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Abstract: Precise control of protein expression and its degradation are critical in maintaining cell functions. Proteins are
identified and marked for degradation once their functions are inconsistent or errors occurred during synthesis, which ensures
a stabal environment for cell survival. Protein degradation in cells relies on the identification of specific amino acid se-
quences or conformational changes by the protease system. Based on this property, a technique called ‘Degron’ that can in-
duce protein degradation rapidly and reversiblly in vivo has been developed in recent years. Degron can be used to target and
regulate almost all kinds of proteins, so it serves as a powerful tool for studying the function of proteins and the mechanism
of cellular signals. This paper summarizes the principles and progress in this field, and introduces several successful Degron
systems as well.
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Fig. 2 Schema of auxin-inducible Degron technology
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