LACUTAMAB IN PATIENTS WITH ADVANCED SEZARY SYNDROME:
RESULTS FROM AN INTERIM ANALYSIS OF THE TELLOMAK PHASE 2 TRIAL
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BACKGROUND TELLOMAK TRIAL INTERIM RESULTS
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poor prognosis and quality of life given a combination of erythroderma (i.e. Secondary Objectives: - : g W PD: Progressive Disease  months (range=1.0;6.5).
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* Todate, there isno approved treatment option in patients with SS who have e To assess antitumor activity in terms of Fomal l,\l 0 15 (405 N=37 (ITT)  N=37 (ITT) N=37 (ITT) N=28 (ITT) S * Note *one patient had an unconfirmed CR which was confirmed after DCO.
received at least two pl’iOf' systemic therapies, including mogamulizumab, that duration of response (DOR) Progression Mzrlnea E’ (%() °) 2 E 59'5; N=35 (EES) N=35(EES) N=35 (EES) N=27 (EES) 2 $ « 9 patients had a response in both blood and skin.
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Mycosis Fungoides(VF) | 2010 95% 45% Exploratorv Obiectives include: | (B2), N (%) (100.0) Best Blood Response Blood Response in KIR3DL2 subgroups (ITT)
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o Stage |VA, VB (Bz in b|00d) R/R SS. « LN: PR at W5. CR at W13 tumoural cells count of respectively +1168%, +906% and +253% above median group
 Lacutamab (IPH4102) is a potential first-in-class humanized anti-KIR3DL2 - =2 prior lines of systemic therapy - Global: PR at W13, CR at W45 Any lacutamab-related TEAEs - _ S R S RADL) p
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- TELLOMAK is an open label, multi-cohort and multi-center phase 2 study ¢ ~ . 2. NCINCI Common Terminology Criteria for Adverse Events (CTCAE) © * Note *one patient had an unconfirmed CR which was confirmed after DCO;
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The interim analysis for cohort 1 is presented here. (N3) Skin responses are observed in both KIR3DL2 = 1% and KIR3DL2 <1% subgroups

(37.9% [95% CI 22.7-56] and 40% [ 95% CI 11.8-76.9] respectively)

oo s CONCLUSIONS ACKNOWLEDGEMENTS
(= 2 prior sli/lst:rrgg therapies) | . . | | . .
- TELLOMAK is a Phase 2 study evaluating lacutamab monotherapy in CTCL. Cohort 1 enrolls a relapsed/refractory SS population pretreated with = 2 prior systemic therapies Thank you to a.” our |nVeStlQat0r3, eXPertS, site staff in the 5,0 active sites n the US, Fra_nCe,
MF ﬂﬁ%rzsyiﬁiffe'?agpg)1A)) >3responses | MF ﬂﬁ?ﬁiﬁéﬂi?ﬁfmgﬂ/0) including mogamulizumab. In this interim analysis, lacutamab demonstrates clinical activity with favorable safety. Germany, Spain, Italy, Belgium, Austria and Poland, and ultimately the patients and their
N=21 N=29 * The study population has advanced (IVA, IVB), highly refractory disease, and was heavily pre-treated, with a median of 6 prior lines of therapy. families.

MF KIR3DL2 non Expressing (< 1%)
ik Wi » Blood ORR:  37.8% (95% Cl: 24.1-53.9)in ITT population with CR in 21.6% (8/37) REFERENCES

(95% C
_ . 40.0% (95% CI: 25.6-56.4) in EES population with CR in 22.9% (8/35) Agar et al, J Clin Oncol, 2010
MF KIR3DL2 Expressing (= 1%) and non Expressing (< 1%)  Skin ORR: 35.1% (95% Cl: 21.8-51 .2) in ITT population Kempf et al. Blood 2011

(= 2 prior systemic therapies)
Jawed et al 2014a Journal of the American Academy of Dermatology 2014

Nupto 37 37.1% (95% Cl: 23.2-53.7) in EES population
- Within the subgroup of patients that achieved a global response, mDoR is 10.8 months (95% CI: 6.2-12.3) with median time to global response of 4.4 months (range =1.0;6.5); Olsen et al., Journal of the American Academy of Dermatology 2011
Bagot M et al, Lancet Oncol 2019

Figure 2: Design of the multi-cohort TELLOMAK study in CTCL (MF and SS specifically)
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median time to blood and skin response was 1.0 months (range = 1.0;6.5) and 2.8 months (range= 0.9;10.2) respectively.
*  Enrolliment to TELLOMAK continues. Final data with long-term follow-up will provide more mature conclusions.
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