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[Abstract] Objective To investigate the anti-neoplasm effects of the combination of arsenic trioxide and
COX-2 inhibitor (celecoxib) on highly metastatic ovarian cancer cell line HO-8910PM. Methods In the in vitro test,
the HO-8910PM cells were treated with AS,O; or celecoxib or both agents. Cell proliferation was assessed by MTT as-
say. Cell apoptosis was detected by flow cytometry and Hoechest33258 fluorescence staining. In the in vivo test, the
nude mice bearing transplanted tumors were divided into control group, AS,O; group, celecoxib group, and AS,O; plus
celecoxib group, and were intraperitoneally injected with AS;O; and (or) intragastrically administered with celecoxib.
The weight of xenografts was measured after treatment and the inhibition rate was calculated. Results Dose-dependent
anti-proliferative effects were observed in MTT test. The ICs, value of AS,O; was 65.48 pmol/L, and that of celecoxib
was 49.13 umol/L. When celecoxib and AS,O; were applied simultaneously, the proliferative inhibition rate was high-
er than that of the group treated with celecoxib or AS,O; alone (P<0.05), and the ¢ values were 3.23 and 2.42, respec-
tively, both of which were greater than 1.15. The apoptotic results of flow cytometry and Hoechest33258 fluorescence
staining proved the prior results from MTT test. In the in vivo test, there were no significant differences between sin-
gle-agent group and two-agent group, but the average tumor weight of the two-agent group was also the minimum in
the four groups. Conclusion There are synergistic effects when arsenic trioxide and celecoxib are used in combina-
tion in highly metastatic ovarian cancer cell line HO-8910PM. The combined regimen of the two agents is worth fur-
ther research.
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Experimental study of baicalin as pulp capping agent in beagle dogs. YAN Jia ', XU Jing—jing ', CHEN Yue—yuan ',
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Shenzhen Shekou People’s Hospital, Shenzhen 518067, Guangdong, CHINA

[ 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.

[Key words] Pulpitis; Pulp capping; Baicalin
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