PATERNAL MITOCHONDRIA ARE IMPORTANT FOR OFFSPRING METABOLIC HEALTH
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Figure 4 — 30% of the differentially expressed genes in F1 muscle and vsWAT (HFDi vs HFDt) are associated to childhood obesity in humans (A).
Paternal overweight at conception affects offspring body weight (B) and insulin sensitivity (C) independently from maternal BMI.

CONCLUSIONS

« Genetic and environmental perturbations of paternal mitochondria affect metabolic health in unexposed offspring

« Sperm-borne smallRNAs transcribed from the mt genome are inherited at fertilization
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