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Early skin changes and serum inflammatory mediators in diabetic rats

Zhang Xiaofei' , Hao Fei' , Yang Jingz (' Department of Dermatology , *Institute of Pathology, Southwest Hospital , Third Military Medi-
cal University, Chongqing, 400038, China)

[Abstract ] Objective To observe the histopathological features of early skin lesions and serum inflam-
matory mediators changes in the diabetes mellitus (DM) rats. Methods A total of 50 Wistar rats at 8 to 10
weeks of age were divided into normal control group (C group, n =25) and diabetic group (DC group, n =25).
The rats of DC group were given a high-glucose and high-fat diet for 2 weeks to induce insulin resistance and
then an intraperitoneal injection of 35 mg/kg streptozotocin. All 25 rats were identified to be diabetic models
with their fasting blood glucose over =7.0 mmol/L. Four rats of C group or DC group were killed to take the
skin tissues in the 4th, 8th and 12th weekend. In the 16th week, the heart blood samples of the left 13 rats of
C group and 10 rats of DC group were collected to measure TNF-a, 1L-6 and C-RP levels, and the skin samples
were also taken for pathological observation and full-thickness and dermal thickness measurement. Results In
the 16th week, the TNF-a, 1L-6 and C-RP levels of DC group were significantly higher than the normal group
(P <0.05). Micrometer measurements indicated that the skin full-thickness of diabetic rats became thinner and
thinner in the 4th, 8th, 12th and 16th weeks, with significant difference when compared with normal group
(P<0.01, P<0.05). The epidermal thickness of diabetic group were thinner compared with normal skin at
all time points, but there was no statistical difference among them. Histological observations of the diabetic
group showed that there were lesser clear epidermal cells, shrunk, swelling and degraded dermal layer of colla-
gen, and progressive atrophy of subcutaneous fat. Conclusion The successful established diabetic rat models
show that their skin full-thickness and subcutaneous fat became thinner and atrophy, with significantly higher
serum inflammatory cytokines.

[Key words ] diabetes mellitus ;inflammatory factor; pathology ;skin thickness

Supported by the Tackling Program of“ Eleventh Five-Year Plan” for Sci & Tech Research of China(2006BA702B01 ) ; Corresponding author: Hao fei, Tel; 86-23-68754416, E-mail ;

haofei62@ medail. com. cn

[B2&mE] EZE“+—1"5Em H (2006BA702801)
[@EES] M &, HiF: (023)68754416, E-mail ; Haofei62@ medail. com. cn



532 B 8 M) EE N N S Vol. 32, No. 8
788 2010 44 A 30 H ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Apr. 30 2010
F1 2 HKRE 16 BRMOERGIER KERFHEWL (2 £5)
2 5 n FPG( mmol/L) HBALc( % ) INS(uU/ml) TNF-a(ng/ml) IL-6 ( pg/ml) C-RP(mg/L)
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