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new and patented products? Questions about

the true efficacy of lithium? Concerns about side
effects? Worry about toxicity and withdrawal
effects? Probably all of the above. But we are now
seeing a generation of psychiatrists grow up with
increasingly little experience in the use of lithium,
similar to MAOIs and tricyclic antidepressants. And
that is concerning, as we are arguably potentially
denying patients a medication that not only has
established mood stabilising properties, but also
reduces suicidality (Volkmann et al, 2020).

Efficacy

So, what is the place of lithium in the modern

age? Let’s consider efficacy. First, in acute mania.
Well: it works (Cipriani et al’s (2011) meta-analysis
calculates an effect size of 0.4), but it takes some
time to ‘kick in’, is fiddly in terms of dosing, has

no parenteral form, and lacks significant sedation.
These factors make lithium less preferred than
sedative antipsychotics in acute mania. Having
said that, it can be initiated in conjunction with

a sedative antipsychotic in the acute phase, if

the intent is to continue with it as a maintenance
agent. And in milder hypomania it can do the trick,
albeit usually some adjunctive sedation is required
even then.

Much better established in clinical practice is
adjunctive use in depression that doesn’t respond
well to an antidepressant. This strategy is widely
endorsed in guidelines, including those of the
RANZCP (Malhi et al, 2015). Patients usually respond
quickly, if they are going to. It seems to work best in
people with a recurrent pattern of depression and/or
a family history of bipolar disorder.
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But it is the maintenance of mood stability in the longer-term where lithium
really earns its spurs. According to a Cochrane review of RCTs (Burgess
etal, 2001) it approximately halves the risk of 1-year relapse in bipolar
disorder (from 61% with placebo, to 36%); and population based registers
attest to its efficacy in ‘real life’ patients (Kessing et al, 2018). Arguably it
is one of very few ‘true’ mood stabilisers, being effective in reducing risk
of both depressive and manic poles (with an edge for the manic pole) and
not perturbing overall mood by ‘switching’. Is there a particular patient
profile associated with lithium response? My thinking is that is the first
choice mood stabliser in‘common or garden’ bipolar disorder: that is,
recurrent mood episodes with neither rapid cycling nor associated with
‘mixed states’. In these latter more complicated clinical presentations,

it can be used as the ‘core’ mood stabiliser, with adjunctive use of an
atypical antipsychotic (eg. quetiapine, which has the virtue of sedation

so can be used to entrain sleep-wake cycle; or lurasidone, which has
utility for mixed states and is predominantly a ‘bottom up’ mood stabiliser
(ie. acts on depressive pole); or asenapine, which is sedative hence ‘top
down’). Lithium is to my mind preferable to valproate, especially in young
women, as the latter agent is associated with weight gain, hair loss, and
polycystic ovarian syndrome as well as carrying a very high risk of foetal
abnormalities; also, it works largely on the manic pole and it is depression
which is most prolonged and disabling and carries the highest suicide
risk. Having said this, valproate and lithium can be used together, with
some advantage over each agent alone (Geddes et al, 2009). In Europe the
addition of carbamazepine to lithium is not uncommon, but the evidence
base is small and carbamazepine has its own problems in terms of side
effects (sedation, ataxia, giddiness) and numerous drug-drug interactions.

Lithium can be a hassle to use. Getting the dose right and checking lithium
levels to get the right maintenance dose takes patience and repeated blood
tests, but once established it usually requires only 6-monthly checks. But
itis important to warn patients and carers about the risk of toxicity. Even
patients who have been on a stable dose of lithium for many years can

—
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become toxic if they become dehydrated, for example through excessive
sweating or diarrhoea. And lithium toxicity can be fatal.

Side effects:

Table 1 gives a brief overview of the main side effects associated with
lithium. Immediate effects are usually not too much bother and settle
once the right serum level is achieved. Polydipsia and polyurea are
common upon initiation (it is given in the form of a salt, after all) but
much more rarely it becomes profound and continuous (nephrogenic
diabetes insipidus) and requires cessation, whereafter renal function
almost always reverts to normal. Tremor can be embarrassing and
sometimes disabling: it is usually dose-dependent and settles with dose
reduction, but can require use of a beta-blocker or other agent.

Table 1: short- and longer-term side effects associated with lithium

Common: Not uncommon:

Polyuria Weight gain

Polydipsia Tremor

Fine tremor Hyothyroidism
Cognitive problems

Less common:

Nephrogenic diabetes insipidus Less common:

Toxicity Chronic tubular-interstitial nephritis
Hyperparathyroidism

Hypercalcaemia
T-wave inversion, QTc prolongation

Pregnancy and breastfeeding:
Teratogenicity, notably cardiac issues
Potential toxicity in breast-fed babies
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Cognition is an interesting story. Many patients describe some degree
of cognitive ‘fuzziness’ with lithium and some studies have suggested
specific effects in terms of verbal learning and memory (Xu et al, 2020).
This needs to be seen in the context of bipolar disorder carrying its

own cognitive dysfunction, even when euthymic; and also that lithium
has been claimed to have pro-cognitive effects (or at least help ‘spare’
cognition) in some people and has been associated with a reduction in
risk of Alzheimers Disease.

Hypothyroidism is not uncommon in association with long-term lithium
use (the risk is estimated at around 6 times that in non-lithium-exposed
individuals) and is heralded by rising thyroid stimulating hormone
levels. Its advent does not generally require cessation of lithium, and it
is usually readily managed with replacement therapy. Less common, and
less recognised, is hyperparathyroidism, and 6-monthly calcium levels
should be part of monitoring. But long-term renal dysfunction is the bit
that really scares some patients (and clinicians). That lithium can cause
a chronic tubulointerstitial nephritis is well known, but the extent of
increased risk and what to do about a declining GFR, are controversial.

And then there is the thorny issue of /ithium in pregnancy and
breastfeeding. It seems that concerns about Ebstein’s anomaly were
probably overstated in earlier literature, and overall teratogenic risk

is lower than we used to think. But it is not benign in pregnancy. First
trimester exposure is associated with cardiac malformations, and

there is an overall elevated risk (odds ratio of around 1.7) of cardiac
anomalies, hypospadias, epispadias and neural tube defects (Munk-Olsen
et al, 2018). These risks need to be weighed against risk of relapse in

the context of lithium cessation. If the decision is to continue lithium
through pregnancy, lowering the dose during the first trimester might
be considered, and careful monitoring of levels throughout pregnancy is
required as haemodynamic changes during gestation can impact levels.
Needless to say, careful foetal monitoring, with particular attention

to cardiac development, is mandatory. And post-partum care should
ensure mood monitoring at what is a very high risk period for relapse
for bipolar disorder. Breastfeeding is usually discouraged in women
taking lithium, but there should be a risk/benefit discussion ahead of
birth, and a decision agreed.

[n sum, a shared decision-making opportunity

At the end of the day, like everything, it is about balancing potential
benefits with potential risks; educating both ourselves and our patients;
and helping our patients make fully informed decisions about their
treatment. And with bipolar disorder, it is the long term perspective
that really matters. Two case scenarios are instructive. One, a man with
bipolar who had a very full and productive life when taking lithium,

but who elected to stop it when his eGFR was falling. Despite excellent
psychiatric care he had a major and damaging manic relapse, spent most
of his inheritance, argued with just about everybody, and had to stop
work. Then he became very depressed and now lives a quiet life in the
country, physically frail and facing the prospect of renal dialysis. Yet

ITHIUM
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he is convinced lithium was the right choice for him and allowed him
the mood stability that enabled his very impressive and meaningful
career. Second, a woman in her 70s who had been on lithium for maybe
40 years, initially after a manic episode in a foreign country, associated
with religiosity, evangelism, and behaviours that ended up with her
being swiftly sent back to Australia. Facing the decision about her renal
function, she elected to remain on lithium, with a view that dialysis was
better than having another severe mood episode.

We should not be denying patients choice about their mental health
management. Part of that is ensuring we are knowledgeable and
skilled enough in using the full range of medications on offer, and
be equipped to provide balanced information in an understandable
format. Lithium should not be lost to us through underuse.

Prof David Castle MSc MD FRCPsych FRANZCP
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Internet gaming can kill you

Internet Gaming Disorder was included in Section Il of the DSM-

5as a condition warranting more clinical research and experience
before possible recognition as a formal disorder. The prevalence may
be rising as ready access to the internet spreads around the world.
Apart from the adverse consequences for social and occupational
functioning and mental health, a gaming addiction can have serious
physical health consequences. An intriguing study of deaths related
to prolonged internet gaming was published just before Christmas last
year. Prompted by increasing interest in problematic internet gaming
behaviour and sporadic media reports of sudden death while gaming,
Kuperczko and colleagues (2022) searched the literature for case
reports of sudden gamer death.

Even finding such information was likely to be challenging (note

to trainees attempting the Scholarly Project: when a condition is
extremely rare and little is known about it, a systematic review along
PRISMA guidelines is not possible). The authors began their search

on Google, using keywords ‘death’, ‘die" and ‘video game’. Cases were
identified in online newspapers, blogs, and video portals. They then
searched for further information on identified cases, using case-
specific keywords, and targeting more trustworthy information sources
(e.g. mainstream media). Considerable cross referencing occurred
between sources, which aided in reliability of information. A small
number of detailed cases could be reasonably well verified. There were
also a few brief, undetailed references, which could not be further
substantiated. The authors only included cases where the gamer’s
death appeared linked to the action of gaming and excluded deaths
that appeared linked to the video game itself (accidents, suicides or
homicides suggestive of a game-related motivation). Interestingly, a
search of the scientific literature yielded no relevant publications.

Kuperczko et al (2022) found 25 such reports — all but two published
in the last 20 years. There was one case in each of 1980 and 1981,
while playing Arcade games. Not technically online gaming, since the
world wide web didn't exist then. The rest of the cases dated from
2002 onwards. Most of the victims in the cases identified were young
(age range 11-40 years; Fig. 1) and only one was female. There were
three cases in which children had died: an 11-year-old boy in Pakistan
who had been playing ‘Fortnite’ a 12-year-old boy in Egypt who had
been playing ‘PlayerUnknown’s Battlegrounds’ on his phone, and the
only female, a 13-year old in the UK who died of acute asthma while
gaming (game unknown).

Age at death
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Age at death {years)

Case number (in chronological order)
Figure 1: Age at time of death, in chronological order from 1980 to 2021

More than half of the cases occurred in Southeast Asia (Taiwan, China,
South Korea, Thailand) and of those, most occurred in internet cafes. In
western countries deaths more often occurred in the gamer’s home,
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which the authors attribute to the lower popularity of internet cafes in
the West. In two cases the gamers were using smartphones and a few
cases involved Xbox use.

All cases were associated with playing completely immersive, often
competitive action-rich, multi-player games. There were no reports of
deaths while playing ‘sandbox’ games (like ‘The Sims’) or adventure
games involving slower-paced play and elements like role-playing
and puzzle-solving. Games being played at the time of death included
‘World of Warcraft’ (N = 2), ‘Diablo [II" (N = 2) and ‘Fortnite’ (N =2)
among others. Eleven of the cases were reportedly known to be ‘game
addicts’and the status of game addiction was unknown in 11 others.
One case (a 35-year-old doing a 24-hour streaming for charity) was a
professional gamer.

‘Heart failure’, ‘heart attack’ or ‘cardiac arrest’ was cited in almost half
the cases, but Kuperczko and colleagues considered this might have
been speculation or lay use of these terms. Autopsy results were rarely
available. Ten of the 25 cases were reported to have co-morbidities

or risk factors: obesity in three cases, cardiovascular disease in two
cases, and one each of asthma, liver disease/gallstones and broken
leg. Smoking was apparently considered a risk factor for three of the
deaths, including the individual with liver disease/qgallstones. In the
remaining cases risk factors were either unknown or absent.

In five of the cases, including the individual with the broken leg,

the cause of death was pulmonary embolism. There was one case of
cerebral haemorrhage and one of stroke. In 18 of the cases the gaming
session before death was extremely long (a day or even several days)
with minimal rest, or there were repeated long sessions. One case had
reportedly engaged in 86 straight hours of play, stopping only to buy
cigarettes and use the toilet. In addition to relative immobility, lethal
arrythmia due to acute autonomic dysfunction brought on by stress and
sleep deprivation were other suggested pathophysiological mechanisms.

Conclusions

To the known list of adverse consequences of internet gaming disorder
can be added death while gaming. It is an extremely rare occurrence,
but it does happen. The very limited evidence seems to suggest a role
for immobility-induced embolic events as a possible mechanism in at
least some cases. There may well have been underlying predispositions
to thromboembolism that were not known or looked for following
death. Advice to get up and move reqularly and to avoid prolonged
gaming sessions would appear prudent.

Assoc. Prof. Lisa Lampe MB,BS PhD FRANZCP
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Emergency Blues and BPD
g |
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Jade* 27, her partner Kai enjoy an evening of libation and cannabis.
Verbal hostilities ensue as the night unfolds. Jade returns home,
messaging her partner to inform him that she has taken in an overdose
(3x20mg fluoxetine). He phones an ambulance which, with police
assistance, dutifully ferries the intoxicated and now combative patient
from her apartment to the emergency department. She is seen by the
on-call psychiatry registrar and is admitted to the PECC unit under

the mental health act because she cannot ‘quarantee her safety’ Her
nocturnal expressions of suicidality and the superficial scratches on her
wrist trigger various community mental health and drug and alcohol
referrals the next day (she has already been referred for DBT for her
Complex Trauma). Jade is visited by her beloved in the morning, and
after a quick conciliatory kiss, cuddle, and shared cigarette, she decides
that all is well and asks to be discharged after a coffee and morning
dexamphetamine (for her ‘adult ADHD’). She offers precisely zero
expressions of gratitude (or of shame/embarrassment) to the nursing and
medical staff who cared for her overnight.

Over a 16-hour period, this mental health consumer required the
professional expertise of two ambulance workers, three police officers,
a triage nurse, three ED nurses, an ED JMO, a psychiatry CNC, the on-
call psychiatry registrar, the on-call psychiatry consultant who was
called at 3am, two PECC nurses, the PECC psychiatry registrar, and PECC
social worker and the PECC consultant. The total cost to the taxpayer
was $6453.30 for her night of hijinks. There are few disincentives,
costs, or negative repercussions for her fruitless consumption of
resources. In the past, acts of drunken misadventure such as this would
earn a night of cold austerity in a police cell. Nowadays such follies are
rewarded with a yoghurt, a sandwich, a mandala colouring-in book, a
medical certificate for work, and a non-judgmental audience for her
non-therapeutic psychodrama concluding with the predictable, tearful
reconciliation with the violent partner.

Sadly, this vignette captures what increasingly passes for psychiatry
in hospital emergency departments these days- presentations we
euphemistically label ‘situational crises’, ‘suicidal crisis”and so forth.
[t's no wonder that burnout is leading to nation-wide staff shortages
across ED medicine, nursing and psychiatry. In 2021 there were more
than 40,000 ambulance callouts for drug and alcohol in Victoria
alone. These rates are not improving despite various governmental
initiatives. Once these patients get to hospital, the clock is ticking
for mental health to ‘do something’. Often, especially in the early
hours of the morning, the path of least resistance is a PECC admission.
Some facilities have PANDA (drunk tank) beds for the more severely
intoxicated persons which seem to work well.

But do PECC units help incentivise and normalise these antisocial
behaviours? Do they unintentionally reinforce poor life choices by
turning moral problems medical ones? Do they contribute to improved
outcomes, or create more demand on already stretched community
services? How did we manage before PECC units? Are they incubators
for BPD? These are interesting questions to ponder, and ponder we
should, because with the proliferation of ICE, cannabis, prescription
medication abuse, and the contagion of emotional dysregulation and
millennial entitlement fueled by social media, things aren’t going to
get better any time soon.
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The related issue of undiagnosed borderline personality disorder (BPD)
requires scrutiny. There is an understandable but harmful reticence

to make a diagnosis of BPD. Psychiatrists and psychologists will tie
themselves into Gordian knots to avoid even using the term. Otherwise
good psychiatric assessments can be fatally compromised by failing to
consider BPD as Ockham’s razor where the presenting complaint involves
vague interpersonal conflicts, identity disturbances, multiple previous
diagnoses, recurrent crises and idiosyncratic combination medication
regimens. BPD is essentially dynamic and contextual.” A daring
minority of clinicians will sometimes declare after the fifth admission
in six months that the patient has ‘personality-traits’ but refrain from
committing fully to the diagnosis that dare not speak its name.

The putsch to re-name and re-classify BPD as c-PTSD, Complex Trauma,
Bipolar 2, atypical psychosis, DID, ‘anxiety/depression’ etc. has gained
momentum on the background of political and social advocacy.

These disorders—often self-diagnosed through social media or by
well-meaning clinicians—are more palatable and less stigmatizing
than personality disorder. After all, Axis | disorders can be managed
with medication and hospitalisation whereas modifying unpleasant,
dissocial character traits requires a different kind of self-improvement.
For every patient with BPD there are family members, partners,
co-workers, doctors and other healthcare workers who, by order of
degree have had their lives impacted adversely. The hidden suffering
experienced by those around patients with BPD rarely gets discussed.

A recent study? of 76 Australian Headspace youth mental health
centres found clinicians recorded ‘borderline personality traits’ as

the presentation in less than 1% of referrals. This is obviously a gross
underestimate (by at least an order of magnitude). Type 1 heuristic
thinking abounds in BPD misdiagnosis and management. Does the
patient have mood swings? Well, they must have BPAD and need mood
stabillisers. Does the patient ‘hear voices? They must need Seroquel or
TMS. Are they miserable? They must be depressed. Does the patient
subject others in their penumbra to manipulation and abuse? They
must necessarily themselves have PTSD and need EMDR and indemnity
from the consequences of any criminal behaviours. Too many patients
with BPD are on antipsychotics, including even clozapine. We see these
category errors all too commonly in public psychiatry. Junior doctors
and non-psychiatric clinicians can be forgiven for these slip-ups; but it
is dispiriting to see similar cognitive biases in clinical decision making
from experienced psychiatrists, even where there is unequivocal BPD.

What does the future hold? A general move away from a categorical
classification of personality disorders to ‘spectra’is another clever way
of disappearing the BPD diagnosis altogether. | suspect that in short
order, the term ‘borderline” will be expunged and become designated
as hate-speech. Frantic efforts to avoid the term BPD, even by those in
positions of academic influence, are not based on new paradigmatic
findings, but on groupthink and social contagion. The conceptual

shift has followed the Kuhnian schema of a ‘mélange of sociology,
enthusiasm and scientific promise’ rather than hard empiricism.

Carlos d’Abrera FRANZCP
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Can happiness be found in
family estrangement?

For many, maintaining distance from someone they once loved and
cared about is not easy and was never on the menu. How to help a
patient become ‘happily” estranged from a family member can be quite
a challenge for the clinician. One of the few researchers in this field
encapsulates the complexity:

‘Family estrangement is larger than conflict and more complicated
than betrayal. It is entwined in contradictory beliefs, values,
behaviours and goals and is the result of at least one member
of the family considering reconciliation impossible and/or
undesirable. The cessation of familial relations, whether that
involves rejection or deciding to leave, can be an inordinately
traumatising experience’ (Agllias, 2017, p.1).

Patients may need to remain apart from individuals with whom they
once had a connecting bond because, for instance, of maltreatment
and the trauma and grief that often follows. They may have loved,
cared for or raised them, or been raised by or alongside them. In
other words, had an earlier meaningful attachment. Learning how
to stay apart and still lead a reasonably good life can be painfully
hard for them. It carries multiple losses. Often beyond their control
or perhaps beyond anything they did or did not do to prevent such
losses from eventuating.

Estrangement is fairly common and widespread (Conti, 2015) and it’s
different for different people so we can’t generalise (Blake, Bland

& Imrie, 2020). But we must remember, ‘estrangement is a process,
not an event’ (Agllias, 2015). That is, it's not an abrupt occurrence
but rather filled with a complexity of patterns and processes (e.g.,
Gilligan, Suitor & Pillemer, 2022). People become estranged for
various reasons. For instance, often the unmet needs of adult
children of parents with a serious mental illness can involve losses
which lead to estrangement (Misrachi, 2012).

There is no set definition of estrangement (Blake, Bland & Imrie, 2020).
However, Agllias (2014) defines family estrangement as ‘a reaction

to intense emotion or conflict resulting in the distancing or loss of
affection between one or more members of a family, where at least one
party is dissatisfied with the situation’. This researcher also suggests
evidence which indicates that ‘estrangement is more common—and
more complicated—than we might expect’. Certainly this has been

my clinical practice experience. To become estranged from the very
individual a patient once loved and cared for is deeply heart-wrenching
asitis emotionally and psychologically very demanding.
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In an article entitled ‘The grief that dare not speak its name. Part

[11: Dealing with the ravages of childhood abuse’, Bloom (2000)
recommends quitting attachments that are highly pathological,
dysfunctional, or toxic for those trapped in relationships dangerous

to their mental and emotional well-being. But this apparent ticket

to freedom is not entirely free. It comes with a cost and with

agonising challenges. In a blog post entitled ‘You're Dead To Me, Why
Estrangement Hurts So Much Understanding the Pain’, Agllias (2014a)
notes that being estranged by a family member is one of the most
painful events across the lifespan intensified by: (i) its unexpectedness,
(ii) its ambiguous nature, (iii) the powerlessness it potentially creates,
and (iv) the social disapproval it often carries. Here I'd add (v) the non-
concrete trauma coupled with a deeply disenfranchised grief quietly
bubbling beneath a facade in daily social life.

Because estrangement is a process rather than one single event,

not something a patient sets out to consciously do, and often not of
their own independent doing, it is often filled with sensations never
previously encountered or imagined. Yet the estranged person is now
required to somehow digest and metabolise it all—it’s a tall ask. For
example, he or she may need to remain strong, confident, and believe
in their autonomous reasons for entering their estrangement decision-
making process. Often, it's based on a real or perceived need to create
bigger, wider, higher boundaries to keep themselves psychologically,
emotionally, and maybe also physically, safe. For some, such
boundaries may also come as a relief of no longer being drained of
resources, as for instance, in cases of parentification (see Mindcafe,
Issue: 37, Feb, 2018). But the flip side to that contains a challenging
dilemma. That is, a large part of parentified individuals had their
identity develop around not having healthy boundaries and not
having needs met. Yet whether for perceived or real psycho-emotional
survival, that identity must now, in many cases, dramatically shift.

According to Blake, Bland and Imrie (2020), there is little to no
empirical research into the clinical experiences of those estranged
from one or more family members. And as such, few clinicians know
how to effectively help. Those clinicians who can do so are usually
knowledgeable about estrangement, supportive of the estranged
person’s feelings and decisions, do not pressure or manipulate patients
to act, think or feel in any prescriptive manner, and generally offer non
directive support. This may be tricky for clinicians who may have never
needed to face the gruelling experience of estrangement or who rigidly
adhere to a family-focused approach.

Since estrangement is a form of trauma and eventuates when

‘at least one member of the family considering reconciliation
impossible and/or undesirable’ (Agllias, 2017, p.1), it makes sense
to assume, as the case in my clinical practice, that there likely was
the presence of various forms of abuse or maltreatment. Otherwise,
in the absence of any mental or personality disorder, why would
anyone be driven towards family estrangement? It may therefore be
worthwhile appreciating the question of what the alternative option
or ‘choice’ for that patient would look like had they not entered

the uncomfortable estrangement process. For instance, if we are

to assume that estrangement was the consequence of the person
no longer tolerating maltreatment, then we'd need to draw from
trauma-informed literature to comprehend what the option of not
becoming estranged would look and feel like for a patient choosing
not to escape the trauma of abuse. Based on trauma-informed
literature and my own clinical practice experience, not becoming
estranged in this context has the following seven implications:

The patient would have to: (1) remain silent; (2) engage with victim-
perpetrator dynamics; (3) become traumatically bonded to the abuser;
(4) risk continuous emotional abandonment; (5) acquiesce to the
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perpetrator; (6) lose one’s true identity and erode one’s soul, i.e., be
invalidated via constant psycho-emotional strategies employed by
the perpetrator aimed at dis-empowerment; and (7) in the words

of Middleton, Sachs and Dorahy (2017), subscribe to ‘a powerless
underclass’ (p.252). Their article ‘The abused and the abuser: Victim-
perpetrator dynamics’is a worthwhile read as is Frankel’s (2002).
‘Exploring Ferenczi’s concept of identification with the aggressor: Its
role in trauma, everyday life, and the therapeutic relationship’

For many, family estrangement is indeed strange or at the very least
surrealistic. It is a mind-twisting climb out of what one patient
called ‘a hell-hole’ as sufferers struggle up and out to where they
may find some sunlight and fresher air. How to help a patient
become and stay ‘happily estranged’ may sound like a contradiction
in terms. But for patients with an ongoing, seemingly never-ending
history of abuse and neglect—whether from a close relationship or
an attachment figure, or from any perceived or real comprehension
of reasons for the estrangement—they usually arrive at their
predicament with very little choice. So they may as well be helped to
engage with their predicament as "happily’ as possible, particularly
if they are to ever achieve and maintain any sense of genuine and
adequate safety. How to do this?

Self preservation for such patients is key. Literature on ‘how to do’
estrangement, while rare, is expanding. For instance, research and
clinical experience indicates common misconceptions around what
constitutes ‘a family’, limited also by clinicians’ own beliefs or values.
As Scharp (2018) notes: ‘Sometimes estrangement is the happy
ending... People are horrible at relationships, so getting away is the
best thing that could have happened to someone.’ Ultimately, the ‘how
to’is often about tolerance, creative thinking, patience, and an ability
to increase your patient’s capacity for self care and self compassion
throughout this delicate process. This demands professional and
personal courage, sensitivity, resourceful imagination, and most
critical of all, a hefty dose of kindness.

Suzette Misrachi, Master of AdvSW (Research). Consultant specialising in
trauma and grief, international presenter.
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For educational workshops or lectures on the unacknowledged trauma
and grief of Competent and Non-disordered Children Of Parents with
a Severe Mental Illness (CaN-ACOPSMI), see: https://minerva-access.
unimelb.edu.au/handle/11343/37852

email: suzette.misrachi@gmail.com

resource website: https://sites.google.com/site/workwithin/
survivingparentswithmentalillness
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Diving into Mind-Body Therapy

Traditionally, recreational Self-Contained Underwater Breathing
Apparatus (SCUBA) diving (diving) conjures up images of tanned
humans clad in swimwear interacting with marine wildlife in pristine
blue waters. More recently however, the spotlight has turned to the
therapeutic benefits of diving for stress-reduction in the general
population (Beneton et al., 2017), veterans with chronic psychological
injuries such as post-traumatic stress disorder (Blumhorst et al., 2020;
Gibert et al., 2022; Morgan et al., 2019; Walker and Kampman, 2021).

Distinct from diving with the purpose of exploring the underwater
world or interacting with wildlife, therapeutic diving focuses on the
meditative aspects of being in the water; an exploration within the
self. As Ecott (2001, pp.102-104) notes:

Usually, just being underwater is enough for me, the ease of
movement and the rhythmic sound of my air bubbles are soothing
and the weightless hovering is its own reward...This liberation
from gravity’s tiresome pull frees not just the body, but also the
mind... Underwater there is freedom from everything terrestrial. ..
The mental release that neutral buoyancy brings is even more
valuable than the interaction with creatures of the deep.

This article aims to offer some preliminary thoughts on the ways in
which diving facilitates a connection to the mind-body and in turn, a
return to wellness.

l. Body

Diving is a sensorially immersive experience—the sensation of water
or the snug wetsuit on the skin, the taste of salt water on the tongue,
the lack of terrestrial noise but amplified speed at which underwater
sounds reach the ears and the increasing pressure of water on the
body—the effects of which all increase as one descends further
beneath the water surface.

The feeling of weightlessness specifically, has been reported to
promote relief from both physical and psychological symptoms (Walker
& Kampman, 2021). Negotiating movement underwater activates
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proprioceptive awareness and heightens kinaesthetic sensation:
movement felt by the muscles, tendons and joints. Straughan (2012,
p.21) explains, ‘In diving, the vestibular system intertwines with
buoyancy perception as it picks up bodily orientation and works
with other somatic sensations to keep a diver balanced. Haptic
perception—sight resting on the surface of an object to discern
texture rather than form—enables our vision to ‘touch’ objects
specifically for the purpose of guiding movement.

Il. Mind

Submerged in a world where our sensorium and physical responses
differ to that we habitually experience on land, a new space emerges
in which we may feel differently to what we habitually feel on land
(Straughan 2012). Simply put, diving offers an environment in which
the body experiences changes in sensation, perception, and response,
opening space for the mind to experience differently as well. It is
also an activity that demands the mind’s presence: diving involves
real and significant risks to life that must be constantly mitigated.
An uncontrolled ascent to the surface for instance, places divers at
potential risk of life-threatening pulmonary barotrauma:

Something, most certainly, happens to a diver’s
emotions underwater. It is not merely a side effect of the pleasing,
vaguely erotic sensation of water pressure on the body. Nor is it
alone the peculiar sense of weightlessness... the diminishment of
gravity to a force little more emphatic than a suggestion. It is not
solely exposure to an unfamiliar intensity of life. It is not a state
of rapture with the bottomless blue world beneath one’s feet. ..
it is some complicated mix of these emotions, together with the
constant proximity of real terror.” (Lopez, 1999)

Similarly, there is growing recognition of the therapeutic potential
offered by natural environments, with evidence that one’s dynamic
relationship with ‘green’ (grass, trees or other vegetation) and ‘blue’
(water) spaces are supportive of mental health and wellness (Bratman
et al., 2019; Mantler & Logan, 2015; White et al., 2010).

The precise mechanisms for the way in which our environment
influences our mind state have yet to be defined. However, it is worth
noting that the underwater environment is unique in offering a
geographical separation from the terrestrial landscape, providing space
and insulation from life above land. As sound waves are unable to pass
from air to water, the usual noise pollution on land disappears. While
diving alongside others, communication is limited to hand signals
drawing attention to the present. Such elements facilitate stillness: ‘an
internal state of clam in which a person becomes more aware of their
immediate embodied experience of the world and less concerned with
events occurring ‘out there”, the experience of which may ‘encompass
an enhanced clarity of thought, or act as a portal to new modalities of
feeling’ (Conradson, 2007, pp.33-34, as cited in Straughan, 2012).

I1l. Breath

Many meditative practices utilise the breath as a focal point for
grounding one’s attention in the present and for providing feedback
regarding our physical and emotional state (Kabat-Zinn, 2019). In
diving, the most prevalent and constant sound a diver hears is that
of their breath, accentuated by the requlator (breathing apparatus).
Breathing over time is monitored by the air pressure gauge which
tracks air consumption—rapid, panicked breaths lead to greater

Continued on page 11>
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consumption while calm, relaxed breathing reduces consumption,
allowing for more time underwater.

Controlling the breath is essential to controlling buoyancy and a diver’s
position underwater—inhales fill the lung leading to ascent and exhales,
descent. The position of one’s body provides immediate feedback of
one’s breathing. Typically, a diver who is feeling anxious is likely to take
more rapid and heavy inhalations, leading to unintended changes in
their position in the water, which often exacerbates their anxiety in a
vicious cycle. In such situations, other divers may assist by looking them
in the eye, bringing them back to the present with slow, deliberate hand
motions prompting them to slow and requlate their breathing.

IV. The Other

One of the golden rules of diving is to never dive solo (unless trained
to do so), and even then, only in specific circumstances (Denny, 2022).
This buddy system of diving creates mutually reliant relationships
amongst divers. While submergence underwater facilitates a
connection with the self—body, mind and breath—it also facilitates
connection with others through the sharing of novel experiences.
Studies in veteran populations have likened this to the ‘sense of
brotherhood, shared support and innate trust’ found in military life—
providing a sense of comfort for veteran populations participating in
diving as therapy (Morgan et al., 2019).

Similarly, meditation is often associated with a deeper connection to
the self, and at times, compassion for others. Meditative practices are
thought to be most conducive to shifting one’s preoccupation with
self to a sense of connectedness with others when specifically framed
in the context of being attuned to the needs of others (Kirsteller &
Johnson, 2005). The buddy system of diving provides this context.

This social aspect of diving is especially important when considering
that social isolation and loneliness are said to be ‘serious public health
concerns’ of our time due to its association with poor physical and
mental health outcomes (Newman & Zainal, 2015).

V. Conclusion

The modern world is one of sensory overload—disconnecting us not
only from ourselves, but each other and the natural environment.

In the natural aquatic setting, diving offers therapeutic benefits by
connecting us back to our self (body, mind and breath) and others.

Calina Ouliaris MD, BComm/LLB (Hons), Grad. Dip. Psych
Honorary Lecturer Macquarie University

RANZCP Psychiatry Registrar

PADI Divemaster and Bathysmed 2° Instructor In-training

calinaouliaris@gmail.com
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The Conched Brain:

Latest evidence on how to explain,
regain and maintain cognitive function

WHAM! BAM! SLAM!

This was my last recollection before my simian, uncoordinated teenage
self was concussed while playing rugby. | was a week away from my
penultimate school-based examinations. That week felt like a tempest;
first a confused deluge that meant that you couldn’t recall past events
or future plans, then darting flashes of my capricious attention that

Do you have nicotine-dependent

patients who want to stop smoking?

seemed beyond my control, and finally days of a cerebral pea-souper
obfuscating lucid thought.

The experience of a TBI is a remarkably common one with estimates
of lifetime prevalence of mild TBI (mTBI) in Western nations ranging
from 14.3% to 40%"* and lifetime prevalence for those groups often
in psychiatric care considerably higher (e.g. 53.1% in the homeless

population).?

[ haven't been left with severe cognitive deficits but | was left with a
presentiment that | would pay for my concussions later down the track.
In a recently published study that | have authored, along with a team
of researchers from the UK and US, we have been investigating the
question of how much one pays cognitively down the track for a TBI.

Explaining long term cognitive consequences of TBI

The UK-based cohort (the PROTECT study) consisted of 15,764
participants and is the largest study to investigate long-term cognitive
outcomes after TBI.2 Participants were aged between 50 and 90

(mean 62.7), completed annual cognitive assessments for up to 4
years and reported their lifetime history of head injuries through

a comprehensive, validated screening tool. The lifetime prevalence

for mild TBI was 39.5% and for moderate-severe TBI was 3.2%, with

an average of 29.6 years (SD = 20.0) since their last TBI. The first

key finding was that those who had a moderate-severe TBI (in our
study defined as a head injury with loss of consciousness (LOC) > 30
minutes) had significantly worse attention (B = -0.163), executive
function (B =-0.151) and processing speed (B = -0.075) compared to
those who did not report any TBIs. The B-values are measured in units
of standard deviations of cognitive function, but more comprehensibly
for patients it can be translated into difference in population percentile
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rank from the mean (i.e. 50th centile), which for attention would be
6.5%, executive function 6.0% and processing speed 3.0%. Similarly,
for mild TBI the most sensitive domains were attention and executive
function with statistically significant deficits found in those who
reported 3 and 4+ lifetime mild TBIs. Compared to those without any
reported TBI for those with mild TBI each additional TBI was associated
with worsened attention (B =-0.025, percentile rank = -1.0%),
executive function (B =-0.021, percentile rank = -0.8%), processing
speed (B =-0.011, percentile rank = -0.4%) and working memory (B
=-0.009, percentile rank = -0.4%). When we looked at the trajectory
of these deficits over 4 years we found that they remained constant,
that is there was no acceleration of the rate of decline compared to the
population. This is consistent with the rest of literature that essentially
shows that in the chronic phase post-TBI there is a fixed, stepwise
deficit without a more rapid rate of cognitive decline.** While these
changes seem small we know from other research that it accumulates.
Traumatic Brain Injury (TBI) increases risk of dementia by 1.5-3 times
and estimates suggest that TBI contributes between 3.4% and 15% of
dementia burden.®’

Regaining cognitive function post-TBI

The question remains then—what can we do to help cognitive
function after someone has had a TBI?

There have been long standing practices of ‘total brain rest” after

TBI and there is some evidence that excessive neuronal activation

and excitotoxicity post-TBI worsens neuronal death. In RCTs however
(at least in paediatric populations), this was not found to improve
overall symptomatic recovery.® Rather than focussing on total rest, a
recent RCT did find that reducing screen time considerably diminished
symptom duration (7 to 3 days).’ Subthreshold aerobic exercises have
also been found to reduce symptom duration. Guidelines recommend
post-TBI (for mild and severe) cognitive rehabilitation to minimise
the deficit.” A recent RCT examined military veterans (n = 83) who
had suffer a historical mild TBI (average of 7.2 years post injury)."
They found that cognitive rehabilitation (using an online standardised
cognitive training app (BrainHQ)), even in this late stage post injury,
produced a moderate improvement in global cognitive functioning
both immediately after the 13-week training period (+0.46 SD, p =
0.025) and at 3-months after treatment ended (+0.49 SD, p = 0.039)
when compared to a control group. Some rehabilitation specialists
explain the plasticity-based mechanisms of this recovery to patients
by analogy of TBI to a downpour that washes away well-worn paths of
performing tasks and that after the rain paths have to be rediscovered
and rebuilt through training.

Maintaining long term cognitive health

Despite the impressiveness of some of the treatments, we have always
known that prevention is better than cure. It is important that those
who experience mild or severe TBl understand they are at increased
risk of cognitive impairment and dementia. Given this they should
modify the activities that may increase their risk of further TBI by
either increasing the safety of the activity (e.g. wearing helmets while
riding) or changing that activity (e.g. swapping boxing for swimming).
It is critical that any additional risk factors for cognitive impairment
(e.g. smoking, obesity, diabetes, high cholesterol, hypertension) is
managed aggressively. Providing optimal treatment and prevention
for TBI and related comorbidities will give patients the best chance of
living a healthy, happy and independent late-life.

Matthew Lennon, MD, MSc (Oxon)
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Summary Points

Advice patients for post-TBI cognitive recovery post
head injury

Explain—For each additional mild TBI there is
associated a difference in population percentil rank
of 1% for attention, 0.8% for executive function,
0.4% for processing speed 0.4% for working memory.

Regain—Reduce screen time in the acute period,

graduated return to normal activity, subthreshold

aerobic exercise and cognitive/brain training (e.g.
BrainHQ)

Maintain—After suffering from a TBI higher risk
activities (e.g. occupational, sporting) should be
modified or avoided to prevent further deterioration.
Other risk factors for cognitive decline should be
aggressively pursued given elevated risk for cognitive
impairment.
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Fab Five: Most useful
psychiatric medications
for psychiatric use

As we move beyond Cartesian duality towards ever more sophisticated
and a unified understanding of mental illness, the lines between
‘psychotropic’ and non-psychotropic medications are becoming
increasingly blurred. Modern neuroscience informs a more holistic
approach toward treating mental illness and enhancing mental health,
moving beyond dopamine and serotonin to other systems including
neurological, endocrine and immune functioning. Modern psychiatry
demands a greater knowledge of general medicine and general
Physiology more than ever before. What is the use of trying to treat
depression when one has no idea of how sleep affects an individual
and what is the use of being able to diagnose a depressive disorder
but not a sleep disorder? What is the use of addressing emotional
dysregulation when one has no idea about the impact of diet and
exercise on one’s emotional state? In an ideal world, all of the clinical
trials and treatment guidelines for psychiatric illness would be
controlled for the multitude of variables between individuals, and we
place our hope in statistics to do so. But none of that matters if we
don’t consider the patient sitting in front of us, and if we don't take

a holistic interest in a patient’s overall health, our efforts to improve
their mental well being will be futile.

In this spirit, | give you 5 ‘non-psychotropic’ medications that can
potentially add value to a patients overall, and thus mental health.

[ would argue that all are medications that psychiatrists should be
comfortable with prescribing, or at the very least should know about
and have an informed conversation with their patients as to whether or
not it is an option for them.

1. Metformin.

An agent to manage type 2 diabetes, metformin has an ancient past
as a herbal medicine (‘goats rue’) and its active ingredient guanide
was found to lower blood glucose in 1918. Guanidine derivatives were
used to treat diabetes in the 1920s and 30s but discontinued due to
toxicity. Metformin itself was first used to treat diabetes in the 1950s
after being discovered to have glucose lowering properties when
investigated as an anti-malarial agent. It again dropped out of use
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in the 1970s again due to concerns over toxicity, in particular lactic
acidosis in other guanides although Metformin itself was less toxic.

It had a second coming when re-introduced in the USA in 1995 after
further studies showed its effective in reducing insulin resistance and
with less risk of hypoglyacemic attacks or weight gain. It is now the
most prescribed diabetic medication in the world, its use extending to
other populations at risk of increased blood glucose conditions such as
gestational diabetes, polycystic ovarian syndrome and may have a role
as a routine accompaniment to antipsychotics with an unfavourable
metabolic profile, as shown in a meta-analysis by De Silva et al’

which showed co-prescribing with metformin was associated with
improvements in BMI and insulin resistance. According to Diabetes
Australia, up to 50% of people with diabetes have mental ill health
and so a significant proportion of our patients are likely to have
diabetes, insulin resistance or metabolic syndrome.

Beyond this, metformin has evidence for reducing cancer risk? and
reduced rates of cognitive decline, dementia and stroke® in those with
type 2 diabetes. More recently, it may even be the fabled elixir of life —
it has been found to induce anti-ageing transcription in cells in animal
models in studies such as TAME (Targeting Aging with Metformin) and
MILES (Metformin in Longevity Study) and due to its effects on glucose
metabolism, reducing oxidative stress, protection of endothelium and
vascular function, and metabolic health.*

The main caveat is the development of lactic acidosis, which is a higher
risk in the presence of renal impairment.

2. Semaglutide

According to ABS data, in 2017-2018 about 2/3 of adult Australians
were overweight (36%) or obese (31%). The burden of mental ill health
from obesity is immense, with a true biopsychosocial bidirectional
interaction. Attempting to treat mental ill health without having an
approach to discuss weight management with a patient is a futile
exercise. Whilst usually the domain of the family doctor, psychiatrists,
and indeed all medical professionals, should be able to address such
as core issue as this. Along with advice on diet, exercise and other
lifestyle factors, one should be able to have an awareness of some of
the newest developments in effective treatment of obesity (especially
if one’s medications have contributed to its development!). One such
new development is the class of medication referred to as ‘glucagon-
like peptide-1 (GLP-1) analogues, which act on GLP-1 receptors in the
pancreas to increase insulin production and reduce sugar cravings.
Semaglutide (Ozempic) is a genetically engineered GLP-1 which has
achieved rock-star status (ie presence on social media—no mean
feat for a drug) due to its efficacy for generating significant weight
loss, even though it was originally developed for type 2 diabetes

that doesn’t respond to other oral medications such as metformin
((its only Australian indication thus far). In 2021 it was approved by
the FDA for management of obesity, with one study showing a 15%
weight loss.” Most side effects are gastrointestinal in nature, but the
main drawbacks are the current widespread global shortage and the
fact that when ceased 2/3 of weight is gained back. More recently, a
new Australian Obesity Management Algorithm for Primary care was
released which gives other pharmacological alternatives.®

3. Alpha adrenergic receptor-agonist antihypertensives

Clonidine and prazosin are examples of a class of centrally acting
antihypertensives, alpha 2 receptor agonists. Alpha 2 adrenergic
receptors have three subtypes and are found through the brain and
brain stem and inhibit the release of noradrenaline and reduced CNS
sympathetic activity. Clonidine came into use in the 1960s and has
widespread applications beyond hypertensive treatment including
attention deficit hyperactivity disorder including sleep disturbance
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withdrawal, adjunctive cancer pain treatment, and like its cousin
Prazosin has evidence in treating PTSD related nightmares’, and PTSD
itself by possibly mediating memory processing. In a comparison with
zopiclone for treating sleep disturbance in chonic pain, clonidine had
favourable outcomes in terms of sleep quality, analgesia, tolerability
and patient safety.?

4. Lamotrigine

Somewhat of a mercurial medication, Lamotrigine was discovered

as an anti-epilepticin the context of the belief that its antifolic

acid properties had this effect. It first came into medical use as an
anticonvulsantin Ireland in the 1990s, and into psychiatric use a few
years later after American psychiatrist Richard Weisler speculated

that lamotrigine’s potent anti-kindling effects and its sodium channel
blockade and resultant anti-glutamatergic activity might be helpful
for the treatment of bipolar disorder. Apart from our familiarity in
the treatment of bipolar depression and possibly in the prevention

of hypomanic episodes in bipolar disorder type 2 (albeit with mixed
evidence, with as many negative as positive studies) there have been
other applications in the psychiatric sphere. There is mixed evidence
for its effectiveness in improving outcomes in borderline personality
disorder with some short term evidence for effectiveness®'®in reducing
anger and mood lability but not long term." It does have some weak
evidence in treatment of PTSD in a randomised double blind RCT albeit
with only 15 subjects.” The benefits of Lamotrigine lie in is relative
tolerability, and the dreaded Stevens-Johnson reaction occurs in

only 0.03-0.08% although a sensitivity rash can occur in 10% usually
starting in the first 8 weeks.

5. Modafinil

The CNS stimulant modafinil was first used in France in 1986 to

treat narcolepsy, but then had a rather less medical use as a pro-
wakefulness drug given to members of the French armed forces during
the first Gulf War.” In 1989 it was licensed for narcolepsy in the USA
and now used in other sleep disorders such as shift work sleep disorder,
and obstructive sleep apnoea.

Modafinil is a selective dopamine transport and reuptake inhibitor,
which has benefits in terms of reduced euphoric effects and
subsequently lower abuse potential than other stimulants™ and is thus
designated as Schedule 4 in Australia.

Apart from treating sleep disorders and promoting wakefulness,
Modafinil has sometimes been designated a ‘smart drug’ with pro-
cognitive effects. Several studies have been conducted investigating
modafinil as an adjunctive treatment in mood disorders. Vaccarino et al
conducted a systematic review of 12 open label or placebo controlled
trials which showed that Modafinil was associated with improvements
in executive functioning, and in episodic and working memory
although contradictory findings on the subjective effects of modafinil
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on concentration.™ Goss et al conducted a systemized review and
meta analysis of randomised controlled trials of Modafinil in unipolar
and bipolar depression. They found that in six randomised controlled
trials with a total of 910 patients addition of Modafinil in both uni and
bipolar depression led to improved depression scores then without in
particular in improving fatigue.'

I'm sure that you in your clinical experience and expertise have your
own favourite ‘fab five’ of ‘non psychotropic’ psychotropic medications.
Just remember—whenever using medications ‘off label” be sure to
discuss the risks and benefits to your patients so that they are able to
give informed consent!

Terry Lim FRANZCP
Mindsight Clinic
Gordon, NSW
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