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[ Abstract] Dopamine D1 receptor (DRD1) is currently known as the dopamine receptor subtype with the
most widespread expression in the nervous system. DRD1 plays a role in various signaling pathways to perform many
functions such as movement, emotion, cognition, learning and memory, as well as neuroendocrine activities.
These functions may be associated with conditions like Parkinson's syndrome, schizophrenia, depression, and

immune responses. Changes in the expression of DRD1 often indicate alterations in neurological functions. Therefore,
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DRD1 has the potential to serve as an indicator of neurological disorders and functional changes, as well as a

potential target for the treatment of neurological diseases. This article reviews the distribution and functions of DRD1

in the nervous system, with a particular emphasis on DRD1's involvement in signaling pathways related to the

nervous system.
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