
Lipid lowering drugs 



Plasma lipids consist mostly of lipoproteins. 

The clinically important lipoproteins, in decreasing order 

of atherogenicity, are LDL, very-low-density lipoprotein 

(VLDL) and chylomicrons, and HDL. 

 The occurrence of CHD is positively associated with 

high total cholesterol, and even more strongly with 

elevated LDL cholesterol in the blood.  

In contrast to LDL cholesterol, high levels of HDL 

cholesterol have been associated with a 

decreased risk for heart disease. Reduction of 

the LDL level is the primary goal of cholesterol-

lowering therapy 



              Risk factors for CHD: 

1. CHD is correlated with increase level of 

of LDL cholesterol and triglecerol and low 

level of HDL cholesterol 

2. Secondory to smoking  

3. HT 

4. Obesity 

5. DM  



Cholesterol levels may be increase as a 

result of: 

1- an individuals life style(ex. Lack of 

exerciese and consumption of adiet 

containing excess saturated fatty acids. 

2- can result from a single inherited gene 

defect in lipoprotein metabolism. 

3- Combination of 1 and 2.  



    Life style changes in combination of drug     

therapy can lead to decline in                 

progression of CHD (coronary plague) an 

reduction in mortality from CHD.  

    Must be taken indefinitely. 

   Patient with LDL level more than           

160mg/dl(normally less than 130 mg) +one 

other risk factors should undergo 

treatment (drug therapy).  



Treatment: 

  1- Diet and exercise (life style changes) 

       Drugs. 2-   



HMG COA reductase inhibitors: 
(Hydroxyl methyl gluteryl COA enzyme)  

 lower LDL  :Commenly known as statins 

Cholesterol level. 

Mechanism of action: 

1- all these drugs effectively compete to inhibit 

HMG COA reductase (the rate limiting step in 

cholesterol synthesis). 

2- Increase in LDL receptors: Depletion of 

intracellular chol. Causes the cells to increase 

the number of LDL rec. that can bind to 

circulating LDL (thus, the end result is a 

reduction in plasma chol.)  

 



Therapeutic uses: 
Are effective in lowering plasma chol. Levels 

in all types of hyperlipidemias.(given 

orally) 

Side effect: 

1- increase liver enzymes. 

2- Myopathy 

3- these drugs increase warfarine level  

4- C.I. in pregnancy, nursing mothers and 

children or teen aggers 



These drugs are: 

 Atorvastatin 

Fluvastatin 

Lovastatin 

Pravastatin 

Simvastatin 



2- Nicotinic acids (niasin) 

The most effective agents for increasing 

HDL (good cholesterol carrier) 

:Mechanism of action 

Niacin inhibit lipolysis in adipose tissue 

(primary producer of circulating Ffa and   

the liver used this Ffa in the synthesis of 

TG, thus decrease TG synthesis in the 

liver.  



Uses: 
Lowers plasma level of both LDL ,TG and 

increase HDL.(given orally). 

Side effect: 

1- intense cutaneous flush(feeling of                    

warmth) 

2- pruritus 

3- nausia and abdominal pain. 

4- may predispose to hyper uriceamia. 

5- impaired glucose tolernance 

6- Hepatotoxicity. 



Fibrates(Fenofibrate and 

Gemfibrozil) 
• Both have the same mechanism of action 

• Fenofibrate is more effective than 

Gemfibrozil.  

•  Given orally. 

•  Absorption is improved when taken with 

food.  



Mechanism of action: 

Peroxisome proliferator- activated receptors 

(PPARs) are members of the nuclear 

receptors that regulates lipid metabolism. 

They act  by binding to  hypolipidemic 

drugs. 

 PPAR are activated  ,so they increase 

synthesis of lipoprotein lipase (responsible 

for lipid metabolisim, and associate with 

capillary endothelial cells and enhances 

clearance of TG rich lipoproteins). 

 



In the liver, fibrates stimulate fatty acid 

oxidation,which limits the supply of TG and 

decreases VLDL synthesis. 

(modest reduction of LDL and as a result 

HDL chol. Increases moderately ). 

 



Side effect: 
1- G IT disturbances. 

2- lithiasis (gall stone formation). 

3- Myositis (inflammation of voluntary m. ). 

4- interact with coumarin anticoagulants(  

potentiate anti coagulant activity).  

5- C.I. in preg. and lactating woman , in 

sever hepatic and renal failure or in 

patients with preexistant gall bladder 

disease. 

 



Bile acids binding 

Resins(sequesterants) 
 :Mechanism of action  

 in the  binds with bile acids and salts 

Small intestine to form a complex that is     

     excreted with the feces thus, Preventing 

the bile acids from returning to the liver 

and converted to cholesterol. 



Adverse effect: 

GIT disturbances (nausia, constipation and 

flatulance) 

This family include: 

Colestipol ,Colesevelam and 

cholestyramine. 



Cholesterol absorption 

inhibitors: 
Ezetimibe  

Inhibit intestinal absorption of dietary and 

biliary cholesterol in the small intestine 

leading to decrease in the delivery of 

intestinal cholesterol to the liver. 


