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WFFERR O (30) -

oxLDL opsonized with anti—phospholipid promotes production of proinflammatory cytokines
by DCs and NK cells and thus may participate in the pathogenesis of atherosclerosis.
Opsonization of oxLDL by anti—phospholipid could provide a mechanism to help explain why

periodontitis patients are more likely to develop atherosclerosis.
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(Data not shown)

I EofEREZF L5 &, anti—phospholipid
PURIZE O A7V = fk L7zoxLDLIZ, #EIRHH
faz X 0iEM b L, NKREAEH & ORIRIEMEY
A NIA L OFEAZRE LT, BREESRIC
X o THIE S 7R MR IC X D5 e & o
AR (FRICTh-1508) 1%, BRME(LIEDHRK
D—iEH > LBELZHND.

AEIOFER LY HWEREEIZBIT S
anti-phospholipidfiifli ® _EH-23, KIER IS
ZHEGR L, OV CIRENIREE L SE D HEAT & e
T 2R EEMEDSRIB X 7.

5. FRRERLE
(WFgeiRFE . WFZEsHE K OV EERF 22 512
X THR)

(MERERm S0 (BFO )
(F=%ER) FHofF)

() o)
(PE 36 M PEAE )
OmIRAL (GO0 1)

YN
FE
HERF
FH¥H -

HFa
HFEFEA A -
EPNSk DR -

ORI (G0 1)

YN
FE
HERFE
FH¥H -

HFa
JiygEX ey s =
ENS DRI -

(D)
A== Jp L



6. HFFTHEAE

(D) RFTE

Z )1l ft (HISHIKAWA TOSHIMITSU)
FHIFPERT - i - FEH EhREAD
IEEF S 10421249

(2) Wrge oz
L
(3) I HEMF 2T
L




