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Fig. 2: Diastolic and systolic blood pressure, measured by telemetry,

We h thesized that mitochondria-derived NFP d FPR-1 activati FPR-1 antagonist decreases hypercontractility in from male Dahl salt-resistant (R) and Dahl salt-sensitive (S) rats on low- in Dahl salt-sensitive rats independent of high-salt diet.
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Male Dahl S (salt-sensitive) and R (salt-resistant) rats (6-week-old)
were given a LS (0.3% NaCl) or HS diet (2% NaCl).
Blood pressure (BP) was measured by telemetry.
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mg/kg/day) for 3 weeks to deplete bacteria.
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Dahl salt-sensitive (S) rats on low salt (LS; 0.3%) treated with Cyclosporin H
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