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Figures 

 
Supplemental figure S1. Experimental design. A schematic representation of the experimental 

animal design. C57BL/6 females were randomly assigned to 1 of 2 dietary groups: Control diet 

(17% kcal fat, 29% kcal protein, 54% kcal CHO, 3 kcal/g, n=10) or High fat diet (60% kcal fat, 

20% kcal protein, 20% kcal CHO, 5.24 kcal/g, n=10) for 6 weeks and then mated with males. 

Fecal samples were collected from control females prior to dietary intervention (Week 0), after 6 

weeks of dietary intervention (Week 6) and throughout gestation (E0.5, E6.5, E10.5 and E14.5, 

control n=7, high fat n=9). Abbreviations: CHO: Carbohydrate. 

 

 

 

 

 

 

 

 

 

 

 

 

 



 

 
 

 

Supplemental figure S2. Maternal obesity did not impact fetal or placental weight at E14.5. 

A. Fetal weight, litter size and sex ratio of control and high-fat exposed fetuses. B. Placental 

weight of control and high-fat exposed litters. Placental efficiency (feto-placental weight) of 

control and high-fat pregnancies. Data are presented as box and whisker plots, min to max, 

where the centre line represents the median. Data were analyzed using a Student’s t-test. Control: 

open bar, n=7; high fat n= 9.  

 

 



 
 

 

Supplemental figure S3. The maternal intestinal microbiota in control pregnancy. 

A. Taxonomic summaries of microbial relative abundance resolved to the order (o), family (f), or 

genus (g) level classification within control fed females prior to pregnancy and at four time 

points during gestation; E0.5, E6.5, E10.5, and E14.5 (n=5). B. Principle Coordinate Analysis 

using the Bray-Curtis dissimilarity metric. 

 

 



 
 

Supplemental figure S4. The maternal intestinal microbiota is remodeled by maternal 

obesity. A. Taxonomic summaries of microbial relative abundance resolved to the order (o), 

family (f), or genus (g) level classification within high-fat fed females prior to pregnancy and at 

four time points during gestation; E0.5, E6.5, E10.5, and E14.5 (n=8). We see a consistent mDIO 

impact on pregnancy related shifts in maternal intestinal microbiota B. Principle Coordinate 

Analysis using the Bray-Curtis dissimilarity metric. The effect of diet according to the 

PERMANOVA test was significant (p=0.001) and substantially large (R2=0.598).  

 

 

 

 



Tables 

Supplemental Table S1 

Primary antibodies 

Target 

peptide 

Antibody name Supplier Catalogue 

number 

Dilution 

Intestine 

CD3 
Anti-CD3 antibody 

[SP7] 
Abcam ab16669 1:150 

Placenta 

F4/80 
Anti-F4/80 antibody 

[CI:A3-1] 
Abcam ab6640 1:100 

CA IX 

Anti-Carbonic 

Anhydrase IX 

antibody 

Abcam ab15086 1:600 

VEGF 
VEGF antibody [A-

20] 

Santa Cruz 

Biotechnology 
sc-152 1:400 

CD31 
Anti-CD31 antibody 

[P2B1] 
Abcam ab24590 1:200 

αSMA 
Α-Actin antibody 

[1A4] 

Santa Cruz 

Biotechnology 
sc-32251 1:400 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



Supplemental Table S2 

 


