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Adverse effects 
– GIT upsets: nausea, vomiting (the most common). 
– Increase formation of cholesterol gallstones. 
– Hepatic dysfunction and elevation of serum transaminases.  
– Fibrates increase the risk of myopathy if used in combination with statins. 
– Skin rash and dermatologic reactions. 
 
Nicotinic acid (Niacin; vitamin B3) 
 
Mechanism of action 
 Niacin (but not nicotinamide) inhibits lipolysis in adipose tissue and inhibits fatty 

acid synthesis by the liver → ↓ hepatic VLDL and LDL synthesis. 
 This is distinct from the role of niacin as a vitamin, in which it is converted to 

nicotinamide and is used for the biosynthesis of the cofactors NAD and NADP. 
 
Therapeutic uses  
In combination with other drugs for all types of hyperlipidemia (except type I which 
is mainly treated by diet control).  
 
Adverse effects 
– Skin flushing and burning sensation (the most common). It is harmless effect 

mediated by PGs and histamine release and can be diminished by taking aspirin 
30 minutes before taking nicotinic acid. 

– Gastric irritation (the drug should be avoided in peptic ulcer).   
– Hyperglycemia, hyperuricemia, and reversible increase in serum transaminases.  
  
█ Summary 
 

 Effect on LDL  Effect on HDL  Effect on TGs  
Bile acid-binding resins ↓↓↓ ↑ ---- 
Reductase inhibitors ↓↓↓ ↑ ↓ 
Fibrates ↓ ↑ ↓↓↓ 
Niacin ↓ ↑↑↑ ↓↓ 
 
█ Treatment with drug combinations 
 

Hypercholesterolemia Cholestyramine + Reductase inhibitors  
Hypertriglyceridemia Niacin + Fibrates
Familial combined 
hyperlipidemia 

Cholestyramine + Fibrates.
Cholestyramine + Niacin. 
Statins + Fibrates (this combination may ↑ risk of myopathy). 
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