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(G N Objective

pseudomallei (Bp) under different concentrations of glucose and to explore the effect of O-GlcNAcylation on host’s anti-

To investigate the changes of the anti-infective ability of A549 cells against Burkholderia

infective ability. Methods A549 cells were cultured in DMEM medium containing 0,1,5. 5,20 mmol/L glucose respec-
tively,and infected with Bp under these conditions. After 24 hours of infection,the A549 cells were stained with Giemsa,
the plaque area and the number of multinuclear giant cells(MNGCs) were observed under microscope. The cell viability
was detected with CCK-8 kit,and O-GlecNAcylation was detected with Western blot.  Results With the increase of glu-
cose concentration,the plaque areas and the number of multinuclear giant cells of A549 cells decreased (all P<Z0.01),
while the cell survival rate and the level of O-GlcNAcylation increased (P <C0. 05). Conclusion Glucose can enhance

the anti-infective ability of A549 cells against Bp and speculated that O-GlcNAcylation plays an important regulatory role,

but the specific mechanism should be further explored.
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Fig. 1 Establishment of A549 cell model infected with HNBp001
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Fig.3 Establishment of A549 cell model infected with HNBp001
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Fig. 4 Expression regulation of OGA and OGT
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