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Introduction

The mechanism by which hyperprolactinemia in pregnancy leads to mild and reversible changes in maternal skeletal system and
medicamentous hyperprolactinemia causes more detrimental effects, is not completely clarified.

The aim of the study
We conducted the experimental study to compare prolactin receptor gene (Prir) expression in the duodenum, vertebra and kidney, during
physiological and medicamentous hyperprolactinemia which could influence calcium homeostasis.
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Conclusion
In medicamentous hyperprolactinemia, down-regulation of Prir gene expression in duodenum could be underlying reason for diminished
intestinal calcium absorption. Increased calciumuresis could be partly due to down-regulated Prir gene expression in the kidney. In order to
maintain calcium homeostasis, since intestinal absorption is compromised and loosing via kidney elevated, prolactin will rapidly take
calcium from skeletal system, thank to increased Prir gene expression in the vertebra, leading to more harmful effect on bone metabolism
compering to physiological hyperprolactinemia.
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