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ovarian cancer. Pathogenic variants in MSH2 (27.9%) rather than MLHT (17.2%) or MSHZ2 (25.5%). Overall, the associated with MLHT and MSH2 than with MSH6 and PMS2 (X2 test, p < 0.01).
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Mean age of diagnhosis of MLHT and MSHZ2 combined (41.2 years) is less than
MSH6 and PMS2 combined (48.9 years) (1-tailed t-test, p = 0.02).

To investigate the differential frequency of
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Figure 3. Ovarian cancer frequency by gene

Of the 307 females who reported ovarian cancer status, 10
reported a history of ovarian cancer. MLHT had a higher fraction of
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As only pathogenic variants in EPCAM that
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 Further research on larger and more clinically diverse cohorts is warranted to better define the differential association of

breast, ovarian, and other cancers among the Lynch syndrome associated genes.



