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Abstract
Direct attribution of gene expression profiles allows for the emergence of epigenetic control of gene expression as a virtual characterization
of dynamic profile changes in genomic expression and stability. As such, inclusive dynamics propose the hypomethylation status of the whole
genome as expressive evidence for hypermethylation phenotypes of multiple, several sets of genes that promote and further enhance the
instability of the genome within oncogenic replicative phases of cellular activity. Oncogenesis hence is a proposed system for promotion of gene
regulatory restriction on the one hand and a patterned increment for further gene oscillatory pathways of promotional intent and sustainment
of malignant transformation and progression.
keywords: Methylation; De-methylation; Carcinogenesis; Oscillatory balance
N J
Introduction

DNA methylation is a fundamental process of restricted
transcriptional capability borne out by promoter methylation
of genes. Certain epigenetic regulators crosstalk with critical
biologic pathways, such as androgen receptor singling in
prostate cancer, and cooperation dynamically controls cancer-
oriented transcriptional profiles [1]. In this regard, the overall
dynamics that constitute the dimensions of transcription include
developmental processes with the additional implications in
oncogenesis. Ectopic epigenetic mechanisms play important roles
in facilitating tumorigenesis [2]. The overall integrity of the cell
methylome is further implicated in terms of sufficient import
to the overall promotion or inhibition of gene expression. Gene
silencing through DNA methylation at CpG loci around for example
transcription start or enhancer sites is a major mechanism in
cancer development [3]. The CpG islands are depleted during
evolutionary course in a manner that may link DNA methylation
with histone and chromatin epigenetics. Selective pressures might
relate with specific functional impacts during carcinogenesis and
drive the susceptibility of promoter regions to somatic alteration
[4]. The overall dynamics are therefore involved within the
system profile of turnover in which the methyl group is attached
to the 5’ end of the gene in proportional contributing role in DNA
regulation in transcription. Host-cell DNA methylation patterns
in cervical CIN2 and CIN3 are heterogeneous, with a subset
displaying a cancer-like methylation-high pattern, suggestive for
a higher cancer risk [5].

Cell Replication

Methylation acquires conceptual significance in terms of
methylation implicating active cell replication. COX-2 promoter
methylation is significantly higher in tumor tissues and is an early
event for gastric carcinogenesis, implicating an initial development
of this tumor type [6]. In this sense, the ongoing dynamics for
gene expression is further regulated as systems of acetylation and
methylation of histones. The process of evolutionary dynamics is
integral to the regulatory restriction of gene expression. Aberrant
small GTPase signaling is associated with a wide spectrum of
human diseases including cancer [7]. The mechanistic control of
active DNA demethylation is further contributory evidence for
an involved course in the creation, paradoxically, of CpG Island
methylation series of patterns that further constitute dimensions
of repression of suppressor tumor genes in particular. A number
of studies have reported the various types of cancer arising from
epigenetic alteration, including epigenetic alterations occurring
as a result of radiation exposure or infection [8]. Proposed
increment in evolutionary control is linked intrinsically to an
overall hypomethylation as borne out by dimensions of dynamic
equilibrium between methylation and de-methylation. Nearly half
of the human genome is comprised of repetitive elements that are
highly regulated to protect the host genome from inappropriate
activation, and cancer cells mis-express these elements, in part,
due to decreases in DNA methylation [9].
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In due course, the proposal for regulated gene expression is
epigenetically equivalent to the proposed methylation-specific
restriction enzymatic action in proposed methylation phenotype.
Altered Long Interspersed Element-1 methylation in peripheral
blood mononuclear cells has been simultaneously active to breast
carcinogenesis due to its secretion [10]. In such instances, the
overall involvement of CpG islands is considerably expanded
within systems of methyltransferase activity. In substance, the
proposed benefits for restricted gene expression contrast with
active demethylation in proposed oncogenic pathways. Genomic
investigations reveal novel evidence indicating that genetic
predisposition and inherent drug response are critical factors for
development of cancer and for poor response to therapy [11].

Whole Genome Integrity

The significance of whole genome methylation patterns
account for an attempt at equilibration that is further proposed
within systems of a methylome phenotype that proceeds in
the context of hypomethylation in mammalian species. DNA
methylation is the most extensively studied dysregulated
epigenetic mechanism in colorectal carcinoma and may constitute
potential blood-based biomarkers for early detection of this
neoplasm [12]. Integral development allows for the significant
propositions as further characterization of CpG island methylated
phenotype, as well-evidenced in colon carcinoma, but also in
gliomas and breast cancer.

Dual participation in epigenetic modification accounts for
the emergence of methylation and de-methylation as productive
finalization of the methylome profile. Telomerase reverse
transcriptase regulates DNmethyltransferase 3B expression/
aberrant DNA methylation phenotype and AKT activation in
hepatocellular carcinoma [13].

Inherent Methylation

The inherent tendencies to methylation of all forms of DNA
sequence include not only genes, but also inter-genic sequences
and repeat sequences. In such manner, dynamics of gene
expression are further compounded by histone acetylation,
methylation, phosphorylation and ubiquitination. Furthermore,
the system profile coordinates introduce the mechanistic series
of events in creation of restricted gene expression in methylome
evolution. Methylation-associated SOX family genes
proved to be involved in multiple essential processes during
carcinogenesis and are potential biomarkers for cancer diagnosis,
staging, prediction or prognosis, and monitoring of response to
therapy [14].

have

Heavy methylation of Alu and transposon repeats give further
significance to the genome-wide methylation patterns in gene
expression restriction and include the dynamics of turnover,
particularly in terms of poorly understood active de-methylation.
DNMT3A and TET1 cooperate to regulate promoter epigenetic
landscapes in mouse embryonic stem cells [15].

In view of onset and of progression of such regulatory
circuits, the proposed methylome patterns allow for CpG islands
to oscillate within various change modifications of the methylome
phenotypes. As a non-mutagenic human carcinogen, arsenic’s
carcinogenic activity is likely the result of epigenetic changes,
particularly alterations in DNA methylation [16]. Included
dimensions of methylomes of cell DNA propose the inclusion for
further modification that relate particularly and in often specific
manner to cell replicative activity. DNA methylation accumulation
is associated with molecular irreversibleness and gastric
carcinogenesis after H. pylori eradication [17].

Segregation

Functional segregation of chromatin is also an important
mechanism in the promotion of epigenetic regulation, as further
illustrated by the general concept of segregation of DNA and other
system methylome dynamics that include systems of inducible
modification in gene expression. Arsenic exposure causes

dynamic changes in histone acetylation and methylation patterns
during arsenic-induced cancer development [18].

The concept of epigenetic landscapes is hence integral to
the promotional dimensions of regulatory mechanistic steps
involving the whole integrative functionality of the genome-
wide pathways. lonising radiation can target the cellular
epigenome also; they consist of specific covalent modifications
of chromatin components such as methylation of DNA, histone
modifications, and control performed by non-coding RNAs [19].
The propositional inclusion of substantial integration of such
systems allow for the inclusion for further methylation phenotype
patterns as applicable to systems of progression of oncogenesis
and spread. The performance attributes of methylome patterns
hence is especially motivated within the active phases of cell
replication as proposed by systems for induced gene expression
modification.

De-Methylation

Proposed active de-methylation is conceptualized as system
promotion of enzymatic removal of methyl groups and as
nucleotide-excision repair. Embodied dimensions for increased
turnover include the system profile determinations in correlative
systems for control in methylome dynamics. The inclusion for
further modification is projected compromise of system pathways
that epigenetically regulate whole genome shifts in integral
gene expression. High-throughput screening with nucleosome
substrate identifies small-molecule inhibitors of the human
histone lysine methyltransferase NSD2 [20].

Hypermethylation phenotypes involve several genes
within a given genome and allow for the emergence of aberrant
promoter methylation patterns. Also, DNA methylation works in
concert with histone modifications in DNA regulatory patterns
in gene expression. Once implicated in status identification of
an otherwise hypomethylated genome, it is also involved in the

histone modifications of epigenetic information. The lysine-
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specific histone demethylase 1A was the first demethylase to
challenge the concept of the irreversible nature of methylation
marks and is implicated in carcinogenesis and epigenetic
development regulation; it interacts with transcription factors,
promoters, enhancers, oncoproteins, and tumor-associated genes
[21].

Endoparasitic Sequences

Activation of endoparasitic sequences may resultin aneuploidy
and also involve the hypomethylation status of the whole genome
in the activation of various genes that express such intermediate
metabolites as growth-promoters. Genome instability allows for
the emergence expression profiles of hypermethylated promoters
as well exemplified by predominantly suppressor tumor
genes. Differential variability in cancer contributes to cancer
heterogeneity and is crucial in detecting epigenetic field defects,
DNA methylation alterations happening early in carcinogenesis
[22].

Hypermethylation phenotypes are an expected revolutionary
system profile within the system identification of pathway
formulation involving multiple genes within the specifics of
a whole integral genome. DNA methylation patterns specify
cell-type identity during cellular differentiation and therefore
provide opportunities for the molecular analysis of tumors
[23]. Individual tumors share multiple sequence methylation
patterns, but also exhibit unique traits of hypermethylation as
proposed also in gliomas, colon carcinoma and breast cancer.
The evolutionary dynamics incorporate a genomic instability that
further compromises gene expression patterns throughout the
whole genome. Telomere-related genes that are methylated may
be a mechanism through which blood leukocyte telomere length
dynamics reflect cancer risk [24].

Conclusion

The turnover for the reproducibility dynamics of restricted
gene expression in hypermethylation phenotypes is exemplary
evidence in the production and sustained reproduction of
events for oncogenesis as further proposed by systems such as
endoparasitic sequence replication. Transposons are further
elaborated sequences in the mechanistic pathways of induced
change in genome-wide re-characterization of gene expression
as further proposed by such pathways as hypermethylation
phenotypes.

Performance increments as evidenced in an overall genome
hypomethylation series of changes include the participation of
events of promotional intent and consequence. The performance
of restricted gene expression oscillates as systems of otherwise
dynamic gene hypomethylation within the whole genome.
Cooperative genomic and epigenomic sequence methylation is
inclusive characterization of events that signify the turnover
essentials in participation of gene expression based especially on
the overall systems of histone acetylation and methylation and as
sequestration inclusion phenomena of such turnover of genomic
and epigenetic control of gene expression.
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