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* Polymicrobial diseases are resistant to common
antibiotic therapies and disrupt host immune

response. (Lamont & Hajishengallis, 2015) . ul ) e £ -
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durum are responsible for interference
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e Candida albicans (C. albicans) is an opportunistic
pathogen, forming a synergistic relationship with
Streptococcus mutans (S. mutans), elevating

plaque virulence. * C. durum significantly reduces C. albicans

\virulence in an in vivo model. (Figure 6)J
/ Conclusions \

Oral diseases are caused by dysbiotic host
environments including the virulent C.
albicans/S. mutans interaction.

 Herein we demonstrate the oral commensal
Corynebacterium durum’s interspecies
interaction with, and interruption of, the

\pathogenic C. albicans/S. mutans relationship. /
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Figure 3: Interspecies interaction of Candida albicans (yellow), Streptococcus mutans (red), and Corynebacterium durum (blue) in BHI and
Sucrose conditions.
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Ca Figure 6: Interference of C. durum with C. albicans

virulence in an in vivo Galleria Mellonella infection

Figure 5: Interference of C. albicans (Ca)/S. mutans interaction with 100uL (approx. 1.5 x 10-11) model. 10 larvae per condition tracked over 7-

of C. durum extracellular membrane vesicles (EMVs). Colony forming units (CFUs) of C. days, mean + SD plotted, (N) signifies undiluted

Figure 2: Healthy (left) and deceased / pigmented (right) albicans based on optical density after serial dilutions, n=3 biological replicates. <olution

Galleria Mellonella infection model. This research was funded by NIH-NIDCR grant DE021726, DE028252,
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