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alkl: activation or resolution?
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activation resolution

v Alkl loss of function in whole
organisms

v Alk1" overexpression in cultured
endothelial cells



misrouted circulation in vbg




enlarged vessels in vbg




Increased endothelial cell number In
vbg vessels
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the source of the “extra” endothelial
cells?




pdgfrf-expressing cells are
disorganized in vbg mutants




Alkland Alk5: competing type |
receptors?
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SB-431542 inhibits Alk4 and Alk5 in vivo

uninjected alkba*, 1 pg alk5b*, 5 pg
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Alk5 activity Is not required for vascular
development in zebrafish

1% DMSO, 10s 100 uM SB-431542, 10s

24 hpf

48 hpf




alkba,b expression patterns

10s/14 hpf 22s/20 hpf 24hpf 40 hpf 48 hpf
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