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Fig.1 Transmission electron microscopic observation of the morphology of SW480 cells with LPS and/or
catalase treatment
A: Normal cells and mitochondria, without apoptosis (Original magnification: X6 000); B: Catalse-
pretreated cell with normal mitochondrial and without apotosis (Original magnification: X1 200); C: LPS—
stimulated cells with obvious mitochondrial swelling and cell apoptosis; D: Catalase—treated cells with LPS
stimulation with slight mitochondrial swelling and early—stage cell apoptosis; LPS: Liposaccharide
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Fig.2 Results of immunohistochemical staining of the SW480 cells treated with LPS and/or catalase;
A: Control group (Original magnification: X400); B: LPS group(Original magnification: X400); C:
Catalase—pretreated group (Original magnification: X400); D: Catalase therapy group (Original magnification:
X 400)
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Fig.3 Positivity rate of NF-kB in SW480 cells after LPS and/or catalase treatment
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