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Cytotoxicity Effect of Lentivirus — mediated Suicide Genes on Dendritic Cells. Cheng Tingting ,Xu Xi,Ge Hangping ,et,al. The First Af-
filiated Hospital of Wenzhou Medical University, Zhejiang 325000 ,China
Abstract Objective

(DC) in mice. Methods

To explore the killing effect of lentivirus — mediated suicide gene thymidine kinase (TK) on dendritic cells
The lentiviral vector plasmid containing suicide gene TK was constructed and transfected into the dendritic
cells. Dendritic cells was leading to death by activating suicide gene through ganciclovir treatment. Results The outcome of restriction
endonuclease digestion of positive recombinant plasmids and DNA sequencing were in consistence with the expected. The TK gene was suc-
cessfully cloned and eukaryotic expression vector were constructed successfully. Titer lentivirus which contain the suicide gene was harves-
ted and concentrated. Adenoviral titer was 2 x 10° TU/ml which achieved the requirement of our experiment. After lentiviral vector trans-
ferred into the dendritic cells, we observed the morphology, size and number of dendritic cells, and found there was no significant differ-
ences between the control group and experiment group. Dendritic cells were infected by lentivirals with a Green Fluorescent Protein
(GFP) of 96.43% ,which was confirmed by flow cytometry. CCK — 8 assays showed that the death rates of the dendritic cells increased
with the increasing ganciclovir concentration. With the drug concentration of 100pg/ml for 48 hours, it could get the maximum drug
effects. In the meantime we found ganciclovir had no toxic effects on the normal dendritic cells. Conclusion The lentiviral vector — medi-
ated suicide gene thymidine kinase has marked cytotoxicity effects against dendritic cells in mice.
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Effect of Different Nutrition Support Methods on Primary Liver Cancer Patients with Hepatectomy:a Controlled Prospective Study. Zhao
Jianjun , Bi Xinyu,Huang Zhen ,et al. Department of Abdomenal Surgery, Cancer Hospital of the Chinese Academy of Medical Sciences , Bei-
Jing 100021 ,China

Abstract

Objective To study the effect of different nutrition support methods on primary liver cancer patients with hepatectomy;a

controlled prospective study. Methods Totally 212 patients with HCC and hepatic cirrhosis were enrolled in this research and were divid-
ed into three groups. Seventy — seven patients were provided with traditional parenteral nutrition (PN) ,70 patients with hypocaloric paren-
teral nutrition ( HPN) and 65 patients with hypocaloric enteral nutrition (HEN). The energy support for PN and HPN groups were (25 —
30)kcal/(kg + d) and (16 —20)kcal/ (kg + d) seperately through under collarbone central venous catheter per day. The energy for HEN
patients was 20kcal/ (kg + d). In HEN group, naso — enteral tube was placed preoperatively. Multiple factros were compared among these
three groups receiving nutrition support for 5 days postoperatively, including nutrition status, hepatic function, gastrointestinal function,

complication rates, postoperative hospitalization time and nutrition expenses. Results No statistical difference was observed among the
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