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Figer. 1 Weak oral bacteria.
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Figure. 2 Oral conditions of Buerger disease patients (two recent cases).

A: 34-year-old male Buerger disease.
B: 55-year-old Buerger disease.
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Figure 3

Platelets may play a vital role in trans-
portation of the oral bacteria to the ves-

Engulfment and platelets aggregation mass sels.
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Figure 4 Schema of the oral bacteria and platelets reaction.
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Figure 5 A hypothesis of Buerger disease development.
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Weak Oral Bacteria and Vascular Lesions
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Weak oral bacteria represented by periodontal bacteria have been demonstrated in various vascular lesions. Such

regions are various: in the atheroma, thrombus of the occluded artery of Buerger disease, abdominal aortic aneurysmal

wall, and varicose veins. Serum titer levels are now available for study in each bacterium and have shown a significant

relationship with severity and individual differences. It is estimated that lymph vessel openings catch the bacteria on

the pathway from the mouth to the blood stream and then carry them to the vein of the venous angle near the supraclav-

icular area. Among periodontal bacteria, a typical one, P. gingivalis, strongly activates the platelets and causes them to

mass, including bacteria inside, without phagocytosis. At that time, cytokines and serotonin are discharged. Platelet

engulfment was clearly demonstrated in electron microscopy. An animal study using rats showed small arterial throm-

bus formation after continuous intravenous infusion of the Pg bacteria for 2—4 weeks.
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