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Bradykinin B1 receptors (B1R) and pain
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Abstract: Bradykinin 1 receptors (B1Rs) are coupled with Gq protein. In the normal condition, BIRs are not
expressed in the tissues except in the nervous system, such as superficial laminae of spinal dorsal horn and sensory
ganglion. The expression of BIR in the spinal cord and DRG is greatly upregulated following inflammation and
nerve injury, contributing to the induction and maintainence of inflammatory and neuropathic pain. Recently, studies
have demonstrated that BIRs play a pivotal role in diabetic neuropathic pain. Blockade of B1Rs can inhibit

diabetes-induced heat hyperalgesia as well as cold and mechanical allodynia. In addition, B1Rs are also involved in

cancer pain, so studies of BIRs may provide a novel target for the treatment.
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kinin 1 receptor, BIR) FI1ZZ J ik B2 52 {4 (bradykinin
2 receptor, B2R)"™. B2R 43 Aii) 37, J& 4l il 11 45 44
B4y, B4 F T2 M4k, BIR FIB2R A—Ff, 1FH
RAET, BIR EHERA LI LA, AXAEPHK
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RAE FRZEAG LR IR SE, BIR 475 S Mt
WA, WUB TRz A . R BIR R
B2R ZEANZ R 10 4, A6 JLAE 98 R A
R A B2R 54 . BIR HJ3E) 74 des-
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FEHUH A R-9545), Lys-[Leu’]des-Arg’-BK® L
AT AR IR R I B PR SSR240612,

DZWIRSZARE T G BB A K%, BIR
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T Jay ¥R 1) 98 E 40 ML, AR ) A W A i K
ik, £t BIR . Q) W5 Eor, kil
W42 AN AT BT BIR 1 B 2 B 0 5
RO EE 4 S 1 32 AR TRPVL [ PR )G, i
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constriction injury). JaiBALH L4 (partial sciatic
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