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2. AIM @

To identify the molecular mechanisms in
C. glabrata that contribute to biofilm
formation and antifungal drug resistance,
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DEADLY, DRUG-RESISTANT CANDIDA INFECTIONS
Candida glabrata thrives as a normal flora in healthy
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=], 5.CONCLUSIONS

v Adaptation of biofilms to the alternative carbon source acetate is achieved by a
considerably downregulation of various metabolic processes.

v" Dissecting the RNA-seq data allowed us to recover the essential pathway biology
behind fluconazole resistance in biofilms formed in the presence of acetate.

v Understanding and targeting some of these pathways is potentially useful for
developing diagnostics and new antifungals to treat biofilm-based infections.
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4.4 Validation of RNA-seq results

To validate the findings from our RNA-Seq analysis, we -5.0 1.0 5.0

performed gPCR for 5 putative acetate transporters:
ADY2a, ADY2b, FPS1, FPS2 and ATO3.

ADY2a
ADY2b
FPS1
FPS2
ATO3

gPCR results are in agreement with the results from

the RNA-Seq analysis.
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