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ADVERSE EFFECTS OF GLUCOCORTICOIDS ON BONE 

Tz. Petranova 
Clinic of Rheumatology, UMHAT”St. Ivan Rilsky”,  
Medical University – Sofia 

Summary. Synthetic glucocorticoids (GC) are widely used in modern 
medicine to treat several autoimmune and chronic inflammatory diseases. 
Prolonged GC intake leads to a large number of various side effects, including 
osteoporosis. GC influence bone metabolism via direct and indirect mechanisms 
at any stage of the bone remodeling cycle. In addition to the direct effect on bone 
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cells, GC affect bone turnover through changes in synthesis, receptor linking and 
binding proteins of a number of growth factors, located in bone marrow 
microenvironment. There is evidence for the modulative action of GC on other 
local skeletal factors such as cytokines, prostaglandins. As a result of these 
adverse effects chronic use of GC leads to rapid bone loss, deterioration of bone 
microarchitecture and dramatically increases the risk of fractures. Fracture risk 
rises to 75% in the first 3 months after initiation of treatment, before there was a 
substantial decrease in bone mineral density (BMD). 

 Key words: glucocorticoids, bone metabolism, osteoporosis, fracture risk 
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