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’ Figure 5. Expression of main lipogenesis (A) and gluconeogenis (B) genes in
i . liver . Values are expressed as fold change (mean SD), *p<0.01, **p< 0.005
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CONCLUSIONS

In IUGR newborn pups, UPR activation associates with

SHAM IUGR the increased levels of mRNAs encoding lipogenic and
gluconeogenic enzymes. Our findings suggest that hepatic
Figure 3. Plasma concentrations of NEFA (mg/dl) in 14 TUGR ER stress/UPR signaling may play a role in the metabolic

and 14 SHAM (mean weight SD, *p<0.001) risk associated to intrauterine growth retardation

Figure 1. Anmimal Model.
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