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Involvement of endosomal Toll-like receptors in the development of neuropathic pain
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3d mice have defective signaling via TLR3, TLR7 and TLR9 due to the mutation of Un
c93bl. In this study, the roles of these receptors on the induction of neuropathic pain were elucidated us
ing 3d mice. 3d mice had statistically significant higher pain threshold as comparison with that of wild-t
ype mice. In wild-type mice, the mean expression levels of inflammatory molecules in the spinal cord were
significantly increased following peripheral nerve injury. In contrast, the mean expression levels of anti
-inflammatory molecules were significantly increased in the spinal cord of 3d mice following peripheral ne
rve injury. These observations suggest that spinal microglia of wild-type mice polarize to M1 phenotype fo
Ilowing peripheral nerve injury through activation of TLR9. On the other hand, spinal microglia in 3d mice
polarize to M2 phenotype following peripheral nerve injury, inducing resistance to neuropathic pain.
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