Supplemental Table 1: Additional C. elegans homologs of human disease genes that may be useful for this laboratory exercise.
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Legend for Supplemental Table 1

Some of the genes utilized in the described laboratory module have relatively mild phenotypes. Therefore, we continued to
search for more genes that may be tried in the future. This table presents nine genes that could potentially be used effectively
in this lab exercise, based on information in Wormbase and the literature. The genes listed here were derived from Culetto et
al. (2000), which contains a table of one hundred C. elegans genes that are homologues of positionally cloned genes mutated in
human disease. An additional thirty-eight genes from the scientific literature were also examined.

Due to the nature of the experiments performed in this laboratory exercise, only the nine genes listed in this table appear to be
good candidates for use (in addition to the four in use already). Genes were eliminated from consideration based on the
following issues:

1) the gene had no reported deletion phenotype
2) no deletion allele (in some cases, point mutations are available;
however, point mutations are more difficult to detect by PCR, and would
require revision of the current protocol.)
3) no C. elegans strains available even though a deletion allele has been described
4) the deletion is lethal or sterile and so cannnot be maintained as a homozygote
5) deletion too large to easily characterize by PCR (>3000 bp)
6) deletion too small to easily detect by PCR (<200 bp)
7) no RNAI by feeding phenotype listed in Wormbase

The genes listed in this table do not have these limitations; however, most will require an additional treatment to bring out a
phenotype, such as using an RNAi hypersensitive strain, or a chemical treatment. Interestingly, several of the genes that fit the
selection criteria are DNA helicases (yellow rows) and could make for a DNA helicase-themed lab exercise.



