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Abstract 2633: Effect of elevated expression of LILRB4 and TSC22D3 on survival in lung cancer
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Background: LILRB4 and TSC22D3 in LILRB4 was identified as a candidate gene involved in inflammation during tumor onset and growth

Increased expression of LILRB4 in NSCLC (LUAD and LUSC) and SCLC is correlated with enhanced survival
Patients with increased expression of LILRB4 survived longer when treated with PD-1/L1 therapy

Inflammation

HER2/neu mutations or amplifications can activate STAT3 to promote inflammation and suppressing adaptive immune
responses. Elevated systemic inflammation-immune index (Sll) in small cell lung cancer (SCLC) correlates with
reduced response to PD-1/L1 immune checkpoint inhibitors (ICls), leading to worse overall survival (OS) and
progression-free survival (PFS). We used a model of genetic heterogeneity to identify two genes involved in
inflammation; TSC22D3 and LILRBA4.

TSC22D3 is a transcription factor and one of the first genes induced by glucocorticoid activation of the glucocorticoid
receptor (GR). TSC22D3 is expressed in stroma and macrophages.

LILRB4 is a transmembrane receptor that is regulated by TSC22D3. LILRB4 is expressed exclusively by myeloid cells.
We asked whether LILRB4 expression is associated with survival in lung cancer

Methods: Identification of LILRB4 and TSC22D3 in
Cancer Onset and Growth

LILRB4 expression was correlated with higher levels of tumor infiltrating cells in both LUAD and LUSC
LILRB4 is expressed by alveolar macrophages and the interaction between TSC22D3 and LILRB4 is being explored to understand
how glucocorticoids impact expression of LILRB4 and inflammation in lung cancer

Future Directions: Elucidating the Link

Between Glucocorticoids and Lung Cancer
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whether these genes were significantin Lung Cancer
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