Chapter 1 — A Unified Model of Human
Instability

1.1 The Fragmentation of Clinical Understanding

Modern psychiatry and clinical psychology have achieved substantial advances in the
identification and treatment of discrete symptoms and syndromes. Diagnostic frameworks, most
notably those codified in the DSM tradition, provide structured classifications for mood
disorders, personality disorders, substance use disorders, and a wide range of behavioral
pathologies. These frameworks have proven indispensable for communication, research
standardization, and treatment planning.

However, despite these advances, a fundamental limitation persists: human instability is not
experienced or expressed in discrete domains.

In clinical reality, cognition, affect, behavior, and physiology do not operate independently. They
are reciprocally interacting processes, dynamically coupled over time. Emotional volatility
reshapes cognition; cognition reinforces or destabilizes affect; both are expressed behaviorally;
and all are continuously modulated by physiological state. This coupling is not incidental—it is
structural.

Yet, most prevailing models continue to treat these domains as analytically separable. As a
result, clinical practice often focuses on isolated symptoms rather than system-level dynamics.
Interventions may reduce anxiety, stabilize mood, or suppress behavior, but frequently fail to
address the underlying mechanism of escalation that produces recurrent instability.

The consequence is familiar: cycles of relapse, episodic crisis, and delayed recognition of harm.

This chapter introduces a different approach. The figures in this chapter are intended as an
orienting map rather than a complete explanation. The reader need not master every pathway at
this stage. The central point is that instability is modeled as a progressively recruited system:
upstream worldview and cultural conditions influence interpretive and affective instability,
which may become relationally transmitted, physiologically amplified, behaviorally discharged
affecting downstream all cause mortality.

1.2 From Symptom Clusters to System Dynamics

The central premise of this work is that harmful behavioral outcomes are not random events,
nor are they adequately explained by static traits or isolated diagnoses. Instead, they emerge
from a dynamic, self-reinforcing system that, once activated, progresses toward increasing
instability and, in many cases, behavioral discharge.



Figure 1.1. Integrated Developmental-Epistemological Model of Instability and Harm Risk

A dynamic system in which upstream worldview structure and cultural context shape instability pathways that, when amplified,
increase physiological burden and the likelihood of harmful outcomes.
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The essential movement in Figure 1.1 is left to right: upstream worldview and cultural
conditions shape interpretive and affective instability; instability may become relationally
organized; physiological load amplifies the system; and harmful behavior represents
downstream discharge rather than an isolated event.

This system is not hypothetical. It is constructed from convergent evidence across:

+ behavioral studies
« informant-based measures

« meta-analytic synthesis
+ structural modeling

Across these domains, a consistent pattern emerges: instability propagates through recursive
interaction, not linear causation.

Accordingly, the appropriate unit of analysis is not the symptom, nor the diagnosis, but the
system state.



This shift—from static classification to dynamic modeling—has significant implications for
clinical practice. It allows for:

« identification of early-stage instability, prior to overt behavior
+ recognition of trajectory, not just condition
- estimation of risk windows, rather than post hoc interpretation

In short, it permits a transition from reactive care to prospective detection.

1.3 Core System Architecture

The model presented in this work integrates six primary constructs into a unified system:

+  Worldview Coherence (WV)

«  Cultural Narcissism (CN)

« Epistemic Disorientation (EpD)

« Affective Dysregulation (AD)

« Relational Revenge Orientation (RR)
« Physiological Load (PL)

These constructs are not independent variables. They function as interacting components
within a dynamic system.

1.3.1 Upstream Conditions: WV and CN
At the highest level, system stability is shaped by the interaction between:
«  Worldview Coherence (WV): the structural integrity of the person’s belief—identity—

behavior system, defined by coherence, congruence, and consistency, independent of
belief content

« Cultural Narcissism (CN): a population-level condition characterized by self-referential

orientation, validation dependence, and visibility-contingent behavior

WYV functions as a stabilizing force, providing continuity and interpretive structure. CN
functions as a destabilizing force, redirecting motivation toward external validation and
performative behavior.

Critically, these constructs interact nonlinearly. Low WV in the presenc of elevated CN creates
a condition in which individuals are both structurally unanchored and externally driven,
producing vulnerability to instability.



1.3.2 The Instability Corridor: EpD and AD

When the WV—CN balance shifts toward instability, the system enters what may be termed the
instability corridor, defined by the interaction between:

- Epistemic Disorientation (EpD): loss of interpretive coherence, uncertainty about
beliefs, identity fragmentation

« Affective Dysregulation (AD): emotional volatility, heightened reactivity, rapid shifts in
affect

These constructs do not simply co-occur. They amplify one another recursively:

« Disorientation destabilizes emotional regulation
«  Emotional volatility further degrades cognitive coherence

This bidirectional reinforcement constitutes the entry point into system-level instability.

1.3.3 Transmission: Relational Orientation

As instability intensifies, internal dysregulation is increasingly expressed in relational terms
through:

+ Relational Revenge Orientation (RR)
RR represents a shift toward grievance, attribution of harm, and preoccupation with perceived
injustice. It functions as a transmission mechanism, converting internal instability into

interpersonal orientation.

At this stage, the system is no longer contained within the individual. It becomes interpersonal
and directional.

1.3.4 Biological Amplification: Physiological Load
Concurrently, the system recruits a physiological component:

- Physiological Load (PL): cumulative stress burden, including autonomic, endocrine,
and inflammatory responses

PL is not merely a consequence of psychological instability; it is an active amplifier. Elevated
physiological load:



- reduces regulatory capacity
+ increases emotional reactivity
+ accelerates system escalation

Notably, PL often becomes detectable prior to overt behavioral expression, making it a critical
marker for early identification.

Figure 1.3.4 The ALC Core Engine: Structure, Dynamics, and Ignition

The Anger Feedback Loop Cascade (ALC) is the central mechanism that transforms internal instability into physiological load and harmful behavior.
It can ignite through two primary pathways and is governed by a threshold-driven dynamic.
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Figure 1.3.4 compresses the ALC engine into three views: the structural loop, the state-transition
pathway, and the PL recruitment surface. The reader should focus first on the central claim that
ALC and PL can become mutually reinforcing before overt harm is expressed.

1.3.5 Behavioral Discharge: Harm Enactment

At sufficient levels of system pressure, instability is discharged behaviorally as:
+  Harm Enactment (HE)

This includes a wide spectrum of outcomes:

+ interpersonal violence




+ substance misuse
+ self-harm and suicidality
« coercive and controlling behaviors

Importantly, these outcomes represent terminal expressions of a process, not independent
phenomena.

Explaining harm as system expression does not remove moral responsibility; it clarifies the
developmental, relational, and physiological conditions under which harmful behavior becomes
more probable.

1.4 System Properties

The system described above exhibits several defining properties:

1.4.1 Nonlinearity

Small changes in upstream conditions (WV, CN) can produce disproportionate downstream

effects. The system does not progress gradually; it can accelerate rapidly once thresholds are
crossed.

1.4.2 Recursion

Core components—particularly EpD and AD—interact in self-reinforcing loops. Once
activated, these loops tend to sustain and amplify themselves without external intervention.

1.4.3 Threshold Behavior
The system operates across identifiable thresholds:

« Activation threshold: entry into recursive instability
+ discharge threshold: transition to high-probability behavioral expression

These thresholds are not arbitrary. They emerge from the interaction of system components and
define clinically meaningful transition points.



1.4.4 Temporal Structure

Instability unfolds over time in patterned ways, including:

- identifiable escalation windows
+ recurrence cycles
+ increasing severity across repeated episodes

This temporal structure enables prospective analysis, rather than retrospective explanation.

1.5 Clinical Implications
Reframing instability as a dynamic system yields several immediate clinical implications.
1.5.1 Detection Before Expression

If instability can be identified within the EpD—AD corridor or through rising physiological load,
clinicians may detect risk prior to overt harm.

1.5.2 Reinterpretation of Stability
The absence of observable harmful behavior does not necessarily indicate system stability.

External constraints, social position, or reputational concerns may suppress expression while
instability persists.

1.5.3 Focus on Trajectory
Assessment shifts from:

«  “What is the diagnosis?”
to:

+  “Where is the system, and where is it moving?”



1.5.4 Intervention Targeting

Interventions may be directed not only at symptoms, but at:

« reducing recursive amplification
 restoring coherence
+ interrupting transmission pathways

1.6 From Description to Detection

The model presented here does not seek to replace existing diagnostic systems. Rather, it
provides a complementary layer of analysis—one that focuses on process, interaction, and
trajectory.

Its central claim is straightforward:

Harmful outcomes are preceded by measurable system instability.

Figure 1.6 From Description to Detection: Marker Convergence and Escalation Windows

A reference map for translating the ALC system into observable patterns: single signs are weak; cross-domain convergence suggests escalation.
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Figure 1.6 translates the model into detection logic: isolated markers may be nonspecific, but
cross-domain convergence across interpretive, emotional, physiological, relational, and
behavioral signs suggests escalating system instability.



If this claim holds, then the clinical task is no longer limited to responding to harm after it

occurs. It becomes possible to identify, monitor, and intervene during the escalation process
itself.

The chapters that follow will develop this framework in detail, beginning with the formal
structure of the Anger Feedback Loop Cascade, its thresholds, and its temporal dynamics.



