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View from specialist: It is creative, and of certain scientific and educational value.
[ABSTRACT] Objective: It is expected to establish a diabetic ulcer rat model infected with Escherichia coli to provide an

appropriate model for the experimental study of diabetic foot ulcer. Method: 32 SD male rats were randomly divided into three
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groups including the common ulcer group ( N ), the diabetic ulcer group (DU) and the model group (M) and Befuji group (B).
The stability and practicability of the model were evaluated by HE performed on the local skin tissue of the wounds and ELISA
detection detecting the content of High sensitive c-reactive protein(HCRP) , basic fibroblast growth factor(bFGF)in rat serum
after modeling and HCRP, bFGF, tumor necrosis factor-alpha(TNF - o), advanced glycation end products(AGEs), Interleu-
kin-1B(IL - 1B) and Interleukin-6(IL - 6) levels after wound healing. Results: After modeling, the HCRP content in N group
was lower than that in the other three groups ( F =40.140, P<C0.001). There was no significant difference in bFGF content be-
tween the groups (F=1.846,P>>0.05).After wound healing, the HCRP content in serum of rats in each group showed statisti-
cal difference ( F=6.340, P=0.003).The level of HCRP in group B was lower than that in group M ( P =0.001 ). There was
no difference in bFGF content between the groups (F=2.331, P>>0.05).The level of bFGF in group B was higher than that in
group N (P =0.018). The contents of AGEs in each group were statistically different (F=18.662,P =0.000).The contents of
AGEs in group B were lower than those in group DU and group M (P =0.006, 0.000). The contents of TNF -a, IL - 18 and IL.
- 6 in each group were different (F =174.820, 62.80, 16.008,P all<{0.001). The levels of TNF -a, IL - 18and IL - 6 in group
B were lower than those in group M (P =0.000,0.000,0.17). Compared with DU group, the levels of TNF -a,IL - 18in M
group were higher (P =0.000,0.004). Wound healing time in group M was significantly delayed than that in group N, group-

DU and group B (F=093.443, P<C0.05).Conclusion: This model is more in line with the local environmental characteristics of

infected diabetic ulcer and provides a reliable tool for the study of diabetic infections.
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Fig. 1 Skin pathological results (HE staining X 100) of rats in each group before medication
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Table 1  Microbial test results of wounds 48 hours after model preparation
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*2 BHXREHEFMEH H-CRP.bFGF LE & ()
Table 2 Comparison of serum H—CRP and bFGF in rats

after model establishment(x=s)

H-CRP bFGF
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(ng/mL) (pg/mL)
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