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[ Abstract] Posterior capsular opacification ( PCO) is a common complication after extracapsular cataract
extraction, which is drawing more attentions because of secondary vision loss, and the study on PCO pathogenesis
mechanism is a key for the targeting prevention and treatment of PCO. The study of PCO pathogenesis mechanism
showed that autophagy and apoptosis are associated with PCO ,and it was also determined that the activation of related
signal-transduction pathway plays an important role in PCO formation, for example, the release of inflammatory factors
and cytokines following cataract extraction activate the signal transduction and genetic transcription of lens epithelial
cells (LECs) and further promote the proliferation, migration and epithelial-mesenchymal transition ( EMT) of
residual LECs,which is a pathological basis of PCO. It is a challenge for us to investigate the effective treating method
of PCO basis on its pathogenesis. Up to now, the studies of drugs targeting PCO and genetic therapy which based on
the advances in epigenetics have made great progress. Ophthalmic researchers should pay close attention to the latest
trends of basic research, track the methodology and exploit the emerging spotlight, explore the novel means of
treatments of PCO,and expand the promising future of PCO prevention and treatment.

[ Key words]  Posterior capsular opacification; Epithelial cells, lens/pathology; Pathogenesis; Signal
transduction; Basic research; Prevention and treatment
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