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Effects of Ginsenosides Rg3 on Vasculogenic Mimicry of Pancreatic Cancer Xenograft. Jiang Dandan, Guo Jinggiang,Chen Liang. De-
partment of Hepatobiliary Surgery, First Hospital of Jiaxing, Zhejiang 314000, China

Abstract Objective To investigate the effects of ginsenosides Rg3 on vasculogenic mimicry of pancreatic cancer xenograft through
the establishment of pancreatic cancer cell line SW - 1990 subcutaneous xenograft model. Methods After pancreatic cancer xenograft in
nude mice model beening established, All the mice were randomly divided into 4 groups and treated intraperitoneally (IP) with saline and
various concentrations (5,10,20 mg/kg) of ginsenosides Rg3. To observe the effect of ginsenoside Rg3 on tumor growth. Immunohisto-
chemical — PAS staining was used to detect the effects of ginsenosides Rg3 on vasculogenic mimicry of pancreatic cancer xenograft. and
mRNA and protein expression of MMP2 MMP9 were respectively evaluated by FQ — PCR and Western blot. Results The ginsenosides
Rg3 can inhibit the growth of the tumor xenografts in nude mice. The inhibitory effect is the most obvious the 20 mg/kg of ginsenosides
Rg3 group. The expression of MMP —2, MMP -9 were down — regulated compare with the control group, and the difference was signifi-

cant; the Immunohistochemical — PAS staining showed the number of vasculogenic mimicry ( + ) and CD31 ( + ) were less than that in

the control group. Conlusion Our results demonstrate that pancreatic vascular mimicry formation can be suppressed by Ginsenoside Rg3

though reducing the expression of MMP -2, MMP -9 in our vivo experiments,

Key words Pancreatic cancer; Xenograft model of pancreatic cancer; Vasculogenic mimicry; Matrix metalloproteinase
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Curative Effect Analysis of Anterior Multilevel Cervical Spondylopathy Treatment. Wang Yang, Zhao Chengbin, Liu Libing, et al. De-
partment of Orthopedic Surgery, The Fourth Affiliated Hospital of Harbin Medical University, Heilongjiang 150001 ,China

Abstract Objective To evaluate the clinical effects of anterior cervical multilevel cervical disease. Methods Collected 34 pa-
tients of multilevel cervical myelopathy with 3 consecutive segments who were treated with the same surgeon for operation treatment in the
Fourth Affiliated Hospital of Harbin Medical University from 2012 July to 2013 July. Operation by anterior cervical decompression, remov-

al of nucleus pulposus, subtotal resection of vertebral body, bone grafting with titanium mesh, locking titanium plate fixation. Both before
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