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Research Advances of Fibroblast in Diabetic Wound Healing
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Abstract Diabetic skin is vulnerable. The delayed healing results from its complicated abnormal
pathophysiology process. The wound reduces the patient’s quality of life and makes it becomes a difficult and hot
pressing. Fibroblasts are one of the important components of skin tissue, the key and foundation to the wound
healing as well. In recent years, the study of the effect of diabetes on fibroblasts and its changes is developing
rapidly. It is found that the change of the diabetic fibroblasts in the wounds painless plays an important role. This
paper reviewed the effect of diabetes on FB and the changes of FB in wound healing in order to understand its
mechanism.
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Table 1 The mechanism of wound healing under the condition of high glucose

e R I

Role Mechanism

Pathological hyperglycemia states produce AGEs™
RAGE regulate FB activity!"!

Promote oxidative stress”; inhibition of FB growth!®!
Mediating amplification of the cell response to AGEs!""); prevent FB from

entering G»/M phase and promote FB apoptosis'”’; AGEs-RAGE reduces

ECM generation'®; glycosylated ECM inhibited FB adhesion and prolifera-

tion!

High glucose regulates the amount of FB®'*! Decrease in the number and activity of FB reduced its synthesis**; promote

its apoptosis'*”)

Disorder of collagen metabolism®! High glucose inhibits type I and III collagen secretion®; MMP-2/TIMP-21,

degradation of the ECM1™”; high glucose stimulates FB, leading to oxida-

tive stress of cellst!

Interfering oxidative stress®"

Reactive oxygen species cause FB migration and proliferation|

36]

[38-39'

’, apop-

tosisT*, ECM | ["*14
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