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MEEER (EX) The investigation on the function of cementblast marker gene,
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F-spondin (SPON1) ® # Lk 2 51T HHERE & fiFH 9~ 5 7= D12, in vivo 3 L OV in vitro T
Wiata47->7-, Invivo CTld, FT7 AV xz=v 7~ 7 A(SPON1-Tg) & {ERL L. RILHD
v A2 NEFEAAEZ wild type & Hbit L, SPON1-Tg (28 W TEREOHMNERD HilT-,
In vitro TlIt bt A2 FEEfIE (HCEM) (& BMP7 Z#N9% & OPN 35 LU BSP @
FEOWEMMPRO LIV, T E TOFEAX ORER L, SPON1 X BMP7 % 75 S H 4K
{bZFHEET L5 ENRS T, —J7, oA B ol LPS Bl L 0 | o JE e &
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To elucidate the function of f-spondin (SPON1) in the periodontal tissue, we researched
in vivo and in vitro. In vivo, we made transgenic mouse (SPON1-Tg), and compared the
amount of periapical cementum formation of SPON1-Tg with that of wild type.
SPON1-Tg showed the slight increase of the cementum formation. In vitro, this
experiment showed that expressions of OPN and BSP in human cementoblast-like cells
(HCEM) were increased by BMP7 peptide. On the other hand, the expression of IL-6
and production of PGE2 induced by Aa-LPS in HCEM and SPON1 overexpessing HPL
cells were significantly inhibited as compared with periodontal ligament cells. These
results suggested the possibility that SPON1 would control not only the calcification
but the inflammation.
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