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Research of MSC-seeded biomaterials promoting ischemic diabetic ulcers repair
BAI LI' , YANG Ming-can2 ,TAN Ju®,SUN Jian-sen” (1. Department of Emergency , General Hospital of Kunming Military District,
Kunming Yunnan 650000, China;2. Department of Anatomy, Third Military Medical University ,Chongqing 400038 , China)

Abstract: Objective To observe the effect of mesenchymal stem cells (MSC) in treating ischemic diabetic ulcers, and to explore its
clinical perspectives. Methods Prepared electro-spinning biomaterials and cultured MSC to study effect of MSC composite biomaterials in
vitro by scanning electron microscope , MTT array and influence of MSC conditioned medium on endothelial cells. The use of 5 to 8 week old
male C57BL/6J mice were prepared into diabetic mice, femoral artery ligation in the proximal thigh, in dorsal skin full-thickness wounds
caused by the diameter 5 mm. Then the effect of MSC composite biomaterials on ischemic diabetic ulcers was determined. Results  This
study found that the MSC grow well on electro-spinning biomaterials. Cells foot extension and connections between cells were observed by
scanning electron microscope. Stimulated by high glucose , growth and proliferation of MSC has a stronger ability on biomaterials. MSC condi-
tioned medium on biomaterials increased human umbilical vein endothelial cells proliferation ability. Conclusion MSC composite biomateri-
als can effectively improve the treatment effect of MSC on ischemic diabetic ulcers. The study indicated stem cells composite biomaterials
have great potential and application prospect in the treatment of ischemic diabetic ulcers healing.
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Influence of contrast injection methods in interstitial magnetic resonance lymphography of breast cancer
CHENG Lin, MENG Shan, LIU Xiao-ling, LI Chuan-ming (Radiology Department, Southwest Hospital, Third Military Medical
University , Chongging 400038, China)

Abstract: Objective To study the influence of different contrast injection skills in interstitial magnetic resonance lymphography (IMRL)
of breast cancer, and standardize the IMRL contrast injection process. Methods A total of 36 patients with invasive breast cancer were ran-
domly divided into four groups. The imaging time of different contrast agent dose and local massage time on sentinel lymph node (SLN) were
analyzed. According to the results, the best contrast injection methods technology program was choosed. Results For the same massage
time, different contrast agent doses showed no significant difference in the SLN imaging time (P >0.05) ; For same contrast agent dose, dif-
ferent massage time showed significant statistically different SLN imaging time( P <0.05). Conclusion In clinical work, IMRL with a con-
trast agent injection dose of 0.5 mL/person, local massage 1 min after injection can successfully achieve the lymphatic system image of breast
cancer.
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