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In rodents and in some but not all other mammals, oxytocin responds to plasma osmotic pressure and blood volume to regulate sodium
excretion at the kidneys. Oxytocin neurones respond to increases in plasma osmotic pressure partly as a result of intrinsic

0 - osmosensitivity, but also as a result of increased afferent input arising directly and indirectly from osmoreceptors in other forebrain
O In vivo plasma [Na+] O regions. Experiments generate an osmotic challenge by injecting or infusing NaCl.
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