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Summary. Gestational diabetes mellitus (GDM) is de  ned as any degree of glucose intolerance with onset or  rst recognition during 
the current pregnancy. It appears to be a result of a wide spectrum of physiological and genetic dysfunctions, the synergistic action of some 
endogenous and exogenous factors. It identi  es pregnant women with a high risk of perinatal mortality, prolonged overweight and impaired 
glucose tolerance after birth. Women with GDM have high risk for developing diabetes mellitus of type 2 (DMT2) outside pregnancy. 
There are several factors which can trigger GDM, but only some of them are well studied. Obesity, heredity and limited exercise activity 
are the main exogenous factors and abnormally high insulin resistance (IR) and changed -cell function are the main endogenous factors 
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which are key factors in the pathogenesis of DM T2. The pathogenetic mechanisms associated with impaired placental function, insulin 
resistance and -cell dysfunction in pregnant women with GDM are not well studied. There are enough strong evidence for the crucial 
role of adipose tissue in the development of IR and DMT2. Expression and regulation of adipocytokine in tissues of pregnant women and 
their relationship with GDM do not fully understood. The importance of this medical problem in context of the increasing frequency of 
GDM, related consecutive complications for newborns and mothers and not suf  cient investigation of this medical problem in the country, 
explains the interest in studying pathogenetic mechanisms and diagnostic opportunities for risk assessment and early diagnosis of the 
condition "gestational diabetes mellitus".
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