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ABSTRACT Objective: To explore the effect of different concentrations of oxygen in LPS/ATP induced pyroptosis of bone marrow
derived macrophages. Methods: To extract the bone marrow derived macrophages of C57BL/6 mice and cells were primed with 1 pg/ml
LPS for 24 h, and then treated with 5 mM ATP for 4 h. IL-1$ levels in the cell supernatants were determined using a commercially
available mouse IL-18 ELISA kit. Give cells 40 %, 60 % or 100 % oxygen inhalation after 5 mM ATP stimulation and determine the
IL-1pB 1levels in the cell supernatants. Results: ELISA test showed IL-1p levels in the bone marrow derived macrophages supernatants
were greatly increased after the stimulation of 1 pg/ml LPS and 5 mM ATP (P<0.001) and were declined after the stimulation of
caspase-1 inhibitor AC-YVAD-CMK (P<0.001). ELISA test also showed IL-13 levels in the bone marrow derived macrophages
supernatants were notably declined after the 1.5 hours stimulation of 40 %, 60 % and 100 % oxygen inhalation followed the stimulation
of 5 mM ATP. Conclusions: Hyperoxia inhibits the pyroptosis of bone marrow derived macrophages.
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Fig.2 Change of serum IL-1@ level in the cell culture supernatant in bone

marrow derived macrophages induced by LPS and ATP detected by ELISA
Note: ***P<0.001, compared with Control group.
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Fig.3 Change of serum IL-1@ level in the cell culture supernatant in bone
marrow derived macrophages induced by LPS, ATP and caspase-1
inhibitor AC-YVAD-CMK detected by ELISA
Note: ***P< 0.001, compared with Control group; ##P<0.001, compared
with LPS/ATP group; P<0.001, compared with LPS/ATP+YVAD group.
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Fig.4 ELISA test for the cytokine IL-1 variation in the cell culture
supernatant with 40 %,60 % and 100 % oxygen intervention
Note: ***P<0.001, compared with Control group; ### P< 0.001,
compared with LPS/ATP group.
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