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1. Abstract

Forward participation of ongoing reformulation of tumor neoan-
tigenicity is paramount consideration in the genesis of DC imma-
turity in the tumor microenvironment. In such terms, the hierar-
chical nature of DC migration abnormalities includes the patterns
of interactivities of the innate with the adaptive immune systems
as proposed by theoretical aspects of abnormal chemokine action.
The various suppressive factors released by tumor cell pools call
into consideration a relativity process of failed antigen processing
and presentation by immature DC. The dimensions of non-opera-
bility of the substantial neoantigen recognition reflects the com-
plexity of the tumor microenvironment within systems of template
recognition. The incremental turnover of such chemokines reflects
the abnormalities of turnover of the immature DC.

2. Introduction

The prerogative roles of Dendritic Cells (DC) are the derived range
of a series of steps as pathway substantiation of antigen presenta-
tion as this latter conforms to the stimulated status of T helper and
T cell cytotoxic cells. Lack of CD103+ DC within the tumor mi-
croenvironment dominantly resists effector status of an antitumor
T cell response, leading to immune escape [1]. Such pathway roles
include the derivation of factors secreted by tumor cells within an
essential cytokine and chemokine context. The accumulation of
tumor-specific T cells is promoted in tumors by dendritic cell vac-
cines and chemokine-modulation [2]. The context for stimulation
of T cells in general is a realization of chemokine attraction of DC
on the one hand and the evolutionary dimensions of incremental
production of suppressive factors and of growth factors on the oth-
er. Macrophages polarized to a M2 phenotype and immature den-

dritic cells in tumors have a central role in subversion of adaptive
immunity and inflammatory status that promote tumor growth and
progression [3]. It is beyond simple cytokine production, however
that there evolves the predetermination of proliferative events of
tumor cells that induces the accumulation of immature DC in cir-
culating blood and in the local tumor microenvironment.

3. Chemokine Failure

The dynamics of a failed chemokine series of induced events is
paramount consideration in the understanding of the immune sup-
pressive events during the establishment and progression of the
tumor. Tumor production of prostaglandin E2 promotes evasion of
the NK cell-conventional type 1 DC axis in part by impairing NK
cell viability and chemokine formulation as well as by inducing
down regulation of chemokine receptor expression in DC [4]. It is
highly significant that the migratory dysfunctions are themselves
the result of immaturity of the DC pools within such organs as
lymph nodes and circulating blood. High 12-chemokine signature
status is strongly associated with inflammation-related immune
cells-related and apoptosis pathways, and more tumor-infiltrating
immune cells such as cytotoxic T lymphocytes and myeloid den-
dritic cells [5]. The local tumor microenvironment is the target site
for immature DC as well evidenced by such lesions as melanoma
and head and neck squamous cell carcinomas.

4. Incremental Dimensions

The incremental dimensions of tumor induced immune suppres-
sions are relative conducive elements that arise from a particularly
specific phenomenon of abnormal migration of DC.

It is in such terms that evolution of tumor cell spread also invokes
the deliberate predetermination of the modes of abnormal migra-
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tion of immature DC within simple logistic dimensions of evolv-
ing immune suppression. The further provoking realization of the
immature nature of DC is fundamentally derived through a whole
series of dysfunctionality as proposed by pathways of inclusion
dynamics of the local micro environmental milieu. Tumor-asso-
ciated macrophages produce a large amount of CCL18 that is a
marker of the M2 macrophage; this is related to immunosuppres-
sion in the tumor microenvironment and is important in cancer
immune evasion [6].

5. Redistribution of Dendritic Cells

Pronounced distribution and redistribution dynamics incremental-
ly permit the emergence of systems accentuation within ongoing
chemokine action. Interleukin-15 enhances growth and activation
of cytotoxic CD8+ T and NK cells; bioactive IL-15 comprises the
IL-15 and IL-15 receptor alpha chains and delays tumor growth
and promotes intratumor CTL and DC accumulation by a cytokine
network involving XCL1, IFN-gamma, CXCL9 and CXCL10 [7].
In terms of such immaturity of DC there evolves an inability to
establish contact direction of the DC with helper and cytotoxic T
lymphocytes as confirmed by system biology of modeled suppres-
sion of the immune surveillance programs.

Such immune suppressive models are projected within shifting
schemes of a tissue injury that combines the delivery of immature
DC to the targeted tumor microenvironment.

The abnormal patterns of redistribution of DC account in large
measure the immaturity of DC as these attempt transfer of antige-
nicity recognition to sensitized T lymphocytes. The cooperation
between tumor-derived CCL5 and IFN-gamma-inducible CXCR3
ligands produced by myeloid cells is central to orchestrating T cell
infiltration in immunoreactive and immunoresponsive neoplasms
[8]. The ongoing dimensions of irrevocable model patterns include
induced energy of the immune response as direct and indirect pro-
jection of incremental adaptation that is congruent with biology of
entire integral pools of neoplastic cells that primarily spread and
only consequently proliferate. Such a scenario evokes the sem-
blance dynamics of interaction of innate with adaptive immune
systems.

6. Coherent Immune Suppression

The coherence of immune suppression pathways primarily affects
the DC in terms of both number and immaturity of these cells that
accumulate within the tumor microenvironment. In such terms,
ongoing phenomena of incipient reactivities owe much to the ex-
pression of chemokines.

The whole range of antigen presentation is an expression of late
endosomal dysfunctions in the DC and indeed evidenced by ab-
normal intracellular processing of antigen that undergo uptake by
the immature DC. The formidable dimensions of characterization
and re-characterization of antigenicity profiles as exhibited by tu-

mor cells are also significant in terms of abnormal DC turnover
within systems that fail to redefine multiple models of partly char-
acterized antigenicity by these tumor cells. CC chemokine with
an N-terminal CC domain important in immune system cells are
significant in organ-specific metastasis and they also influence the
recruitment of various cells to the tumor niche [9].

7. Contact Dynamics

Contact dynamics of the DC with T lymphocytes constitute a
series of overlapping heterogeneities in the form of products of
secretion by tumor cells. Hypoxia alters the expression of CC
chemokine and CC chemokine receptors in neoplasms [10]. Failed
co-stimulatory molecule production is an aspect for projection that
likely provokes a suppression of turnover within the tumor micro-
environment as well evidenced by systems of pooled immature
DC. The incremental failure of recognition of neoantigenicity of
proliferating tumor cells calls to operability the sustainability of
template reorganization of co stimulatory molecules as projected
by the immature DC.

8. Programmed Operability

Dimensions of operability are likely indices of a series of pro-
grammed events in mechanistically suppressing the antitumor im-
mune response. In such terms, ongoing modulation of tumor cell
antigenicity is a permissive cluster series of events that proceed in
terms strictly of pathway recognition and progression. Chemo-
kine receptor 9 and its exclusive ligand chemokine 26, are over
expressed in many malignant lesions and closely related to tutor
cell proliferation, apoptosis, invasion, migration and drug resis-
tance [11]. The multi pathway constitution of antigen processing
and presentation by DC is central to a whole series of hierarchical
processes of non-resolution and would account for a process of
dynamic turnover of DC in terms of end-result immaturity of these
cells. Baseline cytokine levels may predict patients’ outcome and
treatment may influence kinetics even in end-stage cancer patients
[12]. Prediction of overall survival and response to immune check-
point inhibitors is an immune-related signature for gastric cancer
[13].

9. Concluding Remarks

The deriving sustainability of the immaturity of DC that undergo
turnover dynamics allows for the emergence of permissive micro-
environment that locally reflects faithfully or less faithfully the in-
cumbent promotion of abnormal DC migration to various systemic
organs and regions within the body.

The promotional dimensions for modeled participation of tissue
injury are permissive for the reconfirmed patterns of template pre-
determination of antigenicity recognition by the DC. Incremental
turnover dynamics of DC is inherent predetermining of the nature
dimensions of the tumor antigenicity that are brought forward by
systems of interaction of innate with adaptive immune systems.
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The proportionality of such antigenicity is integral to an immaturi-

ty of DC that preferentially involves the tumor microenvironment

and as further propagated by abnormal chemokine actions and re-

activities.
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