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[Abstract] Objective:To observe electrophysiological effect of interleukin—18 (IL-=1B) on voltage —dependent
ion channels of sensory neurons in spinal dorsal horn and its preliminary mechanism.Method:Single sensory
neurons of the dorsal horn in the spinal cord of SD rat were collected by enzymaolysis.The whole—cell patch
clamp recording technique was used to record the amplitude changes of voltage-dependent sodium current(INa),
calcium current (ICa) and potassium current (IKv) with IL-1B and the impact of IL—1 receptor antagonist
(IL-1Ra) on those changes.Result:3pg/ml,300pg/ml IL-1B reduced the amplitudes of INa by (34.5+4.6)%
and (52.84+7.5)%,and reduced the amplitudes of 1Ca by (24.6+3.2)% and (76.3£9.6)% ,and increased ampli-
tude of IKv by (42.5+£6.2)% and (110.7£15.9)% ,respectively.IL-1B changed the amplitude of I-V curves of
ion currents,but did not affect their shapes significantly.IL-1Ra did not impact the electrophysiological effect
of 1L-1B.Conclusion:IL.—1f involves in the neuroprotection of spinal cord neurons by IL-1 receptor—indepen-
dent pathway.
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