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Application of cobra venom factor in life sciences
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Abstract: The complement system is an important part of the immune system. It plays an important role in innate
and adaptive immunity. Excessive activation of the complement system may cause inflammation and tissue injury.
Especially, uncontrolled activation of the alternative complement pathway is deeply involved in the pathogenesis of
many diseases. As a specific activator of the alternative complement pathway, cobra venom factor isolated from
cobra venom is important in the complement-related research. In this paper, application of cobra venom factor in
life sciences is reviewed.
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