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Abstract

TRPV1 (transient receptor potential vanilloid subtypel) is known as capsaicin recep-

tor, which a ligand-gated, non-selective calcium-permeable cation channels. The TRPV1 is widely dis-

tributed on the cell membrane of sensory neurons and other cells, and is involved in the regulation of

various physiological functions after being activated, and plays a role in many diseases. In order to fully under-

stand TRPV1, this article will review the mechanism, distribution, pathophysiological function of TRPV1, and main-

ly focus on the role of TRPV1 in cerebral ischemia and its complications.
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Fig.1 The structure of TRPV1
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EPR B R A, e L. FFITAIR. 2R
LA L A K4 R 5 40 i Rk
1.3 TRPVIHRIEEIRINGE

TRPV 1] B 33 5 [A] 2 M4 2 A B, b 22
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Fig.2 TRPVI1 channel activation and its function in mammalian cell (modified from reference [13])
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R T 5
24 Bt MmEEFK

W B — % A & B (endothelial nitric oxide syn-
thasee, NOS) & £t 57 1 15 /0o ML 8RR A5 (1) B Iy, 7R 2E
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Fig.3 TRPV1 and cerebral ischemia
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DS AR TR AR B A, I A2 AN B T ar, AT 22 i
MG, H R RS R R, B ikiE

UA%EE; T TRPV LI BELWT AT DAV 25 HE %, FE4H] 28
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B B R Ut B (Jun N-terminal kinase, JNK). p38
22 24 )R 35 AL ER (RS (p38 mitogen-activated protein
kinase, p38 MAPK). 4l 4M5 5 145 5 1 (ex-
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Je A A O HERR R AR A AR T R R AR
WEFE ORI, A2/ RMCAOR r, #136 TRPV 1 7] -4
INK Jp38 MAPKAE S, Ja04% /) Bt ik ik 1. f5 474
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.
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