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So what about the
Environment and
Breast Cancer?
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Most empirical evidence relatively
modest

1) Most studies fail to factor in windows of breast
cancer susceptibility

2) Most studies estimated in average risk cohorts
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Windows of Susceptibility (WOS)
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Life course windows and breast cancer risk
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Most empirical evidence relatively
modest

1) Most studies fail to factor in windows of breast
cancer susceptibility

2) Most studies estimated in average risk cohorts
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# of publications : Family history (Type 1), Early onset breast
cancer (Type 2), or genetic susceptibility (Type 3)
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PAH as an Example of why Targeted
Approaches can inform Population-wide

lealth




PAH-DNA Adducts and Breast Cancer Risk in a
Population-Based Study
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Family-based Cohorts Have Power at the Tail and
Power for Average Risk Inferences
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Example of GXE: Increase in breast cancer risk from PAH by

absolute risk of breast cancer, New York site of BCFR

Odds Ratio
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Most empirical evidence relatively
modest

1) Most studies fail to factor in windows of breast
cancer susceptibility

2) Most studies estimated in average risk cohorts
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Intergenerational Health
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PEDIGREE: Prenatal Environmental Determinants of
Inter-Generational Risk
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Integration of WOS and Susceptibility

Birth Year >
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Before Age 3 OR=5.42 (95% CI: 1.71,17.19)
and in utero
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0,p’-DDT Exposure and Daughter’'s Mammographic
Breast Density by Mothers Breast Cancer Status,

PEDIGREE

PANEL A — PERCENT DENSITY
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PANEL B — DENSE AREA
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@ Non-Overweight Girls (BMI < 85t") with
eg?C\| BCFH have earlier breast development
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Mother-Child Cohorts: BCERP
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Measurement of PAH Exposure in the CCCEH Cohort
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Exposure to ambient PAH during the prenatal or pregnancy period and
breast tissue composition in daughters and mothers
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Summary and Implications

Limited but growing evidence
1) for all WOS, studies suggest stronger
and more consistent associations than

outside WOS

2) for higher risk individuals suggest
stronger and more consistent associations
than cohorts of average risk

Family-based cohorts are an efficient design to
study environmental factors
Just like with genes, results still relevant to

those without a family history
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