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Clinical efficacy of autologous DC-CIK cells therapy for

patients with advanced solid tumors
Ran Baoshi Wang Wei Wang Gang et al
( Dept of Medical Oncology Affiliated Anhui Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective To study the influence of immune system and clinical efficacy of DC-CIK cells therapy for
patients with advanced solid tumors. Methods Sixty patients were divided into two groups. The treatment group
was received two cycles’ reinfusion of DC-CIK cells while the control group was not. The changes of proportional
of immune cells and quality of life were compared before and after the treatment and the clinical efficacy and ad-
verse reactions were also detected. Results In the treatment group the overall response rate was 0. 00% and the
disease control rate was 36. 67% . The ratios of CD4 * T lymphocytes NK and CIK cells were higher than before

but the ratio of CD8 * T lymphocyles was less. Patients’ overall quality of life was improved and the adverse reac—
tions were fever allergies etc. In the control group the ratios of CD4 * T lymphocytes NK and CIK cells are less
than before but the ratio of CD8 * T lymphocytes was higher. Patients’ overall quality of life was decline. and the
ratio of B lymphocytes in both groups didn’t change significantly. Conclusion DC-CIK cells therapy can improve
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the patients’ with advanced solid tumors immune function and general situations which has a certain clinical effect

and its adverse reactions are less
therapy and radiotherapy.
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so it can be used as one option for the patients who suffer the failures of chemo—
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