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Supplementary Table S1. P values of MANOVA of radiotelemetry parameters from 12-
month-old offspring.  
 

 SBP DBP MAP PP HR Activity 

Treatment 0.001* 0.001* 0.001* 0.23 0.11 0.13 

Period 0.002* 0.012* 0.001* 0.28 0.001* 0.001* 

Sex 0.046* 0.14 0.001* 0.22 0.001* 0.65 

Treatment 

x sex 

0.013* 0.77 0.039* 0.008* 0.69 0.63 

Treatment 

x period 

0.98 0.88 0.85 0.71 0.92 0.042* 

Treatment 

x sex x 

period 

0.67 0.79 0.86 0.96 0.59 0.90 
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Online supplemental figures 
 

 
Supplementary Figure S1. Effect of prenatal hypoxia on renal function in offspring 
aged 2 months, and 4 months (normal salt and high salt [HS] diet).    
(A) Urine output (ml/24h), (B) Urinary excretion of sodium (µmol/24h), (C) urinary 
excretion of chloride (µmol/24h), and (D) urinary excretion of potassium (µmol/24h). Data 
comparing control and hypoxia-exposed offspring at 2 months of age were analysed by 
Student’s t test. Data from 4-month-old offspring was analysed via two-way ANOVA with 
prenatal treatment and diet as factors. Control: open circles; hypoxia: black circles. Data 
expressed as mean ± SEM. Male: N=6-10 animals per group; female: N=5-10 animals per 
group. 
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Supplementary Figure S2. Effect of maternal hypoxia on heart rate and activity of 
offspring at 12 months of age.   
Heart rate (bpm, beats per minute) and activity recordings in male (A) and female (B) 
offspring at 12 months of age. Data was analysed via two-way ANOVA and expressed as 
mean ± SEM. *P<0.01 by Sidak post hoc. Control: white bars/open points; hypoxia: 
black bars/black points. N=5-6 animals per group.
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Supplementary Figure S3. Mean arterial pressure (MAP, mmHg) response to a 15-
minute restraint stress in male (A) and female (B) offspring. (C) Stressor 
measurements (systolic blood pressure [SBP, mmHg], diastolic blood pressure [DBP, 
mmHg], MAP [mmHg] and pulse pressure [PP, mmHg]) were calculated by quantifying 
area under the curve (AUC) during the stressor and normalised to an equivalent amount 
of time during baseline (pre-stressor). Data were analysed via two-way ANOVA and 
expressed as mean ± SEM. * P<0.05 by Sidak post hoc. Control: white points; hypoxia: 
black points. Male: N=5-6 animals per group; female: N=3-5 animals per group. 
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Supplementary Figure S4. Renal histopathology score in offspring at 12 months of age. 
Overall histology score assigned by pathologist to kidneys from male (A) and female (B) 
offspring at 12 months of age. Scoring analysed via one-way ANOVA with different letters 
denoting statistical differences between groups; ‘n.s’ denotes ‘not significant’. Values are 
mean±SEM. Male: N=5-11/group; female: N=6-8/group. Control: open points; hypoxia: 
closed points.  
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Supplementary Figure S5. Renal morphometry and histopathology in male offspring at 
4 months of age.   
(A) Glomerular area, perivascular fibrosis area normalised to lumen area, interstitial fibrosis 
expressed as a percentage of renal tissue, and overall histopathology score. (B) Periodic acid 
Schiff’s staining of the renal cortex containing glomeruli. Masson’s Trichrome staining of 
renal fibrosis (blue) in male offspring. Scale bar represents 200 µm.  Scoring was analysed 
via one-way ANOVA with different letters denoting statistical differences between groups. 
Perivascular and interstitial fibrosis, and glomerular area were analysed via two-way 
ANOVA. All data expressed as mean ± SEM.  Control: open bars; hypoxia: black bars. Male: 
N=4-5 animals per group.  
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Supplementary Figure S6. Comparison between male and female offspring fed the 
normal salt diet at 12 months of age.  
(A) Mean arterial pressure (MAP, mmHg), (B) albumin excretion (μg/24h), (C) plasma 
cystatin C (ng/mL) and (D) glomerular area (μm2). Data were analysed via two-way 
ANOVA. All data expressed as mean ± SEM.  Control: open points; hypoxia: black points. 
N=5-10 animals per group. *P<0.05 from Sidak post hoc.  


