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Abstract; Clostridium welchii produces a variety of toxin proteins such as tissue toxins and neurotoxins, causing
intestinal diseases such as food poisoning and necrotic enteritis. The major toxins produced by it include a toxin,
B toxin, O toxin, & toxin, U toxin, enterotoxin and necrotic enterotoxin B. Alpha toxin is the main virulence factor
of Clostridium welchii. Tt is a multifunctional metalloenzyme that relies on zinc ions and has phospholipase C
activity, which can cause gas gangrene and food poisoning. Beta toxin can cause necrotic enteritis and

enterotoxemia in humans and animals. Epsilon toxin can cause enterotoxemia in sheep and goats, and iota toxin is
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the main cause of enteritis in rabbits. Enterotoxin can cause human food poisoning and dysentery while necrotic

enterotoxin B mainly causes necrotic enteritis in chickens. Toxins of Clostridium welchii cause cell death by

interacting with receptors on the target cell membrane to activate intracellular signaling pathways. Cell death

caused by Clostridium welchii mainly includes apoptosis, cell necrosis and necroptosis. This paper describes the

mechanism of cell death caused by Clostridium welchii in order to provide valuable reference for the in — depth

study of Clostridium welchii.
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