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Background

Cemiplimab significantly modified outcomes of patients with Metastatic (McSCC) or Locally
Advanced cutaneous Squamous Cell Carcinoma (LAcSCC)no longer amenable to radiotherapy
or curafive surgery. Real-life data confirms the good results demonstrated in the pivotal
Empower ¢SCC1 clinical trial. However 1/3 of patients did not respond to treatment and

progressed rapidly.

Methods

Our retrospective analysis enrolled 81 patients >18yr with LA¢SCC or McSCC, who received at
least one cycle with Cemiplimab (Table). To understand the possible link between treatment
response and an alteration in the expression of genes regulating immune system, we selected 20
pre-treatment tissue samples. of which 9 responders, 11 non-responders and 3 healthy controls.
The paraffin-coated tissues were processed for gene expression profiling using Nanostring
Technologies, measuring 770 cancer and immune system-related genes to identify specific
genetic signatures associated with treatment response or resistance.

Case presentation

. Female patient

. 73 years old

. two cSCC sites, nose and
cheek

* Blesding lesion at baselne.

Cemiplimal treatment

. Cheele  lesion  responded
rapidy

. Nose lesion was in
progression disease, therefore
treated with radiotherapy

= Cemplimab restarted
obtaining partial response in
the nose lesion.
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control rate (DCR) was 77.8%. Overall survival (OS) at 24 months was 61%.

Data cut-off for analysis was 31/12/2022. 41 patienis progressed or died. 33 were siill on treament, Progression free
survival (PFS) at 24 months was 42%. Overall response rate (ORR) was 58% (figures A-B), of which 14 complete
response (CR). Median duration of response (DOR) was not reached. Median time to response was 3 months. Disease
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Conclusions
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_ samples compared to healthy donors.

Our Real Life results confirm efficacy and good safety profile of Cemiplimab demonstrated by the pivotal trial
Empower CSCC 1. The peculiar gene expression highlighted in non-responders patients could explain the heterogeneity
in treatment response and lay the foundation for future analysis to overcome primary resistance to immunotherapy.




