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[ Abstract)
globulin) , is a multifunctional glycoprotein with high polymorphism. In addition , the polymorphism may influ-

Vitamin D binding protein ( DBP), originally known as group-specific component ( Ge-

ence the level of DBP and its affinity with vitamin D and its metabolites ,which may eventually influence the

level of functional 25-hydroxyvitamin D;. DBP not only has an association with osteoporosis, but also with a
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variety of diseases outside bone.
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