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Research progress of organelle degradation and its

mechanisms during lens development
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During terminal differentiation of lens fiber cells, nuclei and other organelles experience programmed elimination.
This process is essential for the maintenance of lens transparency. However, the mechanisms underlying lens
organelle degradation remain unclear. Identification of the mechanisms can provide a theoretical basis for
elucidating the pathogenesis of cataract and is expected to reveal new intervention targets for lens regeneration. In
this review, we discuss potential mechanisms and the process of lens organelle degradation.
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Figure 1 Organelle degradation and formation of OFZ in lens
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