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It took four decades of research before scientists and clinicians
pay serious attention to immunotherapy as an alternative procedure
to chemotherapy and/or radiotherapy for cancer patients. While many
scientists trying to develop certain so called therapeutic vaccine for
cancer treatment, these vaccines might be effective for non-solid tumors like lymphoma and leukemia; whereas treatment of solid tumors
definitely require surgery followed by either chemotherapy or radiotherapy in order to wipe off any remaining tumor cells might have
been left at the site of surgery. These cells are main cause of tumor recurrence and metastasis. Chemotherapy and radiotherapy both are effective for killing tumor cells but they also kill normal cells including
immunocytes; hence, weakening immune response which sometimes
cause expedite morbidity and mortality of the patient. Immunotherapy
in the other hand, potentiate immune response in order to kill tumor
cells effectively and is safe for normal cells meaning none or minimal
side effects. Thus far, various immunotherapy procedures have been
developed and applied as an alternative to chemotherapy for either
treatment of metastatic tumors or following surgery of a primary tumor. The more promising procedures are: activated of CD8+ T cells
therapy1 and antigen pulsed dendritic cells therapy.2 Both types have
shown to have beneficial effect for protecting patient but still no gold
standard procedure has been developed that work for all type cancers.
Dendritic cells (DC) therapy mostly has been used to potentiate
immune response in order to treat cancer patient non-specifically but
if these cells pulsed with tumor specific antigen, would be able to
expand and activate cytotoxic T cell cells (CTL) and eliminate tumor cells.3 This means specific immunotherapy requires activation of
CD8+ T cells by either direct activation using various cytokines,4 or
by mature antigen pulsed DCs5 or by an immunomodulator that can
activate these cells such as IL-2. However, activation of CD8+ T cells
to act as tumor specific cytotoxic cells is very complex task involving
various signals, and cooperation of various immunocytes.6 In a paper
published in June 2014 issue of the MOJ Immunology, Barber7 argued
about complexity of stimulation of CD8+ Tcells involving various T
cell receptors and co-stimulatory factors. The author concludes we
need to know which receptor is responsible for optimization of immunotherapy.
Co-stimulation of CD8+ T cells is mediated by CD80,8 CD70, TNFRSF99 and DC derived cytokines such as IL-12 and IL-15.10 Expansion of CD8+ T cells is regulated by CD4+ T cells11 however, certain
CD4+ T cells that express CD25 in their surface (Treg) can inhibit generation of CD8+ cytotoxic T cells by secreting IL-4.12 Thus, in my
opinion, optimization of immunotherapy by CD8+ T cells requires
elimination of CD25+ Treg cells in addition to stimulation of the cytotoxic CD8+ T cells. In our recent preliminary study (un-published
data), we applied anti-CD25 antibody in the site of surgically removed tumor in order to prevent tumor recurrence and applied general
immunotherapy using DC pulsed autologous tumor antigen. Results
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showed remarkable prevention of tumor recurrence in compare to
control groups. We think this procedure is best alternative therapy to
chemotherapy or radiotherapy following surgically removal of tumor.
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