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[ Abstract] Objective To study the relationship between the degree of neovascularization and non-
healing wounds in scalded rats with diabetic mellitus. Methods Sixty Sprague-Dawley rats were randomly
divided into control group( C,n =30, with treatment of isotonic saline) and streptozocin ( STZ) -induced dia-
betic group(D, n =30, with treatment of STZ ), and then they were inflicted with 20% TBSA deep partial
thickness scald. Wound specimens were harvested immediately after scald and on 1, 3, 7, 10,14 ,21 post
scald days (PSD) to observe histological changes, and wound healing rates were calculated. Degree of neo-
vascularization in wound (labeled with blue microsphere) and the quantity of vascular endothelial cells( la-
beled with red CD31) were also measured by double-labeling immuofluoresence. Results Compared with
those in C group , Wound healing rate and histological value scores were lowered ,and the degree of neovas-
cularization was abated markedly at each time point. The degree of neovascularization in D group(12.00 +
1.40) was obviously lower than that in C group on 7 PSD(60.00 +3.00, P <0.01). There was no obvious
difference in the number of vascular endothelial cells in both groups ,however ,the majority of endothelial
cells had not formed functional capillaries in D group. Conclusion  Vascular endothelial cell can prolifer-
ate actively with poor blood supply in diabetic nonhealing with deep partial-thickness scald wounds,but it is
still poor in blood supply due to lack of functional capillaries.
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1.1.1  BERAR KRAER ¥ SD KR(EHK%¥
Y LRI ) 7 5E 2 ALK 4 8 3 B84 Aol IR iR
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(STZ,pH {6 4. 5,65 mg/kg) . M RAWEH F B #
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Fi One-Touch Ifi 4846 W 43 ( 35 B 3% 4 28 &) ) W %2 3 1fn
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H(ZRBYURIESE), BOGESLE M k& 57
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min 5E it BK B, $T JF 8 RS, U B R Bk 4% ok
(71 BAE, B HZ 0.2 pm B 6B OLMER(E
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15 min, FEENAESEUI B 2 B KBRS, B TR A
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5% N =BH . EPHEH R K 450 ~490 nm, T
T BIME T WEE,
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