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effectively analyzing these regions. The TRGT, TRVZ, and TRGT-denovo Table 2. De novo calls ranked by size. The top 10

Utilizing PacBio HiFi sequencing data, source code and binaries are available at: putative de novo TR mutations in the two trios, sorted by
TRGT' and TRVZ' were developed to: github.com/PacificBiosciences/trgt the mean absolute magnitude of their size difference

- Estimate repeat lengths and mosaicism github.com/PacificBiosciences/trgt-denovo relative to the corresponding parental allele.

~ Analyze sequence composition Validation of putative de novo calls
- Measure CpG methylation in repeats

Multi-generational de novo TR calling
The four-generation CEPH K1463
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