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WFZERRFEOME (i3 « #E %8 CO Wntba mRNA BB AT ~7- & 2 A, s H)E
Ak & s LT, 18 A SRR 2 5 T Wntha mRNA OFELAEIZ EH- LT
72, b MHECRMAL THP-1 1238\ T, P gingivalis LPS #5345 D Wnt5a mRNA #3173
HREICEH L, v FHECRHE THP-1 (238 C P, gingivalis LPS 535 O Ik Ba 73 #% .
P L O Wntba FEHLIT NF-xB FrE AU EANC L 0 #f < 4v, P gingivalis LPS #5350
NF-kB ® DNA ~OUREIEMEIFAEIZ EA L7, S 612, IFN-y i% P gingivalis LPS
O Wntba PEA Z FHFERICHIR S B 72, £72 STAT1siRNA 2\ 5 Z L1280,
STAT1 1% P, gingivalis LPS 355 D Wntba BB HE e & E 2 R+ Z LR,

BFFERL T OBEZE  (J£30) : Wnt5a mRNA expression was up-regulated in chronic periodontitis tissue as
compared to healthy control tissue. P. gingivalis LPS induced Wnt5a mRNA in the human monocytic cell line
THP-1 with a peak at 4 hrs after stimulation. P. gingivalis LPS induced higher up-regulation of Wnt5a mRNA
than E. coli LPS. The LPS receptors TLR2 and TLR4 were equally expressed on the surface of

THP-1 cells. P. gingivalis LPS induced IkBa degradation and was able to increase the NF-kB binding activity
to DNA. P. gingivalis LPS-induced Wnt5a expression was inhibited by NF-kB inhibitors, suggesting NF-kB
involvement. Furthermore, IFN-g synergistically enhanced the P. gingivalis LPS-induced production of
Whnt5a. Pharmacological investigation and siRNA experiments showed that STAT1 was important for P.
gingivalis LPS-induced Wnt5a expression. These results suggest that the modulation of Wnt5a expression
by P. gingivalis may play an important role in the periodontal inflammatory process and serve a target for the

development of new therapies.
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