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Introduction

 Lung cancer (LC) is by far the leading cause of cancer-related deaths worldwide.

« LC survival has only improved marginally over the last decades with the five-year survival
rate (18.6 percent) for LC being lower than most other leading cancer sites. ’

« Although tobacco smoking has been identified as the major risk factor for LC, studies have
shown there is a genetic component involved in the development of the disease.

» Hereditary predisposition has been observed in many LC cases, indicating that family history
IS a relevant risk factor.

« African Americans (AAs) have a higher incidence rate and lower survival rate for LC in
comparison to all other racial and ethnic groups in the United States.

 Furthermore, in AAs the age-adjusted incidence rate for LC is about 32% higher than
European Americans (EASs).?

« Sex-based disparities in LC have shifted in the past decades. Despite having lower rates of
tobacco use among females compared to males, women now have an increased risk for
developing LC.

« There are several histological subtypes of LC. Non-small cell lung cancer (NSCLC) accounts
for most new diagnoses of LC and includes large cell carcinoma, squamous cell carcinoma,
and adenocarcinoma. Incidence rates among males and females of AA and EA ancestry vary
with histology of LC.

« Lung cancer is a complex disease caused by a sequence of many gene-environment
iInteractions.
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Objective

The goal of our study is to characterize genetic, clinical, and environmental risk factors among
individuals of EA and AA ancestry from the high-risk families with LC that could hold important

clinical value to address LC disease disparity.

« Study participants with LC were recruited from a network of 30 hospitals from Louisiana
along with multiple states across the country.

« Study participants with at least two confirmed cases of primary LC within the family were
eligible. Participants were divided into two subgroups: Familial (22 LC cases/family) and
Hereditary LC (HLC families) (>3 affected LC cases/ family).

« Medical and pathology reports were obtained from hospitals along with demographic and
environmental data from the families.

« Atotal of 192 study participants (157 EA and 35 AA) from both familial and HLC families
from the years 1992 through 2021 were used in this study

« Data abstracted from the pathology, clinical reports, and study questionnaire was entered

Into spreadsheets and analyzed.

Histology of LC diagnosis and clinical reports on mutation analysis were documented.
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Results
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PY for each Histology |adenocarcinoma| squamous adenosquamous | non-small cell* | small cell § [* While AAs smoke fewer pack years and begin smoking later in life, they are

European American 49.80 55.85 developing LC at an earlier age.
African American 49.33 22.25 29.00 * Most of the study participants with LC were diagnosed with adenocarcinoma
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African American 652.50% 0% 0% precisely define a reason for these dispairities.
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4.77% % 56.67 % rising significance of studying genetic factors in contribution to the development
Never Smoker Smoker Excessive Smoker of lung cancer.
19.61% 55.88% 24.51% « While this study has identified racial and gender disparities in LC, additional
efforts are needed to prevent these disparities in the years to come.

Years Smoked * One of the main challenges we face when studying LC is the complexity of the

disease. Lung cancer generally has a poor prognosis, with over half of people
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