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Chapter (1):

Anatomy and Physiology of Limbal Stem cells

Limbus and Stem Cell Anatomy and Function

The limbus is the anatomical transition of sclera and

conjunctival epithelium into cornea and is believed to be the

location of the epithelial stem cells of the cornea.At the limbus,

the stratified columnar conjunctival epithelium moves to the

stratified squamous epithelium of the cornea, and the vascular

substantia propria of the conjunctival epithelium ends in a rich

vascular limbal plexus. The vascular plexus is believed to be

important in providing nutrients and oxygen to the mitotically

active limbal stem cells. Additionally, the limbus may function

to restrict conjunctival cells from the corneal epithelium. The

stem cell population responsible for repopulation of the corneal

epithelium remains poorly described.[1]

Early studies documented a centripetal movement of

corneal epithelial cells from the limbus to the central cornea,

suggesting that proliferating precursor cells were present at the

limbus. The concept of limbal based stem cells was further

supported by the observation that it was impossible to create

permanent corneal epithelial defects in laboratory animals


