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Monoclonal antibodies investigated in DLBCL
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Structures of bispecific antibodies
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Emerging therapies: Bispecific Antibodies

Investigational CD20xCD3 bispecific antibodies for B-cell lymphomas:

FDA BTD for R/R FL (2020)

Odronextamab? Epcoritamab’® Glofitamab?*

'.'u‘.’

CD3 binding site CD20 binding site
(T cells) (malignant B celis)

3 binding site CD20 binding site CD20 binding site CD20 binding site
(T celis (malignant B celis (malignant B celis (makgnant B cells)

IV/SC administration's IV administration SC administration IV administration

MOA: Simultaneously bind CD20 on malignant B cells and CD3 on cytotoxic T cells, resulting in T-cell activation,
and T-cell-mediated apoptosis of malignant B cells




Mode of action of anti-CD20/CD3 bispecific antibodies

Cytotoxi Bispecific ’ : » '
Yr(z:gl)l( © P ArCD20 Anti-CD20/CD3 bispecifics redirect
"~ Tumour endogenous non-specific T cells to
cell 1. Local secretion of chemokines engage and eliminate malignant
leading to the recruitment of B cells in NHL'-3
cpse Ant-CD3 T cells from the periphery
CD20
h 3. T-cell activation occurs via downstream
2. T cells undergo proliferation '0'- signalling events leading to the secretion of
and expansion at the tumour site "' cytotoxic granules

W,
H<o 5. Apoptosis

4. Potent lysis of
tumour cells

6. T cell-mediated
tumour killing

1. Sun LL, et al. Sci Transl Med 2015;7:287ra70; 2. Dieckmann NM, et al. J Cell Science 2016;129:2:2881-6
3. Bacac M, et al. Clin Cancer Res 2018;24:4785-97
Adapted from Aldoss |, et al. Leukemia 2017;31:777-87
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Increased efficacy of aNHL patients was observed

with higher exposure, as measured by CD20
receptor occupancy

4 patients were retreated with monsunetuzumab,

3 of whom achieved responses, with 1 CR
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G029781: Mosunetuzumab in R/R NHL

Results

Best change (%) in SPD from baseline in aggressive NHL

(2.8mg to 40.5mg cohorts) W 0.4/1.0/2.8mg
m0.8/2.0/42mg

@ 1.0/1.0/3.0mg

[ 1.0/2.0/6.0mg
2 0.8/2.0/6.0mg
m 1.0/2.0/9.0mg
= 1.0/2.0/13.5mg

= 1.0/2.0/20.0mg
m 1.0/2.0/27.0mg
m 1.0/2.0/40 5mg

ORR: 46/124 (37.1%)
CR: 24/124 (19.4%)

1 safetyN=270 Prior CAR T
CRS (Lee et al, 2014) 29% 27%

Grade 1/2 28% 23%

Grade 3 1% 3%
T 44% 43%
Grade 1/2 40% 33%

Grade 3 4% 10%
Potential ICANS 1% 0%

Schuster S et al, ASH 2019.



Mosunetuzumab Monotherapy for Patients with Relapsed/Refractory (R/R) Follicular
Lymphoma (FL) who have Received 22 Prior Lines of Therapy:
Pivotal Results from a Phase l/lI

Median number of prior lines, n (range) 3 (2-10)
Prior systemic Anti-CD20 therapy 90 (100%) Efficacy |RF Investigator Concordance
therapy Alkylator therapy 90 (100%) endpoint \ 9,)[95% ClI] N (%) [95% Cl] IRF vs investigator

PI3K inhibitor 17 (18.9%)

IMiD 13 (14.4%)

CAR-T 3(3.3%)

0, o o, o, (0] 0] o,
Prior ASCT 19 (21.1%) CR 54 (60%) [49%, 70%] | 54 (60%) [49%, 70%] | 93%
Refractory to last prior therapy 62 (68.9%)
Refractory to any prior aCD20 therapy 71 (78.9%)
ORR 72 (80%) [70%, 88%] | 70 (78%) [68%, 86%] | 96%

Refractory to any prior aCD20 therapy and o
alkylator therapy (double refractory) 48 (53.3%)
POD24 47 (52.2%)

*exact binomial test with two-sided alpha level of 5%; CI, confidence interval
e Budde LE et al Ash 2021.



Progression-free survival

Progression-free survival (N=90)

 Median PFS:
17.9 months (95% CI: 10.1, NE)
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Patients Time from the first response (months)
atrisk 90 80 66 56 55 46 39 35 26 15 12 10 3




Safety of Mosunetuzumab

N (%) N=90
AEs (215%) by Gr and relationship with mosunetuzumab
AE 90 (100%)
Mosunetuzumab related* 83 (92.2%) Any AE to mosunetsumaD
CRS I |
Grade 3—4 AE 63 (70.0%) Fatigue
- 0 Headache |
Mosunetuzumab related 46 (51.1%) Pyrexia I
Hypophosphatemia [ ) |
Serious AE 42 (46.7%) Pruritus
Mosunetuzumab related* 30 (33.3%) Jleutropena N i
ypokalemia 1
Constipation
Grade 5 (fatal) AE 2 (2.2%)t Cough Grade 1
* Diarrh Grade 2
Mosunetuzumab related 0 '\'IZZSZ: alGrade 3
Dry skin B Grade 4
AE leading to discontinuation of Rash | |
treatment 4 (4.4%)* 100 80 60 40 20 00 20 40 60 80 100
Mosunetuzumab related” 2 (2.2%)* Rate (%) Rate (%)

*AE considered related to treatment by the investigator; tmosunetuzumab unrelated: malignant neoplasm progression and unexplained death (1 patient each);
fmosunetuzumab related: CRS (2 patients); mosunetuzumab unrelated: Esptein-Barr viremia and Hodgkin’s disease (1 patient each); AE, adverse event; Gr, Grade



Escalating dose of subcutaneous epcoritamab in R/R B-cell NHL.:
high rate of complete response and favorable safety profile

Primary

« Maximum tolerated
dose (MTD)

* Recommended

\I i S TCR/CD3 A .
\ol Epcoritamab = =% (orojex  ##9 CD20 vA» Cytokines fr::;eo )|| dose
. Activation
§ Granzyme | Perforin g~ Fas __*FasL @ signal Secondary

« Safety/tolerability
 Anti-tumor activity

Induces T-cell activation by binding to CD3 on T cells and
CD20 on malignant B cells

*Modified Bayesi
iomarker deta. 1

Objectives

fesig
lrea(ed with CAR.T cal th erapy were allowed (proto ol am

Flat-dose epcoritamab administered in 28-day cycles until disease
progression or unacceptable toxicity

DLBCL'

Inclusion criteria®

+ Adults with R/R CD20+
B-NHL

* Prior treatment with
anti-CD20 mAbs

« ECOG PS 0-2

» Measurable disease by
CT, MRI, or PET/CT scan*

* Adequate renal, liver, and
hematologic function

FLT

MCL

0.0128-3 mg$
(n=27)

Data cut-off: October 19, 2020

| RP2D determined to be 48 mg. Expansion part is enrolling |

ingle-patient cohorts; up to 2 patier |mayb added (at the currently inve:
ry12wek s thereafter. PET scans

stigated dose) to obtain additional PK/PD
not required in all patients. Sincludes the 4

isisting of accelerated and standard fitration. Accelerated titratior
ended after 1dy1r\)‘CT r MRI scans: We k6121524 nd e

following primingffinal dose levels (mg) 0.004/0.0128, 0.0128/0.04, 0.04/0.12, 0.12/0.38, 004/0 76, 0.04/0.25/1.5, 0.04/0.5/3. "Includes patients with DLBCL or other aggressive histologies. fincludes FL or other indolent histologies

Promotes immunological synapse between bound cells,
resulting in apoptosis of B cells

Binds to a distinct epitope on CD20, different from the
epitopes of rituximab and obinutuzumab

Retains activity in the presence of CD20 mAbs

Epcoritamab dose escalation | ASH 2020 | Dec 6, 2020

Engelberts PJ et al, EBioMedicine 2020, 52:102625, Hutchings M et al, Lancet 2021.



Escalating dose of subcutaneous epcoritamab in R/R B-cell NHL:
high rate of complete response and favorable safety profile
Response by histology

DLBCL FL
(n=46) (n=12) MCLt
- - - R *
{-\dverse events of special All histologies esponse 12-60mg | 48-60mg’ | O76dama | 12~48ma | 07648 mg
interest (N=68) (n=23) (n=12) (n=11) (n=5)
Evaluable patients, n 228 118 10! 5 4"
CRS, n (% 40 (59
Grade( 10) 20 Ezgg ORR, n (%)1 15 (68) 10 (91) 9 (90)tt 4 (80) 2 (50)
CR 10 (46) 6 (55) 5 (50) 3 (60) 1(25)
Grade 2 20 (29) PR 5 (23) 4 (36) 4 (40) 1(20) 1(25)
Symptoms of CRS 210%, n (%) Stable disease, n (%) 1(5) 0 0 0 1(25)
Pyrexia 40 (59) Progressive disease, 5 (23) 0 1(10) 1 (20) 0
Hypotension 16 (24) )
Hypoxia 12 (18) e < : st s o e s
TaChycardia 1 O (1 5) E| it b d lation | ASH 2020 | Dec 6, 2020
Chills 7 (10)

—— Diffuse large B-cell lymphoma 212 mg
—— Diffuse large B-cell ymphoma =48 mg

* Most CRS events occurred in cycle 1

* No CRS event with second full dose at RP2D

025 Median follow-up: Median progression-free survival:
=12 mg (n=22): 9-3 months 212 mg (n=22): 9-1 months

+ Median time (range) to resolution was 2 (1.0-9.0)

Progression-free survival probability

days o zASmg(n:ll):SSmor:ths 248 mg(n:ll):n(:treached Y Y Y Y
0 25 50 75 100 125 150

+ Risk of CRS was mitigated by route of Nomber Time (months)
administration, step-up dosing, and pretreatment :%:5 2 s o ' : ) 0

with corticosteroids

Hutchings M et al, Lancet 2021.



Glofitamab in R/R B-cell lymphoma patients.

CRS 67%, Grade 3-4 6%

Response rates (%)

100
90

Response rate: Aggressive NHL

= PMR ECMR

78.6%

All patients (n=28)

2.5/10/16mg
cohort (n=14)

2.5/10/30mg
cohort (n=14)

For aggressive NHL, a trend of improved response was observed
atthe RP2D (2.5/10/30mg; N=14), with a CMR rate of 71.4%

High avidity binding to
CD20 on B cells*

CD3 T-cell
engagement

Duration of Complete Response

Silent Fc region
extends half-life

and reduces
toxicity

< 100 ¥
o e == : : +
.g 80+ ap fe=t=t i '
8
£
< 601 Median follow-up (aggressive
£ I NHL):
n: ):
= 40 8.4 months (95% Cl: 6.3—-8.9)
2 Median follow-up (indolent NHL):
= , 5.8 months (95% Cl: 4.2-6.7)
3 20 == Aggressive NHL (N=16)
2 === |ndolent NHL (N=17)
o 0 + Censored
0 3 6 9
Time (months)
aNHL 16 8 5 1
(N=16) 17 10 3 NE
iNHL (N=17)

Themedian duration of response for completerespondershave not been reached
Aggressive NHL: 13/16 CMRs are ongoing, 8 CMRslasting>3 months; 5 CMRs lasting >6 months

IndolentNHL: 16/17 CMRsare ongoing, 10 CMRs lasting >3 months; 3 CMRslasting >6 months

Hutchings M et al, JCO 2021, Carlo-Stella, ICML-16.



Expanded phase 2 study with Glofitamab in R/R aNHL (183) and iNHL (75). ORR aNHL 53.7%
and iNHL 81.3%; CR aNHL 39.4% and iNHL 69.3%. Duration of response

* Median follow-up of patients who achieved CR exceeded 12 months for patients with aNHL and median follow-up
of CR was 5.3 months for iNHL

* Responses were durable beyond the end of treatment (approximately month 9):

— aNHL: after a median CR follow-up of 12 months, 50/69 (72.5%) patients had an ongoing CR
— iNHL: after a median CR follow-up of 5.3 months, 43/52 (82.7%) patients had an ongoing CR

1.0 — aNHL (N=69)
— iNHL (N=52)
08 - + Censored
14
(&)
"g 0.6
= Median CR follow-up (aNHL):
< 12.0 months (range: 0—34 months)
o 0.4
o
o . .
Median CR follow-up (iNHL):
0.2 5.3 months (range: 0—34months)
0.0 T T T T T T T T T T T 1
0 3 6 9 12 15 18 21 24 27 30 33 36
No. of patients at risk Time (months)
aNHL 69 45 37 30 24 16 13 12 10 6 3
iNHL 52 30 22 17 11 7 6 4 3 3 1 1

Dickinson M et al ASH 2021



Safety: CRS, pyrexia and neutropenia most common AEs

«  Commonly reported AEs were CRS (58.9%), pyrexia (31.4%)* and neutropenia (34.1%)t

— CRS events were mostly mild and mainly confined to cycles 1 and 2
— Glofitamab related NAEs potentially consistent with ICANS occurred in 4 patients — all were non-serious

and resolved at clinical cut-off

AE, n (%)

Total AEs (occurring in 21 pt)
Serious AEs
Treatment related

Death (grade 5) AEs
Grade 3-4 AEs

Treatment related

AEs leading to treatment

Discontinuation

All patients
(N=258)

246 (95.3)

149 (57.8)

123 (47.7)
7(27)

139 (53.9)

89 (34.5)

6 (2.3)¢

Other AEs of interest

All AEs Glofitamab-related AEs
Cytokine release syndrome m S
Neutropeniat IS 2

Tumor flare | ERR |
Febrile neutropenia T Grade 1
Pneumonia [ Wl | u Grade 2
Nasopharyngitis
u Grade 3
Upper respiratory tract infection
Sinusitis | ® Grade 4
Conjunctivitis ]| mGrade 5
Respiratory tract infection B

Urinary tract infection B

Herpes zoster

80 60 40 20 0 20 40 60 80
Patients (%)

*Pyrexia events were separate from CRS. fIncludes neutrophil count decreased. fTreatment-related AEs that led to discontinuation were: Cytomegalovirus chorioretinitis (Gr 3);
colitis (Gr 4); hypovolemic shock (Gr 5); neutropenia (Gr 4); pneumonia (Gr 5); tumor flare (Gr3)
AE, adverse event; CRS, cytokine release syndrome; Gr, grade; ICANS, immune effector cell-associated neurotoxicity syndrome



CD20xCD3 bispecific antibodies + SoC

Rational combinations of targeted therapies

Mosunetuzumab/glofitamab (+obi) + lenalidomide Glofitamab + GemOx Macrophage
Phase 1, R/RFL Phase 1/3 R/R DLBCL
NCT04246086 (est. completion Aug 2022) NCT04313608 (est. completion Sep 2021) ==
NCT04408638 (est. completion Mar 2022) MHC Il w
; Tu peptide
Glofitamab + lenalidomide +/- obinutuzumab iy ‘f FcyR
Phase 1 R/R FL ~ Epcoritamab + SoC
NCT04246086 (est. completion Aug 2022) r Phase 1b/2 ND or R/R DLBCL, ND or R/R FL
Complement NCT04663347 (est. completion Jan 2022)

4-188 <R ' Epcoritamab + investigator’s choice chemotherapy
e R Phase 3 R/R DLBCL

I s
—— Oyt ,
Synap: i Y NCT04628494 (est. completion Jun 2023)
CD4* S
T-lymphocyte
P qﬁ‘/ Glofitamab + obi * obi pre-treatment
Tu peptide Phase 1 R/R B-NHL NCT03075696
(est. completion Jun 2023)
bsAb, bispecific antibody; CAR, chimeric antigen receptor; - Dendritic cell Phase 1 ND and R/R B-NHL NCT03467373
(est. completion Dec 2023)

FcR, receptor for constant fragment (Fc) of immunoglobulin
gamma; mAb, monoclonal antibody; MHC, major histocompatibility
complex; NK, natural killer; PD-1, programmed cell death 1;

PD-L1, PD-1 ligand 1; TCR, T-cell receptor; Tu, tumor. Figure adapted from: Pytlik R, et al. Vaccines (Basel) 2020; 8:708.

By courtesy of Salles G, ICML 2021



Study Design: EPCORE NHL-2 Arm 2

Arm 2 of EPCORE NHL-2, a phase 1b/2, open-label, multicenter trial, is evaluating the safety and antitumor activity of

SC epcoritamab + standard R2 for 12 cycles of 28 days, followed by epcoritamab monotherapy for a total of 2 years, in adults with R/R FL2

Dose level 1: Dose level 2: Cohort 2a: Cohort 2b:

Key inclusion criteria Epcoritamab 24 mg Epcoritamab 48 mg Epcoritamab 48 mg Epcoritamab 48 mg
+ R/R CD20* FL QW C1-3, QW C1-3, QW C1-3, QW C1-2,

— Grade 1, 2, or 3A Q2W C4-9, Q2W C4-9, Q2W C4-9, Q4W C3-26

— Stage II-IV Q4w C10+ Q4W C10+ Q4W C10+ +R2
* Need for treatment based on *R? +R? +R? C1-12

. C1-12 C1-12 C1-12

symptoms or disease burden, as

determined by GELF criteria’ n=3 enfolled T 23 enrolled S—
+ ECOG PS 0-2
* Measurable disease by CT or

MRI Primary objectives: DLT/Safety and tolerabilit . N . .
* Adequate organ function Key gconjdary objective: AnBt/itumor activityby Sl AR AT Eehi

Data cutoff: September 16, 2021

C, cycle; CRS, cytokine release syndrome; CTCAE, Common Terminology Criteria for Adverse Events; DLT, dose-limiting toxicity; ECOG PS, Eastern Cooperative Oncology Group performance status; GELF,
Groupe d’Etude des Lymphomes Folliculaires; 1V, intravenous; LYRIC, Lymphoma Response to Immunomodulatory Therapy Criteria.

aPatients received SC epcoritamab with step-up dosing (ie, priming and intermediate doses before first full dose) and corticosteroid prophylaxis as previously described? to mitigate CRS. Epcoritamab was
administered in 28-d cycles as shown. Rituximab regimen: 375 mg/m2 IV QW in C1 and Q4W in C2-5; lenalidomide regimen: 20 mg QD (oral administration) for 21 d in C1-12. ®Tumor response was evaluated by
PET-CT obtained at 6, 12, 18, 24, 36, and 48 wk, and every 24 wk thereafter, until disease progression. Lugano criteria and LYRIC were used to assess response. AEs were graded by CTCAE, v5.0; CRS was
evaluated by Lee et al® criteria. ClinicalTrials.gov Identifier: NCT04663347.

1. Brice P, et al. J Clin Oncol. 1997;15:1110-7. 2. Hutchings M, et al. Lancet. 2021;398:1157-69. 3. Lee DW, et al. Biol Blood Marrow Transplant. 2019;25:625-38



Epcoritamab + Lenalidomide in FL at Third relapse
Candiolo Cancer Institute experience

May 2015 FL stage IV, FLIPI High Risk: R-CHOP x 6 (Foll12)
January 2017 relapse low tumor burden: Rituximab single agent + Rituximab maintenance

April 2020 second relapse high tumor burden, bulky abdominal mass: R-bendamustine + HDC + ASCT (January
2021)

Ten months later (November 2022) The patient came at outpatient clinic visit with a left inguinal lymph node
enlargement

PET November 2021: pathological uptake at bulky abdominal mass, mesenteric, iliac with bowel infiltration
(SUV max 14) and modest uptake at the spleen

CT scan maximum diameter 6 cm
Left inguinal lymphnode biopsy: confirmed follicular lymphoma G1-G2, CD20+

Bone marrow biopsy: no bone marrow infiltration
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Epcoritamab + Lenalidomide in FL at Third relapse:
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Best Overall Response

Total
Response, n (%)°

Overall response 21 (100)
Complete Metabolic Response 17 (81)
Partial Metabolic Response 4 (19)

Stable disease 0

_Progressive disease 0

Data cutoff: September 16, 2021. 2Based on modified response-evaluable population, defined as patients with 21 target
lesion at baseline and 21 postbaseline response evaluation and patients who died within 60 d of first dose.

CRS Graded by Lee et al' Criteria

Total
N=29

CRS, n (%) 14 (48)
Grade 1 8 (28)
Grade 2 4 (14)
Grade 3 2(7)

CRS onset at study day =215, n/n (%) 9/14 (64)

Data cutoff: September 16, 2021. 2Percent based on number of patients with CRS. The first full dose was administered on C1D15.

20

Linton KM et al ASH 2021



Glofitamab in Combination with Polatuzumab Vedotin:
Phase Ib/ll in 59 pts with R/R Diffuse Large B-Cell Lymphoma (DLBCL)

* Glofit + Pola arm: study design in R/R DLBCL

Key inclusion criteria (DLBCL arm) Objectives

*  Age 218 years Primary: Secondary:

*  R/RDLBCL (including trFL and HGBCL)  DLTs «  Safety and tolerability

- ECOG performance status 0—2 *  Determine MTD and/or RP2D for Glofit + Pola « Efficacy (CR rate and
(including obinutuzumab pretreatment) BORR per Lugano 2014")

Glofit + Pola administration in R/R DLBCL

«  Target enroliment ~90 patients
*  CRS mitigation: obinutuzumab IV 1000 mg 7 days prior to glofitamab administration (step-up dosing)
« Efficacy assessments with PET-CT C3D1, C6D1 C8D15, EOT and Q3M

\ 4

. . Cycle = 21 days;
D1: Glofitamab 10 or 30 mg glofitamab (C2-C12) and

polatuzumab vedotin (C2-C6)
administered Q3W

D1: Obinutuzumab pretreatment 1000 mg D1: Polatuzumab vedotin 1.8
D2: Polatuzumab vedotin 1.8 mg/kg mg/kg

D8: Glofitamab 2.5 mg D1: Glofitamab 10 or 30 mg
D15: Glofitamab 10 mg

Glofitamab step-up dosing Glofitamab target dose (Q3W) Glofitamab target dose (Q3W)

21

Hutchings M et al. Abs#525, ASH 2021.



Glofitamab in Combination with Polatuzumab Vedotin: response rate and adverse events

Response rate by Glofit + Pola dosing cohort

100 -
90 A
80 -
70 o
60 1
50 o
40 o
30
20 1
10 -

Response rate (%)

0

85.2%

DE 1
Glofit 2.5/10/10 mg)
N=7*

DE 2 + Expansion
(Glofit 2.5/10/30 mg)
N=42

m Partial response

79.6%

All patients
N=49

AEs with an incidence of 210% in all patients (N=59)

All AEs Glofitamab-related AEs
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« Two fatal AEs (COVID-19 pneumonia*; Grade 5 CRSY)
+ Study treatment was discontinued in 4 patients due to AEs*:
—  Grade 4 thrombocytopenia; Grade 3 worsening of pre-
existing renal impairment; Grade 5 CRS (Grade 3 CRS
and TLS with clinical deterioration); Grade 4 jejunal
perforation
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Study Design: EPCORE NHL-2 Arm 1

Arm 1 of EPCORE NHL-2, a phase 1b/2, open-label, multicenter trial, is evaluating the safety and antitumor activity of SC epcoritamab + standard R-CHOP for

6 cycles of 21 days, followed by epcoritamab monotherapy for a total of 1 year, in adults with previously untreated DLBCL with high-risk features?

Key inclusion criteria Dose level 1: Dose level 2:
. . . Epcoritamab 24 mg Epcoritamab 48 mg Epcoritamab 48 mg
* Newly diagnosed CD20* DLBCL QW C1-4, QW C1-4, QW C1-4, Q3W C5-6, Q4W C7+
— DLBCL, NOS Q3W C5-6, Q3W C5-6, + R-CHOP
@ D o - Q4W C7+ Q4W C7+ C1-6
- - | C
Double-" or “triple-hit” DLBCL + R-CHOP + R-CHOP .
— FL grade 3B C1-6 C1-6 n=13 enrolled
. IPI >3 n=20 planned
(Bl n=4 enrolled n=7 enrolled
+ ECOG PS 0-2
* Measurable disease by CT or MRI Primary objectlves:. DL_T/S.afety and to'Gr?t.)”I:y ’ Primary objective: Antitumor activity<
* Adeqliate organ funation Key secondary objective: Antitumor activity

Data cutoff: September 16, 2021

C, cycle; CRS, cytokine release syndrome; CTCAE, Common Terminology Criteria for Adverse Events; DLT, dose-limiting toxicity; ECOG PS, Eastern Cooperative Oncology Group performance status; HGBCL,
high-grade B-cell lymphoma; 1V, intravenous; LYRIC, Lymphoma Response to Immunomodulatory Therapy Criteria; NOS, not otherwise specified.

aPatients received SC epcoritamab with step-up dosing (ie, priming and intermediate doses before first full dose) and corticosteroid prophylaxis as previously described! to mitigate CRS. R-CHOP regimen in C1-6,

21 d each: rituximab 375 mg/m? IV Q3W; cyclophosphamide 750 mg/m? IV Q3W; doxorubicin 50 mg/m? IV Q3W; vincristine 1.4 mg/m? IV (with a recommended maximum of 2 mg) Q3W; and prednisone 100 mg/d

IV or orally on days 1-5. Subsequent cycles of epcoritamab were 28 d. ®PDe novo or histologically transformed from FL or nodal marginal zone lymphoma; based on World Health Organization 2016 classification.2
cClassified as HGBCL, with MYC and BCL2 and/or BCL6 translocations. Tumor response was evaluated by PET-CT obtained at 6, 12, 18, 24, 36, and 48 wk, and every 24 wk thereafter, until disease progression.
Lugano criteria and LYRIC were used to assess response.

AEs were graded by CTCAE, v5.0; CRS was evaluated by Lee et al® criteria. ClinicalTrials.gov Identifier: NCT04663347.

1. Hutchings M, et al. Lancet. 2021;398:1157-69. 2. Swerdlow SH, et al. Blood. 2016;127:2375-90. 23



Best Overall Response and CRS Graded by Lee et al Criteria

Total
Response, n (%)?2

Overall response 1(100)
CMR 8 (73)
PMR 3(27)

Stable disease 0

Progressive disease 0

Data cutoff: September 16, 2021. aBBased on modified response-evaluable population, defined as patients with
21 target lesion at baseline and =1 postbaseline response evaluation and patients who died within 60 d of first
dose.

Total
N=24

CRS, n (%) 9 (38)
Grade 1 4(17)
Grade 2 4(17)
Grade 3 1(4)

CRS onset at study day =15, n/n (%)2 7/9 (78)

Median time to resolution, d (range)b 2 (1-5)

Data cutoff: September 16, 2021. aPercent based on number of patients with CRS. The first full dose was

administered on C1D15. PMedian is Kaplan—Meier estimate based on longest CRS duration in patients with
CRS; range is defined by shortest and longest CRS duration.
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Conclusions

Many patients with R/R B-cell lymphomas are not eligible to or relapsed after
ASCT and/or CART and the prognosis is dismal

Bispecific antibodies are a new type of immunotherapy allowing a direct cytotoxic
effect of T-cell against B lymphoma cells.

Bispecific antibodies are effective as single agents both in DLBCL and FL with
manageable side effects

Bispecific antibodies have the possibility to be combined with chemotherapeutic
agents or other monoclonal antibodies or immunomodulating agents. They might
represent an easy accessible, off-the shelf and most promising agents in the
treatment of R/R DLBCL and FL and ready for an earlier use in the course of
treatment.



