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A Neuropsychoanalytic Perspective: What is Depression for? 

Kurzfassung: Als Psychoanalytiker glaube ich, dass bewusste seelische Phänomene (wie z.B. Gefühle) in Bezug auf die 

Arbeit des Gehirns kein Epiphänomen sind. Gefühle haben sich aus guten biologischen Gründen entwickelt; sie liefern 

spezifische, konkrete Beiträge zum (unbewussten) Funktionieren des Gehirns. Ungeachtet all der philosophischen 

Komplexitäten (siehe Solms 1997) sind die Interaktionen zwischen diesen bewussten und unbewussten Funktionen meiner 

Meinung nach kausale Interaktionen. Das heißt, Gefühle spielen eine Rolle; sie bewirken etwas. Die Tendenz moderner 

Neurowissenschaftler (und biologisch orientierter Psychiater), das Bewusstsein in Bezug auf die Arbeitsweise des Gehirns zu 

marginalisieren, führt sie wahrscheinlich sehr in die Irre. Hier stelle ich diese Sicht dar, indem ich versuche die Frage 

anzugehen: Wozu dient die Depression? 

Schlüsselwörter: Depression; Gefühle; bewusste seelische Phänomene; das Funktionieren des Gehirns; Neurowissenschaft. 

Abstract: As a psychoanalyst, I believe that conscious mental phenomena (such as feelings) are not epiphenomenal to the 

workings of the brain. Feelings evolved for good biological reasons; they make specific, concrete contributions to 

(unconscious) brain functioning. Notwithstanding all the philosophical complexities (see Solms 1997) the interactions 

between these consciousness and unconscious functions are, in my view, causal interactions. That is to say, feelings matter; 

they do something. The tendency of modern neuroscientists (and biological psychiatrists) to marginalize consciousness in 

relation to how the brain works is likely to lead them badly astray. Here I illustrate this view by trying to address the 

question: what is depression for? 
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Introduction 

When Sigmund Freud first argued that the mind is not synonymous with consciousness, he was roundly 

criticised, mainly on philosophical grounds. Subsequent empirical findings have, however, strongly supported 

his view that many if not most mental functions do not require consciousness to operate effectively (Solms& 

Turnbull 2002). In fact, the evidence for this view is now so overwhelming that the converse question is being 

asked: why do we need consciousness at all? This question deeply haunts contemporary efforts to explore and 

explain the mental functions of the brain. 

It is therefore interesting to note that in a posthumously-published outline of his life’s work, Freud (1940, p. 157) 

asserted that consciousness was the most unique characteristic of the part of nature that we call the mind – ‘a 

fact without parallel’. The fact of consciousness, Freud wrote, ‘defies all explanation and description’. He 

continued: ‘Nevertheless, if anyone speaks of consciousness we know immediately and from our most personal 

experience what is meant by it’. He then added a disparaging remark to the effect that ‘one extreme line of 

thought, exemplified in the American doctrine of behaviourism [which was just then coming to prominence], 

thinks it possible to construct a psychology which disregards this fundamental fact!’ 

Behaviourism 

It is well known why behaviourists wanted to construct a science of the mind that disregarded its most unique 

characteristic. Consciousness cannot be observed externally; it is not amenable to objective scrutiny. 

Consciousness is for that reason an embarrassment to science, the ideal of which is objective fact over subjective 

experience. The behaviourists, who wanted to treat the mind as if it were no different from any other part of 

nature, therefore ruled consciousness out of court, and limited scientific psychology to the study of the 

objectively observable outputs of the mind – to the study of behaviour. Observable experimental manipulations 

(‘stimuli’) could then be used to discover the causal mechanisms of behavioural ‘responses’. In this way, the 

intervening variables (conceptualised as the laws of learning) became the only valid objects of psychological 

science. 

Not surprisingly, a school of thought predicated on the assumption that the mind consists in nothing but learning, 

and disregards all other mental phenomena, centrally including those that we ‘know immediately and from our 

                                                 
1 Department of Psychology, University of Cape Town. Supported by the Hope for Depression Research Foundation. This article reiterates 

arguments published elsewhere with Watts&Panksepp (2009), Solms&Panksepp (2010), Panksepp&Watts, and Zellner, Solms, Watts 

&Panksepp (in press). The present article is aimed at framing our conception of depression for a psychoanalytic audience. 
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most personal experience’, was doomed to failure. To deny the causal influence on behaviour of conscious states 

(like feelings) is to deny the obvious. If one says: that person committed suicide because he could not stand the 

pain any longer; one is describing the simple causal power of that person’s feelings. If one were to try to re-

phrase this causal statement so as to exclude the feelings, one would be doing violence to the obvious facts. 

Thankfully, therefore, in the psychology of the last quarter of a century, realism triumphed over fundamentalism, 

and consciousness found its way back into science. Even though consciousness still cannot be observed directly, 

or objectively, today neuroscientists are nevertheless willing to acknowledge its existence in their experimental 

subjects, and on this basis to infer the causal mechanisms by which conscious states influence behaviours. 

Or are they? 

The mechanisms of consciousness may be ontologically equivalent to those of learning (or anything else) but the 

mechanisms of consciousness differ in fundamental respects from consciousness itself. Mechanisms of all kinds 

are abstractions, derived from experience; they are not experiences themselves. The mechanisms of 

consciousness, like all other mechanisms, therefore present no special problems for science; they, too, can be 

described from an objective standpoint, from the third-person point of view. But this excludes the ‘fundamental 

fact’ of consciousness, namely that we experience it personally. Is consciousness not perhaps still an 

embarrassment to science; do neuroscientists today not perhaps still think it possible to construct a psychology 

which disregards the causal role of this uniquely subjective characteristic of the mind – the fundamental 

characteristic of this part of nature? 

Cognitive Neuroscience 

It is, in my view, no accident that the apparent re-admittance of consciousness to psychology coincided with 

advances in the neurosciences which made it possible to study the physiological correlates of almost any mental 

state. By shifting the focus of their research efforts to the physical correlates of consciousness, neuroscientists 

were able to pay lip service to its existence without having to trouble themselves too much with its intrinsically 

subjective nature – with the original source of the embarrassment. Small wonder, then, that so many 

behaviourists made such a seamless transition to the new paradigm. 

As Freud (ibid.) put it: 

‘there would thus be no alternative left to assuming that there are physical or somatic processes which are 

concomitant with the psychical ones and which we should necessarily have to recognize as more complete 

than the psychical sequences [… Then] it of course becomes plausible to lay the stress in psychology on 

those somatic processes, to see in them the true essence of what is psychical’. 

To seek the essence of what is psychical in something which lacks its most unique property is surely to look in 

the wrong place. But this does not mean that we must abandon reality. Nor does it mean (today) that the brain is 

the wrong place to seek an understanding of consciousness. It means only that we must admit that consciousness 

actually exists, that it is a property of nature, that it is a property of the part of nature called the brain or mind 

(depending on your observational perspective; see Solms 1997), and that this property is no less real and no less 

causally efficacious than any other natural properties. This in turn means that we must recognise that the brain is 

not quite the same as every other part of nature. The brain has some special properties, and central among these 

is consciousness. As a consequence of it being conscious, the brain behaves differently from most other things, 

even from other bodily organs. 

As far as I can tell, despite appearances, these views are still not generally accepted, or at least they are not 

generally incorporated in the current theoretical paradigms of cognitive neuroscience. In fact the very power of 

cognitive neuroscience seems to be that it treats the organ of the mind as if it were no different from any other 

bodily organ, indeed from any other complex mechanism – living or dead. 

Biological Psychiatry 

The baneful consequences of this continued neglect of the ‘fundamental fact’ of consciousness have been more 

evident in the field of biological psychiatry than in cognitive neuroscience in general. This is perhaps not 

surprising, because psychiatry is all about feelings. (How else does it differ from neurology?) 

In psychiatry today, if one says: the patient committed suicide because he could not stand the pain any longer, 

one seems to mean: the patient thought he was committing suicide because he could not stand the pain any 

longer, but really he was committing suicide because his serotonin levels were depleted (or something like that). 
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The point is: what the patient says, thinks or feels may be left out of our scientific account; the feelings evidently 

are not really part of the causal chain of events. They are just a layperson’s translation of the actual state of 

affairs in the brain. This, in my view, is doing violence to the facts. In my view, the feelings are a fundamental 

part of the actual state of affairs. 

I shall now illustrate these principles with reference to a particular problem in modern psychiatry, namely: what 

is depression for? By this I mean: what is the feeling complex that is the core feature of depression for; why does 

this unique quality of conscious that we called ‘depressed’ exist; what does it do? 

In fact, this problem is not even posed in psychiatry. It is not posed because what depression feels like does not 

matter in contemporary psychiatric science, even though it is officially classified as a mood disorder. This is 

evidently because feelings in general do not matter. What matters are the physical correlates of the feelings; the 

brain states and other physiological variables that accompany depression. This approach, in my view, is based on 

a serious misconception of how the brain works, which will almost inevitably lead to big mistakes. 

In their haste to avoid the embarrassingly subjective phenomena of depression, psychiatric researchers have in 

recent decades focused on all sorts of things that correlate with depression, or facilitate it, or contextualise it – 

and the neural mechanisms of those things – rather than the nature of depression itself.  

The main focus of depression research for the past three decades has been the neurophysiological mechanisms of 

serotonin depletion (Schildkraut, 1965; Harro&Oreland, 2001), including the neurotrophic effects of this 

depletion (Koziek et al., 2008), the neuroendocrinological mechanisms of stress (which has similar neurotrophic 

consequences (De Kloet et al. 2005), the neuroimmunological equivalents of these mechanisms (McEwen 2007), 

their interactions with sleep mechanisms (Zupancic&Guilleminault, 2006), their genetic underpinnings 

(Levinson 2006), and so on. 

These research programmes have evidently been followed because the mechanisms of serotonin depletion (and 

its cognates) are eminently tractable scientific problems – notwithstanding the fact that they have nothing to do 

with actually researching depressive feelings. The reason these programmes have been followed cannot possibly 

be because the researchers concerned seriously think that depressive feelings (let alone major depression) are 

actually caused by low levels of serotonin. There is very little evidence for that. In fact, it is well established that 

experimental depletion of brain serotonin does not cause depression (Delgado et al, 1990). Nor was there ever 

any reason to believe that serotonin would play any such specific causal role in depressive mood. Serotonin is an 

all-purpose modulator of moods and emotions, not only of depressive ones (Berger, Gray&Roth 2009). It is 

probably for this reason that SSRIs are used to treat not only depression but also a host of other emotional 

troubles, such as panic attacks and obsessive compulsive disorder. This is also probably the reason why SSRIs 

do not work in so many cases of depression, and why they work only partially or temporarily in the vast majority 

of cases (cf. STAR*D findings). The same applies to the various physiological cascades associated with 

serotonin depletion: stress or inflammation or hippocampal shrinkage. None of these things has a specific causal 

relationship with depression. They are too general; ‘too much’ of an explanation. Their main attraction is only 

that they are scientifically tractable and therefore scientifically respectable mechanisms. 

In summary, it is clear that although the mechanisms of serotonin depletion and its cognates correlate with or 

facilitate or contextualise depression, something else – something far more specific – must be the actual causal 

mechanism of depression. I suggest that this ‘something else’ most likely has something to do with the brain 

mechanisms that actually generate depressive feelings. 

Depression itself 

My reason for suggesting this is the fact that the clinical phenomenology of depression is characterized above all 

else by a complex of feelings: low mood, low self-esteem, loss of motivation and energy, sense of guilt, loss of 

pleasure in the world, and so on. Is this feeling complex not the most obvious place to seek the essential nature 

of depression? And dare we ask whether this constellation of feelings means anything? It is after all in the 

essential nature of feelings that they mean something. It would be entirely normal and reasonable for all of us 

(even for scientists) to ask – outside of our clinical or scientific work – what it might mean when somebody says 

that they feel down, bad, defeated, useless; that they have lost all hope for themselves, lost all interest in other 

people, and so on. Why do they feel this?, we would normally ask. Certainly it is possible that these feelings are 

meaningless epiphenomena of a brain disease called ‘depression’ – even though they give the disease its name 

and even though feelings are not normally meaningless – but it is at least equally possible (and in my view more 

so) that they are not meaningless. 
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I think the most obvious way of making meaningful sense of this complex of feelings is suggested by what the 

DSM IV definition of major depression describes as diagnostic criterion E: 

‘The symptoms are not better accounted for by bereavement ’  (emphasis added). 

This differential diagnostic criterion suggests that depression may be easily mistaken for bereavement, which in 

turn suggests that depression is characterized by a complex of feelings that closely resembles those associated 

with grief. Normally, this complex of feelings tends to mean: ‘I am bereaved’. It therefore seems reasonable to 

infer that the disorder called depression might have something to do with loss. This reminds us of what the early 

psychological investigators of depression (who were not embarrassed by feelings and their meanings) concluded 

on the basis of talking to patients about what their feelings might mean: they concluded that depression was akin 

to grief, that it seemed in fact to be a pathological form of mourning (Freud 1917). 

It is in fact well established today that early separation experiences do indeed predispose to depression (Heim 

&Nemeroff, 1999; Pryce et al., 2005), possibly through mediation of the stress cascades that McEwen (2000) has 

identified, and possibly also via other ‘general sickness’ mechanisms (McEwen 2007). We also know that a first 

depressive episode is most likely to be triggered by social loss (Bowlby 1980), and so on. In other words, both 

the psychoanalytical evidence and the ethological evidence point to the same common-sense observation, 

namely that depressed feelings have something to do with attachment and loss. 

Affective Neuroscience 

In light of such commonplace observations to the effect that depressive feelings are connected with the 

psychology of attachment and loss, why are cognitive neuroscientists not focusing their attention on the 

mammalian brain systems that evolved specifically for the purpose of mediating attachment and loss, and which 

produce the particular type of pain associated with these biological phenomena of universal significance, namely 

separation distress (also known as ‘protest’ or ‘panic’) which, if it does not result in reunion, is typically 

followed by hopeless ‘despair’. 

It is well-established that a specific mammalian brain system evolved precisely to generate these depression-like 

feelings (Panksepp, 1998, 2003, 2005). This brain system evolved from general pain mechanisms, more than 200 

million years ago, apparently for the purpose of forging long-term attachments between mothers and their 

offspring, between sexual mates, and ultimately between social groups in general. When such social bonds are 

broken through separation or loss of a loved one, or the like, then these brain mechanisms make the sufferer feel 

bad in a particular way. This special type of pain is called separation distress or panic. The biological value of 

this type of pain is that it motivates the sufferer to avoid separation, and to seek reunion with the lost object. 

However, if this biologically desirable outcome fails to materialize, then a second mechanism kicks in, which 

shuts down the distress and causes the lost individual to give up. This giving up is the ‘despair’ phase of social 

loss (Panksepp et al 1989, 1991). 

 

 [Fig. 1] (from Panksepp 2003) 

This system is embodied in a well-defined network of brain structures [Fig. 1], starting in the anterior cingulate 

gyrus (about which so much has been said in recent neuro-imaging studies and deep brain stimulation treatments 

of depression; Mayberg et al., 2005), coursing downwards through various thalamic, hypothalamic and other 

basal forebrain nuclei, terminating in the ancient midbrain (pain generating) neurons of the periaquaductal grey. 

Activation and deactivation of this system is fundamentally mediated by opioid receptors. Mu opioid agonists in 

particular activate it in such a way as to generate feelings of secure well-being that are the very opposite of 

depression, whereas mu opioid blockade or withdrawal produces separation distress. This state is most readily 
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identified in animal models by distress vocalizations (Panksepp 1998). Bowlby (1980) classically described this 

phenotype as ‘protest’ behaviour, which he contrasted with the more chronic ‘despair’ behaviours that 

immediately follow on from it. The transition from acute ‘protest’ to chronic ‘despair’ presumably evolved to 

protect the separated animal from metabolic exhaustion, or alternatively to deflect the attention of predators, or 

both. 

It is the ‘despair’ phenotype that seems most closely to resemble clinical depression (Harris, 1989). 

The separation distress system, which is greatly sensitized by the hormonal and peptide (prolactin, oxytocin) 

releases that precede childbirth and facilitate maternal care, developed early in mammalian evolution. This is 

why the mechanisms which mediate attachment and separation are much more sensitive in females – who are 

more than twice as likely as males to suffer from depression. We have also known for a long time that the 

chemicals that mediate the brain’s separation/attachment mechanism (opioids) have powerful anti-depressant 

properties (Bodkin et al 1996).If it were not for the addictive risks of opiates, they would almost certainly have 

formed the front line of anti-depression medications. In fact, there is good reason to believe that the natural brain 

chemicals – endorphins – that make us feel good when we are safely and securely attached are themselves 

addictive; in short, that affectionate bonds are a primal form of addiction. This system apparently provides the 

elemental means by which mother and infant attach to each other – the means by which they become addicted to 

one another. 

Although these opioid-driven attachment systems may be the pivotal mechanism that produces depression, there 

are many intermediate mechanisms that generate the various depressive subtypes. Central to these is dynorphin-

facilitated shutdown of dopamine-driven appetitive systems; which is when the individual ‘gives up’ in despair 

(Nestler&Carlezon, 2006). 

It seems that the pain of social loss and defeat are the price that we mammals had to pay for the evolutionary 

advantages bestowed by this opioid mediated system, that is, by mammalian social attachment, the prototype of 

which is the mother-infant bond. This is an instance of a more general principle: conscious feelings, both 

positive and negative, evolved because they enhance survival and reproductive success. This is their causal role. 

This is why feelings matter. 

Psychoanalysis 

The evolutionary processes that gave rise to such emotional endophenotypes as the attachment/loss system do 

not coincide with the experiences that they produce in the individual. The basic subcortical mechanisms in 

question should also not be confused with their higher cortical representations and elaborations. 

An infant in the grip of separation distress does not think “this loss of my beloved mother is bad for me because 

it endangers my survival and thereby reduces my reproductive fitness”. What the individual feels and thinks may 

ultimately subserve these interests of the species, but what the individual itself experiences is its own self-

interest, not the biological mechanisms that gave rise to it. The infant simply feels bad; so it cries, trying to get 

rid of the feeling. Later, to the extent that it develops reflexive cognition, it will come to think things like: “this 

loss of my beloved mother is bad for me; I therefore want her back”. But this subjective experience is still 

ignorant of the underlying, objective mechanism. 

Individuals are motivated primarily by feelings, and secondarily by thoughts, not by mechanisms. This is true 

even though the objective mechanisms explain (and cause) the subjective feelings and thoughts. People live their 

lives; they do not live evolutionary biology. 

Here is a more complex example: the objective mechanism of the ‘despair’ phase of the separation response 

appears to be a shutdown of the ‘protest’ (or PANIC) phase, with its associated SEEKING impulses.2 From the 

biological standpoint, this prevents metabolic exhaustion, the risk of attracting predatory interest, and the 

dangers of straying too far from home base. From the neurochemical point of view, this shutdown is mediated by 

dynorphin blockade of dopamine arousal, which (in behaviourist terms) replaces positive approach behaviours 

with negative withdrawal behaviours. In learning-theory terms, the seeking of ‘rewards’ thus elicits ‘punishment’ 

responses. 

Psychoanalytic investigations reveal that depression also entails feelings of rage, apparently inwardly-directed 

but originally directed toward external objects. From the affective neuroscience standpoint, this is probably due 
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systems. Seven such systems have been identified in the mammalian brain. The difference between ‘panic’ and ‘PANIC,’ etc, in the 

terminology of affective neuroscience is analogous to the difference in psychoanalytic terminology between ‘me’ and ‘the ego’. 
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to frustrations of SEEKING desires, which normally elicit RAGE responses (Panksepp 1998). The RAGE 

response in depression, however, seems to be inhibited, or even internalised. This is presumably part of the self 

‘punishment’ mechanism described above. The important thing is that the existence of (inhibited or internalised) 

RAGE responses in depression would not have been recognised without psychoanalytic investigations. 

Nevertheless, subjectively, the whole complicated mechanism results in the simple fact that hopeful feelings are 

replaced by feelings of hopelessness. Or worse: hope is replaced by an attack on the self, by a punishment of 

hopefulness, leading to the so-called ‘negative therapeutic reaction’. 

The fact that such processes might, at the representational level, involve a denial of the loss of the object, and 

might thus be pictured as an attack upon an internalised frustrating object, is neither here nor there from the 

viewpoint of affective neuroscience. The objective mechanism which explains (and ultimately causes) this state 

of affairs is the survival advantage of a shift from ‘protest’ to ‘despair’, in which the conscious feelings play the 

pivotal role. The representational elaboration of this shift – the internalised attack, producing self-hatred – is 

almost certainly derived from the underlying instinctual mechanism. (Our human representational capacity for 

‘confabulation’ is seemingly endless!) But reflexive cognition is also the route by which an individual comes to 

know what is happening inside him or herself. It is the only way we can know ourselves, however indirectly. It 

should therefore not be despised. 

For if the example of depression has taught us anything it is this: depression is first and last an internal state, a 

feeling complex, something subjective. This is the most essential ontological feature of depression. This is what 

makes it real. This is what gives it effect. 

The rest is detail. 

Conclusion 

So what is depression for? And why does it feel bad? It serves a purpose and feels bad, on my hypothesis, for 

two reasons: firstly, to encourage us to form attachments, particularly to early care-giving figures, but also with 

our sexual mates and offspring and social groups and the like; and secondly, to persuade us to give up hope if 

our attempts to re-unite with such figures or groups do not succeed within a limited time-frame, when we have 

become detached (or lost). The fact that such feelings can be too easily provoked, or too difficult to erase, etc., in 

some individuals, is immaterial to the biological forces that selected them into the mammalian genome in the 

first place. The fact that some people have more or less sensitive hearing tells us nothing about the evolution of 

the auditory sense. 

In light of the existence of brain structures that generate depressive feelings, it seems reasonable to at least 

hypothesize that the linchpin of depression is none of the things that have so preoccupied contemporary 

psychiatric researchers over the past three decades, but rather the evolutionarily-conserved brain state that 

mediates the transition from ‘protest’ to ‘despair’ in the wake of social loss. In other words, it seems reasonable 

to hypothesize that the core brain basis of depression revolves around the process by which separation distress is 

normally shut down (by kappa-opioids like dynorphin), prompting the animal to ‘give up’. 

Why aren’t psychiatric researchers investigating the role of these brain processes in depression? They seem to be 

the obvious place to start, if we are going to take the phenomenology of depression itself (as opposed to things 

that correlate with it) as our starting point. 

We believe that such obvious starting points are neglected due to an ongoing, deep prejudice against 

acknowledging the implications for science of the subjective nature of consciousness, and its causal efficacy in 

the brain. This coincides with a neglect of the meaning of mental states in general. This prejudice is most 

unfortunate, because subjective consciousness certainly exists, and it almost certainly evolved for a reason (it 

almost certainly enhances reproductive fitness). It is accordingly almost certainly a central feature of how the 

brain works. We therefore ignore it at our peril. 

Psychoanalysis, the science of subjective experience, has much to offer neuroscience. 
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Originalarbeit (Kurzfassung) 

Mark Solms1 

Eine neuropsychoanalytische Sicht: Wozu Depression? 

Die moderne neurowissenschaftliche Forschung über Depressionen legt den Fokus hauptsächlich auf die 

physiologischen Effekte einer Kategorie von Medikamenten, die als Serotonin–Wiederaufnahmehemmer (wie 

z.B. Prozac) bekannt sind. Das zentrale Thema dieser Forschung während der letzten 20 Jahre war: Warum 

dauert es so lange (ungefähr drei Wochen), bis diese Medikamente ihre stimmungsaufhellende Wirkung 

entfalten? Der Serotoninspiegel im Gehirn wird durch diese Medikamente beinahe sofort erhöht. Warum also 

verbessert sich die Stimmung des Patienten nicht sofort? 

Der enorme Forschungsaufwand, der in Bezug auf diese Frage betrieben wurde, hat nun endlich zu Antworten 

geführt. 

Serotonin stimuliert einen Wachstumsfaktor, bekannt als BDNF, welcher seinerseits das Spriessen von 

Verbindungen zwischen den Neuronen fördert; und dieser neuronale Wachstumsprozess verläuft langsam; er 

dauert etwa drei Wochen. Aber warum sollte das Spriessen neuer Verbindungen im Gehirn die Stimmung 

heben? Die Antwort – so sagt man uns – liegt in der Tatsache begründet, dass Stress Verbindungen im Gehirn 

reduziert, besonders im vorderen Hippokampus. Dies geschieht, wenn der Hypothalamus der Hypophyse 

signalisiert, die Nebennierendrüse zu stimulieren, das ‚Kampf- oder Fluchthormon’ Kortisol auszuschütten. 

Kortisol reduziert die neuronalen Verbindungen im vorderen Hippokampus. Da Stress ein Hauptrisikofaktor für 

Depressionen ist, scheint jetzt die vollständige kausale Sequenz aufgezeichnet und ausgearbeitet worden zu sein: 

Stress verursacht hohe Kortisolspiegel, die eine Abnahme des Hippokampus verursachen, was wiederum zu 

Depressionen führt; Serotonin erhöht das BDNF, das die Abnahme des Hippokampus ins Gegenteil verkehrt, 

was zu einer Verbesserung der Depression führt. Aber es ist allgemein anerkannt, dass Stress, für sich 

genommen, nicht der einzige ätiologische Faktor bei der Entstehung von Depressionen sein kann. Warum 

werden einige Menschen mit bestimmten Stressfaktoren bestens fertig, während andere durch diese in eine 

schwere Depression (major depression) getrieben werden? Diese Frage hat zu weiterer Forschung geführt, 

hauptsächlich über die genetischen Mechanismen, die Individuen angesichts dieser Umwelt-Stressfaktoren mehr 

oder weniger verletzlich (oder resilient) machen. Dies führte zur Identifikation spezifischer genetischer Marker 

wie z.B. der Länge eines speziellen Allels auf einem Gen, das in den Transport von Serotonin involviert ist. Dies 

scheint das Gehirn dafür zu prädisponieren, auf verschiedene stressige Situationen verschiedenartig zu reagieren, 

vor allem während der frühen Hirnentwicklung. 

Es gibt viele weitere Details in den komplexen Prozessen, von denen gegenwärtig angenommen wird, dass sie 

Depressionen verursachen, mit denen wir uns hier nicht zu beschäftigen brauchen. Diese kurze 

Zusammenfassung vermittelt das Wesentliche des Arguments. 

Die auffallendste Tatsache bei dieser Art von Argument ist, dass es nichts mit Depressionen zu tun hat. Keiner 

der fraglichen Hirnprozesse – ob sie nun genetisch, chemisch, anatomisch sind oder die Entwicklung betreffen – 

hat eine innere Beziehung zum besonderen, qualitativen Gefühlszustand, den wir ‚Depression’ nennen. Sie 

korrelieren mit Depression oder erleichtern das Entstehen einer Depression oder bilden ihren Kontext. Aber die 

Hirnmechanismen, die die tatsächlichen depressiven Gefühlszustände produzieren, sind anderswo begründet. 

Dieser Artikel identifiziert zuerst diese anderen Hirn-Mechanismen, die effektiv die depressiven Gefühle 

produzieren. Dann stellt er die Frage: Warum legt die moderne neurowissenschaftliche Depressionsforschung 

den Fokus nicht auf diese Hirn-Mechanismen? Die Antwort auf diese Frage erfordert einen kurzen Überblick 

über die neuere Geschichte verschiedener Disziplinen und theoretischer Tendenzen innerhalb des weiten Feldes 

der ‚mental health’ – Wissenschaft. Diese Übersicht führt zu einem Verständnis der biologischen Rolle, die 

Gefühle in der Natur spielen, und wie diese Rolle notwendigerweise Bedeutungen impliziert. Das Ziel dieses 

Artikels besteht darin aufzuzeigen, dass die Neurowissenschaft des Geistes zentral um das bedeutungsvolle 

subjektive Phänomen (die gelebten Leben) kreisen muss, das sie zu erklären sucht. 

                                                 
1 Department of Psychology, University of Cape Town. Supported by the Hope for Depression Research Foundation.This article reiterates 

arguments published elsewhere with Watts&Panksepp (2009), Solms&Panksepp (2010), Panksepp&Watts, and Zellner, Solms, Watts 

&Panksepp (in press). The present article is aimed at framing our conception of depression for a psychoanalytic audience. 
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Mark Solms1 

A quoi sert la dépression? Une perspective neuro-psychanalytique 

La recherche scientifique contemporaine s’intéressant à la dépression s’est avant tout centrée sur une catégorie 

de molécules connues sous le nom d’inhibiteurs sélectifs de la recapture de la sérotonine (ex. : Prozac). Au cours 

des dernières vingt années, la question au centre des études a été la suivante : Pourquoi cela dure-t-il aussi 

longtemps (environ 3 semaines) jusqu’au moment où ces médicaments agissent sur l’humeur ? En effet, ils font 

augmenter presque immédiatement le taux de sérotonine dans le cerveau. Pourquoi l’humeur du patient ne 

s’améliore-t-elle pas aussi rapidement ? 

Le nombre élevé d’études menées pour répondre à cette question a enfin fourni des réponses. La sérotonine 

stimule un facteur de croissance appelé BDNF qui, à son tour, améliore le nombre de connexions entre les 

neurones ; et ce processus de croissance est lent – il prend environ trois semaines. Mais pourquoi l’établissement 

de nouvelles connexions dans le cerveau améliorerait-il l’humeur ? On nous dit que c’est parce que le stress fait 

diminuer le nombre de connexions, en particulier dans l’hippocampe antérieur. Cela arrive au moment où 

l’hypothalamus signale à la glande pituitaire qu’il est temps de stimuler la glande gérant l’adrénaline, pour 

qu’elle libère l’hormone du ‘combat ou fuit’, la cortisone. Celle-ci réduit la connectivité avec l’hippocampe 

antérieur. Dans la mesure où le stress est un facteur de risque central au niveau de la dépression, il semble que 

nous ayons décrit la série de causes : le stress cause des taux élevés de cortisone qui font que l’hippocampe se 

rétrécit, ce qui provoque la dépression ; à l’inverse, la sérotonine fait augmenter le BDNF, ce qui contribue à 

contrer le rétrécissement de l’hippocampe et améliore la dépression. Mais l’on admet en général que le stress ne 

peut pas être, à lui seul, à l’origine de la dépression. Pourquoi certaines personnes maîtrisent-elles parfaitement 

des facteurs stressants particuliers, alors que ces mêmes facteurs en conduisent d’autres à une profonde 

dépression ? Cette question a conduit à mener d’autres recherches, plus spécialement en rapport avec les 

mécanismes génétiques qui rendent les individus plus ou moins vulnérables (ou résilients) lorsqu’ils sont 

confrontés à des aspects de l’environnement provoquant le stress. On a alors identifié des marqueurs génétiques 

spécifiques, comme la longueur d’un allèle spécifique sur un gène impliqué dans le transport de la sérotonine ; il 

semble que cela prédispose le cerveau à réagir autrement à différents facteurs de stress, ceci plus 

particulièrement dans sa phase précoce de maturation. 

De nombreux détails supplémentaires du processus complexe qui, apparemment, provoque la dépression ne nous 

intéressent pas ici. Le bref résumé ci-dessus contient les points essentiels de l’argument. 

Ce qui frappe le plus dans ce type d’argument, c’est qu’il est sans aucun rapport avec la dépression. Aucun des 

processus cérébraux mentionnés – qu’ils soient de nature génétique, chimique, anatomique ou en rapport avec le 

développement – n’a, intrinsèquement, de lien avec l’état émotionnel que, sur le plan qualitatif, nous désignons 

du terme de dépression. S’il y a bien une corrélation entre les facteurs mentionnés et la dépression (qu’ils 

facilitent ou qu’ils placent dans un contexte spécifique),il est certain que les mécanismes cérébraux qui 

produisent le vécu affectif typique de la dépression se situent ailleurs. 

Dans le présent article, nous cernons les autres facteurs cérébraux qui sont vraiment à l’origine des humeurs 

dépressives. Nous posons ensuite la question suivante : pourquoi la recherche contemporaine en neurosciences 

consacrée à la dépression ne se s’intéresse-t-elle pas aux autres mécanismes ? Pour trouver réponse à cette 

question, il faut retracer brièvement l’historique de différentes disciplines et les tendances qui ont caractérisé la 

théorie relative au large domaine de la santé mentale. Notre aperçu permet de comprendre le rôle biologique que 

les ressentis affectifs jouent dans la nature, mais aussi le fait que ce rôle implique obligatoirement la notion de 

sens. Nous tentons de démontrer qu’une neuroscience du mental doit obligatoirement prendre en compte les 

phénomènes subjectifs (et les vécus) liés au sens qu’elle tente d’expliquer. 
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