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Figure 4. Quantitative RT-PCR showed small changes in ventricular urocortin 2 and CRF-R2[3
expression 1n the running groups. TGF-3 had comparable expression levels across groups.
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Methods

INTRODUCTION. This study examined whether routine physical activit C57BL/6J male mice (5 weeks old) were divided into four groups (n=8/group); Urocortin 2 CRF-R2p TGFp
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into four groups (n=8/group): sedentary/ control, voluntary running/control, to a 5 day resident-intruder social stress paradigm that is considered to model human N N -

post traumatic stress outcomes and has been shown to induce cardiovascular fibrosis.
Ventricular cardiac tissue was collected for protein and RNA expression analysis at
the end of the experiment.
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