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Discussion
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Future Directions

1. Before assuming a significant association between
genetic variance and exposure risk, one should explore
established epidemiological correlations

There should be guidelines for when MR assumptions
can be assumed

Analysis: We categorized the studies based on the type of exposure and cancer, and conducted meta-analyses
utilizing the forest.meta-package in R. Similarly, we conducted a meta-analysis review of epidemiological studies
using a collection of data from O’Keefe, et al (2018). We stratified the epidemiology studies by sex. We present
both the fixed and random-effects estimates from the meta-analysis.
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