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Abstract 

 

Background: Subclinical Cushing’s syndrome refers to autonomous cortisol 

production that is insufficient to generate the typical, clinically recognizable overt 

syndrome. However, SCS could be involved in the pathogenesis (development) of 

non-specific pathologies such as obesity, diabetes, and hypertension. Aim: to 

evaluate the prevalence of occult CS in metabolic syndrome patients using the 

Overnight 1 Mg Dexamethasone Suppression Test. Methods: For all the patients 

full laboratory test, calculation of body mass indices, The Overnight 1 mg 

dexamethasone suppression test was done. Results &conclusions: In our study 

we found that the prevalence of subclinical CS in metabolic syndrome patients 

using the overnight 1 mg dexamethasone suppression test with cut-off point of 3 

µg/dL was 10% (3/30 patients) which is actually a high percentage to be 

considered. 

 

Key words:- Metabolic syndrome , Subclinical Cushing’s syndrome, 

dexamethasone suppression test. 
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 Introduction  

                                                                                                                                                                                                                                                      

 

       Cushing's syndrome is an endocrinal disorder caused by prolonged exposure of 

the body tissues to high levels of the cortisol hormone. It affects adults aged 20 to 

50. Cushing's syndrome (CS) is a chronic insidious disease that is associated with 

reduced life expectancy mostly due to cardiovascular complications. (Newell-Price 

et al., 2002)  

  

       There are striking similarities between Cushing's syndrome and the metabolic 

syndrome as both are characterized by central obesity, hypertension, insulin 

resistance, and glucose intolerance. (Bo, 2007) 

 

       A number of patients with subclinical CS may not be recognized while they 

are managed for diabetes, either because of mild clinical presentation or because of 

insufficient awareness of the physicians who take care of such patients. 

(Tauchmanova et al., 2001) 

 

      Missing a diagnosis of subclinical CS may have detrimental consequences 

because hypercortisolism, although clinically inapparent, makes metabolic control 

more difficult to achieve and increases the probability of future cardiovascular 

events through induction/amplification of other risk factors. (Tauchmanova et al., 

2001) 
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       A high index of  suspicion is required to identify subclinical CS  is requested 

when diabetes is first diagnosed than after many years of poor metabolic control 

and attending complications.( Minetto et al., 2004) 

 

       Subclinical Cushing's syndrome is much more common than classic Cushing's 

syndrome with an estimated prevalence of about 8 /10.000 in the general 

population, in fact, this prevalence is likely to be underestimated because of the 

lack of specific clinical picture in subclinical Cushing‘s  syndrome patients.(Bo, 

2007) 

 

       Metabolic syndrome may therefore be a clue to the presence of CS. However, 

relatively high prevalence of occult CS was found in some studies up to 26%. (Bo, 

2007) 

 

       We are conducting a cross sectional study to evaluate the prevalence of occult 

CS in metabolic syndrome patients. 

 

       The best screening test to uncover autonomous cortisol secretion is the short 

dexamethasone suppression test (DST). (Lindsay et al., 2006) 
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AIM OF THE WORK 
 

 
The aim of the present study is to evaluate the prevalence of occult CS in 

metabolic syndrome patients using the Overnight 1 Mg Dexamethasone 

Suppression Test. 

 

 

 

 

 

 

 

 

 


