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Abstract Objective To detect the expression of CD4 * CD25 * FoxP3 T regulatory lymphocytes in orthotopic tumor models of hep-
atocellular carcinoma in mice, and investigate the role of it in hepatocellular carcinoma immunization. Methods Balb/C mice were
divided into groups: tumor model of hepatocellular carcinoma group, normal sodium control group,blank group, with 10 in every group.
Orthotopic tumor models of hepatocellular carcinoma in mice were constructed by direct injection. Thirty days after the models, being
made all mice were sacrificed. Fresh liver tissue and spleen tissue were separated and purified, Then CD4 * CD25 " T cells of the tissues
were detected by using flow cytometry. FoxP3 genic expressoion of the liver tissue was detected by realtime — PCR. Results CD4 "
CD25"T/CD4 " T cells of the cancer tissues in the tumor models of hepatocellular carcinoma group increased. Compared with control
group, the difference had statistical significance( P <0.05), But differences in the relative proportions of the alls the liver tissue far from
cancer, in the live tissue of normal sodium control group, and in the liver tissue of black group were not significant (P >0.05). Relative
proportions of CD4 * CD25 " T/CD4 T cells in the spleen tissue in the tumor models of hepatocellular carcinoma group rose up. Compared
with control group, the differences had significant statistical significance( P <0.01) ,But differences in the relative proportions between the
spleen tissue of normal sodium control group and the spleen tissue of black group were not significant (P >0.05). FoxP3 genic expression
of the cancer tissues was higher than the other control group, and the differences had significant statistical significance( P <0.01). But
FoxP3 genic expression differences among the liver tissues of black group, of normal sodium control group and the liver tissues around

cancer were not significant (P >0.05). Conclusion The expression of Treg cells in orthotopic tumor models of hepatocellular carcinoma

in mice increases, and has the function of suppressing the cellular immune.

Key words Tumor model of hepatocellular carcinoma; Treg cells; CD4 " CD25 T regulatory lymphocytes; FoxP3
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Clinical Observation of Single Modified Chest Tube in the Upper Lung Lobectom.
Affiliated Hospital of Kunming Medical University ,Yunnan 650118, China
Abstract

Feng Yu, Guo Gang, Li Gaofeng,et al. The Third

Objective To observe the curative effect of single modified chest tube in upper lung lobectomy. Methods Seventy pa-
tients who had upper lung lobectomy were retrospectively analyzed. Data of single modified chest tube group and the traditional upper and
down double chest tube drainage were compared. Results The drainage effect of single modified chest tube group had no significant
difference with the contrast group, and can reduce the patients with trauma. Conclusion compared with the traditional upper and down
double chest tube drainage,the application of single modified chest tube in upper lung lobectomy is simple, convenient, and the trauma is
small. It can become a routine choice of chest tract drainage.

Key words Modified chest tube; Drainage; Upper lung lobectomy
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