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Involvements of the G1/S Checkpoint Genes in Pathogenesis of Keloid--- I. Comparisons of G1/S Checkpoint Gene Expressions in Paired

Normal/Keloid Tissues in the Same Patient
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Keloid represents one of the most common skin proliferation disorders in humans. The keloid formation usually occurs as a result of
hyperproliferation of fibroblasts after skin injury. Even though it is not considered a mailgnant skin disorders. However, the keloid fibroblasts
can be successfully implanted and grown in Nude mice. The results suggest an uncontrolled cellular proliferation process which escape the
normal cell cycle control. The cells from progressing into S phase which regulated by Cdkls such as: p21 and p27 genes. p21 gene was an
downstream regulator of p53 which can also control cell cycle progression. p27 gene was the inhibitor of cyclin/CDK complex which also
controlled the cell cycle progression. We were investigated the molecular mechanisms of keloid formation. When compare the keloid with
normal control skin tissue, We found the p21(2/6) and p27(2/6) genes mRNA was expression in keloid skin tissue. This result may show the p21

and p27 were involved in controlling G1/S checkpoint play a role in the pathogenesis of keloid.



