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Expression of cell cyce positive and negative regulators in wound healing and the relat-
ed significance

DI Yan-fei, ZHU Xu-dong, HU Cheng-xiang, WANG Zheng-guo (Deparment 4 Research Institute of Field Surgery, Daping Hospital
Third Military Medical University, Chongging 400042, China)

Abstract: Objective To observe the expressions of cell cycle positive regulators Cyclin Di, Cyclin E, CDKa,
W16
significance. Methods Open wounds of full-thickness skin in rat back were adopted as wound model. Wound tis-

CDK4 and the negative regulators pZIdpl, p27 and plSink4h during wound healing process and the related
sues were harvested at postwounding days 3, 5, 7, 9, 11, 14, 21 and 30. The expression of Ki67 in granulation tis-
sues was detected immunohistochemically. The patterns of the expressions of Cyclin Dy, Cyclin E, CDK,, CDK4 and
p21 cpl , p27k1pl , p16ilk4a’ p 15ilk4b
took place predominantly within the first week after injury, with proliferating peak occurring at postwounding day 5.

were detected by Western bloiting. Results  Cell proliferation in granulation tissue

There were no dramatic variations for expressions of Cyclin Dy, CDK, and CDK4 during wound healing process. Up-
inkda

regulated Cyclin E was maintained from days 3 to 11 after injury, then down-regulated. No expressions of p16 and
plSi"k‘u) were found. It was found that p21dpl was expressed temporarily only from days 7 to 14, with peak observed at
day 9. Constitutive p27kipl was expressed throughout wound healing process with low levels in proliferating period of
days 3 and 5 but with dramatically increased levels during post-mitotic and remodeling stage. The expressions of
p21 @ p27kipl did show inverse gradient to that of Ki67. Conclusion During wound healing process, p21“ipl as well
as p27kipl play a supervising role in preventing hyperproliferative tendency in tissue repair.
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Fig 1 Immunohistochemical analysis of expression of Ki67 in granula-
tion tisue after wounding of 3 days. The positive cells are ob-
vioudy nuclear staining (DA BX 400)
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Fig2 Percentage of Ki67 positive cells in granulation tissue
after different days of wounding
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Tolerance of lipopolysaccharide related to the expression changes of TLR4 mRNA
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