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IR, Oxidative Stress and ED
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Hypothesis (1): ED — IR
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Vit C restores EF but not IS In Ess. Hyp.
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Hypotesis: IR— ED
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Dissoclation Between IR and ED In
Normal Subjects
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Dissociation between IR and ED In
Essential Hypertension
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IR cosegregates with ED in NIDDM
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IR, ED and TZDs in NIDDM
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Meccanismi
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Oxidative Stress

Vitamin C (acute)
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FBF Ratio (%)
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BH4 improves ED and Ox stress in IR
diabetic animals
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BH4 improves ED in NIDDM
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Inflammation
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Endothelin-1
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Adiponectin
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Conclusioni

Hyperglycaemia
Hypertension
Dyslipidemia
Smoke
Insulin Oxidative
Resistance stress
NEFA

Inflammation

BH4

ET1

Adiponectin-!

ndornelia
Dysfunctio



	IR, Oxidative Stress and ED
	Hypothesis (1): ED       IR
	Vasc. ENdoth. Ins. Recep. K.O.
	Vit C restores EF but not IS in Ess. Hyp.
	Hypotesis: IR       ED
	Dissociation Between IR and ED in Normal Subjects
	Dissociation between IR and ED in Essential Hypertension 
	IR cosegregates with ED in NIDDM
	IR, ED and TZDs in NIDDM
	Meccanismi
	Oxidative Stress
	FFA
	Tetrahydrobiopterin (BH4)
	BH4 improves ED and Ox stress in IR diabetic animals 
	BH4 improves ED in NIDDM 
	Inflammation
	Endothelin-1
	Adiponectin
	Conclusioni

