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Medical practitioners and healing professionals of all persuasions are endlessly called 

upon to treat pain, anxiety, depression, unhappiness, distress and suffering in all their 

combinations and kinds. Yet the subtle relationships between these experiences are 

seldom considered, and have only recently been subject to serious research.  

In almost all languages, the words for physical pain and mental suffering are similar, 

or even the same. Our expressions of distress about them, including crying, tone of 

voice, withdrawal and mutual sympathy are also often nearly identical. The 

behavioural, social and pharmaceutical measures we adopt to ameliorate these 

experiences are also sometimes similar.  

Language reflects connections between many experiential, cognitive and affective 

states that are increasingly being found to be neurologically grounded. We talk about 

someone or some event as a “headache”. A person or event that distresses us may be 

referred to as a “pain in the …. (neck, gut, etc)”. We routinely refer to “wounded 

pride”, “a broken heart,” “hurt feelings”, “painful memories”, etc. The wistful 

memory of past things is called “nostalgia” (“our pain”).  

Words like “pathos” and “passion” have migrated across languages with meanings 

varying between emotional and physical pain. Languages are replete with synaesthetic 

references, the commonest of which deserve to be regarded as potential leads to 

neurological connections. 

Pain and depression 

Different languages and cultures define the dividing line between physical pain and 

depression in very different ways. Even in Western culture, distress is year by year 

continuing to be redefined as pathology (1). There exist entire cultures in which the 

concept of “depression” is not commonly understood, and in which an equivalent 

disorder may involve mainly somatic symptoms such as pain – often pain in the heart 

(2, 3, 4). 

Considerable research indicates associations between pain and depression (5). The 

literature, as well as everyday experience and common sense, confirms that pain can 

cause depression (6). However, some studies also appear to indicate the reverse - that 

depression can cause pain symptoms, which recede when the depression resolves.  

For many years, tricyclic and other antidepressants have been standard in the 

treatment of back pain (7). Both depression and anxiety are known to intensify pain 

perception (8). 

Perhaps this pattern of connection between pain and depression offers an insight into 

the probability of a common neurological basis for suffering, whether physical or 

mental. 

Common pathways for pain and depression 

A number of neural pathways for pain have recently been shown to be shared with 

those for social rejection and depression, and to be activated in both conditions. Social 
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events that may be regarded as hurtful, humiliating or rejecting (and therefore in the 

long term might be considered capable of precipitating depression) activate some of 

the same brain areas as pain stimuli. 

Studies of the dorsal anterior cingulate gyrus indicate that this area is activated in the 

processing of physical pain, emotion, error-correction and conflict management, 

suggesting that – in accord with subjective experience - there may exist some final 

common neural pathway for “pain” of various types, whether physical, social, 

emotional or spiritual (9, 10, 11, 12, 13). There is even some evidence that the 

cingulate is anatomically larger in people of left-leaning political views, while the 

amygdaloid is bigger in right-wingers (14). Similar links between pain and emotion 

appear to apply to the anterior insula (15, 16). 

More recently, pain areas have been found to be activated by grief. Pain sensitivity 

has been shown to increase with social exclusion. Conversely, perception of exclusion 

has been shown to be increased during painful stimulation (17). 

Implications for treatment: can analgesics be used to treat depression, or 

antidepressants be used to treat pain? 

The findings of common pain/depression brain areas support the established practice 

of treating pain to reduce dysphoric emotion, including depression, and conversely 

treating dysphoria, including depression, to reduce pain.  

However, the research mentioned above goes a little further, as it shows that not just 

established depression, but also initial distress at being rejected or humiliated also 

shares a reciprocal and joint role, both subjectively and neurologically, with pain 

perception. 

In some ways it is an obvious move to use analgesics to reduce distress, considering 

the well-known effect of analgesic opiates in reducing dysphoria – very likely a major 

factor motivating their initial illicit use. However, it has not been clear whether the 

euphoric effect is a direct result of analgesia, or is mediated by different mechanisms, 

or both.  

This has recently been clarified by work showing that a non-opiate minor analgesic 

(paracetamol) substantially diminishes both distress at rejection and dorsal anterior 

cingulate activation (18). 

Perhaps this was the origin of the widespread Australian practice of “a cup of tea, a 

Bex and a good lie down” in the 1950s. (Bex and Vincent’s APC were proprietary 

analgesic powders sold over the counter in the mid-20
th

 century, consisting of aspirin, 

phenacetin and caffeine. They were removed from sale owing to the cumulative 

nephrotoxic effects of phenacetin). It is possible that this widespread habit removed 

both pain and depression. 

Studies in animals have shown that opiates not only diminish observable indicators of 

pain, as expected, but also reduce behavioural distress responses to separation from 

parents in recently born young (19).  

The gene OPRM1, which codes for opioid receptors in the cingulate gyrus and 

elsewhere, has variants that simultaneously increase pain sensitivity and generate both 

high sensitivity to rejection and increased cingulate activity in response to affronts 

(20). Increase in cingulate activity triggered by social demand has also been shown to 

promote inflammatory responses as well as pain sensitivity (21). 
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Comment 

In civil forensic psychiatry it is common for patients to exhibit complex and resistant 

forms of depression that can be associated with  

1. Physical injury accompanied by pain 

2. Continuation of pain after resolution of peripheral tissue damage 

3. Impaired function and inability to perform actions 

4. Humiliation at not being able to function as a bread-winner 

5. Misery at not being able to participate in family life with spouse and children 

6. Anger or distress at humiliation or bullying in the workplace 

7. Distress at a spouse’s response to disability and financial duress  

8. Perceived injustice or negligence on the part of the employer or insurer 

It is common to adopt a fairly simplistic approach to such a combination of pain and 

depression. The depression may be regarded as “secondary” to the continued pain. 

Resistant pain, on the other hand, may be relegated to the diagnosis of “psychogenic 

pain.” 

The above research trends suggest a far more complex relationship between pain, 

distress, humiliation, isolation and physical trauma.  

The continuation of pain following resolution of tissue trauma ought particularly to be 

taken seriously. There is no reason to suppose that simply because the original pain-

generating tissue damage has resolved there cannot be ongoing “locked-in” activity in 

more central pain pathways, anywhere from the spinal cord to the thalamus and 

cortex.  

The existence of phantom limb pain is a clear indicator of this reality, since 

undisputed pain persists in the complete absence of any tissue to be traumatised. 

Similarly, brain states other than pain can become chronic long after their 

precipitating cause has vanished – a classic example being post-traumatic stress 

injury. 

Mislabelling of persistent pain 

To relegate residual pain, which can be severe and resistant to analgesic treatment, to 

“psychogenic” or “psychological” factors is to be deplored, especially if it is implied, 

without clinical exploration, that the sufferer is in some way either consciously or 

unconsciously motivated to generate pain perception or to declare that it exists when 

it does not.  

Short of blatant malingering, such a situation appears to be extremely rare.  

Terms such as “illness behaviour” and “secondary gain” deserve also to be examined 

carefully, and certainly should not be applied simply on the exclusion of known pain-

generating mechanisms. 

The peculiar autonomic symptoms that can occur in “regional pain syndrome”, with 

swelling, discolouration and circulatory changes in a limb, ought to suggest that 

attributing cause to cognitive sources without specific evidence is hazardously 

speculative. 

Complications due to conflict and confrontation 

Work injuries that involve a combination of physical injury and pain with alleged 

bullying, conflict, humiliation or injustice, in particular need to be re-assessed.  
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Clinical experience suggests that in clear-cut cases, vindication and redress can be a 

profoundly therapeutic experience, while conversely their absence can leave long-

standing unresolved injury.  

The increasing evidence that specific pain-processing brain areas are activated by 

rejection, humiliation and conflict reinforces the view that these avenues could play a 

significant role in both the genesis and the treatment of chronic pain. Procedures to 

make use of these avenues could be regarded as physiological interventions, rather 

than merely social or psychological measures. 

A major possibility emerging from the neurological research linking pain and offence 

suggests that it may be possible to prevent and (at least in the early stages) to treat 

chronic and resistant pain syndromes by means of much more incisive and compelling 

conflict management. To be feasible, this may require the extension of the “no-fault” 

element that is intended to protect the management of workplace injuries from 

distortion by litigation. A “without prejudice” element, similar to that which obtains 

during mediation, may be necessary if elements of redress and vindication are to be 

activated in a way that impacts pain and depression. 

Conversely, failure to deal with these factors often seems to worsens or prolong pain 

and depressive symptoms, at times indefinitely. The financial cost of this type of 

outcome is vast. 

Pharmaceutical treatment is already recognised to require supplementation from many 

other avenues of support. As further knowledge unfolds, we may acquire a much 

more sophisticated view of verbal, behavioural, sensory, administrative and judicial 

interventions. 

The trend towards a combined neurophysiology of physical, emotional and 

psychological pain comes at a significant time. On the one hand bullying, harassment 

and verbal offences of various kinds are now being brought into the criminal code, 

and are increasingly seen to be injurious and even at times lethal. On the other hand 

the increasing incidence of complaints of injury due to bullying is challenging the 

financial basis of injury management.  

The salience of this topic has also resulted in an unsympathetic backlash against 

workplace bullying claims, as well as complaints against public vilification, verbal 

conflict and media criticism, on the grounds that excessive prohibition of open 

expression of opinion fosters weakness and undermines public debate and freedom of 

speech. 

It is likely that the evolution of the management of social, psychological and physical 

pain will ultimately be orchestrated not only by psychiatric, medical and other health 

professionals, but also by the collective consciousness of the whole population 

expressed through communal, cultural, journalistic, judicial, polemic and political 

channels. 

At the same time we owe it to our patients to make use of our own most recent 

research, and act to make use of the connections between emotional pain, physical 

pain and depression to devise measures that use these connections to enhance pain 

management, prevent the development of chronic pain, improve the treatment of 

depression and advance the management of workplace psychiatric injuries. 
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