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ABSTRACT

Background: Throughtout the last three decades, the therapy of leukemias and
lymphoma has set the stage for curative cancet therapy in systemic malignant disease.
This was the result of an integrated work of basic teaserch and clinical investgators
leading to more aggressive albeit tolerable protocol of chemotherapy and radiotherapy.
High dose therapy martks the most elaborated strategies in this field today. However,
intensification of conventional therapeutic modalities as mentoned has to be based on
new approaches and the exploration of new antineoplastic mechanisms. This insight has
resulted in immune therapy of cancer. Among the cells of the immune system, natural
killer (NK) cells and T cells are of major interest for the development of thetapeutic
strategies. Methods: Cytotoxicity to target cells was measured by LDH release method,
Characterization of activated lymphocyte was measured by Flow cytometry analysis.
Anti-CD3, 16, 56 monoclonal antibody and IL-2 wete used for the activation of NK
and T cell. The analysis of effect of activated lymphocyte, in vivo, were used by Balb/c
nude mouse. Results and Conclusion: Cytotoxicity to K562 cells was significantly
higher in the mixture group of NK and T cells than that of a group of activating T
cells. The survivors and the rate of reduction of size of tumor ctaft of nude mouse
group treatment with activated lymphocyte was higher than that of the group without
treatment with activated lymphocyte. Therefore, this results are suggested that the
activated lymphocytes by and-CD3, CD16 and CID56 can reduce the malignancy effect
of lymphoma. (Immune Network 2005;5(1):11-15)
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Figure 1. Activated lymphocytes attack-
ing Raji, K562 cancer cell lines. Micto-
scopic sections of cancer cells and acti-
vated lymphocytes incubated together at
the rate of 110 for I hour (X400,
inverted microscope).
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Table I. Cytotoxic effects according to characterization of
activated lymphocytes. Cytotoxicity was analyzed by Elisa reader,
using the method of LDH release. K562 cells and activated
lymphocyte were incubated together at the rate of 1 : 10. (1),
lymphocytes were activated by using anti-CD3 monoclonal
antibody and IL-2. (2), lymphocytes were activated by using
anti-CD3, CD16 and CD56 monoclonal antbody and IL-2. (3),
lymphocytes were activated by using ant-CD3 and CD16
monoclonal antibody and IL-2.
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Table II. Cytotoxic effects to the target cells of Raji and K562
cells. Cytotoxicity was analyzed by Elisa reader, using the method
of LDH release, Raji, K562 cells and activated lymphocyte were
incubated together at the rate of 115 and 1 : 10, respectively.
(1 and 2), the rate of K562 cells and activated lymphocytes are
1:5 and 1:10. (3 and 4), the rate of Raji cellsa nd activated
lymphocytes are 1 15 and 1 : 10, respectively.
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Table III. Tumor size (mms) and survival of mice observed at 3 days intervals in five nude mices after 7 days of tumor injection
and subsequently injection of PBS, PBMC and activated lymphocytes, respectively

el day0 day3 day6 day9 day13
1 PBS 121 4731 836.7 (6:2) 1306 (8;1) day 10, All dead
2 PBMC 130.9 367.6 913.9 (531) 1200.8 (82) day 10, All dead
3 NKM1 106.8 195.2 557.7 (81) 869.5 (10;2) day 13, All dead
4 NKM2 112.3 244.7 523.8 895.6 (11:2) day 13, All dead

(), dead day and number of mice: (6;2), dead day was 6, and the number is 2 mice: NKM, NK cell and T cell.

Figure 2. The photograph of tumor at 6 days in nude mice were
injected PBS, PBMC and activated lymphocytes after 7 days of
tumor injection. (A), Control, treatment with nothing after tumor
injection, (B)(C)(D), a mouse treated with PBS, PBMC and
activated lymphocytes, tespectively.
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