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Effect of "*'I — zaptuzumab on the Survival of Tumor Cells in vitro. Hao Zhenliang ,Cai Jiong ,Zheng Dexian. Department of Nuclear Med-
icine, PUMC Hospital, PUMC & CAMS, Beying 100730, China

Abstract Objective To improve the therapy effect of monoclonal antibody on tumor, we tested the killing effect of monoclonal an-
tibody zaptuzumab carrying therapeutic nuclide ' T on tumor cells in vitro. Methods Three different tumor cell lines including human
lung adenocarcinoma A549 cells, human large cell lung cancer H460 cells and human gastric adenocarcinoma MGC — 803 cells were used
in this experiment. The cells were treated with saline, zaptuzumab, "'T - zaptuzumab and "'T respectively for 12h at 37°C in the cell in-
cubator. The cell viability was determined by MTS method. ANOVA t - test was used to analyze the difference between different groups for
valuating the effect of "*'T - zaptuzumab on the survival of tumor cells. Results The survival ratio of human lung adenocarcinoma A549
cells after *'1 — zaptuzumab treatment reduced 37.9% , while those treated with zaptuzumab reduced 8.7% and those treated with'*'I re-
duced 1.9% . The survival ratio of human large cell lung cancer H460 cells after '*'T - zaptuzumab treatment reduced 53.4% , while those
treated with zaptuzumab reduced 15.1% and those treated with"'I reduced 18. 1% . The survival ratio of human gastric adenocarcinoma
MGC -803 cells after *'T - zaptuzumab treatment reduced 13.4% , while those treated with zaptuzumab reduced 10.2% and those treated
with"'I reduced 8.4% . Conclusion Compared with zaptuzumab, "'l - zaptuzumab has stronger anti — tumor activity to human lung ade-

nocarcinoma A549 cells and large cell lung cancer H460 cells. These data indicate that the feasibility of radioimmunotherapy targeting

death receptor 5.

Key words Radioiodine isotope ; Zaptuzumab ; A549 ; H460 ; MTS
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Acylation Stimulating Protein Regulates the Inflammation in 3T3 — L1 Adipocytes. Yang Shanshan ,Hu Xiufen ,Wen Yu. Department of Ped-
tatrics , Tongji Hospital , Tongji Medical College ,Huazhong University of Science and Technology ,Hubei 430030 ,China
Abstract

Objective To study the changes of ASP on the inflammatory factors expression in 3T3 — L1 adipocytes under the condi-

tions which produce insulin resistance by free fatty acids. Methods 3T3 — L1 preadipocytes were induced differentiated by cocktail hor-
mones containing 10pg/ml insulin, 1pmol/L dexamethasone and 0. Smmol/L isobutylmethylxanthine. Then Ommol/L ( FFA - freeD-
MEM/F12), 0.125mmol/L, 0.5mmol/L and 1. 0mmol/L oleate or palmitate was added to cultured 3T3 — L1 adipocytes overnight. Both
non — FFA treated and FFA treated 3T3 — L1 cells were cultured with 1. 0pmol/L ASP for 2 hours. Then the cultured media and cell pro-
teins were extracted. Interlukin (IL) —6, monocyte chemoattractant protein (MCP) -1, macrophage inflammatory protein ( MIP) — 1a,
and tumor necrosis factor (TNF) — a concentrations were measured using mouse ELISA kits according to the manufacturer’s instructions.
The c-Jun nterminal kinase (JNK)1 and inhibitor of nuclear factor kappa — B kinase (IKK) 8 protein expression was measured by western

blot. Results Oleate did not change ASP - stimulated IL —6 and MCP -1 secretion significantly in 3T3 - L1 adipocytes, but high dose
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