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Culture of DM — derived Adipose Stem Cells and the Differentiation into Endothelial Cells in vitro. Zhu Lin, Liu Zhifei, Zhang Xing et
al. Plastic Surgery Department, Peking Union Medical College Hospital, Chinese Academy of Medical Science, Beijing 100032, China
Abstract Objective To study the capacity of DM — derived ADSCs differentiating into endothelial cell, providing theory evidence
for autologous DM — derived ADSCs transplantation. Methods Adipose tissue was taken from healthy person and DM patient, and cells
for two group were isolated and cultured by the process of normal ADSCSs. P3 generation ADSCs were taken and induced to differentiate in-
to endothelial cells in 24 well plates by using ES — inducing medium. The morphological change of two group cells were observed and com-

pared during the inducing period, and 6day, 9day, 12day’s cells were taken after inducing to process immunocytochemistry staining of

CD31. Results The two group cells both changed modality after being induced six days and appeared to CD31( + ) by immunocytochem-

istry staining after being induced nine days. After twelve days, the typical modality of endothelial cells could be observed. Conclusion

DM - derived ADSCs has the capacity to differentiation into endothelial cells.
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Clinical Analysis of Application of Protecting Liver Drugs in Advanced Non - small Cell Lung Cancer Patients who Receiving Chemotherapy.

Zhang Lei,Wang Jiangfeng ,Mao Weimin. The Sixth of People's Hospital of Shaoxing , Zhejiang 312000 , China

Abstract Objective To study whether prophylactic use of the protection liver drugs can reduce the incidence of liver dysfunction

in advanced non — small lung cancer patients when chemotherapy. Methods We retrospectively reviewed 138 cases advanced non — small

cell lung cancer patients in Zhejiang Cancer Hospital. Whether prophylactic use of protection liver drugs before chemotherapy was studied.

Chi - square test was used to analysis difference in liver dysfunction between whether the prophylactic use of protection liver drugs. What

factors associated with liver injury were observed. Results

function (P =0.00,P <0.05). Chemotherapy cycles had a relationship with liver dysfunction (P =0.01,P <0.05).

Prophylactic use of liver drugs could reduce the incidence of impaired liver

Conclucion Re-

ceiving protection liver drugs can effectively reduce incidence of impaired liver function in advanced non — small lung cancer patients when
gp g y P ) P

chemotherapy.
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