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Supplemental Tables

Table S1: Oligonucleotide primers for rat genes expression.

Gene Sense/Antisense Amplified product (pb)

GCN5L1 5’- CAAAGCAGAACGAACGGA-3' / 132
5'CGGATGTACTTGGTCTCTT-3’

HPRT-1 5’- CGTGATTAGTGATGATGAACC-3' / 128
5’-TCCTGACTTTCTGAACGAG-3’

Table S2. Mitochondrial respiratory rate

CTL OB
State 3 respiration (natmOy'mint-mg?) 69.5+5 72.9+3
State 4 respiration (natmO,-mint-mg?) 18.7+2 17.8+2
Uncoupled respiration (natm02.mint.mg?)  58.8+4.7 61.4+4.8
Respiratory control 3.8+0.3 41+03
Yield (mg-g™) 9.4+0.25 7.1+0.69"

Mean + SEM **p<0.01. 12-mo OB rats compared with the age-matched control group; n>6.



