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BCK< Buerger I OIRPIMEZ R 9 2 E VR S u7e,  F 72 Formyl peptide receptors (FPR)1
TCCCT haplotype i3 Buerger i DM 2~ d 2 LAV RE Iz, LLEXY | TLR-MyD88
pathway (31 &5 & Buerger J5 DR REIZ FIRFIZBIo > T\ 5 2 & 35 KO &S & Buerger i &
DIFFEF AT BT B R 0E RS- LTV D 2 L AVRIB S Tz,

WFFEEk R OBEE (330) : Myeloid differentiation primary-response protein 88 (MyD88) is a key
signaling adaptor for all Toll-like receptors. The frequency of GG genotype was significantly lower in
the Buerger’s disease patients than in the controls. The frequency of Formyl peptide receptors (FPR)1
TCCCT haplotype was significantly higher in the Buerger’s Disease patients than in the controls. The
results of the current study suggest that TLR-MyD88 pathway and bacterial infection immunity play a
role in the mechanism of pathogenesis of Buerger’s disease as well as periodontal disease.
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M S, BD BEILHEEHRE KT D
1gG Hikfi b AEICEH W L2 R L7z, =
Mo OFRIL BD IRREEEIC ST 5 7 T Lz
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BEIZE P> To, ZOWFEN 5 CD14 & HLA
B F2ANTE HI2BD ERFEH L, o
NRR DD Z LI LTz, Bk o—Eofk
B3 BD ORIEICIH VT, MIERGE & Zhis
B 5-3 2 B ARSI & 50y o0 W 5 A3 H 5
ThDHIENTEINDN, BD BIEA T =
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