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To determine the effect of the tumor necrosis factor-a ligatured to induce periodontitis. The PD+infliximab group
(TNF-0) in odontoclast formation, we administrated a TNF-a was intrapenitoneally administrated by infliximab (5 mg/kg).
inhibitor in rats with diabetes rats with periodontitis. The rats On days 3 and 20 after the ligature administration, odontoclast
included in the study were divided into three groups: control formation along root surfaces was evaluated by tartrate
rats without diabetes or periodontitis (the C group), rats with resistant acid phosphatase (TRAP) staining and cathepsin K
periodontitis and diabetes (the PD group), and rats with immunohistochemistry. On day 3, the number of TRAP- and
periodontitis and diabetes treated by infliximab, the TNF cathepsin K-positive cells increased more so in the PD group
inhibitor (the PD+infliximab group). The PD and PD+ than in the C group. The PD+infliximab group showed a lower
infliximab groups received intravenous administrations of number of positive cells than the PD group. There was no
streptozotocin (STZ, 50 mg/kg) to induce diabetes. After 7 difference in all the groups on day 20. On day 3, the
days of STZ injections, the mandibular first molars were cathepsin-K positive multinucleated and mononucleated cells

were higher in the PD group than in the C group. The number
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?Z?dfggngnzigg S;g;l(l) ! lff;i 22 }_{26_1;‘;21;?70925(’”3 distal surfaces than the ¢ group. The Cathepsin K-positive
E-ﬁlail: yu618@yuhs,5c . cells of the PD-+infliximab group were lower than that of the
ORCID : 0000-0002-0045-9597 PD group in furcation. These results suggest that TNF-a
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Fig. 1. TRAP-positive cells along root surfaces. A) Representative
images of TRAP-positive cells along root surfaces (black arrow)
in the PD and PD+infliximab groups on day 3 (TRAP stain; scale
bar = 100 um). B) The number of TRAP-positive cells on days 3
and 20 in the C, PD, and PD+infliximab groups. * P < 0.05
compared with the C group. ** P < 0.05. AB; alveolar bone, C;
cementum, D; dentin, PDL; periodontal ligament, N; number,
ODs; odontoclasts.
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Fig. 2. Cathepsin K-positive cells along root surfaces. A)
Representative images of cathepsin K-positive cells along root
surfaces (black arrow) in the PD and PD+infliximab groups
(cathepsin K immunohistochemistry; scale bar = 100 um). B) The
number of cathepsin K-positive cells on days 3 and 20 in the C,
PD, and PD+infliximab groups. C) The number of cathepsin
K-positive mononucleated cells and multinucleated cells on day
3 inall groups. * P <0.05 compared with the C group. ** P <0.05. AB;
alveolar bone, C; cementum, D; dentin, PDL; periodontal ligament,
N; number, ODs; odontoclasts.
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Fig. 3. Cathepsin K-positive cells along mesial, furcation, and
distal root surfaces. A) Representative image of mesial, furcation,
and distal root surfaces in madibular first molar (black dotted
lines; cathepsin K immunohistochemistry; scale bar = 100 pum).
B) The number of cathepsin K-positive cells in the C, PD, and
PD-+infliximab groups on day 3. * P <0.05 compared with the C
group. ¥* P <0.05. N; number, ODs; odontoclasts.
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