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Abstract Objective To explore the mechanism of apoptosis in A549 cell line of non — small lung cancer induced by CoCl,. Moth-
ods The hypoxia model was set up by using different concentration of cobalt chloride ( CoCl,) to affect A549 cell line at different times.
The growth inhibition was detected by MTT assay and the morphological transformation of cell was observed by fluorescent microscope. The
change expression of Akt, p — Akt and survivin were quantified by Western bolotting. Recults The growth inhibition rate of A549 was
significantly increased in the groups that were treated by CoCl, (300, 400umol/L) in 24, 36, 48h respectively (P <0.01). From the re-
sults of morphology, after treatment of 24, 48h with CoCl, (200, 300, 400mol/L) , we demonstrated that A549 cell line was character-
ized by apoptosis of crescent — shaped cells, the green nuclear plastid and nuclear fragmentation in this groups and the growth inhibition
rate of A549 was significantly increased in the group that was treated by CoCl, (300, 400mol/L) in 48h when compared with the control
group (P <0.01). After exposing to CoCl, (300pmol/L) in 36, 48h, the expression of survivin and p — Akt protein in A549 cell line
were apparently downregulated (P <0.01), however, the expression of Akt had no markable change. Conclusion CoCl, induces apop-
tosis of A549 cell line through suppressing the expression of p — Akt and survivin protein.
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Influence of FOLFOX Chemotherapy on the Percentage and Function of CD4* CD25* Regulatory T Cell in Peripheral Blood of Gastric

Abstract Objective

chemotheraphy and five days after chemotheraphy was examined by flow cytometry method in 43 cases patients suffering gastric cancer.

— PCR techniques were used to detect the expression of FoxP3 mRNA in these Treg cells.
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To observe the influence of FOLFOX chemotherapy on the percentage and function of CD4 * CD25 *
T cell(Treg) in peripheral blood( PB) of gastric cancer patients after operation. Methods

ly isolated) and CD4 " CD25 ™ T cell from tumor patients were cocuhured in a ratio of 1: 1.

The percentage of cells in the PB of 32 patients before chemotheraphy was 17.63% +6.31% in CD4
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