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L A SRR Fig. 4. JO, traces and states of PT, from HS-fed SS rats, when energized with PM. (VC) treated vs. vehicle (VC) when using succinate as substrate (*p<0.05). Both
Mitochondrial respiration was compromised in HS14 and HS21 (late phases of HT). basal and maximal mitochondrial respiration were improved.
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Mitochondrial respiration was compromised in HS14 and HS21 (late phases of HT). PTp from HS14 and HS21 fed SS rats showed reduced ADP-stimulated
OCR and prolonged S3 duration with PM and succinate, indicating
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> Mitochondrial O, consumption rates (OCR or JO,) of the PT,were mediating mitochondrial dysfunction during hypertension development.
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Fig. 3. Timeline experimental protocols for measuring mitochondrial JO,, with Fi_g. 7. OCR C_’f PT, from HS_14 SS rats Showed a slight increase In basal respiration
ADP of: (A) single dose, and (B) sequentially incremental doses. with rapamycin (RT) vs. vehicle (VC) when using PM as substrate. [ Acknowledgment: NIH grant R01-HL151587 J
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