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Myofascial trigger points (MTrPs), characterized as palpable, taut bands within skeletal muscle, are

the central enigma of chronic myofascial pain syndromes. While the prevailing "integrated

hypothesis" attributes their formation to an energy crisis at the motor endplate, it does not fully

account for the distinct, rock-hard physical boundary of the nodule or the dramatic relationship

between minimal volume change and severe pain. We propose a novel "High-Pressure Pain Cavity"

(HPPC) hypothesis. We postulate that under chronic strain, the relatively inelastic perimysium

transforms into a sealed, semi-permeable compartment. An initial energy crisis leads to persistent

ischemia and inflammation, driving continuous exudation. Critically, based on elementary mechanics

of a confined elastic capsule, we introduce a "pressure-exudate volume curve" model. Within this

confined space, once the perimysial capsule is stretched near its elastic limit, the relationship between

exudate volume and intra-cavitary pressure becomes exponential: any minuscule further increase in

exudate triggers a catastrophic surge in pressure, causing intense, persistent pain by compressing

nociceptors and collapsing microvasculature. This leads to our second and most transformative

proposition: the Local Twitch Response (LTR) observed during dry needling or acupuncture is not

simply a spinal reflex, but a macroscopic biochemical-mechanical event of energy re-supply. We argue

that needle penetration physically ruptures the sealed cavity, creating a pressure gradient that allows

the drainage of a minute volume of exudate. Due to the steep slope of the pressure-volume curve, this

micro-drainage causes a cliff-like drop in intra-compartmental pressure. The immediate

decompression relieves capillary constriction, allowing a sudden reperfusion of fresh, oxygenated
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blood carrying glucose and ATP precursors. This sudden inrush of ATP provides energy to millions of

myosin heads that were locked in a rigor-like, high-Ca²⁺ state. The myosin heads, now energized,

execute a single, synchronized power stroke against the still-present residual Ca²⁺, manifesting as the

LTR. This event thus signifies the collapse of the HPPC and the initiation of energy metabolism

recovery, followed by Ca²⁺ re-uptake, full muscle relaxation, and pain resolution. This hypothesis

unifies the structural, fluidic, and biochemical dimensions of MTrPs and provides a parsimonious

explanatory framework for the therapeutic mechanisms of needling therapies.
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Introduction

Myofascial pain syndrome (MPS), defined by the presence of myofascial trigger points (MTrPs), is a

debilitating condition affecting a significant portion of the population and representing a major

socioeconomic burden  [1]. Clinically, an active MTrP is identified as a hyperirritable, palpable nodule

within a taut band of skeletal muscle, which on compression reproduces the patient's familiar pain  [2].

The pathophysiological cornerstone of the MTrP is widely accepted to be the "Integrated Hypothesis"

proposed by Simons  [3]. This model elegantly describes a vicious cycle: excessive acetylcholine (ACh)

release at the motor endplate causes sustained sarcomere shortening, forming a contraction knot, which

in turn compresses local capillaries, leading to local ischemia, an energy (ATP) crisis, and the release of

nociceptive substances that further enhance ACh release [2][3].

However, several clinical observations and experimental findings challenge the sufficiency of this purely

biochemical model. First, the palpated nodule has a distinct, rock-hard consistency, suggesting a

structural boundary more confining than a simple cluster of contracted sarcomeres. Second,

microdialysate studies confirm a localized, highly inflammatory and hyperosmolar interstitial

environment [4], which physics dictates would generate a high local fluid pressure if confined. This leads
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to a crucial, unanswered question: what is the nature of the physical compartment housing this

biochemical storm, and what are the mechanical consequences of its enclosure?

Furthermore, the therapeutic mechanism of the "gold standard" objective sign in needling therapies—the

local twitch response (LTR)—remains incompletely understood. The prevailing explanation attributes the

LTR to a spinal reflex  [5][6]  or simple mechanical disruption of the contraction knot  [7]. However, the

spinal reflex theory fails to explain why the LTR is so exquisitely localized to the taut band being needled,

rather than provoking a generalized contraction of the whole muscle or adjacent muscles. This strikingly

confined response strongly suggests the existence of a powerful local determinant, rather than a

centrally mediated reflex loop. Neither can the mechanical disruption theory explain why the event

consistently unfolds as a visible contraction followed by complete relaxation. These gaps necessitate a

new framework.

We present a novel, integrative hypothesis. We propose that the MTrP nodule functions as a "High-

Pressure Pain Cavity" (HPPC), sealed by the perimysium and governed by an exponential pressure-

volume relationship. Based on this hemodynamic and structural model, we re-conceptualize the LTR not

as a neural reflex, but as a biochemical event of mass energy resupply, a macroscopic consequence of the

HPPC's physical collapse and the subsequent reinstatement of local aerobic metabolism.

The Hypothesis

Our hypothesis is structured in two sequential parts: the formation of the High-Pressure Pain Cavity and,

following its mechanical disruption via needling, the mechanistic redefinition of the Local Twitch

Response.

Part 1: The Formation of the High-Pressure Pain Cavity (HPPC) and the Pressure-Exudate

Volume Curve

We hypothesize that the MTrP is a compartment syndrome at the microscopic scale, bounded by the

perimysium, a tough, collagenous sheath that envelops fascicles of muscle fibers. Under normal

conditions, the perimysium is pliable and permeable. However, we posit that chronic low-level eccentric

strain and localized energy crisis trigger a pathophysiological transformation:

1. Sealing of the Cavity: Chronic irritation and inflammation induce perimysial fibrosis and alter its

permeability, transforming it from a semi-permeable membrane into a relatively non-compliant, sealed
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physical capsule. This creates a defined anatomical cavity of approximately 1-3 mm³, corresponding to the

palpable nodule.

2. The Pressure-Exudate Volume Curve: The initial energy crisis and ischemia cause cellular damage,

releasing inflammatory mediators and proteins into this newly formed cavity. These large molecules

raise the intracavitary colloidal osmotic pressure, drawing fluid from the still-patent arteriolar blood

supply. This results in an increase in intracavitary exudate volume (V) and a corresponding rise in

intracavitary pressure (P).

We introduce a non-linear model to describe this relationship from basic mechanical principles (Fig. 1). In

the initial phase, the perimysial capsule has some residual compliance; an increase in V causes a gradual,

roughly linear rise in P. However, as the collagenous fibers of the perimysium are progressively stretched

and approach their elastic limit, the capsule stiffens dramatically. At this critical "tipping point", the

mechanical behavior of the cavity shifts. From here on, the pressure-exudate volume curve becomes

exponential: the confined space can no longer accommodate further volume without an extreme rise in

pressure. Every minuscule additional µL of exudate now causes a catastrophic spike in P. This is a direct

consequence of the physical properties of a sealed, non-compliant membrane under increasing fluid

tension.

3. Self-Locking Vicious Cycle and Pain Generation: Once the HPPC operates on the steep, exponential

segment of the curve, it locks itself into a devastating positive feedback loop. The elevated P:

Collapses venous outflow and capillary beds: The intracavitary pressure exceeds the low pressure within

thin-walled venules and the distal lymphatic network, creating a fluid dynamics deadlock: arterial blood

entering the compartment cannot effectively exit. This "one-way valve" effect traps fluid, further and

rapidly increasing V and P.

Causes intense pain: The rock-hard pressure mechanically stimulates and sensitizes perimysial and

interstitial nociceptors. Furthermore, the extreme pressure and blocked circulation perpetuate profound

hypoxic injury and inflammatory substance entrapment.

This model elegantly explains the clinical shift from intermittent to persistent, unbearable pain. It is the

moment when the cumulative V crosses the tipping point. A postural micro-movement that alters the

local arteriolar perfusion pressure or squeezes out a minuscule volume of new exudate can now trigger a

massive pressure fluctuation, accounting for the unpredictable and explosive nature of MTrP pain.
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Figure 1. The Pressure-Exudate Volume Curve of the High-Pressure Pain Cavity. The graph depicts

intracavitary pressure (P) as a function of cumulative exudate volume (V). A) Initially compliant phase: linear

pressure increase as the perimysial fibers stretch. B) Tipping Point: the elastic limit of the capsule is

approached, and the collagenous network stiffens. C) Exponential/Decompensated Phase: on this steep slope,

a minuscule volume increase (ΔV) causes a catastrophic pressure surge (ΔP), collapsing microvasculature and

causing intense pain. Conversely, an intervention that drains a tiny volume (ΔV_drain) triggers a cliff-like

therapeutic pressure drop.

Part 2: The Local Twitch Response (LTR) as an Event of Mass Energy Re-Supply

We challenge the prevailing view that the LTR is solely a spinal reflex. Instead, we propose it is the direct

macroscopic consequence of the HPPC's physical decompression and the subsequent biochemical "re-

ignition" of the paralyzed contractile apparatus.

The chain of events is as follows:

1. Physical Decompression ("Breaking the Seal"): When a dry needle or acupuncture needle precisely

penetrates the taut band and enters the HPPC, it mechanically lacerates the fibrotic, tensioned perimysial
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capsule and the disordered contraction knots. This creates one or more micron-scale pathways that

breach the sealed cavity.

2. Cliff-Like Pressure Drop: Because the cavity is on the steep, exponential portion of the pressure-volume

curve, the escape of even an extremely small volume of protein-rich exudate through these newly created

channels causes a swift and colossal drop in intracavitary pressure. The curve provides a powerful

therapeutic "leverage effect."

3. Reperfusion and ATP Re-Supply: The immediate drop in P mechanically unburdens the constricted

capillary beds. The vascular blockade is lifted, and a surge of oxygenated, glucose-rich arterial blood

perfuses the previously ischemic zone. This instantly restores the substrate for mitochondrial oxidative

phosphorylation, leading to the rapid local synthesis of adenosine triphosphate (ATP).

4. The Mass Synchronized Power Stroke (The LTR Itself): Before the pressure drop, millions of myosin

heads along the taut sarcomeres were "frozen" in a high-stiffness rigor-like state. They were bound to

actin but lacked sufficient ATP to detach and complete the cross-bridge cycle, trapped in a perpetual

"holding" phase. Simultaneously, the sarco-endoplasmic reticulum Ca²⁺-ATPase (SERCA) pumps, also

starved of ATP, had failed to re-sequester the massively elevated intracellular calcium ions ([Ca²⁺] i) that

perpetuated the contraction signal.

Upon the sudden arterial reperfusion, ATP floods the intracellular space. The energized myosin heads

now have the chemical currency to detach from their current binding sites, re-cock, and re-attach to new

actin sites. Crucially, in this first micro-second, the local [Ca²⁺] i remains extremely high. The

combination of freshly available ATP and a still-present high [Ca²⁺] i triggers an instantaneous,

synchronized, and vigorous power stroke across the entire length of the multiple muscle fibers that were

part of the hypoxic crisis. This single, mass contractile event is the LTR—a visible, palpable "energy

release" tremor. It explains exactly why the LTR is so highly localized: it is confined solely to those muscle

fibers that simultaneously experienced the ATP crisis, the high-Ca²⁺ lock, and the subsequent

reperfusion, all of which occur exclusively within the previously ischemic domain of the HPPC. It is not a

spinal reflex, but the physical sound of a stalled molecular motor system receiving fuel and explosively

turning over once before regulation is restored.

5. Resolution and Healing: The energy is no longer just sufficient for that single collective contraction.

The restored blood flow provides a continuous supply of ATP, finally empowering the SERCA pumps to

reduce [Ca²⁺] i to resting levels. The sarcomeres, freed from the Ca²⁺-driven rigor, fully relax. The

continuous fresh perfusion simultaneously flushes out the accumulated metabolic poisons,
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inflammatory mediators, and remaining debris, restoring the local milieu to homeostasis. Pain signals

cease as the nociceptors are no longer chemically or mechanically stimulated.

Therefore, the LTR is the definitive biomarker confirming the successful transformation of the local

tissue state: from a closed, high-pressure, energy-starved, locked system to an open, low-pressure,

energy-replete, relaxed system.

Supporting Evidence and Discussion

Our hypothesis connects disparate observations into a cohesive, testable framework.

The Nodule's Hardness: The "rock-hard" consistency is directly explained by the HPPC under exponential

pressure, akin to an inflated balloon under tension, rather than merely contracted muscle.

Pain Volatility: The "pressure-exudate volume curve" perfectly models the clinical observation that

chronic MTrP pain can suddenly intensify and become constant, triggered by minimal exertion,

representing the system crossing from the linear to exponential phase of the curve.

The LTR's Localized Nature: As argued above, our hypothesis inherently explains why the LTR is strictly

confined to the needled taut band. The event requires the co-localization of ischemia-driven ATP

depletion, high [Ca²⁺] i, and a sudden pressure drop-driven reperfusion—a combination that cannot

physically occur outside the boundaries of the HPPC. The spinal reflex theory, in contrast, would predict a

more diffuse, segmental or multisegmental response, which is not observed in targeted MTrP needling.

The LTR's Character: While a spinal reflex component may coexist, several features argue for our direct

energy-recovery mechanism. The LTR is a robust, short-duration, full-band contraction, consistent with

a synchronized molecular event. Electron microscopic observations of needled MTrPs show physical

disruption of the sarcomere and sarcolemma, supporting the "cavity rupture" component  [7]. Crucially,

the instantaneous nature of the contraction is more readily explained by the immediate availability of

ATP to pre-bound myosin heads in a high-Ca²⁺ environment, rather than the time delay inherent in a full

afferent-to-efferent polysynaptic reflex loop.

Therapeutic Mechanism: This model clarifies why eliciting a LTR is correlated with therapeutic

success  [8]: its presence confirms that the needle has accomplished both physical decompression

(allowing ATP resupply) and biochemical resetting. It transforms the procedure from a simple

"mechanical tissue disruption" into a "biochemical-energetic system restart."

The hypothesis makes several testable predictions:
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1. Pressure-Volume Measurement: Using a nanometer-scale pressure transducer in an ex-vivo MTrP

model or an in-vivo animal model, one should be able to record an exponential rise in intra-capsular

pressure with incremental micro-infusions of fluid, but not in healthy muscle tissue.

2. Biochemical Cascade of LTR: Simultaneous real-time microdialysis and high-resolution

ultrasonography during needle-induced LTR should reveal a sequence: immediate local pressure

drop, followed by a surge in tissue oxygen tension (pO₂) and glucose, a transient spike in

extracellular ATP metabolites, and then the LTR event, all preceding any potential reflex arc latency.

3. Computational Modeling: A finite element analysis model of a perimysial cavity with graded

permeability, capillary dynamics, and ATP diffusion kinetics could simulate the emergence of both

the HPPC and the LTR sequence.

4. Localization Experiment: If the LTR were purely reflex-driven, injecting a conduction block (e.g.,

local anesthetic) proximally on the nerve trunk should not abolish the LTR if it is truly a local

molecular event, whereas a spinal reflex would be eliminated. A refined experiment could test this

prediction.

Conclusion

The "High-Pressure Pain Cavity" hypothesis offers a paradigm-shifting, interdisciplinary model for

understanding myofascial trigger points. By integrating the structural role of the perimysium, the

elementary physics of a non-linear pressure-volume curve, and the molecular mechanics of the cross-

bridge cycle, it provides a unified explanation for the rock-hard nodule, the volatile pain dynamics, and—

most importantly—the therapeutic essence of the highly localized local twitch response. It redefines the

LTR from a simple spinal reflex into a direct visual indicator of a successful "hard reset"—an energy re-

supply event that resolves the ischemic, high-pressure crisis at the heart of chronic myofascial pain. This

hypothesis can steer future research towards targeted biomechanical and biochemical investigations,

potentially revolutionizing the therapeutic strategies for these pervasive and stubborn pain syndromes.
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