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Mercury in blood and X-ray microanalysis of deposit in neutrophils of

Behcet’'s disease

Mivata Mikio¥, Ogava Yasunori%, Miyazawa Shichirouk
*Department of Ophthalmology, #**%Electron Microscope Laboratory,

School of Medicine, Kitasato University

Heavy metals in blood have been considered for the possible cause
or the posible affecting factor of Behcet’'s disease. In this study,
the content of mercury in the blood of Behcet’s disease vere compared to
that of the healthy adult control. The average value of mercury vas
9.408+2. 1424 g/dl ( mean * satandard deviation ) in blood of 12
patients with Behcet’'s disease and 1.317+0.5244 g/dl ( mean *= standard
deviation ) of 12 normal controls. Though the differnce was not
significant, but tended to increase as Cr, Co and Pb as previously
reported. Furthermore, electric high density deposit in the neutrophil
leucocyte of Behcet’s disease was applied to X-ray maicrolnalysis. The
deposit contented Cl, Hg, Pb and Si. On the otherhands, there is no

such abnormal deposit in that of helthy adults.
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x3 1 OmASHER

f2% 3+ 1 means+SDs
Se 58 ng/ml  (131.2+32.4ng/mi)
Cr 66 ( 37.6115.2 )
Pb 76 ( 67.4%24.1 )
Co 28 ( 21.3%+ 8.2 )
Hg 12 ( 13.2% 0.52 )

x4 fER 20mESHER

¥t {Emeans+SDs
Se 63 ng/mt (131.2+32.4ng/mi)
Cr 103 ( 37.6x15.2 )
Pb 119 ( 6741241 )
Co 26 ( 21.3% 8.2 )
Hg 67 ( 13.2£0.52 )
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Infection of gnotobiotic mice with an Streptococcus sanguis strain associated
with Bechet’s disease - Pathogenesis of oral mucocal damages

Emiko Isogai (Health Sciences University of Hokkaido, Dept. of Preventive Dentistry),
Hiroshi Isogai (Sapporo Medical University, Division of Experimental Animals), Kennji
Yokota (Okayama University, Dept. of Microbiology), Keiji Oguma (Okayama University,
Dept. of Microbiology), Koichi Kimura (Sapporo Medical University, Dept. of
Microbiology), Toru Kubota (Sapporo Medical University, Dept. of Microbiology),
Nobuhiro Fujii (Sapporo Medical University, Dept. of Microbioclogy), Satoshi Kotake
(Hokkaido University School of Medicine, Dept. of Ophthalmology), Koji Yoshikawa
(Hokkaido University School of Medicine, Dept. of Ophthalmology), Shigeaki Ohno
(Yokohama City University School of Medicine, Dept. of Ophthalmology)

[Purpose] Behcet's disease (BD) is multisystemic disorder presenting with recurrent
oral and genital ulceration as well as uveitis often leading blindness. The etiology and
pathogenesis of this syndrome remain obscure. We found that the proportion of
Streptococcus sanguis in the oral flora of patients with BD singificantly increased as
compared with the controls. The clinical isolates have different characters genetically,
antigenically and biologically from those of ATCC strains. The activation of
neutrophils correlated with an increase in the proportion of S. sanguis. The patients
show hypersensitivity in skin tests with the streptococcal antigens, and sometimes
symptoms typical of BD are provoked by an injection of the antigen. The aims of this
study were to produce experimental mouse model with infection of 8. sanguis, which is
thought to be candidate for BD, and to examine the mechanism of pathogenesis for oral
ulceration. After heat shock, the effect was examined in this mouse model. [Methods]
S. sanguis strain BD 113-20 was inoculated to oral cavity of germ-free IQI mice. After
bacterial inoculation, saliva samples were collected from each mouse and colonization
ability was assessed by determining the level at which a strain persisted in the saliva.
Total ATP in the saliva was also monitored by HY-LITE system. Cytokine assay (IL-2,
IL-6, TNF- «, IFN-¥) was done by ELISA. [Results] In heat shock group of
gnotobiotic mice inoculated with a S. sanguis strain BD-113-20 , the bacteria colonized
oral cavity at 107%/ml saliva. Colonization was persistent even if the inoculum size was
small (10%/mouse). Inflammatory cytokines were detected in oral inflammatory sites of

these mice. However, the mice without heat shock shoed no cytokine responses, similar
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to what was found for controls. Systematic immune response was observed in heat
shock group of the gnotobiotic mice, but not in others. [Conclusion] & sanguis can
infect in oral cavity persistently, via powerful activity of colonization. Pretreatment of
heat shock enhanced the inflammatory response of oral mucosa in the gnotobiotic mice.
Systemic immune response such as T cell activation occurred in these mice.

Lymphoepithelial communication may be important in the progress of the disease.
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