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OSTP Enhances Paclitaxel — induced Apoptosis in the Ovarian Cancer A2780 Cell. Lu Xuelin,Yang Chen, Liang Xiaoqiu,et al. Cancer
Research Institute of University of South China ,Hunan 421001 ,China

Abstract Objective We have firstly screened and identified the ovarian cancer specific targeting peptide (OSTP) in the prelimi-
nary work. In this study,we would investigate further the effect of OSTP combined with paclitaxel on the growth and apoptosis of ovarian
cancer A2780 cells. Methods Ovarian cancer A2780 cells were cultured in vitro and then randomly divided into four groups: control
group (included 1640 and 0.1% DMSO) ; OSTP group; paclitaxel group; OSTP combined with paclitaxel group. MTT — assay was used to
measure the inhibition ability of OSTP in A2780 cells proliferation. Annexin — V — FITC and PI double staining were used to label A2780
cells and FCM was used to detect the cell apoptosis. Results We detected that different concentrations of OSTP had an inhibited effect on
the ovarian cancer A2780 cell by MTT - assay, and compared with the control group, the difference was statistically significant (P <
0.01). The results of FCM showed that the apoptosis rates of different concentrations of OSTP (20, 40, 80, 160, 320wmol/L) on A2780
cell were 7.88% , 8.348% , 8.727% , 9.393% and 10.68% , and compared with the control group, the difference was statistically sig-
nificant (P <0.01). It suggested us that OSTP could induce cell apoptosis, but the effect of apoptosis was not very strong. In different
pretreatment groups (add OSTP 80pmol/L Oh, 3h, 6h, 12h) plus paclitaxel 10pmol/L, the apoptosis rates were respectively 39.40% ,
53.09% , 48.18% and 45.62% . They were higher than OSTP and paclitaxel monotherapy and even their added value, and the difference
was statistically significant (P <0.001). It was suggested that OSTP could enhance paclitaxel — induced apoptosis in the ovarian cancer
A2780 cell. Conclusion OSTP had an effect of growth inhibition and apoptosis on ovarian cancer A2780 cells, especially OSTP could
enhance paclitaxel — induced apoptosis in the ovarian cancer A2780 cell. For the study and development of OSTP, it has a good applica-
tion prospect as a targeting chemotherapy sensitizing agent for the treatment of ovarian cancer.
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Complications after Radical Gastrectomy with SOX Neoadjuvant Chemotherapy for Advanced Gastric Cancer Li Tao, Feng Daofu, Liang
Meixia, et al. Department of General Surgery, General Hospital of Chinese PLA, Beijing 100853, China
Abstract

Objective To evaluate the impact of S =1 combined with oxaliplatin (SOX regimen) as neoadjuvant chemotherapy on

the morbidity of related complications after radical gastrectomy. Methods We randomly assigned 80 patients to the neoadjuvant group
and 90 patients to surgery — alone group from February 2012 to September 2013. The patients in the neoadjuvant group had been received
D, radical gastrectomy after preoperative chemotherapy. In the neoadjuvant group, the treatment was performed 2 — 4 cycles before
surgery. The complications after D, surgery were statistically analyzed for the patients of two groups. Results There were no differences
in the morbidity of complications between neoadjuvant and surgery alone groups (P =0.704). For the significant surgical complications,
the incidence of anastomic fistula was of no difference between two groups (0% vs 2.2% , P =0.499). Also, the morbidity of postopera-
tive hemorrhage was similar (3.8% vs 1.1% ,P =0.343). Conclusion SOX regimen as neoadjuvant chemotherapy did not impove post-
operative morbidity compared with surgery alone.

Key words Advanced gastric cancer; Neoadjuvant chemotherapy; Surgery; Complication
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