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Bartonella henselae is an agent capable of causing awide variety of disease syndromesand is
emerging pathogens that cause potentially fetal opportunistic infection in persons with AIDS.
The most common B. henselae-associated diseases are cat-scratch disease (CSD) and bacillary
angiomatosis (BA). B. henselae can be isolated from the blood of 4 to 70% of healthy cats
depending on its geographic region and the cat population concerned. However, cats are
considered to be asymptomatic after B. henselae infection, but with long-term bacteremia.  This
represents a significant public health threat, particularly for individuals with frequent cat contact.
Two angiogenic factors have been described to stimulate vascular proliferation, whichisa
common B. henselae induced lesion. One is vascular endothelial growth factor, a host cell
production factor, and the other is an outer membrane protein, amicrobial factor. Thus, anovel
bacterial two-step pathogenicity strategy has been proposed, in which the pathogen triggers
growth factor production for subsequent proliferation of its own host cells. B. henselae has also
showed the ability to invade endothelial cells. It also showed that B. henselae could induce
antiapoptosis in endothelial cells.  Two different genotypes of B. henselae have been
discriminate recently. It is still unclear which type is the dominant strain in either humans or
cats from different geographical areas. The various clinical manifestationsin human CSD cases
raise the possibility of type-specific differencein their virulence. Patients with B. henselae
genotype | infection were more likely to have vascular proliferative lesions of the liver and/or
spleen than were patients with genotype Il infection.  Therefore, B. henselae genotypes may
induce different pathological featuresin patients. In this study, B. henselae genotypes | and |1
both depressed the expression of Bax and Caspase-3 in order to suppress endothelial cells’
apoptosis. However, genotype | had better ability to suppress the expression of Caspase-3 and
genotype | had better ability to suppress Bax expression. B. henselae genotypes | and |1 could
also increased the expression of NFxB and Bcl-2 to increase endothelial cell proliferation.
However, genotype | induced better NFxB expression and genotype Il increase more Bcl-2
expression. These suggest that the various virulence between genotypes | and |1 probably was
due to the difference between them affected apoptosis-related genes differently.

Keywords. Bartonella henselae, Genotype, Apoptosis, Endothelial cells
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