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[ Abstract]
of beagle dog with pulpitis. Methods

Objective To observe the effect of using baicalin as pulp capping agent in experimental models
Two healthy male beagle dogs were enrolled in the study. In each dog, 24
sound teeth were selected and induced with lipopolysaccharide (LPS) to establish experimental models of pulpitis,
which were then divided into 3 groups: baicalin group, Dycal group, pulpitis group. The dogs were sacrificed after 7
days (7 days group) and 30 days (30 days group). Histological methods were applied to assess the repair condition of
pulps. Results At 7 days after pulp capping, inflammatory reaction, disorderliness of tissue in baicalin group were
slighter than those in Dycal group, and the differences were statistically significant (<0.05). At 30 days after pulp cap-
ping, inflammatory reaction, disorderliness of tissue and the formation of reparative dentin in baicalin group were bet-

ter than those in Dycal group, and the differences were statistically significant (P<0.05). Conclusion The effect of

baicalin as pulp capping agents on experimental dog models with pulptis might be better than Dycal.
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