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[ Abstract] Objective To discuse on suitable micro environment for the healing of non diabetic chronic
ulcer and diabetic foot ulcer, and the changes in the expression of promoting wound healing factor, such as epidermal
growth factor (EGF), vascular endothelial growth factor (VEGF) , to provide a theoretical basis for clinical treatment of
chronic ulcer. Methods A prospective randomized controlled trail (RCT) was conducted. 20 cases of non diabetic
chronic ulcer patients and 25 cases of diabetic foot ulcer admitted to the Fourth Hospital of Daqing City From January
2013 to January 2015 were enrolled. Two groups of patients were treated with debridement and dressing change daily,
and the technique of closed negative pressure with "window" was given after local infection control; temperature,
relative humidity, pH value, the wound area were measured before and after treatment of 3 days and 10 days, EGF,
VEGF were detected before and after treatment of 10 days by immunohistochemical expression. Results To the
end of the experiment, 2 cases of diabetic foot ulcer group fall off, 20 cases of non diabetic chronic ulcer group and
23 cases of diabetic foot ulcer group were included in the final statistics. Compared with before treatment, the changes of
wound temperature in the groups after treatment of 3 days and 10 days were not significant, and there was no significant
difference between the two groups (P > 0.05); with prolonged treatment, the two groups of relative humidity and pH values
were lower than those before treatment, the wound area were reduced after treatment. After treatment of 10 days, the
changes of relative humidity and pH value in diabetic foot ulcer group was more significant than that in the non diabetic
chronic ulcer group{relative humidity: (76.84 £ 1.93)% vs. (78.64 + 2.17)%, pH value: 7.84 £ 0.86 vs. 7.93 + 0.97]. The
extent of reduction of wound area in non diabetic chronic ulcer group was more significant than that of diabetic foot ulcer
group (cm’ 16.82 +2.11 vs. 16.84 + 2.02). After the treatment of 10 days, EGF and VEGF in the two groups were all
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increased in varying degrees compared with before treatment; the expression of the above indexes in diabetic foot ulcer
group was lower than those in non diabetic chronic ulcer group [EGF { x 10°, A value): 11.81 + 0.87 vs. 12.87 = 0.54,
VEGF (x 10, A value): 13.66 £ 0.89 vs. 1533 £0.97, P < 0.01). Conclusions The micro environment will change
in different stages of chronic ulcer healing and it is closely related to the healing time of the wound, especially the effect
of humidity and pH value on the healing of the wound. The increased expression of EGF and VEGF may be related to the

improvement of micro environment.
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