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[Abstract] Objective: To investigate the dynamic expression of TLR4 and its signal pathway in trigeminal ganglia
(TG) by using a temporomandibular joint inflammation (TMJI) animal model in rats, and further to explore the
role of TLR4 signal pathway involved in the neural immune response during process of TMJI and accompanied pain.
Methods: Rats model of TMJI were established by intra— articular injection of Freund's adjuvant complete. His-
topathological examination showed the progressive pathological changes in the TM] were detected by HE staining,
and the expression of TLR4 or MyD88 in TG were observed by immunohistochemistry. Results: The expression of
TLR4 and MyD88 in TG increased significantly post TMJI. Correlation analysis showed low correlation between
TLR4 and MyD88 expression. Conclusion: TLR4 — MyD88 signal pathway in TG involved in neural immune re-
sponse during TMJI. The signal transduction of activation of TLLR4 in neurons may be mediated by MyD88 depend-
ent pathway.
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Fig. 1 Schematic diagram of establishment of TMJI model in rats.
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Fig. 2 HE staining showed the CFA — induced pathological pro-

gress in temporomandibular joint (X 40).
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Fig. 3 Dynamic expression of TLR4 in TG post TMJI (X 20).
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Fig. 4 Dynamic expression of MyD88 in TG post TMJI (X 20).
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