1. Type 2 DM

· Mechanism:

i. Substrates increase (glucose and fatty acid)

A. Release of free fatty acid from adipose tissue.

B. Fatty acid synthesis in liver↑

C. Hepatic VLDL production↑

ii. LPL activity↓ ( chylomicron and VLDL catabolism↓

· Diabetic nephropathy ???

· Relationship with CAD:

Insulin resistance ( hyperinsulinemia ( plasminogen activator inhibitor (PAI-1) & fibrinogen↑ ( enhance coagulation & impair fibrinolysis ( thrombosis

2. Alcohol (Ethanol)

· Mechanism:

NADH level↑ ( Inhibit hepatic oxidation of free fatty acid ( promote hepatic triglyceride synthesis & VLDL secretion
3. Nephrotic syndrome
· Mechanism:

A. Oncotic pressure↓(hepatic lipoprotein synthesis↑

B. Lipid catabolism↓ ???

· LDL, cholesterol↑
VLDL, TG ↑ in severe condition. ???

4. Hypothyroidism

· Mechanism:

1. Cell surface receptor of LDL↓(LDL accumulated(catabolism↓

2. LDL receptor activity↓

5. Cigarette smoking

· ↓HDL

· Induce insulin resistance
6. Obesity

7. Drug

· Thiazide uretics, beta blockers, estrogen. (unknown mechanism)

· For AIDS therapy: protease inhibitor
8. Liver diseases

· Primary biliary cirrhosis

· Extrahepatic biliary obstruction
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