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Establishment of inflammatory pain induced by intraplantar injection of sodium monoiodoacetate

in rats and study on TRPVI-mediated mechanism underlying the hyperalgesia
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Abstract: Objective To explore the feasibility of establishment of inflammatory pain induced by intra-
plantar injection of sodium monoiodoacetate (MIA) in rats and to study TRPV1-mediated mechanism underly-
ing the hyperalgesia. Methods The left paw of rats in groups of low, medium, and high doses MIA were in-
jected with 100 pl of solutions containing 0. 11 mg, 0.33 mg, and 1 mg of MIA, respectively. The paw with-
drawal thermal latency, paw withdrawal mechanical threshold, dynamic weight bearing, and paw volume of
rats after MIA injection were measured. The role of TRPV1 (transient receptor potential vanilloid type 1) in
MIA-induced hyperalgesia was examined by blocking and activating TRPV1 by using capsazepine, a TRPV1 an-
tagonist, and capsaicin, a TRPV1 agonist, respectively.  Results Compared with the control group, high

dose MIA successfully reduced the paw withdrawal thermal latency, paw withdrawal mechanical threshold, and
dynamic weight bearing of rats for 4~6 days; the swelling degree of rat paws was obvious on the second day af-
ter MIA injection; the MIA-induced decreases in the paw withdrawal thermal latency, paw withdrawal mechan-
ical threshold, and dynamic weight bearing were largely alleviated by capsazepine on the second day after MIA

injection; compared with normal rats, capsaicin induced more guarding behavior (paw licking and paw lifting)
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in rats with MIA.

Conclusion A novel chronic inflammatory pain animal model is established by the occur-

rence of hyperalgesia after intraplantar injection of sodium monoiodoacetate in rats and the hyperalgesia is pos-

sibly mediated partially by TRPVI.
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H vs NS 45502 (5.6840.55) s vs (3. 3140, 24)
$.(6.0540.60) s vs (3.3840.20) s.(5.454+0.41)
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