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Fig. 1. Possible mechanisms of microbial adherence through
DLVO theory.
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Fig. 2. Stabilization of microbial adherence by polymer bridging
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Nkawa, H et al.: Archs Oral Biol 38, 631-634, 1993

Fig. 4. Biofilm formation of C. albicans on uncoated control (a), saliva-(b) and serum-(c) coated acrylics.
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Fig. 5. Effects of serum concentration in saliva on Candida biofilm formation.
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Fig. 6. Biofilm formation of C. albicans on uncoated control (a), saliva-(b) and serum-(c) coated denture materials.
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Fig. 7. Blastospore-blastospore (D) or - hyphal coadhesion (@), and adhesin expression () were observed in biofilm.
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Fig. 8. A method to quantify thigmotropic reaction of C. albicans.
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Fig. 9. Ability to form hyphae of Candida spp. well-correrated with biofilm formation on pellicle-coated sample.
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Fig. 10. Cytokine production of HGEC against C. albicans.
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Fig. 11. Effects of rhIL-1 ¢ and anti-IL-1 @ on IL-8 production of HGEC.
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Fig. 12. SEM observation on HGEC and C. albicans interaction.
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Fig. 13 . Changes in distribution of ICAM-1 of HGEC, in response to C. albicans hyphae.
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Fig. 14. Effects of ati-ICAM antibody on the adhesion between HGEC and C. albicans (a), and expression of mRNA of

ICAM by HGEC after C. albicans load.
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Fig. 15. Effects of anti-ICAM on IL-8 production of HGEC.
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Fig. 16. Effects of anti-IL-1 @ antibody, anti-ICAM antibody,
and their synergistic effects on IL-8 production of HGEC.
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Fig. 17. Hypothesis on mechanism of HGEC response to C. albicans challenge.
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Candida albicans is the most common fungal opportunistic pathogen in humans. The AIDS epidemic,
improved life-sustaining therapy, and aggressive anticancer therapy have contributed to a rise in the number
of severely immunocompromised patients. This has led to an increase in oral and systemic fungal infection.
Several factors, such as adherence, persistence, dimorphism, germ tube formation, and/or contact sensing,
phenotypic switching, interference with the host defense system, synergism with bacteria, and the
production of hydrolases or other metabolites, have been proposed to be virulence factors of this fungus.
Among these virulence factors, adherence and persistence are thought to be the most important, since the
colonization and subsequent biofilm formation of oral surfaces may serve as a reservoir for disseminated
infections, such as aspiration pneumonia and gastrointestinal infection. In the review, we summarized the
factors involved in the Candida albicans biofilm formation.
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