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Effect of Anisodamine on Expression of HSP70 and the Apoptosis in Small Intestinal Epithelium Cells of Scalded Rats During Early Postburn
Stage. Liu Zhengjun,Ge Maoxing ,Fu Jinfeng, et al. Burn Department, The First Affiliated Hospital of Wenzhou Medical College , Zhejiang
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Abstract Objective To observe the pathological changes, the expression of Heat Shock Protein (HSP70) and the apoptosis in

small intestinal epithelium after burn injury and the treatment of anisodamine. Methods The scalded rats were randownly divided into 2
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groups ; simple burn group( group A), anisodamine + burn group ( group B). The intestinal tissue was determined at 3,6,12,24 and 48
hour after 50% TBSA I degree scald. HSP70 expression in small intestinal mucosa was determined by immunihistochemistry. The patho-
logical changes of intestinal tissues were observed by HE. Results Apoptotic index of group A was increased after scald. Apoptotic index
of group B were relieved obviously, And the expression of HSP70 of group B was increased at the same time. Conclusion The small intes-
tinal epithelium tissues of SD rats were damaged obviously during the early burning stage ,and maybe the apoptosis in small intestinal epitheli-
um cells is one of the most important reasons in the damage of small intestinal epithelium tissues of SD rats after burn injury. Anisodamine
can prevent the apoptosis in small intestinal epithelium cells and relieve the damage of small intestinal epithelium tissues in the early stage of

burning. Anisodamine can enhance the expression of HSP70 in small intestinal epithelium tissues of scalded rats. Overexpression of HSP70 in-

duced by anisodamine maybe an important mechanism for anisodamine to prevent the apoptosis and protect intestinal mucus barrier.
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Transplantation of Human Periodontal Ligament Cells Embedded Thermosensitive Chitosan — collagen Hydrogel in an Immunocompetent Xe-
nogeneic Animal Model. Li Ying, Yang Yadong, Gu Ziya, Yang Yue, Fu Ting, Zhang Wenyuan. Institute of Biological Engineering,
Zhejiang Academy of Medical Sciences, Zhejiang 310012, China

Abstract Objective To access the potential application of human periodontal ligament cells (PDLCs) embedded thermosensitive
chitosan — collagen hydrogel for injectable bone tissue engineering. Methods Live/dead staining was used to access the survival of the
PDLCs cultured in the hydrogel scaffold. Osteo — induced PDLCs embedded hydrogel was injected in the subcutaneous dorsum of ICR
mice. After 6 weeks the implants were separated for HE and Masson staining. Results Most PDL cells can survive in the hydrogel scaf-
fold after 3D culture. Cell — embeded hydrogel formed vascularized implants under the skin. Histological staining showed that increasing
connective tissue and collagen fiber formation in the implants. Conclusion The thermosensitive chitosan — collagen hydrogel might be an

ideal injectable scaffold. Combining it with PDLCs is promising to injectable tissue engineering for bone regeneration.

Key words Periodontal ligment cells; Chitosan; Collagen; Thermosensitive hydrogel; Osteogenic differentiation
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