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Effects of PPAR—gamma agonist on lipid contents in the heart and

kidney and cardiac function in hypertension/diabetes animal models
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WFIER R O S (J53C) : Effects of pioglitazone, a PPAR-y agonist, in angiotensin
IT-infused rat were examined. Angiotensin Il increased the serum levels and cardiac
concentration of triglycerides, both of which were inhibited by pioglitazone. Cardiac
function that was assessed by ex vivo Langendorff cardiac perfusion system showed that
pioglitazone improved both systolic and diastolic cardiac function after transient global
ischemia and reperfusion. Pioglitazone ameliorates histologic and functional cardiac
damage induced by angiotensin II.
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Variables Control Pio Ang 11 Ang II + Pio

Weight 328 £ 3 326 + 2 265 + 4 255 £ 5
Systolic BP (mmHg) 112 £ 5 117 + 2 202 £ 7 194 + 7
Total cholesterol (mg/dL) 52 + 2 48 + 3 62 + 4+ 54 + 4
Triglycerides (mg/dL) 25 + 23 19 + 2% 31+ 3% 25 + 2
Free fatty acids (uEq/L) 484 £ 29 452 + 24 593 + 39 505 + 38+
Plasma fasting glucose (mg/dL) 146 + 5 139 + 7 185 + 9 165 + 8%
Serum fasting insulin (mg/dl) 1.1 + 03 1.7 # 0.4 14 % 03 15 % 0.4
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