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Effects of anti-lipopolysaccharide egg yolk immunoglobulin on LPS in vitro

LI Qiang, ZHANG Yafping (State Key Laboratory of Trauma, Burns and Combined Injury, Institute of Burn Research, Southwest Hospital
Third Military Medical University, Chongging 400038 China)

Abstract: Objective To observe the effects of anti-lipopolysaccharide (IPS) immunoglobulin Y (IgY ) on LIPS
in vitro. Methods The direct in vitro neutralization of different concentrations of IgY and IPS was conducted for
the detection of the remained amount of LPS to observe the dose-effect relationship. The primary cultured human um-
bilical vein endothelial cells (HUVECs ) were cultured for 48—72 h after addition of certain concentrations of fluores-
cein isothiocyanate-IPS (FITC-IPS) and IgY. Changes of the fluorescent intensity in HUVECs were observed at dif-
ferent time points. After addition of certain concentrations of LPS and IgY for incubation with HUVECs for 4, 8, and
12 h, the changes of lactate dehydrogenase (ILDH ) activity were measured. Results The dose-effect relationship
was satiffactory when the ratio was 16 1. At 4, 8, and 12 h, fluorescent intensity was somewhat strong in FITC-LPS
group, but weak in IzY group, especially at 8 and 12 h. The LDH activity in medium increased obviously after incu-
bation for 8 h in IPS group (P<<0.01), but decreased in IgY group (P<<0.01). Conclusion Anti-LPS IgY can
antagonize LPS efficiently in vitro.
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1 FITCLPS 4h (X200)
Fig 1 Fluorescence in HUVECs at 4 h after binding to FITC-LPS (X 200)
2 FITCLPS 8h (X'200)
Fig 2 Fluorescence in HUVECs at 8 h after binding to FITC-LPS (<X 200)
3 FHFTCLPS 12 h (X200)
Fig3 Fuorescence in HUVECs at 12 h after binding to FITC-LPS (X 200)
4 IgY 4h (X 200
Fig 4 Fluorescence in HUVECs at 4 h after IgY antagonism (< 200)
5 IgY 8h (X 200)
Fig 5 Fuorescence in HUVECs at 8 h after IgY antagonism (X 200)
6 Igy 12 h (X200
Fig 6 Fluorescence in HUVECs at 12 h after IgY antagonism (< 200)
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