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Table S1. Phenotypic analysis of cxcl12bmu100, cxcr4aum20 and cxcr4aum21 mutants
Phenotype

Genotype LDA gap at 24 hpf

Central artery
phenotype at 50

hpf
Circulation absent

at 50 hpf

cxcl12bmu100

Clutch 1  3/50  8/50  0/50
Clutch 2  3/50  11/50  2/50
Clutch 3 9/50 10/50 1/50
Clutch 4 6/50 12/50 0/50
Percentage 10.5 20.5 1.5

cxcr4aum20

Clutch 1 10/50 9/50 3/50
Clutch 2 9/50 9/50 7/50
Clutch 3  16/50  18/50  1/50
Clutch 4  12/50  14/50  1/50
Percentage 23.5 25 6

cxcr4aum21

Clutch 1 10/50 12/50  0/50
Clutch 2  17/50  17/50  0/50
Clutch 3  12/50  12/50  0/50
Clutch 4  5/50  13/50  2/50
Percentage 22 27 1
Heterozygous adult carriers were intercrossed and embryos (of which 25% are homozygous mutants) were scored for the
following defects: (1) a unilateral or bilateral gap in the LDA at 24 hpf [indicating an LDA migration defect as described for
the cxcr4aum20 allele (Siekmann et al., 2009)]; (2) a defective connection of the central artery sprouts with the BA at 50 hpf
(as described in this report); and (3) the presence or absence of circulation through the cranial and axial vasculature at 50
hpf.
The percentage is over the four clutches.


