to 3 additional 4-week cycles followed by
tafasitamab every 2 weeks for 3 months or unil progres-
sive disease (PD) (Fig. 1). Responses and disease status
were evaluated after every cycle. Response assessment was
based on complete blood counts, bone marrow aspirates
or biopsy (until CR or CRi), and CT scans (if applicable).
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Figure 1. Treatment algorithm. CR indicates complete remission; CRi, complete remission with incomplete count recovery; EOS, end

of study; PD, progressive disease; PR, partial remission.

During cycle 1, patients received premedication in-
cluding antipyretics (acetaminophen, 650 mg orally or iv
or equivalent), antihistamines (diphenhydramine, 25-50
mg iv or equivalent) and glucocorticosteroids (methyl-
prednisolone, 80-120 mg iv or equivalent). If no infusion-
related reactions (IRRs) were experienced during cycle 1,
premedication could be stopped for subsequent cycles at
the discretion of the investigator.

CR was defined as a bone marrow blast count of
<5% with normal peripheral counts for neutrophils (>1
x 10°/L) and platelets (>100 % 10°/1).%% CRi was de-
fined as CR with incomplete recovery of neutrophils or
platelets. PR was defined as a >50% decrease in bone
marrow blasts but remaining in the 6% to 25% range
(with normal peripheral counts). PD was defined as a
>100% increase in circulating blasts, or an increase in
blasts as judged by the investigator as inappropriate for
further study continuation.

Statistical Method's

With a target sample size of 30 patients, it was assumed
that 27 patients would be included in the intent-to-treat
(ITT) population. With an observed ORR of 20%, the
expected 95% confidence interval (CI) would be 5% to
35%, indicating that the true ORR was greater than 0.
The primary end point (ORR) was estimated in the ITT
population according to best response achieved at any

time during the study. In addition, an exact 95% CI was
generated for the ORR.
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The secondary end points were analyzed descrip-
tively using summary statistics for continuous data and
frequency tables for categorical data. The 95% Cls are
presented for means or rates.

Descriptive statistics were calculated with nonpara-
metric 95% CI for mean change from baseline where
appropriate.

RESULTS

Patients

Of 30 patients screened, 22 received treatment between
April 2013 and early termination of the study on February
28, 2015, because of a low proportion of responses to
single-agent therapy.

Baseline patient and disease characteristics are shown
in Table 1. The median age of patients was 52 years, with
a median of 13 months since B-ALL diagnosis and a me-
dian of 2 prior lines of therapy (range, 1-8). The rate of
best response to their last line of therapy was 32% (7 of
22 patients; all CR). All patients had previously received
chemotherapy, including 7 patients who had received
chemoimmunotherapy (including rituximab in 6 cases),
and 6 patients had previously received allo-SCT, with a
range of 15 to 152 weeks between allo-SCT and cycle 1
day 1 in the present study.

A total of 16 patients discontinued treatment before
the first response assessment, including 11 patients who
experienced rapid disease progression. Other reasons for
withdrawal were (each n = 1): death (sepsis, not related
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TABLE 1. Patient Baseline and Disease
Characteristics

Patients
Characteristic (N=22)
Median age, y (range) 52.0 (16.0-79.0)
Male, n (%) 12 (54.5)

Median time since ALL diagnosis, mo (range)
ECOG performance status, No. (%)

13.0 (1.7-322.5)

0 7(31.8)
1 10 (45.5)
2 5(22.7)
ALL subtype, No. (%)
Acute pre-B-lymphoblastic leukemia 15 (68.2)
Acute pro-B-lymphoblastic leukemia 2(9.1)
Mature B-lymphoblastic leukemia 1(4.5)
Common B-lymphobilastic leukemia 1(4.5)
Philadelphia-positive B-ALL 2(9.1)
Other (Pre-B-ALL in CR1) 1(4.5)
ALL cytogenetics, No. (%)
t(4;11)/11923 3(13.6)
1(9;22) 2(9.1)
t(1;19) 4(18.2)
14932 1(4.5)
Low hypodiploidy/complex karyotype 1(4.5)
Other 11 (50)
Median prior lines of therapy, No. (range) 2(1-8)
Prior allogeneic stem cell transplantation, No. (%) 6 (27.3)
Prior umbilical cord blood transplantation, No. (%) 1(4.5)
Prior ALL therapies, No. (%)
Chemotherapy/chemoimmunotherapy? 22 (100)
Radiation therapy 2(9.1)
POMP maintenance 2(9.1)
Best response to last therapy, No. (%)
Complete remission 7 (31.8)
Stable disease 4(18.2)
Progressive disease 6 (27.3)
Unknown 5(22.7)

Abbreviations: ALL, acute lymphoblastic leukemia; B-ALL, B-precursor
acute lymphoblastic leukemia; ECOG, Eastern Cooperative Oncology Group;
POMP, mercaptopurine, vincristine, methotrexate and prednisone.

2Seven patients received previous immunotherapies that were classified by
the investigator as part of a chemotherapeutic regimen (rituximab in 6 cases
[including 1 patient who also received experimental moxetumomab] and ex-
perimental inotuzumab ozogamicin in 1 case).

to treatment), abnormal laboratory value (neutropenia;
0.89 X 109 cells/L), withdrawn consent, receipt of new
cancer therapy, and withdrawal after missing 2 consec-
utive visits (cycle 1 day 8 and cycle 1 day 15). Six pa-
tients (27.3%) completed the study (ie, completed >2
cycles with >1 disease assessment), and 2 patients had
responses qualifying them for further treatment cycles.

Efficacy

In the ITT population, 2 out of 22 patients responded
(one CR and one CRi) with an ORR of 9% (95%
Cl, 1.1-29.2) (Fig. 2). Three patients had stable dis-
ease (14%; qualifying for neither remission nor dis-
ease progression), 16 patients had disease progression
(73%), and 1 patient (5%) had no response assessment

(Table 2).
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The patient with a CR was a 47-year-old male who
experienced this response after 13 weeks on treatment,
with hematologic relapse after a further 8 weeks. This pa-
tient had low hypodiploid Ph-negative pro-B-ALL, with
35 chromosomes in the leukemic cells, and had a history
of childhood ALL (entered study 27 years after first ALL
diagnosis) with 2 prior systemic regimens (undefined
multi-agent chemotherapy in childhood [CRI1 for 248
months]; hyperfractionated cyclophosphamide, vincris-
tine, doxorubicin, and dexamethasone [hyper-CVAD;
CR2 for 26 months]; and maintenance with mercapto-
purine, vincristine, methotrexate, and prednisone main-
tenance therapy).

The patient with CRi was a 46-year-old female who
entered the study, 7 months after her first ALL diagnosis,
experienced CRi after 6 weeks on study, and was censored
after a further 4 weeks because of an AE (severe scle-
rosing cholangitis). This patient had Ph-negative pre-B
ALL with an adverse (near-haploid) karyotype and had
previously received treatment with hyper-CVAD (with a
short CR1 for 4 months) and allo-SCT (approximately
15 weeks before study entry), then with cyclophospha-
mide and dexamethasone (with a response of disease pro-
gression), indicating that she was refractory to allo-SCT;
her ALL cytogenetics were 35,XX,-2,-3,-4,-7,-1,-12,-13,-
15,-16,-17,-20,del(22)(q12)[71/36,SL,+del(22)(q12)
[11]/46,XX[2].

Duration of Response

Among the 2 responding patients, the CR lasted 56 days
until hematologic relapse, and the CRi lasted 28 days
until the patient was censored because of an AE (scleros-
ing cholangitis). The patient with CR was consistently
MRD-positive and eligible for allo-SCT, and the patient
with CRi was considered MRD-negative by the investiga-
tor, although none of the study patients received an allo-
SCT during or after the study.

AEs and Immunogenicity

Most AEs experienced by patients were of mild to mod-
erate severity (77%) and of grade 1 to 2 toxicity (71%).
The most common AEs (any grade) were IRRs (n = 13;
59.1%) and fatigue (n = 9; 40.9%), and the most com-
mon hematologic AE was febrile neutropenia (n = 5;
22.7%) (Table 3).

Seventeen patients experienced serious AEs (SAEs;
77.3%). The most frequent SAEs were pyrexia (22.7%)
and febrile neutropenia (18.2%). SAEs were suspected
to be tafasitamab-related by the investigators in 4 pa-
tients (18.2%: sclerosing cholangitis; disseminated fungal
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Figure 2. Time on study for responders. CRi indicates complete remission with incomplete count recovery.

TABLE 2. ORRs

Patients (N = 22), No.

Response Rates (%)

ORR (CR, CRi, or PR) 2(9.1)[95% ClI, 1.1-29.2]
CR 1(4.5)
CRi 1(4.5)
PR 0(0)

SD 3(13.6)

PD 16 (72.7)

No response assessment after 2 cycles (PD) 1(4.5)

Abbreviations: Cl, confidence interval; CR, complete remission; CRi, com-
plete remission with incomplete count recovery; ORR, overall response rate;
PD, progressive disease; PR, partial remission; SD, stable disease.

infection; tumor lysis syndrome; and [in 1 patient] febrile
neutropenia, tumor lysis syndrome, and pneumonitis).
Six patients (27.3%) experienced an AE leading to death
(Table 3); 5 deaths were considered unrelated to treatment
(2 cases of sepsis, 2 cases of PD, and 1 nontreatment-
emergent SAE of death). The case of sclerosing cholangitis
in the refractory patient after allo-SCT who experienced
transient CRi led to fulminant liver failure and was sus-
pected to be related to treatment but could also have been
related to a preexisting graft versus host disease.

All IRRs occurred during day 1 of cycle 1 and were
assessed as nonserious (all were grade 1 or 2, with the
exception of one grade 3 event), and all patients recov-
ered on the same day, after interruption of study drug
infusion and symptomatic treatment if necessary. The
most common grade >3 AEs were febrile neutropenia,
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thrombocytopenia (including platelet count decreased),
neutropenia (including neutrophil count decreased), sep-
sis (including enterococcal sepsis), and hyperglycemia
(each 22.7%) (Table 3).

None of the 22 patients treated with tafasitamab
tested positive for anti-drug antibodies.

Pharmacokinetics

After the first infusion, mean T was 4.5 hours and
mean C__was ~306 pg/mL. Mean serum trough con-
centrations of tafasitamab at steady state were ~177 and
~198 pg/mL before the seventh and ninth doses, respec-
tively. Mean C_  at steady state was ~457 and ~443
ug/mL after the seventh and ninth doses, respectively.

B-Cell and NK Cell Effects
Peripheral B-cell/lymphoblast depletion was observed
within 1 to 2 weeks after the first infusion of tafasitamab
for all but 1 patient (Fig. 3); the median relative B-cell/
lymphoblast depletion reached 91.8% at cycle 1 day 8.
For the 2 responding patients, B-cell counts decreased
from 715 cells/pL (baseline) to 25 cells/pL (C1D15) for
the patient with CR, and reached 4 cells/pL (C1D15) for
the patient with CRi (baseline sample not collected). At
screening, a high level of expression of CD19 relative to
CD20 was confirmed, with all patients having CD19+
B-lymphoblasts (Figs. 4A,B).

Most patients showed a decrease in peripheral NK
cell counts during the first 2 weeks of treatment, with a
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TABLE 3. Treatment-Emergent AEs

Patients
(N =22), No.
AE Category (%) [Events]
AEs, >20% (any grade)
Infusion-related reaction 13 (69.1) [15]
Fatigue 9 (40.9) [10]
Hypokalemia 6 (27.3) [14]
Pyrexia 6 (27.3) [7]
Constipation 6 (27.3) [6]
Nausea 6 (27.3) [6]
Hyperglycemia 6 (27.3) [6]
Febrile neutropenia 5(22.7) [10]
Hyperkalemia 5(22.7) [6]
Dyspnea 5(22.7) [9]
Hematologic AEs, >5% (any grade)®
Febrile neutropenia 5(22.7) [10]
Anemia 4(18.2) [6]
Neutrophil count decreased 4(18.2) [6]
Platelet count decreased 3(13.6) [4]
White blood cell count decreased 2(9.1) [3]
Thrombocytopenia 2(9.1)[2]
Grade >3 AEs, >10%
Febrile neutropenia 5(22.7) [10]
Hyperglycemia 5(22.7) [5]
Sepsis 4(18.2) [4]
Neutrophil count decreased 4 (18.2) [5]
Platelet count decreased 3(13.6) [4]
Lung infection/pneumonia 3(13.6) [3]
Tumor lysis syndrome 3(13.6) [3]
Hypertension 3(13.6) [3]
Treatment-emergent AEs leading to death
Sepsis 29.1)[2]
Disease progression 29.1)[2]
Sclerosing cholangitis® 1(4.5)[1]

Abbreviations: AE, adverse event; SOC, system organ class; PT, preferred
terms.

Six additional patients (27.3%) had disease progression reported as an AE as
defined in the study protocol.

2Hematologic AEs were MedDRA coded to either SOC blood and lymphatic
system disorders (including PTs anemia, neutropenia, and thrombocytopenia)
or SOC investigations (including PTs neutrophil count decreased, white blood
cell count decreased, and platelet count decreased) depending on the AE
term (verbatim) reported by the investigator.

bSuspec’fed to be related to treatment.

median reduction of 60% at cycle 1 day 8, which recov-
ered slightly at cycle 1 day 22.

DISCUSSION

This study of single-agent tafasitamab in adult patients
with R/R B-ALL (1-8 prior lines of therapy) demon-
strated modest activity, with 2 responders out of 22
patients (I CR and 1 CRi; ORR 9% by ITT analysis)
receiving extended therapy. Most patients experienced
PD before reaching 2 treatment cycles, indicating the
aggressive nature of this disease. The study was termi-
nated before the planned recruitment was complete be-
cause of a low proportion of responses to single-agent
therapy and a low likelihood of meeting the protocol-
specified sample size.
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The indication of clinical activity with tafasitamab
monotherapy in R/R B-ALL was supported by a rapid
reduction in B-cells/lymphoblasts in 12 of 13 evaluable
patients. Observed steady-state C__ and trough levels of
tafasitamab were in line with that expected from previ-
ous clinical experience in R/R B-cell non-Hodgkin lym-
phoma,17 and it is unlikely that higher doses or a more
frequent dosing schedule would lead to better efficacy.

The present study does not indicate that single-
agent therapy with tafasitamab is sufficient in R/R B-
ALL, compared with response rates of 36% to 44%
observed with blinatumomab and 74% to 79% with
inotuzumab ozogamicin.” A more promising develop-
ment approach may be to use tafasitamab to augment or
deepen the treatment response in the MRD setting. This
approach was demonstrated in a pediatric population
after allo-SCT, where a similar Fe-modified anti-CD19
antibody produced significant reductions in MRD levels
of >1 log (4 of 14 patients), or to below the patient-
individual detection limit (6 of 14 patients) before, as
well as after, allo-SCT.”® Support for adult patients in an
MRD setting following upfront treatment after induc-
tion/consolidation could, therefore, also be considered.

Tafasitamab could be administered safely to patients
with B-ALL and was well tolerated; treatment-emergent
AEs were most frequently mild to moderate, nonserious
IRRs and fatigue, with febrile neutropenia being the most
common hematologic AE. Tafasitamab-related SAEs oc-
curred in 4 of the 17 patients who experienced SAEs,
indicating that most SAEs were related to the underly-
ing disease. IRRs were manageable with best support-
ive care and did not lead to treatment discontinuation.
Cytopenias and febrile neutropenia were mostly related
to the underlying disease and consistent with prior expe-
rience in R/R chronic lymphocytic leukemia (CLL)'® and
R/R non-Hodgkin lymphoma.'’

Combination therapy with tafasitamab has proven
to be an effective option in R/R DLBCL in the L-MIND
study (tafasitamab plus lenalidomide [NCT02399085] 24),
which led to accelerated approval by the FDA. In patients
with newly diagnosed, previously untreated DLBCL, ta-
fasitamab with or without lenalidomide in addition to
standard R-CHOP is being evaluated in the Firse- MIND
study (NCT04134936). Tafasitamab plus lenalidomide
is also being studied in R/R CLL (NCT02005289), as
is tafasitamab plus idelalisib or venetoclax (COSMOS;
NCT02639910).

In conclusion, tafasitamab monotherapy was asso-
ciated with clinical activity in a subset of patients with
R/R B-ALL, including short-lasting CR/CRi. Given its
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Figure 4. (A) Baseline CD19/CD20 expression levels per B lymphoblas, and (B) frequency of CD19/20-positive cells among
peripheral B lymphoblasts. The median CD20 expression is 4885 molecules per cell, and the median CD19 level is 17,878 molecules
(not plotted). The black triangle shows 25,763 CD20 molecules and 18,257 CD19 molecules (n = 13 patients) on the B lymphoblast

surface.

favorable tolerability profile, in future studies tafasi-
tamab can be readily combined with or included in other
anti-leukemia regimens, or to treat patients with MRD.

ABOUT TAFASITAMAB
Tafasitamab is a humanized Fc-modified cytolytic CD19
targeting monoclonal antibody. In 2010, MorphoSys
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licensed exclusive worldwide rights to develop and com-
mercialize tafasitamab from Xencor, Inc.

Tafasitamab incorporates an XmAb® engineered Fc
domain, which mediates B-cell lysis through apoptosis
and immune effector mechanism including Antibody-
Dependent Cell-Mediated Cytotoxicity (ADCC) and
Antibody-Dependent Cellular Phagocytosis (ADCP).
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In January 2020, MorphoSys and Incyte entered into
a collaboration and licensing agreement to further develop
and commercialize tafasitamab globally. Following acceler-
ated approval by the U.S. Food and Drug Administration
in July 2020, tafasitamab is being co-commercialized by
MorphoSys and Incyte in the United States. Incyte has ex-
clusive commercialization rights outside the United States.
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