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Effect of GleNAc against activation of bacterial cryptic growth cells to mast cells
LIU Jun-kang, WU Xiao-lan, CHEN Jie, XU Qi-wang ( Research Center of Bio-wave, Department of Laboratory Medicine, Third
Military Medical University, Chongging 400038, China)

Abstract: Objective To demonstrate the inhibitory effect of GleNAc on the bacterial eryptic growth cells
(CGC) activating mast cells, Methods  E. coli. CGC was induced by Zinacef, in vitro taking the CGC acting
on mast cells as control. The antagonistic effect of GleNAe on mast cells activated by CGC with diflerent dosages
was demonstrated. Results The significant inhibitory effect of GleNAe against the activation of CGCon mast
cells was found as compared with controls, Conclusion  Certain dosage of GleNAc possesses the capacity of
stabilizing mast cells. This has laid a foundation for elucidating the therapeutic effect of GleNAe on irritable
bowel syndrome.
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