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Immunotherapy resistance is an
unmet clinical need in NSCLC.
PCSK9 is an immuno-inhibitory
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METHODS

Alirocumab + Cemiplimab demonstrated efficacy in immunorefractory NSCLC.
In the evaluable patients (n= 38), ORR was 36.4% (4/11) in squamous and
3.7% (1/27) in non-squamous histology.
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All responders (5/5) had alterations in PIK3CA, AKT1 or PTEN and had
durable responses. Altered (n = 10); Unaltered (n= 28)
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The presence of activating alterations in PIK3CA, AKT1 or PTEN predicted PFS
(statistically significant) and OS (not statistically significant) benefit

Patients with squamous histology demonstrated statistically significant
Improved PFS and a trend towards improved OS.
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