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Surface Molecules Expressions on T Lymphocyte Subsets before and after Treatment with Autologus DC — CIK Cells in Patients with Ad-
vanced Lung Cancer. He Jianying, Xu Liyun, Chen Dongdong, et al. Cell and Molecular Biology Laboratory, Zhoushan Hospital, Zhe-
Jiang 316021, China

Abstract Objective To investigate the surface molecules expressions on T lymphocyte subsets before and after treatment with auto-
logus DC - CIK cells in patients with advanced lung cancer. Methods Peripheral blood mononuclear cells( PBMCs) were derived from
63 patients with advanced lung cancer. And the tumor soluble antigen were derived from repeatedly frozenthawed lung cancer cell line with
the corresponding pathological subtype. The DC — CIK cells were induced by the tumor — associated antigen peptide in vitro, and quality of
the induced cells was assured for back transfusion. CD3 "HLA -DR*, CD3"CD25", CD3"CD4"CD25", CD3 " CD8 "HLA - DR " and
CD3 " CD8 " CD38 * expressions on T lymphocyte subsets before and after treatment with autologus DC — CIK cells were analyzed by flow
cytometry in advanced lung cancer patients. Results After 2 weeks of in vitro inducing PBMCs, mature DC cells and CIK cells were es-
tablished. The expressions of CD11¢, CD83,CD86 and HLA — DR, the molecular markers for DC cells maturation proved to be high ex-
pressed by flow cytometry, were 51.6% +10.3% ,50.8% +9.7% ,48.9% +11.4% ,61.2% +6.5% , respectively. And CD3 + CD56 +
double positive cells were showed to be 21.3% +7.6% among mature CIK cells by flow cytometry. Compared with pretreatment with
DC = CIK cells, CD3 *HLA —=DR* (12.71 +1.54 vs 11.44 +4.13,P <0.05),CD3 * CD8 *HLA —DR* (7.48 +1.01 vs 5.20 +1.01 ,P
<0.01) .CD3"CD8"CD38 " (8.27 £1.71 vs 6.47 £1.99,P <0.01) expressions on T cells were significantly higher after treatment,
and CD3 " CD4 " CD25" (5.38 +1.47 vs 6.12 £0.67,P <0.05) expression was significantly lower after treatment with DC - CIK cells.
Conclusion After treatment with autologus DC - CIK cells, immunity of patients with advanced lung cancer was greatly improved.
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Abstract

Methods

Objective To study the clinical efficacy of argatroban in critically patients with continuous blood purification treatment.
A total of 150 cases critically patients in our hospital were randomly divided into common heparin group (48 cases), sodium
citrate group (50 cases) , argatroban group (52 cases). The routine blood test, biochemical indicators, hemodynamics, blood coagulation
index level before and after treatment were measured, and the adverse effect were further observed. Results The hemoglobin, platelet
count and albumin levels after treatment in each group had no significantly difference (P >0.05), but the serum creatinine levels in ar-
gatroban group were reduced more than the common heparin group and sodium citrate group (P <0.05). Compared with the common hep-

arin group and sodium citrate group, the PT,APTT,TT and INR after treatment in argatroban group was significantly higher, but FBG was
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