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Abstract: The Transient Receptor Potential Vanilloid Subtype 1 (TRPV1), which was first identified in the brain
and various sensory neurons, is one of the major targets in the development of analgesic drugs. Accumulating
physiological and pathological studies in recent years have demonstrated that the TRPV1 is highly expressed in
the vascular endothlial cells, vascular smooth muscle cells and perivascular nerve cells, and it also participates in
the regulations of a variety of vascular functions. Therefore, the role of TRPV1 in regulating vascular functions
has attracted lots of attention, so the development of antihypertensive drugs with TRPV1 or its pathway as the
target might be valuable in clinical practice. In this paper, the recent research progress of the anti-hypertensive
mechanisms of TRPV1 and the focus on the development of the drugs targeting at TRPV1 were briefly reviewed
so as to provide the references for the relevant drug research and development.
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