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Roles and mechanisms of interleukin-1p during inflammatory pain
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Abstract: Numerous studies have shown that pro—inflammatory cytokines induce or facilitate pain and
hyperalgesia in the presence of inflammation, injury to the nervous system or cancer. At present, generally
accepted pro—inflammatory cytokines are IL-1f3, IL-6, TNF-a. This reviewoutlines the recent findings of IL-1f in

inflammatory pain and its possible peripheral and central mechanisms for the effects of IL-1f in nociceptive

transmission.
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INF,  BEAE R R O 1 BRI U S 3 Tk 5 1)
Bl Jf HARG FH S B R fErh, PGE, 1EAF
I I T ) T A A Ay T T AR S R g A R
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