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Gene polymorphism in PLAP-1regulates inflammation of periodontal

disease.
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RETF ) AN A& HNT, in vivo HEZ PLAP-1 Bln 2B EF L ORESE LT > T
W5,

22 R OMEEE  (¥3C) : PLAP-1 inhibited LPS—induced inflammation with mouse periodontal
ligament cells(MPDL22). In addition, the D14 allele of PLAP-1 inhibited LPS—induced
inflammation more strongly compared to the D13 allele of PLAP-1. However, there was no
significant difference of LPS—-induced inflammation between PLAP-1 deficient mice and wild
type mice. Now, I try to make the mouse model of periodontal disease which can elucidate
the correlation between polymorphism in PLAP-1 and periodontal inflammation with D13-
and D14-PLAP-1 expressing adenovirus system.
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