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The Lived Experience of Pain: A Painful Journey for Medicine
Milton Cohen & John Quintner
Abstract
Although understandings of pain phenomena have benefited from theoretical developments such as the biopsychosocial
model of illness, the clinical path of the person in pain presenting to a health professional still leads to frustration for both.
The biopsychosocial model generated an "official" definition, two major conceptual frameworks, and three putative
explanatory models. However, in the absence of a theory that embraces pain as an emergent and unpredictable phenomenon,
these progeny have been unable to displace biomedical reductionism or to transcend dualism. The observer-dependent stance
of the clinician results in marginalisation of the "patient," compromises therapy and confronts both parties with a potential
clinical nemesis. The lived experience of pain reflects an aporia, a puzzle that denies us access to its secrets. However
application of principles underlying the self-referentiality of living systems opens a path to integrating the traditional somatic
dimension of biomedical analysis with dimensions of beliefs, emotions, behaviour and environment. Clinically, pain may be
grasped anew through the engagement of autonomous self-referential living systems, creating the intersubjective or “third
space” with each influenced by similar sets of humanist factors and confronted with the same aporia. This reframing
generates new possibilities in assessment, treatment and policy.
Key Words: Biopsychosocial, reductionism, dualism, aporia, self-referentiality, autonomous systems, intersubjectivity, third
space.
1.

Introduction
This paper seeks to understand why what should be a basic function of the health professions - the management of
pain - is not only unsatisfactory but also frustrating for both the person in pain and the health professional. How is it, we ask,
that there is such a poor fit between the conventional medical approach to the person in pain and that of the lived experience
of pain?
To address this conundrum, the basic tenets of (Western) biomedicine need to be appreciated, their inadequacies
with respect to pain identified and the attempts to remedy this situation examined. A central issue remains - whether the
"slipperiness" of defining and researching pain using the linguistic tools available limits any attempt to reframe the clinical
encounter.
2.

Western biomedicine and pain
The dominant discourse of Western medicine is characterised by two core philosophical tenets, each with two
complementary aspects. Firstly, not only are body and mind conceptualised as different and distinct entities but also the
physical ("body") dimension, being “objective” and therefore measurable, is accorded priority over the mental ("mind")
dimension, which is “subjective” and therefore unmeasurable.1 The second is the reductionist assumption, that all symptoms
– including pain – are expressions of a discoverable disease process and that there is a predictable and reliable connection
between pathological changes and clinical features. This is complemented by the assumption that knowledge about the
properties of parts of a system is sufficient to understand the global behaviour of the whole system.
This primacy of structural pathology located in the body has been the major criterion for discovering disease in
Western epistemology, eclipsing functional pathology and relegating to the background behavioural, psychological and
social factors. When applied to the problem of clinical pain, biomedicine posits a predictable - if yet to be discovered - hardwired relationship between identifiable tissue damage, consequent changes within the brain, and the report of pain.
The implications of this biomedical model of illness are profound. Firstly, the experience of deviation from wellness
is demoted to the depersonalised expression of a (structural) disease process. Secondly, the process of clinical diagnosis
becomes exclusively reductionist, the only phenomena of interest being those that constitute discrete, linear causal chains.
Thirdly, the relationships between such chains are assumed to behave predictably, and to apply universally.2
In effect this model privileges the ostensibly “objective” view of the clinician over the sufferer’s lived experience of
pain. Thus if there is no discoverable and relevant nociception (the detection and signalling of "tissue damage", a concept
integral to the "definition" of pain), there can be no “real” pain. The clinical encounter then resolves as either dismissal of the
patient’s complaint or an inference of “psychogenesis” by the clinician.3 This is in effect a reversion to the default tenet of
body-mind dualism, defying and confronting the lived experience of pain, which is “simultaneously and interactively both
physical and mental.”4
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3.

The "biopsychosocial model of illness": an attempt to loosen the constraints of dualism and reductionism
To allow clinicians to embrace aspects of human illness that biomedicine proved unable to contemplate, psychiatrist
George Engel (1913-1999) formulated the biopsychosocial model. Actually a framework through which to assess illness
rather than an explanatory "model", Engel's proposition retained the assumptions of biomedicine but invited consideration
that the experience of illness could be influenced if not determined by psychological, social, and cultural factors.5 6 7
Engel’s model was derived from General Systems Theory (GST) as formulated in the early 20th century by Viennese
theoretical biologists, Ludwig von Bertalanffy and Paul Weiss.8 GST holds that organisms are highly organised hierarchical
systems, embedded in their respective environments. A perturbation sufficient to cause changes in any one of these systems
would evoke changes in any or all of the other systems. Most importantly, the organism itself would produce these changes
“in an effort to stay constant with regard to its outside.”9
The biopsychosocial framework invited clinicians to collect qualitative and quantitative data in these psychological,
social, and cultural domains and to incorporate them into diagnostic and therapeutic processes, thereby arriving at a better
understanding of the “human experience” of disease or, more correctly, of illness. Importantly, these transactions were to take
place at the "two-person" system level, that is, the doctor-patient relationship.10
Theoreticians in pain medicine were quick to adopt the biopsychosocial framework, as it seemed to fit the growing
recognition of pain as an expression of complex interactions between biological, psychological, social and cultural
factors.11,12,13
Interestingly from the biological perspective, the Gate Control theory of Melzack and Wall (1965) had already
predicted, based on the plasticity and modifiability of events at all levels within the central nervous system, that whether or
not a person perceives and reports pain in response to a particular stimulus would be determined not only by the nature of that
stimulus but also by the context within which it is experienced, together with associated memories, emotions and beliefs.
14,15,16

A major outcome of the application of the biopsychosocial approach was the “official” definition of pain as "an
unpleasant sensory and emotional experience associated with actual or potential tissue damage or described in terms of such
damage".17 This was an advance on the biomedical approach, as it could break the nexus between actual tissue damage and
the subjective experience and thus accord legitimacy to the experience of the person in pain.
However the explanatory notes that accompany the IASP definition contain the rider that “[M]any people report
pain in the absence of tissue damage or any likely pathological cause; usually this happens for psychological reasons.” 18
[italics added] Thus, even this potentially enlightening definition fell back into the circular trap of body-mind dualism, and
has inadvertently sanctioned the efforts to seek explanations for a variety of pain syndromes solely from psychosocial factors,
from which arises the untestable construct of somatisation.19
Fink’s critical examination of the IASP definition (this volume) exposes the ambiguous and puzzling nature of the
term “pain”, which can denote one or more of “a cluttered mixture of distinguishable concepts.” He concludes that by
reducing our everyday notion of pain to a scientific concept, the IASP definition fails to reflect the important moral and
ethical dimensions of the pain experience: “Pain itself is not morally relevant in itself, but suffering is the morally relevant
component.”
Nonetheless the biopsychosocial framework generated a number of hierarchical "models" of pain. First among these
was that of Loeser, who proposed four nested hierarchical domains: nociception, pain, suffering, and pain behaviour.20
Waddell's Glasgow Illness Model was formulated similarly, postulating four domains of interest: physical problem,
psychological distress, illness behaviour, and social interactions.21 Each "model" explicitly includes the moral dimension of
"suffering" demanded by Fink, and in fact the only observable domain is the interaction between the person in pain and the
surrounding world ("pain behaviour" in Loeser’s model; "illness behaviour" and "social interaction" in that of Waddell). In
each the clinician was to determine which of the four domains might be “playing significant roles in the genesis of the
person’s problem, and then to direct therapies at the appropriate aetiological factors”. 21
This exercise required the clinician not only to differentiate illness behaviour from physical disease but also to detect
any mismatch between the amount of demonstrable disease causing pain and the level of disability allegedly caused by the
pain. How these crucial decisions were to be made was left entirely to the clinician’s discretion, guided by the same arbitrary
constructions constrained by dualism.
These approaches pose major theoretical and practical problems. Firstly, the frameworks suggest that pain,
suffering, and behaviour are somehow discrete phenomena, whereas in fact the clinician-observer is unable to make such a
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distinction. Secondly, although nociception may be understood as a specific and quantitative physiological process, the other
domains resist such a reductionist approach. Just as the connection between them is undefinable and arbitrary, so is the lived
experience of pain not reducible to a neuroscientific explanation. Although these conceptual frameworks imply that there are
non-nociceptive influences on pain and behaviour, they neither escape dualism nor solve the unacknowledged "puzzle of
pain".22
The next two decades saw a new trend emerging, with the focus on inferring overarching neurobiological
mechanisms for the experience of pain. Flor and Hermann formulated a "psychobiological" model of pain, viewing it as a
multi-component behavioural response to aversive stimuli. Through prior learning, operant and respondent conditioning,
powerful pain memories are formed at all levels of the nervous system, reflecting the dynamic and continuous interplay
between various physiological and psychological factors.23 Once established, such pain memories were said to be capable of
maintaining pain even in the absence of peripheral nociceptive input. That is, pain transmutes from being an emergent
aversive response into a learned memory that may cause profound reorganisational changes within the nervous system, thus
perpetuating itself.
By reconceptualising pain as a "homeostatic emotion", Craig pursued the theme of grounding pain in disturbed
bodily function, as one of a number of emotional responses through which the integrity of the body (self) can be maintained
in the face of conditions that threaten to disturb its homeostasis. He suggested that pain is not part of the exteroceptive
somatosensory system but rather “part of a hierarchical system of interoception subserving homeostasis, the sense of the
physiological condition of the body (interoception) and the subjective awareness of feelings and emotion.”24
Craig’s formulation was based on the known relationship in humans between activated C-fibres and the conscious
perception of pain, and a proposal that slow ongoing spontaneous discharge in C-fibres functions to monitor the physiological
condition (metabolic status) of the entire bodily tissues and could be responsible for an individual’s subjective awareness of
inner body feelings, including emotionality.25
This claim raises two important issues. Firstly, the particular disturbance of homeostasis that gives rise to pain is
quite specific, being signalled only through the summated activation of nociceptors, that is, by tissue damage. Craig is
attempting to unify (old) specificity theory with (new) convergence theory, favouring the former. The second, and more
profound, issue is that Craig’s hypothesis depends on representationism whereby the nervous system is held to mirror an
independent world,26, 27 which includes a “thing” called pain and a sensory image of the physiological condition of the body.
Not only is this claim untestable, it requires that the organism step outside itself in order to observe its own
condition which, as it leads to an infinite regress, would appear to be impossible.28 Furthermore, it would also require what
the philosopher Daniel Dennett calls a Cartesian Theater, an obscure place in the mind/brain “where it all comes together.”29
Another example of pain as a “thing” was the attempt of Siddall and Cousins to assign disease status to the clinical
problem of persistent pain. 30 These authors cited “secondary pathology” within the nervous system induced by altered
sensory inputs from the periphery, including anatomical reorganisation in nociceptive pathways and the alterations in patterns
of brain activation and cortical topography found in persistent pain states. In the light of recent knowledge of brain plasticity
this proposition was, in itself, unexceptional. However, to then state “persistent pain does give rise to its own secondary
pathology”31 again elevates pain to the status of a causative “thing” and thus constitutes the circular argument that pain causes
itself.
These authors went further by adducing environmental factors as the “tertiary pathology” of pain and thus asserted
that pain is “an environmental disease”. Such tertiary pathology was said to include “factors such as genetic makeup, level of
spinal inhibition, psychological status and the societal litigation system.”32 In effect, this proposition is no different from
identifying that non-nociceptive factors may be relevant to the pain experience. However to label this as “tertiary pathology”
carries the implication that these factors can somehow contribute to a permanently altered nervous system. At the same time,
by including “psychological status” as part of this tertiary pathology, and therefore external to (and acting upon) the body, the
argument defaults to the familiar circle of body-mind dualism. Furthermore, what is the pathological basis of the influence,
for example, of the “societal litigation system”?
This proposition appeared to be concordant with the biopsychosocial framework but the attempt to portray pain
itself as a causative “thing” represented a dramatic return to the linear causality of the biomedical model. Moreover, Siddall
and Cousins failed to distinguish between their “discovery” of the “pathology” of chronic pain and any process that might
lead to justification of its validity.33
4.

Critical evaluation of the biopsychosocial framework of pain
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The application of the biopsychosocial framework to the evaluation of pain has been useful in clinical assessment, in
generating putative explanatory models and to some extent influencing modes of therapy. The framework also promised to
provide useful insights into enigmatic situations such as pain in the absence of nociception, the absence of pain in the
presence of tissue damage, the variability and unpredictability of individual responsiveness to identical treatments, and the
lack of a predictable relationship between pain, impairment and disability.
However, in the absence of a theory that seeks to understand how the different domains might interact with each
other, these attempts have been caught in circular argument and have been unable to transcend biomedical reductionism or
the perpetuation of body-mind dualism. In particular, the implication that pain is a “thing” separate and distinct from the body
not only bears little relationship to the lived experience of pain but also emphasises the inherent problem that arises when an
observer attempts to reduce the experience of the pain of “the other” to predictable parameters.
In this initiative, pain theorists continued to adopt the traditional observer-dependent stance of the clinician, which
not only marginalises the patient but also ignores the important role the observer plays in the clinical encounter and its
outcome. The lived experience of pain cannot be reduced to its neurophysiological correlates, nor can it be unambiguously
conceptualised as a disease, an emotion, or a memory, although it may contain elements that fit with each of these concepts.
Thus the biopsychosocial initiative is better seen as another reductionistic and dualistic framework for analysis rather than as
an explanatory model for the complex phenomenology of pain states.34
5.

A new theoretical framework for Pain Medicine
Why are pain and its ethical treatment so elusive of theory? To address this question we identify the clinical
encounter as the pivotal transaction in pain medicine: the presentation of a person distressed because of a profound threat to
their bodily integrity to another person reputed to be learned in the arts (if not also the sciences) of healing.
In searching for a new theoretical perspective to understand this encounter, we will draw on three vantage points:
•
The central concept of pain as an aporia that cannot be accounted for adequately by the biomedical model or in
a biopsychosocial framework;
•
The nature of humans (and indeed other biological systems) as autonomous self-organising autopoietic units
that have different perspectives and needs based on the demands of their particular circumstances (which
includes the societies in which they are embedded);
•
Inter-subjectivity or empathy as the natural ground for rapprochement between the world of the clinician and
the world of the person in pain in the clinical setting.
5.1 Pain as an aporia
The lived experience of being human is not linear and indeed is beyond body-mind monism or dualism.35 Pain is not
only difficult to express in language but also ultimately not communicable in these terms: too complex to be apprehended
from linear determinism or from a desire to make sense of it. Our attempts to develop explanatory models bounce off a
metaphysical brick wall, which constitutes the aporia of pain.
An aporia (from the Greek meaning "lacking a path, a passage or a way") is a mystery or puzzle, encompassing the
dual problems of not knowing how one has arrived here and not knowing where to go next. 35a As it is unlikely that pain can
ever be known objectively, the clinician’s encounter with the aporia of the patient is often one of uncertainty, discomfort and
doubt. The patient in pain, currently encountering the aporia, presents his/her body to the clinician for investigation and
treatment with the quite reasonable expectation that the clinician will be able to "ground" the lived experience. But the
clinician may also be "lost", so that both parties lack knowledge and understanding, which leads to a crisis of choice, of
action and of identity.35bAs Bodwell argues (this volume) the clinician’s dilemma can then lead to loss of empathy and even
to feelings of resentment towards the person in pain.
When confronted with the clinician's dilemma, the patient too is forced to share the same doubt and uncertainty,
compounding their discomfort, and with potentially negative epistemic and moral implications for the therapeutic
relationship, including stigmatisation within the health care system. Nielsen (this volume) explores the relationship between
chronic pain and stigma in society and argues that the devastating consequences of stigmatisation (“social suffering”) need to
be addressed at both practice and policy levels.
5.2 Self-referential biological systems
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A critical insight from GST is the capacity of a living organism to change itself in response to perturbations in its
environment. Chilean biologists Maturana and Varela argued that the unique property possessed by living organisms is a
particular circular mechanism of spontaneous autonomous activity contained within a semipermeable boundary, a process
which they called autopoiesis, from the Greek, meaning "self-producing". They defined an “autopoietic unit” as a particular
type of homeostatic system capable of being self-sustaining by virtue of an inner network of reactions (its organisation) that
regenerate all the system’s components (its structure).
Autopoiesis is the continual production by a network of the very components that comprise and sustain the network
and its processes of production.36 In other words, such a system is said to be self-referential (capable of examining itself) and
, ,
self-organising (capable of changing and ordering its internal structure according to local rules). 37 38 39
The critical variable of a living system is its own organisation. This is highly negentropic (operating far from
thermodynamic equilibrium): loss of the system’s organisation results in its death. By contrast its structure (its various
components) changes constantly as the system continues to adapt itself to both predictable and unpredictable disturbances
caused by environmental changes.
In higher animals, the nervous system, including ultimately the brain, forms part of this autonomous unity, because
its operation is circular or in operational closure. Being an embedded system in continuous structural change, the nervous
system has the property of plasticity, which enables it to participate in the process by which the organism and its environment
remain in a continuous inseparable relationship. In this formulation, the brain is not simply a hard-wired computer-like
machine that only processes an externally referenced environment. Rather the brain is both the object of interpretation and the
interpreter: its own self-organising reference.42
When the organism’s environment includes another living organism, each triggers changes in the other’s structure;
such a congruent reciprocal relationship continues for as long as they remain engaged. During that time, the lived bodyenvironment of each becomes a unique unitary domain of communication.40 Importantly, during such interaction each
organism conserves its own autopoiesis and compatibility with its environment. However the result of that interaction is not
determined by a stimulus external to the organism but only by the aggregate state of each organism itself at a given
moment.41
We argue that the key to understanding pain is found in the role of the self-referential brain embedded in an
autopoietic living system. When that living system is a human reporting the experience of pain, we – if we are to be
empathically engaged observers - must infer that an important change has occurred in that person’s nervous system arising
out of an attempt to maintain its autopoietic organisation. Bendelow (this volume) makes the important point that sufferers
endeavour to elicit from clinicians whatever is needed to assist this process.
5.3 Empathy
Although clinician and patient are both excluded from the same aporia (the pain of the “other”), they interact as two
autopoietic autonomous entities, simultaneously observer and observed. Both come together in a process of exploration. Each
is invited to take on the other’s questions, problems and aporia as their own. The domain of this “level playing-field”
interaction allows the emergence of the phenomena of intersubjectivity and empathy.
There is a potential neurobiological basis for these phenomena, building on the observation that the knowledge that
someone else is currently in pain is sufficient to evoke activity in brain regions associated with the experience of pain.
Specifically such a relationship might be built upon primary involuntary activity of deeply embedded cortical sensorimotor
“mirror” neurons in the observer and the observed.43,44 As Favareau has argued:
For at the mirror neuron level of organization, the distinction between seer and doer, action and reaction,
identity and alterity is – like the “reflection” one finds oneself presented with in front of a full length mirror
– a distinction which is impossible to maintain.45,46
Clearly that is not a sufficient explanation but it shows what might happen when neuroscientific findings are
interpreted from the point of view of the subject rather than by an observer seeking “objective” evidence.
The realisation of intersubjectivity takes place within what Winnicott termed the “third space”.47 In relation to play,
the “third space” is that in which children are able construct a relevant culture. In the empathetic clinical encounter, clinician
and patient seek to carve out a communal public space of signs and understandings created by their respective actions.48
Kalman and Scheman (this volume) offer a valuable discussion of the ways in which this inter-subjective space can
be inflected when it is pervaded by the pain of “the other”. We suggest that both clinician and patient can bring into this
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space a host of “baggage” items along with the issue at hand, attempting to make sense of the patient’s lived experience of
pain. Some of these items are personal, in terms of beliefs, fears and emotions, but others can be antipathetic, stemming from
the culture in which both are deeply embedded. At least so far as Western society is concerned, they are likely to share the
belief and expectation that Medicine can provide a firm ground upon which they can both stand during their engagement.
An example of this societal expectation may be seen in the way in which systems of personal injury compensation
place great emphasis on medically assessable impairment, as opposed to the broader concept of disability. Dubin (this
volume) shows how this expectation can be imposed upon both patient and clinician with the former being thrust on to the
“roller-coaster trajectory of chronic pain” and the latter being drawn into adversarial processes of litigation.
Another impediment to the engagement is the time-based medical consultation, which does not allow patients to tell
their stories to an empathic clinician (see Bodwell, this volume).
6.

Summary
As clinicians it is necessary to engage the aporia of pain because of our moral and ethical obligation to the person in
pain. The clinician and the person in pain share two outstanding characteristics: they are simultaneously observer and
observed, locked in a dance that defines the impossibility of objectivity, and haunted by the spectre of self-reference.49 Thus
the clinical encounter of the other in pain is the engagement of two self-referential organisms constructing a unique narrative.
This framework has the advantage of escaping dualism by linking the self-referential brains of both clinician and
patient through underlying neurobiological processes without privileging either participant in the clinical engagement. It
allows the clinician to infer a change in the autopoietic organisation of the patient and the patient to come to appreciate that
such a change might have occurred. Thus it has the potential to accommodate moral and ethical considerations, at a
phenomenological level now and probably at a neurobiological level in the future.
In overcoming the linear reductionist thinking of the biomedical model, which has been perpetuated in
biopsychosocial iterations to date, this framework does not supplant the quest for clinical identification of mechanisms or
causes or factors but rather invites integration of that approach with a biologically informed substrate that embraces the
complexity of pain.
New therapeutic possibilities that may emerge from the arena of this intersubjective engagement include developing
unique narrative (especially but not only verbal language, as there are other creative modes of expression), reframing
“cognitive-behavioural” approaches and more limited but targeted use of agents that might modify distress without
compromising nervous system function.
To give Dennett the last word:
… I recommend giving up … all “essential” features of pain, and letting pain states be whatever “natural
kind” states the brain scientists find (if they ever do find any) that normally produce all the normal effects.
… These will be discoveries based on a somewhat arbitrary decision about what pain is, and calling
something pain does not make it pain … whether or not one is in pain is a brute fact, not a matter of
decision to serve the convenience of the theorist.50
Acknowledgement: The authors are grateful to Dr Pamela Lyon for her helpful suggestions.
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