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[Abstract] Objective
soluble interleukin-2 receptor (sI[.-2R) during the combined therapy of diabetic foot (DF). Methods

To investigate the dynamic variation of high sensitive C-reactive protein(hs-CRP) and
37 cases (44
feet) of DF were dynamically detected for serum hs-CRP and sIL.-2R and compared with the patients of diabetes mel-
litus without DF (control). Results By t-test of independent sampler, the levels of hs-CRP and sIL-2R immediately
after dignosis,on 7,14 d after treatment in the DF group were significantly higher than those in the non-DF group(P
<C0. 05). The levels of hs-CRP and sIL-2R on 28 d,3 months and 6 months after effective treatment showed no sta-

tistical difference compared with the non-DF group(P>>0. 05). By Spearman test, there was positive correlation in hs-

CRP and sIL.-2R between the DF group and non-DF group(P<C0. 05). Conclusion

The level of hs-CRP and sIL-2R

can act as the prognostic indicator to appraise the severity of inflammation of DF.
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