#R= C-19
HEREMHBIEHRRRBESE

SR 2 34E5 H 1 0 AEE

MEEES - 13101

MIEiER - ZEwE (O

BFZEHR : 2008~2010

EHEES 20592426

MZEEER (X)) AKX EBARELERE RO EYFHBEE 2 EH T 5 — A
VHE—T 2 —RE B AT

MZEREERL (EX) Biologic pathways for the relationship between periodontitis and
cardiovascular disease

MERERSE

ZERA FE— ( TABETA KOICHI )
FiRaRE MEHEERE
MEEES : 20401763

TR O (Fns0) -

B~ U RAET VAW BITIC W T, P gingivalisd DY 3 42 5 1) 70 SR NE i
BaihE L, BREERIC BT 2B FRBELOZITNZ, MiEEE OBRIELIE U R 7 % @&
LHM~OEBEFHFEST D Z LRI N, BIREEEIERE & DR ORE A = AL L L
T, AFERGENIEERMEC TG T2 LWVERRN G LN, £l DU 7 L OREICD
W TRRRS A flkfe L T B,

WFZERk R o2 (3530) : Periodontal infection itself does not cause atherosclerosis,
but it accelerates it by inducing systemic inflammation and deteriorating
lipid metabolism, particularly when underlying hyperlipidemia or
susceptibility to hyperlipidemia exists, and it may contribute to the
development of coronary heart disease. Further study is undertaken
related to aging.
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