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The experimental study of anti-inflammatory cytokine TSG-6 inhibits

hypertrophic scar formation in rabbit ears model
Wang Hui Li Xiaojing Chen Zhao
( Dept of Plastic Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To observe the effect of tumor necrosis factor o stimulated gene-6 ( TSG-6) on hypertrophic
scarring by using a rabbit ear model. Methods TSG-6 and PBS were injected intradermally in the right and left ear
wounds respectively. Collagen T and III expression detected by immunohistochemistry and scar elevation index
( SEI) was used to evaluate the extent of scarring. The expression of inflammatory factors interleukin4 g ( IL-4 )
interleukin-6 ( IL-6) and tumor necrosis factor-a ( TNF-«) was detected by immunohistochemistry and reverse tran—
scription polymerase chain reaction. Transmission electron microscope ( TEM) and TUNEL analyses were used to
detect fibroblast apoptosis. Results Compared with control scars TSG-6-reated wounds exhibited decreased in—
flammation significantly as evidenced by the lower levels of IL4B3 IL-6 TNF-a. The apoptosis rate was higher and
the SEI and the synthesis of collagens I and TIT were significantly decreased in the TSG-6-ireated scars ( P <0. 05) .
Conclusion Immediate topical injection of TSG-6 during the wound healing process can reduce the severity of hy-
pertrophic scarring in a rabbit model. The anti-eicatrix effect of TSG-6 may result from controlling inflammation in—
ducing fibroblast apoptosis and promoting collagen degradation.
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The effect and mechanism of estradiol and UVB radiation

on pigmentation of guinea-pig skin
Zhou Yingli Song Xiuzu Hong Weisong et al
( Dept of Dermatology Hangzhou Clinical College of Anhui Medical University
Third People’s Hospital of Hangzhou Hangzhou 310009)

Abstract Objective To investigate the influence of estradiol and ultraviolet B ( UVB) radiation on melanin me—
tabolism of guinea—pig’ s brown dorsal skin and explore the relationship between the estrogen and ultraviolet in skin
pigmentary disorder. Methods Healthy suit guinea—pigs were selected in this study. The guinea-pigs skin was di—
vided into solvent control group UVB irradiation group estradiol treatment group and UVB irradiation after estradi—
ol pertreatment group ( estradiol + UVB group) . The concentrations of estradiol were set to 3.67 x 10 > 3.67 x
107" 3.67 x10 " mol/L. The UVB exposure dose was unified as 500 mJ/cm’. In vivo confocal laser scanning mi—
croscopy ( referred to as skin CT) and transmission electron microscopy were used to observe the effects of estradiol
and UVB on melanin metabolism and degradation. Results (1) The pigmentation of guinea—pig skin was deepened
after a certain concentration of estradiol treatment increased gradually with the increasing of estradiol concentration
(P <0.05). @ The pigmentation of guinea-pig skin was also deepened significantly in UVB irradiation group
compared with non-UVB irradiation group( P <0.05) . (3) The autophagy of epidermal keratinocytes of Guinea pigs
increased with UVB irradiation but decreased with estradiol treatment. Conclusion Estradiol and UVB irradiation
can promote pigmentation of guinea—pig skin and the mechanism may be related to the promotion of melanosomes
synthesis. The degradation of abnormal melanosomes may also be involved in the formation of pigmentation.
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