
 , 43, 2014,  3 3

 
 
 
 
 
 
 

-   –  
    

.  
  ,  „ . . ”,  –  

.       
( ),    ,     
( )          -

 .       10  40%,  
    50%  ,      6 -

.  30-50%     .   -
          

 -   ( ).     
   ,    -
 ( ).       -

,      .     
,      -

,            
,      , -
     ,    -

,       . 

 : , ,  ,  ,  

GLUCOCORTICOID-INDUCED OSTEOPOROSIS – DISTRIBUTION 
AND RISK FACTORS 

Tz. Petranova 
Clinic of Rheumatology, University Hospital “Sv. Iv. Rilski” 
Medical University – Sofia 

Summary. The relationship between chronic glucocorticoid (GC) use, 
loss of bone mass, the occurrence of secondary osteoporosis (OP) and rising 
fracture risk is demonstrated in a number of epidemiological studies. The 
degree of bone loss varies from 10 to 40% and OP occurs in about 50% of 
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patients treated with GC more than 6 months. Fractures are observed at 30-
50% of patients. The dosage and duration of GC treatment are essential for 
the development of glucocorticoid-induced osteoporosis (GIO). Of importance 
are a number of other risk factors, characteristic of the postmenopausal 
osteoporosis (PMO). Individual susceptibility to GC is very variable, and the 
reasons are not fully clarified. Supposed explanations are differences in 
absorption, distribution and metabolism of the steroid molecule, different 
number and affinity of GC receptors and their cofactors, different activity of the 
peripheral enzymatic system, converting the active and inactive GC 
molecules, as well as genetic factors, associated with polymorphisms of GC 
receptor genes.  
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