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Effects of bacterial endotoxin on bio-morphology and OPG level of human gingival
fibroblasts on titanium plate
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[Abstract] Objective:To study the effects of bacterial endotoxin with different concentrations on human gingival fibroblast (HGF)
on titanium plate and its product osteoprotegerin (OPG), and to understand the healing function of endotoxin on soft tissue and bone
tissue of dental implants. Methods: Tissue block culture method was applied to culture human gingiva and gingival fibroblasts were
identified by immunofluorescence staining method. Endotoxin with different concentrations of 0,10 and 100 pg/ml were used to
stimulate HGF on the titanium plate and HGF morphology was observed by scanning electron microscope (SEM). ELISA was applied
to detect the OPG level. Results: Compare with the normal group,the HGF stimulated by endotoxin of 10 wg/ml had more cellular
pseudopods and cellular matrix secretion was increased. However, in the 100 pwg/ml endotoxin stimulated group,number of cells and
cellular matrix secretion were decreased significantly. ELISA method demonstrated that under the condition of low concentration,
OPG increased with the increase of endotoxin concentration. But the OPG level of 100 wg/ml group decreased significantly.
Conclusion: Low concentration of bacterial endotoxin can promote growth of HGF and secretion of cellular matrix OPG;whereas high
concentration of bacterial endotoxin can inhibit growth of gingival fibroblasts and decrease OPG level.
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Figure 2 Cells morphological changes caused by different concentration of bacterial endotoxin
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Table 1 The condition of OPG in the culture supernatant

of human gingival fibroblasts (pg/ml,X £ 8)

25 n OPG ¥k
0 pg/ml 21 7 2 615.69 + 463.15"4
1 pg/ml 2 7 4292.42 + 344.58*~4
5 pg/ml 21 7 531522 £211.20%*
10 pg/ml 2 7 6 421.86 + 416.15**
100 pg/ml 25 7 804.83 + 274.66"# 4

50 pg/ml ZHHH, *P < 0.05;5 1 wg/ml 4L H# P < 0.05;
55 pg/ml HHE, “P < 0.05;5 10 wg/ml 44 H#, 4P < 0.05,
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