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Biomarker Analysis

Biomarker data are summarized according to best overall response to atezolizumab + entinostat and fulvestrant in Figure 3

Safety

Safety data are summarized in Table 3

Patient Demographics and Disposition

Fifteen patients were randomised and treated with atezolizumab + entinostat in the experimental arm, and 14 patients with fulvestrant
In the control arm

MORPHEUS PLATFORM AND COMBINATION THEF

The MORPHEUS platform consists of multiple, global, open-label, randomised, umbrella Phase Ib/Il trials designed to accelerate the
development of combinations in several indications by identifying early signals and establishing proof-of-concept clinical data'+

Figure 3. Relationship Between PD-L1 Status, Tumour Immune Phenotype and Best Overall Response with
(A) Atezolizumab + Entinostat and (B) Fulvestrant

Table 3. Safety Summary

An interim analysis of efficacy and safety was conducted at the 69-week cutoff on 9 June 2021

Fulvestrant

Trials under the MORPHEUS platform are assessing the importance of simultaneously targeting multiple mechanisms of immune Atezolizumab + Entinostat

Patient baseline characteristics and demographics are presented in Table 1 n (%)
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benefit as determined by the investigator in the experimental arm or progressive disease (PD) per RECIST 1.1 (Figure 1)

Key Exclusion Criteria

Key exclusion criteria included symptomatic, untreated or actively progressing central nervous system metastases; active or history of
autoimmune disease or immune deficiency; and a history of idiopathic pulmonary fibrosis, organizing pneumonia, drug-induced
pneumonitis or idiopathic pneumonitis, or evidence of active pneumonitis

European Society for Medical Oncology (ESMO) Congress (Virtual). 17-21 September 2021.

Clinical cutoff, 9 June 2021.
CR, complete response; NA, not available; NE, not evaluable; PD, progressive disease; PR, partial response; SD, stable disease.

a Classified as “missing” if no post-baseline response assessments were available and NE if all post-baseline response assessments were unevaluable.

b Criteria for disease control are SD for = 12 weeks or a CR or PR, as determined by the investigator per RECIST 1.1.

¢ Defined as the time from the first occurrence of a documented overall response to the first date of recorded disease progression or death from any cause (whichever occurs first), as determined by the investigator per RECIST 1.1.

d Criteria for clinical benefit are SD for = 24 weeks or a CR or PR, as determined by the investigator per RECIST 1.1
¢ OS is mature for the fulvestrant arm and not yet mature for the atezolizumab + entinostat arm.

- 1 patient (6.7%) experienced PR while receiving atezolizumab + entinostat
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