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Dr. Moghaddam’s research focuses on airway inflammation and its role in lung
tumorigenesis. In his laboratory, they specifically study the cell type and sex-specific
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with a particular emphasis on cytokine signaling in the pathogenesis and promotion of
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Abstract: Worldwide, lung adenocarcinoma (LUAD) is the leading cause of cancer
mortality because of a high incidence, and a low cure rate. Unfortunately, patients
harboring activating mutations of Kras, the most common type of oncogenic alteration
in these patients which are heavily caused by tobacco exposure, are resistant to most
forms of systemic or targeted therapies and are associated with poor prognosis.
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Therefore, there is an urgent and unmet need for novel and alternative approaches to
prevent and treat Kras-mutant LUAD. Recent data provide evidence that the inflammatory
tumor microenvironment (TME) is one of the main players in lung tumorigenesis, not just
a supporting tumor compartment. Our group and others have shown that numerous
cytokines released during inflammation can reprogram the lung TME and promote
carcinogenesis, introducing inflammation as a vulnerability factor for K-ras mutant LUAD.
Accordingly, a better understanding of the lung TME cellular context and the complex
bidirectional interplay between the TME and cytokine milieu in the pathogenesis of this
deadly disease is needed. Specifically, the role of various immune cells, as well as
cytokines and their downstream molecular pathways that can contribute to lung tumor
initiation, progression, and metastasis should be explored. This will be fundamental in
tailoring rationally directed preventive strategies for high-risk former and current smokers
of whom there are more than 90 million in the United States. This could also help to
improve the efficacy of currently available therapeutic modalities such as chemotherapy,
immune checkpoint blockade, and targeted therapies (e.g. MEK inhibitors). These
rationalized strategies that are based on reformatting the lung TME through targeting
cytokine networks will be covered by this presentation.



