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Abstract

Dynamics of pro-apoptosis and of pre-apoptosis are significant potential states of activity that well-characterize the malignant transformation
eventin cell clustering and progression. The nature of attribute determination allow a permissive pre-determination that strictly contributes to a
realization in terms of the established formulas for progression of cascade events per se and as further outlined by systems of carcinogenesis and
spread. The parameters for such characterization are idealized definitions for significant predispositions that profile formulates the dimensions
for cooperative events as strictly interface formulas in their own right and as described pathway consequence as clearly defined by the malignant

transformation event in carcinogenesis.

Introduction

Pro-apoptosis refers to a series of enhanced apoptotic
predispositions inherently arising from interface susceptibility
between extrinsic and intrinsic apoptosis
within the living cell in a manner that predominantly favors

consequences

dysfunction of ligand-binding of initiator mechanisms. In such
terms, the evolutionary dynamics of pro-apoptosis is associated
with resistance to the onset and maintenance of cell proliferative
states. MicroRNAs are evidently powerful regulators of

maintained cellular homeostasis and immune evasion [1].

The degrees of progressive rates of susceptibility creation of
apoptosis eventsincludes dynamics borne outby a series of death
domains in a manner specific to the incremental progression of
susceptibility to apoptotic activity in terms of the conformational
binding of such aggregate phenomena as apoptosome and DISC
dynamics. Apoptosis-stimulating protein of p53 forms an inter-
regulatory loop with Early Growth Response 1 and promotes
apoptosis via inhibiting cyto-protective autophagy, independent
of the well-documented p53-dependent mechanisms [2].
Complex creation is a specific conformational consequence of
such interface dynamics that include the prevalent molecular
forms of such entities as decoy death receptivity. RBM5 is a RNA-
binding motif protein and is reported as a tumor suppressor,
inhibiting Wnt/catenin signaling and inducing apoptosis in
gliomas [3].

Pro-Apoptosis

The inclusive proliferative response of pro-apoptosis is a
considered re-interpretation of events as induced by Nuclear-
Factor kappaB motivated dynamics. Bid exerts pro-apoptosis
effects, but also promotes cell proliferation, maintains S phase
checkpoint and facilitates inflammasome activation [4]. Such
phenomenon is a semblance formula for the further derived and
substantial re-formulation as strictly characterized by systems
of decoy nature. The extrinsic phenomenon of receptor-ligand
binding is paramount acquisition of the extra-cellular dynamics
that progress specifically as transduction pathways of activation
of primary and sequentially evoked binding dynamics of caspase
nature and origin. Putative cancer stem cells present the
transcriptomic profile of multipotent cells [5]. The significance
of a homo-trimeric identity to initiator caspase activities is
further projected in terms of inter-active formulas for further
progression in the form of specific executioner caspases.
Rapamycin specifically affects Bax and survivin signaling
pathways in activated apoptosis [6].

The definitive outcome of pro-apoptosis is hence a
disordered regulatory dimension that correlates also in terms of
interface molecular events of binding and disjunction between
initiator and executioner caspases.
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It is further to such considerations that dynamic forms
of receptor binding are primarily outcome phenomena in
internalized turnover of systems of cooperative dynamics,
as further evidenced by systems of re-formulated objects
of progressive enhancement or inhibition of the interface
interactivities. The epigenetic regulation of TSSC3, a pro-
apoptosis gene, provides valuable insights in osteosarcoma
therapy with loss of expression of the imprinted gene [7].

Resistance

The resistance profiles of various tumor isotypes reflect
the summation phenomena of pro-apoptotic states in relative
comparison and contrast to the onset dynamics of programmed
cell death pathways. Ericifolin, an antitumor agent from allspice,
silences androgen receptors in prostate cancer and shows
anti-proliferative, pro-apoptotic and anti-Androgen receptor
activities [8]. In such manner, the progressive nature and systems
of enhanced programmed cell death clearly indicate potential
attributes of ligand-receptor binding in terms of transduction
pathways. The onset systems of progression are themselves
maintenance mechanisms in formulated dimension that re-
define the persistence of pathway cascades and that also allow
further understanding in terms of the acquisition to apoptosis
susceptibilities.

Flavonoids possess anti-angiogenetic, anti-metastasis and
pro-apoptosis properties and decreases nuclear levels and
binding ability of nuclear factor-kappaB and activator protein-1

[9].
Cleavage

Cleavage phenomena are derived attributes to the onset
determination of cascade events as integral to the profile
dynamics of the system identities as predominantly determined
by executioner caspase activity. A novel framework that
distinguishes distinct patterns of gene co expression networks
and inflammation-based modules shows advantages of an
integrative and comparative networkanalysis over the differential
expression-based approach and virus-host interactome-based
approach [10]. The realization of system profiles indicates a
susceptibility state that is deformed by cellular malignant change
and that is further labeled in terms of the onset dynamics of such
maintenance programs as programmed cell death pathways. Re-
expressed CXCL14 is a common target in epigenetic silencing in
lung cancer and provokes tumor necrosis [11].

System Profiles

The realization of system profiles is it clears recognition
of interface development of molecular cascades that permit
and further allow the emergence of interactions between the
extrinsic and intrinsic apoptosis phenomena. It is further evident
that substantial acquisition to molecular dynamics clarifies
the attributes of pro-survival of cells as negative or positive
acquisition of the pro-apoptosis of individual cells in terms of
clustering phenomenon of molecular species.

The proposed increments in molecular binding allow for
predisposed enhancement as further borne out by the profile
outlines as determined by systems of created potentiality.
Protocadherin 10 isa gastric tutor suppressor and its methylation
at an early set of carcinogenesis is an independent prognostic
factor [12]. It is further to such molecular binding to receptors
and decoy receptors that a concept of molecular dynamics is
a reflected dimension of turnover in terms that predispose to
conformational modification and to post-translational change
in the binding of interface modalities. Substantial attributes
of dysfunction are further accentuated within predisposed
susceptibilities to a state of enhanced apoptotic susceptibility, as
terms that additionally require the outline emergence for further
progressive cascades of interactivity, A radiation-induced acute
apoptosis involving TP53 and BAX precede delayed apoptosis
and malignant transformation of CGL1 human hybrid cells
derived from (HeLa X fibroblast)[13].

Deliverance

The deliverance components that term-define apoptosis as
programmed cell death allow for the system determination of
cell death as conceptually re-defined by formulas of interactivity.
The profile contributions of susceptibility ratios in molecular
terms allow for the emergence of profile phenomena that
strictly characterize dimensions of progression as systems of
maintenance of the cellular malignant transformation event.
Flubendazole suppresses glioma cell division by G2/M cell cycle
arrest and provokes pro-apoptosis [14].

Attribute determination is therefore significant as profile
potentiality in its own right, as further determined in set
terms of onset and progression of the cascade events of serial
caspase cleavage events. It is beyond the characterization of
significant formulation that systems of recognition are systems
of progression in receptor-binding events. The inhibition of
autophagy may constitute a novel mode to overcome tolerance
of glioblastoma to anti-angiogenic agents [15]. The clear pre-
determination of susceptibility traits allow for the significant
emergence of the pre-apoptosis as an integral event in response
to the malignant transformation event per se, as further dictated
by formulas of potential execution of pathway cascades. Selenium
induces apoptosis and oxidative stress in oral carcinomatous
cells when provided in high concentrations [16].

Onset

The significant correlates of onset dynamics of the apoptosis
cascades as terms of reference to maintenance formulas in
programmed cell death allow for a realized dimension of
cooperative phenomena that belie the significant predisposition
to malignant change. In such terms, cooperative potentiation of
the malignant transformation event predispose cells to clustered
reformulations in terms of identity ratios as further projected
by systems of susceptibility and of maintained profiles of such
susceptibility. The realization of malignant transformation is
further corroborated by the onset outcome of pre-determined
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formulas for further change as well-determined by the
outline dynamics for potential further change in contribution
acquisition.

Conclusion

Interface collaboration is a strictly acquired system profile
that characterizes and re-characterizes the onset dynamics
of pro-apoptosis in terms of the subsequent performance of
programmed cell death. It is further to be realized the dynamic
interplay of system profiles as determined by the inclusion of cell
surface membrane receptivity, on the one hand, and the clustering
dynamics of binding to the mitochondrial outer membrane
of caspases. It is significant to consider the profile schemes
for pre-determination as realized interface consequences of
the extrinsic and intrinsic apoptosis in defined formulas for
contributed maintenance of pro-apoptosis throughout the
course progression of the programmed cell death phenomenon.
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