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Supplementary Materials:  

 

Supplementary data S1. The effect of IH was checked by measuring HIF-1 

expression by immunofluorescence on aorta cryosections. Intermittent 

hypoxia activates HIF-1 in the aortic wall of C57BL/6J mice after 14 days of 

exposure to IH (N vs IH, p=0.006, Welch t-test, n=8). Values are mean + SEM. 

Crysections of 10um were fixed in 4% paraformaldehyde for 15 minutes at 

room temperature. Cryosections were incubated overnignt with a rabbit anti-

mouse HIF1α diluted at 1:500 (Reference Ab2185, Abcam, Cambridge, United 

Kingdom), then with Alexa Fluor 546 anti-rabbit secondary antibody diluted at 

1:500 (reference A-11035, Thermo Scientific, Waltham, USA). Scale bar, 50µm. 

** p≤ 0.0. 
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Supplementary data S2: Weight and hematocrit of C57BL/6J mice used 

for the vascular remodeling experiment. 

 

 

 

Supplementary data S3. Weight and hematocrit of ApoE-/- mice used for the 

atherosclerotic lesion experiments. 
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Supplementary data S4. Total cholesterol in ApoE-/- mice (n=3 to 5 in some 

groups, because of a lack of plasma to perform the dosage, due to technical 

issues). 

 

 

Supplementary data S5. In aortic cross-sections, the number of concentric 

elastic lamellae was counted. IH and the three inhibitors (acriflavin, 

saracatinib and pazopanib) had no effect on the number of elastic lamellae 

in the aorta of C57BL/6J mice. (a) Inhibiting HIF-1 (by ACF) had no effect on 

the number of elastic lamellae in the aorta of C57BL/6J mice (Kruskal-wallis 

test, p> 0.05, n=5). (b) Inhibiting VEGF receptor tyrosine kinases (by pazopanib) 

or src-kinases (by saracatinib) had no effect on the number of elastic lamellae 

in the aorta of C57BL/6J mice (Kruskal-wallis test, p> 0.05, n=5). N: normoxia, 

IH: intermittent hypoxia. Mice were exposed to N or IH for 14 days. Values are 

median + Interquartile range. 

 


