Mutation of VPS25, Tissue-specific roles of ESCRT machinery component
VPS25 in craniofacial morphogenesis
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Vps25 is ubiquitously expressed during murine embryonic
development with enrichment in cranial neural crest cells (CNCCs)
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o situ hybridization (ISH) using a specific probe for Vps25 transcript in
wild-type embryos at the indicated developmental stages. B. Vps25 tissue-specific roles were blished by ditional is of murine
J aWS ] St u n t e d S n O u tS y Immunostaining of VPS25 (red), SOX10 (green, CNCC, upper panel), Vps25 using different Cre deleter lines.
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EpCAM (green, epithelium, lower panel), and DAPI (blue, DNA). NE:
neuroepithelium; Tg: CNCCs, trigeminal stream; BA1 and BA2; first . P . q
and second branchial arch, respectively. Bar: 100 um. Tissue specific deletion of Vps25 leads to various
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Phenotypic abnormalities in Vps25 mutants
YP p A A. Epithelial-specific deletion of Vps25 leads

to craniofacial and limb abnormalities. Gross
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controls. Bar: 500 um. C. Palate

mesenchyme-specific deletion of Vps25

results in facial cleft. Gross morphology of

E14.5 control and mutant embryos with

B specific inactivation of Vps25 in palate
mesenchyme. Mutant embryos display fully
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Vpps25ENU/ENU hypomorphic mutant embryos exhibit craniofacial defects. Side
Panel. Gross morphology of mutant embryos at 15.5 days of gestation (E15.5)
. show edema, stunted snout (arrowhead), and polydactyly (star) compared to
Take a plcture to littermate controls. A. PCT analyses reveal hypoplastic jaw (black arrowhead)

i and cleft of the secondary palate (red arrowheads) in Vps255/#"Y embryos.
download this pOSter B. H&E staining conﬁrmerIepft pala(te. Np: nasophar)ynx; 'f tongue; PS: parlgtal
shelf; M: Meckel’s cartilage. Bar: 500 pm.
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