Table S1. A reinterpretation of mutant mouse phenotypes that include defective AVE formation
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The phenotypes of various mouse mutants are summarized on the basis of four criteria: (1) whether the DVE forms; (2) whether DVE migrates; (3) whether the AVE forms; and (4) whether the AVE migrates. Our aim is to distinguish the DVE and
AVE where possible; although they can be clearly distinguished in some studies, in others it is not clear which of these two lineages is defective. The DVE and AVE markers used to examine each criterion are indicated.

O, normal/present; X, absent/impaired; —, not applicable, N.D. not determined.
AVE, anterior visceral endoderm; DVE, distal visceral endoderm; EmVE, embryonic visceral endoderm; EPI, epiblast; ExE, extra-embryonic ectoderm; VE, visceral endoderm.
Apc, adenomatosis polyposis coli; Bmp, bone morphogenetic protein; Bmpr, bone morphogenetic protein receptor; Cer1, cerberus 1 homolog; Cripto, cryptic family 1; Dkk1, dickkopf homolog 1; Foxh1, forkhead box H1; Fz8, frizzled 8; Gdf3,
growth differentiation factor 3; Hesx1, homeobox gene expressed in ES cells; Hhex (Hex), hematopoietically expressed homeobox; Lefty1, left right determination factor 1; Lhx1 (Lim1), LIM homeobox protein 1; Nckap1 (Nap1), NCK-associated
protein 1; Otx2, orthodenticle homolog 2; Pcsk6 (Paced), proprotein convertase subtilisin/kexin type 6; Rac1, RAS-related C3 botulinum substrate 1; Smad2, MAD homolog 2.




