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[ Abstract] Objective To establish a model of rat endotoxic pulpitis induced by Lipopolysaccharide (LPS) ;

to study the dynamic expression and location of Oct—4B in rat pulpitis model at different time; To evaluate the role of

Oct—4B on pulp injury and reparation in rat endotoxic pulpitis. Method The slides were made and the dynamic

expression and location of Oct-4B was examined by immunohistochemistry. Results

positive in the pulp fibroblasts and odontoblasts in 2 weeks. After 2 weeks,

fibroblasts. Up to 3 weeks,

it was weakly positive in odontoblasts and fibroblasts. Conclusion

Oct-4B was moderately
it was still positive in odontoblasts and

Oct-4B is

dynamically expressed in the rats with pulpitis, and may play an important role in the incidence, development and

recovery of pulpitis.
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Fig. 1 Expression of Oct-4B in rat pulpitis of 1 d
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Fig. 2 Expression of Oct-4B in rat pulpitis of 1 d
group (x 100)

Fig. 3 Expression of Oct-4B in rat pulpitis of 3 d
group ( x400)
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Fig. 4 Expression of Oct-4B in rat pulpitis of 3 d
group (x 400)
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Fig. 5 Expression of Oct-4B in rat pulpitis of 5 d
group (x400)
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Fig. 6 Expression of Oct-4B in rat pulpitis of7d group
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Fig. 7 Expression of Oct-4B in rat pulpitis of 2w
group (x 100)
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Fig. 8 Expression of Oct-4B in rat pulpitis of 3
weeks group (x 100)
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