#9023 123 A Bl Vol. 22, No. 12
20104F 12 ChineseBulletinof Life Sciences Dec., 2010

NE%HE: 1004-0374 (2010) 12-1259-05

BT R B EFEIRTE 1 (TRPV1) 5% 145F
WoOE, HRE*
(EEE KT 5MA LY E A SE %, e KeEmRhEy 5, fEM350108)

W = BN ZARAE SRR (transient receptor potential vanilloid 1, TRPV1) & TRPHHE S 1),
R, MRS FEIE. TRPVL 20 THEMEZE E, FAAGEERZS T
EEZEVER . TRPV 1 BRWESZ 0 F E R, W A B Wi, A% 22 iRk T8 O 3 o 28 A IR R T
MVF 2 RAEN R RS 5 TRPV L KAEMEAEM, 7 ARIm e vl 8, I Fs o &R A A 145 5 08 2%
KUAHI TRPV L P3G IRAWIFCTRPV L AERIALSE], A7 BT AR O A2 38R0 I 508 R 290
KHEER: TRPV 1 RKAEN BT It

hE S RI71. 1; Q432; R364.5 XHERFRIRES A

Transient receptor potential vanilloid 1 (TRPV1) and inflammatory pain
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Abstract Transient receptor potential vanilloid 1 (TRPV1) is one of members of TRP superfamily. TRPV1 is a
non—selective cation channel. It is located in nociceptors and plays an important role in nociceptive processing.
TRPV1 can detect noxious stimulus and convert it into action potentials traveling to the central and forming pain
sensation. In inflammatory pain, a number of inflammatory mediators are released, which modulate TRPV1
activity through various signal pathways or interact with TRPV1 generating pain or hyperalgesia. Study on role

of TRPVI and its mechanisms will help us to understand pain physiology and to develop new analgesic drugs.
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