
Emotional dysregulation (also known as affective insta-
bility) is a common and challenging presentation in 
general practice. Patients may present with a marked 
reactivity of mood, with intense dysphoria, irritability 

or anxiety, typically lasting a few hours and rarely more than a 
few days, as defined in the Diagnostic and Statistical Manual of 
Mental Disorders – 5th Edition.1 Although acute medical illness, 
organic brain syndromes or substance use should be considered 
and excluded as possible causes, emotional dysregulation may 
reflect an underlying psychiatric disorder. 

Children may also present with emotional dysregulation in 
the context of conduct or oppositional defiant disorders; however, 
this article focuses on adults. For the GP, a central challenge is 
determining whether emotional dysregulation indicates under-
lying bipolar disorder, borderline personality disorder or both 
conditions concurrently. 

Misdiagnosis can carry significant consequences. A patient 
with bipolar disorder misdiagnosed with borderline personality 
disorder may miss timely initiation of a mood stabiliser, increas-
ing relapse risk and cumulative morbidity. Conversely, a patient 
with borderline personality disorder incorrectly diagnosed with 
bipolar disorder may spend years taking medications with little 
benefit, while missing the opportunity for more effective evidence- 
based psychotherapy. Accurate diagnosis allows for the selection 
of an appropriate treatment paradigm. Bipolar disorder is treatable, 
with pharmacotherapy forming the foundation of management, 
whereas borderline personality disorder responds best to psycho-
logical care. Practical strategies can help guide GPs approach 
emotional dysregulation in general practice, to differentiate bipolar 
disorder from borderline personality disorder and guide treatment 
pathways.

Aetiology and prevalence
Bipolar disorder has a lifetime prevalence of 3.8%, and in 2020 
to 2021, about 744,800 people in Australia had the condition.2 
Although a less common presentation in general practice than 
depression or anxiety, bipolar disorder is not rare, and the 
consequences of a missed diagnosis can be substantial. Onset 
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typically occurs in late adolescence or early adulthood, often with 
a recognisable ‘trend break’ (a distinct change from a previously 
stable mood pattern to the onset of mood swings); however, delays 
in diagnosis are common.3 These disorders have a strong genetic 
basis, with heritability estimates of 70 to 80%.4 Environmental 
factors such as sleep disruption, substance use and psychosocial 
stressors often precipitate episodes.5 Neurobiological studies 
suggest that dysregulation of circadian rhythms, reward pathways 
and frontolimbic networks is present in bipolar disorder.6 For 
GPs, important diagnostic clues may include a family history of 
bipolar disorder and careful identification of discrete manic, 
hypomanic and depressive episodes.

Borderline personality disorder is estimated to affect about 1 
to 6% of the general population.7 In clinical settings, it is far more 
prevalent; about 6% of primary care patients and up to 20% of 
psychiatric outpatients meet the diagnostic criteria for border-
line personality disorder.8 Borderline personality disorder 
typically emerges in adolescence or early adulthood. Although 
it is diagnosed more often in women, this is likely explained by 
referral and help-seeking patterns rather than true sex differences.9 
The aetiology is multifactorial, involving genetic vulnerability, 
early adversity (particularly neglect, trauma and invalidating 

environments) and temperamental traits such as emotional 
reactivity and impulsivity.8 Neurobiological evidence points to 
altered frontolimbic connectivity.10 For GPs, understanding this 
developmental and biopsychosocial context can help frame the 
condition in a nonstigmatising and compassionate way. 

Complex post-traumatic stress disorder (PTSD) is a related 
diagnosis, conceptualised as arising from prolonged and severe 
interpersonal trauma. Patients develop PTSD-like symptoms, as 
well as disturbance of self-organisation, which may include 
emotional dysregulation in some patients.11 It has been argued 
that complex PTSD may provide a less stigmatising and more 
accurate conceptualisation for some people diagnosed with 
borderline personality disorder; however, this remains an open 
question. Thus, the focus of this article is on borderline personality 
disorder.

In addition to emotional dysregulation, bipolar disorder and 
borderline personality disorder share other features. This includes 
high rates of comorbid anxiety and substance use, elevated 
suicide risk, impulsivity and functional impairment.12-16

Clinical presentation
The most reliable distinctions between bipolar disorder and 
borderline personality disorder relate to the temporal pattern 
and duration of mood changes, whether symptoms occur in 
discrete episodes or as chronic affective reactivity and the broader 

KEY POINTS
•	Emotional dysregulation in adults is a frequent 

presentation in general practice and may indicate bipolar 
disorder or borderline personality disorder as key 
differential diagnoses.

•	Bipolar disorder and borderline personality disorder share 
overlapping features but differ in course, triggers and 
treatment approach.

•	Medication is the cornerstone of bipolar disorder 
management, whereas it may play an adjunctive role for 
selected patients with borderline personality disorder.

•	Psychotherapy is the mainstay of treatment for borderline 
personality disorder and generally plays a secondary role 
in bipolar disorder. Good Psychiatric Management offers a 
pragmatic generalist framework in primary care, 
particularly valuable when patients are ambivalent about 
engaging in specialist therapies or when such services are 
not accessible.

•	GPs are central in recognising patterns over time, 
monitoring physical health, assessing risk and sustaining 
therapeutic optimism.

•	Prognosis is often better than assumed. Bipolar disorder 
can often be effectively managed, and borderline 
personality disorder features frequently improve with age.
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clinical context. Apparent similarities in 
a single cross-sectional consultation often 
diverge when symptoms are observed 
longitudinally.

Bipolar I disorder is diagnosed based 
on the presence of at least one manic epi-
sode, defined as a distinct period of abnor-
mally elevated, expansive or irritable mood 
and increased activity or energy lasting at 
least seven days (or of shorter duration if 
hospitalisation is required). Although 
manic episodes are typically interspersed 
with major depressive episodes, the latter 
is not necessary for the diagnosis. Manic 
episodes are typically severe and disruptive, 
and may be clinically conspicuous, with 
features such as disinhibition (e.g. hyper-
sexuality, increased spending), aggression, 
rapid speech and psychomotor acceleration. 
Psychotic features (e.g. grandiose delusions, 
formal thought disorder) are common 
during mania and, when present, confirm 
the diagnosis of bipolar I disorder regard-
less of episode duration.1 

Bipolar II disorder features hypomanic 
episodes, defined by a minimum duration 
of four days, involving increased energy 
or activity and elevated or irritable mood, 
but with lower severity and less impair-
ment than mania; by definition, hypoma-
nia does not include psychotic features.1 
Depressive episodes typically predominate 
in bipolar II disorder, and patients often 
present in primary care with recurrent 
depression. 

Differentiating bipolar I disorder from 
borderline personality disorder is gener-
ally more straightforward because psy-
chotic symptoms are common during 
manic states. Differentiating bipolar II 
disorder from borderline personality dis-
order is a more frequent dilemma, because 
the hypomanic mood states lack psychotic 
features and are generally less severe. It is 
important to screen for prior episodes of 
mood elevation in people presenting with 
depression to avoid overlooking bipolar 
disorder, particularly bipolar II disorder, 
where patients may not recognise hypo-
mania as pathological. 

Diagnosis can be challenging because 

hypomanic features, such as increased 
goal-directed activity, risk-taking behav-
iours and irritability or heightened emo-
tional expression, may be misinterpreted 
as impulsivity and interpersonal reactivity, 
which are characteristic of borderline per-
sonality disorder. Similarly, depressive 
cognitions may be mistaken for the chronic 
feelings of emptiness and pervasive dys-
phoria typical of borderline personality 
disorder. In practice, differentiating bipo-
lar II disorder from borderline personality 
disorder is less dependent on isolated 
symptom clusters and is more reliably 
achieved by focusing on:
•	 	longitudinal course
•	 	family history of mood disorders 

(bipolar disorder or unipolar 
depression)

•	 	developmental antecedents
•	 	characteristic patterns of 

interpersonal functioning.17

Borderline personality disorder is 
characterised by rapid, reactive mood 
shifts that typically last hours and are most 
often precipitated by interpersonal stress-
ors. Core features include an intense fear of 
abandonment, chronic feelings of emptiness, 
unstable relationships, difficulties with 
boundaries and identity disturbance.1 
Impulsive behaviours and recurrent 
deliberate self-harm, such as cutting, are 
frequent, as are transient stress-related 
paranoia and dissociative symptoms. 

Patients may be only partially aware 
that their mood shifts can be triggered 
by interpersonal stressors, so affective 
changes can feel abrupt and difficult to 
explain. The Spectrum guidelines on 
borderline personality disorder describe 
this phenomenon as ‘micro-depressive 
episodes’: brief, reactive depressive states 
that emerge in the context of interpersonal 
crises but may appear clinically indistin-
guishable from depressive episodes of 
unipolar or bipolar disorder on cross-
sectional assessment.18 These states 
typically remit once the crisis resolves, 
often lifting abruptly if the relationship is 
restored, and rarely persist beyond a few 
days. In addition to micro-depressive 

episodes, GPs should be aware that some 
patients with borderline personality dis-
order have comorbid major depressive 
episodes that may require concurrent 
treatment.

The key differences between the bipolar 
disorders and borderline personality are 
summarised in Table 1.19

Comorbidity of bipolar disease 
and borderline personality 
disorder
A previous systematic review suggests that 
about 20% of patients with bipolar disorder 
also meet criteria for borderline personality 
disorder, and vice versa.20 Diagnostic over-
shadowing can occur in either direction: 
the presence of borderline personality dis-
order may obscure an underlying mood 
disorder, whereas a diagnosis of bipolar dis-
order may lead the clinician to overlook 
enduring personality pathology that drives 
recurrent crises. Comorbidity can compli-
cate assessment because patients may 
present with discrete manic or hypomanic 
episodes alongside chronic interpersonal 
instability and impulsivity. Recognising 
possible comorbidity is important and may 
warrant referral of the patient to a psychi-
atrist for diagnostic clarification.

The GP’s vantage point
Differentiating between bipolar disorder 
and borderline personality disorder is 
difficult in a single consultation. The 
strength of general practice lies in longi-
tudinal care, where repeated encounters 
allow illness trajectories to become evi-
dent. Following a patient over time places 
the GP in a strong position to distinguish 
the episodic course of bipolar disorder 
from the crisis-driven reactivity of bor-
derline personality disorder. GPs may also 
be aware of a relevant family history of 
mood disorder, as well as family dysfunc-
tion that may be pertinent in borderline 
personality disorder.

When diagnostic uncertainty persists, 
it is often preferable to adopt a descriptive 
formulation, such as ‘emotional dysregu-
lation with depressive symptoms’, and 

Emotional dysregulation 
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TABLE 1. DIFFERENTIATING BETWEEN THE BIPOLAR DISORDERS AND BORDERLINE PERSONALITY DISORDER19

Features Bipolar disorder (I and II) Borderline personality disorder

Family history •	 More likely to have a first-degree relative with 
bipolar disorder

•	 Less likely to have a first degree-relative with bipolar disorder
•	 More likely for relatives to have impulse control disorders  

(e.g. antisocial personality disorder, substance abuse disorder), 
unipolar depression or borderline personality disorder

Developmental 
antecedents

•	 Lower likelihood of significant developmental 
trauma and early attachment insecurity

•	 Higher likelihood of developmental trauma (e.g. childhood 
sexual abuse, physical abuse, emotional abuse) and early 
attachment insecurities (e.g. distant or rejecting parent)

Onset •	 Late adolescence or early adulthood, often with 
distinct ‘trend break’ from prior functioning

•	 No clear onset
•	 Emotional difficulties often traceable back to childhood

Course •	 Episodic:
	– hypomanic episodes: ≥4 days (bipolar II disorder)
	– manic episodes: ≥7 days (bipolar I disorder; 
mania represents a more severe progression 
along the same symptom spectrum as 
hypomania)

	– depressive episodes: lasting ≥2 weeks 
(needed for the diagnosis for bipolar II but not 
bipolar I disorder)

•	 Chronic: mood shifts usually lasting hours to a maximum 
of a few days

•	 Brief, reactive ‘micro-depressive episodes’ may occur in 
crises and rarely last more than a few days

Triggers •	 Episode onset usually autonomous, but may be 
reactive to life stressors, sleep disruption, 
substance use or seasonal change

•	 Affective symptoms more likely to be triggered by 
interpersonal interactions (e.g. perceived abandonment)

Pattern of emotional 
dysregulation

•	 Distinct episodes of mania, hypomania or 
depression

•	 Fluctuations may occur, particularly in mixed 
states

•	 Rapid shifts in emotions (e.g. anger, emptiness, despair, 
anxiety) rather than discrete mood episodes

•	 Changes are typically intense, reactive and associated 
with significant functional impairment

Nature of ‘highs’ •	 Mania or hypomania: elevated or irritable mood 
with increased energy

•	 Anxiety often abates during manic or hypomanic 
episodes

•	 Euphoria is rare or transient (typically <48 hours) 
•	 Anxiety tends to persist and remains a distinctive feature, 

even during brief periods of excitement or elevation

Depression •	 Major depressive episodes persist for weeks and 
are less situationally bound

•	 More likely to exhibit melancholic features

•	 Reactive ‘micro-depressive episodes’ that reduce with 
crisis resolution or relationship repair

•	 Less likely to exhibit melancholic features

Psychotic features •	 May occur in mania (bipolar I) or depression 
(bipolar I and II), but never in hypomania

•	 Not typical, although transient paranoid ideation, dissociation 
and ‘psychotic-like’ symptoms may occur under stress

Impulsivity •	 More likely during manic and hypomanic episodes; 
manifests as ‘attentional impulsiveness’

•	 Disinhibition and impulsivity may lead to behaviours 
such as hypersexuality or increased spending

•	 Not necessarily related to mood state; manifests as 
‘nonplanning impulsiveness’

•	 Impulsivity combined with vulnerability may lead to 
behaviours such as risky sexual encounters

Self-concept •	 May be altered during mood episodes but 
generally stable and coherent during euthymic 
periods

•	 Fragmented and unstable sense of self is defining 
•	 Often experienced as ‘painful incoherence’, involving feelings 

of unreality, inner emptiness and identity disturbance

Interpersonal 
functioning

•	 Relationships are generally stable
•	 Fear of abandonment or rejection is less prominent

•	 Marked sensitivity to perceived rejection, abandonment 
and criticism that drives intense interpersonal instability

Suicidality or self-harm •	 May occur during depressive and mixed states, 
with relative reduction in suicidal cognitions and 
risk during euthymic periods

•	 Chronic suicidal ideation and recurrent self-harm are 
common, and often persist outside acute crises

Treatment response •	 Typically responds favourably to mood stabilisers 
with or without atypical antipsychotics 

•	 Psychotherapy adjunctive

•	 Pharmacotherapy may modestly reduce selected symptoms 
(e.g. anxiety) but does not alter the underlying disorder

•	 Psychotherapy is the mainstay of treatment

Prognosis •	 Lifelong condition that does not remit with age 
•	 May worsen without treatment
•	 Pharmacotherapy can reduce relapse frequency 

and improve long-term functioning

•	 Symptoms often attenuate with age
•	 Structured psychotherapies can improve functioning and 

reduce self-harm and crisis presentations
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arrange for the patient to undergo psychi-
atric assessment, rather than assigning a 
premature diagnosis.

Treatment of bipolar disorder
Pharmacotherapy remains the cornerstone 
of bipolar disorder management, with 
adjunctive psychosocial interventions 
providing additional benefit.21 The 2020 
Royal Australian and New Zealand College 
of Psychiatrists Clinical Practice Guidelines 
for Mood Disorders contain detailed mana
gement recommendations.21 Key tasks for 
GPs include initiating and managing phar-
macotherapy (with psychiatric input where 
indicated), supporting adherence to treat-
ment, recognising relapse patterns, moni-
toring physical health and treatment-related 
adverse effects, co-ordinating psychiatrist 
input when required and providing conti-
nuity of care across episodes.

Pharmacotherapy
Pharmacotherapy is foundational in the 
management of the bipolar disorders. 
Randomised controlled trials and meta- 
analyses consistently demonstrate that 
mood stabilisers and atypical anti
psychotics reduce relapse risk, shorten the 
duration of acute episodes and improve 
long-term functioning.22

The choice of pharmacotherapy often 
depends on the phase of illness (hypoma-
nia, mania, depression or maintenance), 
polarity of predominant episodes, comor-
bidities, prior treatment response, tolera-
bility and patient preference. Most evi-
dence for treatment comes from studies 
of bipolar I disorder, with few trials spe-
cifically focused on bipolar II disorder. 

Lithium remains a gold-standard main-
tenance therapy for bipolar disorder, with 
strong evidence for preventing relapse to 
both mania and depression and for reduc-
ing suicide risk.23,24 Despite this, its use has 
declined, often because of the perceived 
burden of monitoring. Carbamazepine, 
another mood stabiliser, is also prescribed 
less often, whereas valproate, lamotrigine 
and atypical antipsychotics are increas-
ingly prescribed (Table 2).22,25,26 Supporting 

adherence, providing patient education 
and regularly monitoring mental and 
physical health are crucial to ensuring safe, 
sustained maintenance, regardless of the 
agent used. 

The use of antidepressants in bipolar 
disorder remains controversial. Systematic 
reviews and meta-analyses suggest possible 
short-term benefit in bipolar depression, 
particularly when combined with a mood 
stabiliser, but evidence for long-term effi-
cacy is inconsistent.25,27 Some studies have 
revealed a reduced relapse risk with con-
tinuation, whereas others have found 
increased risks of switching to mania, cycle 
acceleration or mood destabilisation.28-30 
These risks are not evenly distributed across 
the bipolar subtypes; patients with bipolar 
I disorder have a substantially higher pro-
pensity for antidepressant-induced affec-
tive switch and destabilisation, whereas 
those with bipolar II disorder appear to have 
lower switch rates and may derive modest 
adjunctive benefit in selected cases.31 Anti-
depressant monotherapy should be avoided. 
Decisions to initiate or continue adjunctive 
antidepressant treatment should be made 
in consultation with a psychiatrist.

Psychoeducation and 
psychotherapies
Structured and consistent psychoeduca-
tion is an effective adjunct to pharmaco-
therapy in patients with bipolar disorder, 
with strong evidence for improving insight 
and adherence, as well as relapse preven-
tion.32 It helps patients understand the 
illness, recognise early warning signs and 
implement personalised self-management 
strategies. GPs can reinforce these prin-
ciples by monitoring for subtle changes 
in sleep, energy or thought patterns, and 
encouraging timely contact with treating 
clinicians. Psychoeducation also involves 
normalising long-term treatment, address-
ing medication concerns and highlighting 
the link between adherence and stability. 
GPs can promote regular routines, ade-
quate sleep, stress management and 
reduced substance use. Periodic review of 
mood patterns and triggers can help 

sustain wellness between specialist 
appointments.

Psychotherapies such as cognitive 
behavioural therapy, family-focused ther-
apy, and interpersonal and social rhythm 
therapy are valuable adjuncts in long-term 
bipolar disorder management. These 
approaches reduce relapse rates, improve 
adherence and enhance functional recov-
ery, particularly during depressive and 
maintenance phases.33-35 Family-focused 
therapy promotes communication, prob-
lem solving and emotional regulation 
within families, whereas interpersonal 
and social rhythm therapy supports mood 
stability by helping patients maintain 
regular daily routines, sleep–wake cycles 
and interpersonal rhythms that influence 
mood regulation.

Lifestyle interventions
Lifestyle interventions are a core adjunct 
in long-term bipolar disorder management. 
A systematic review and meta-analysis 
found that sleep-focused interventions 
significantly improve depressive symp-
toms, whereas combined diet and physical 
activity interventions improve both depres-
sive symptoms and functional outcomes.36 
Multidimensional interventions targeting 
multiple lifestyle domains appear more 
effective than single-domain approaches. 
Given the established associations among 
circadian dysregulation, metabolic comor-
bidity and illness trajectory in bipolar dis-
order, systematic attention to sleep 
regularity, physical activity, nutrition and 
substance use is an evidence-informed 
strategy in primary care.21 Integrating 
structured lifestyle support alongside 
pharmacotherapy aligns with Royal 
Australian and New Zealand College of 
Psychiatrists guideline recommendations 
and addresses both mood outcomes and 
the substantial physical health burden 
associated with bipolar disorder.21

When to refer to a psychiatrist
Although many aspects of the bipolar 
disorders can be managed in primary care, 
timely referral should be considered in 

Emotional dysregulation 
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TABLE 2. CORE PHARMACOLOGICAL AGENTS USED IN THE TREATMENT OF BIPOLAR DISORDER22,25,26

Treatment Indication Monitoring Key considerations

Lithium 
carbonate

•	 Acute mania or hypomania, 
bipolar depression 

•	 Long-term relapse prevention 
across both mood poles

•	 Reduces suicide risk

•	 Target lithium serum levels:
	– 0.8–1.0 mmol/L (acute mania)
	– 0.6–0.8 mmol/L (acute bipolar depression)
	– 0.6–0.8 mmol/L (maintenance), or  
0.4–0.6 mmol/L in older adults or if poorly 
tolerated26

•	 Baseline: eGFR/creatinine, electrolytes, TSH, 
calcium, ECG if cardiac risk, weight and BMI

•	 During treatment: 
	– 12-hour trough level 5–7 days after dose 
change, then every 3–6 months once stable

	– renal function, thyroid function and 
calcium every 6–12 months

•	 Generally well tolerated with regular 
monitoring and adequate hydration. 
Maintain consistent fluid and salt 
intake, as dehydration can increase 
serum lithium levels

•	 Be alert to interactions with NSAIDs, 
ACE inhibitors, ARBs and thiazide 
diuretics, which may increase 
lithium concentrations and require 
closer monitoring

•	 Long-term use may be associated 
with hypothyroidism and gradual 
decline in renal function, 
necessitating periodic review

Sodium 
valproate

•	 Acute mania or hypomania
•	 Maintenance and prevention 

of manic or hypomanic 
relapses

•	 Particularly useful for mixed 
(predominantly manic ) states 
or when lithium is ineffective 
or poorly tolerated

•	 Baseline: LFTs, FBC (including platelets), 
weight and BMI, pregnancy test (if relevant)

•	 During treatment: 
	– 12-hour trough level 3–5 days after initiation 
	– routine serum concentration monitoring  
is not required unless clinically indicated 
(e.g. dose change, adherence concerns, 
toxicity or drug interactions)

	– repeat FBC and LFTs every 3–6 months, 
and weight and BMI with metabolic profile 
(glucose, lipids) every 3–6 months

•	 Teratogenic: avoid in women of 
childbearing potential unless 
reliable contraception is used and 
after specialist consultation

•	 Mild hepatic enzyme elevation or 
thrombocytopenia may occur but is 
usually reversible 

•	 Weight gain, insulin resistance and 
metabolic effects are more common

•	 Monitor closely if used with enzyme-
inducing or -inhibiting medications

Lamotrigine •	 Maintenance and prevention 
of bipolar depression

•	 Limited efficacy for mania
•	 May be more effective in 

bipolar II disorder

•	 Baseline: review for drug interactions 
(especially valproate)

•	 During treatment:
	– monitor for rash or hypersensitivity during 
titration

	– routine laboratory monitoring not required 
once stable

•	 Generally well tolerated. Risk of 
Stevens–Johnson syndrome early in 
titration (avoid rapid dose 
escalation)

•	 Combined oral contraceptives can 
impact lamotrigine levels. Dose 
adjustment may be required

Carbamazepine •	 Acute mania or hypomania
•	 Maintenance and prevention 

of manic or hypomanic 
relapse

•	 Consider carbamazepine 
when lithium or valproate 
have produced no meaningful 
response, are poorly tolerated 
or contraindicated, or as part 
of combination mood 
stabiliser therapy

•	 Target carbamazepine serum levels: 
4–12 mg/L (20–50 µmol/L)

•	 Baseline: FBC, LFTs, electrolytes (including 
sodium), pregnancy test (if relevant), HLA allele 
B*1502 (to assess risk of dermatological 
complications in at-risk ancestries), ECG if 
cardiac risk

•	 During treatment: 
	– check carbamazepine serum level at  
3–7 days, then repeat at 3–5 weeks 
because of enzyme auto-induction

	– FBC, LFTs and electrolytes every  
6–12 months, and repeat carbamazepine 
serum levels with dose changes, interacting 
medications, pregnancy, suspected 
nonadherence or suspected toxicity

•	 Teratogenic: increased risk of neural 
tube defects

•	 Risk of Stevens–Johnson syndrome 
or toxic epidermal necrolysis in HLA 
allele B*1502 carriers

•	 Agranulocytosis and hepatotoxicity: 
monitor FBC and LFTs

•	 Can cause hyponatraemia (SIADH). 
Auto-induces metabolism over  
3–5 weeks 

•	 Strong CYP3A4 inducer: major 
interactions (e.g. reduced efficacy of 
oral contraceptives, antipsychotics, 
antidepressants, direct-acting oral 
anticoagulants)

Atypical 
antipsychotics 
(e.g. 
quetiapine, 
lurasidone*, 
olanzapine, 
cariprazine*, 
aripiprazole, 
risperidone)

•	 Effective in acute mania, with 
evidence for bipolar 
depression limited to specific 
agents (quetiapine, lurasidone 
and cariprazine)

•	 Used for maintenance as 
monotherapy or as adjunctive 
therapy

•	 Baseline: weight and BMI, waist circumference, 
blood pressure, fasting glucose, lipids, 
prolactin, ECG if QTc prolongation risk

•	 During treatment: 
	– weight and BMI monthly for 3 months, then 
quarterly

	– metabolic profile at 3 months, then every 
6–12 months

	– ECG as indicated

•	 Adverse effects vary by agent and 
dose, and may include metabolic 
complications, sedation, 
extrapyramidal symptoms, prolactin 
elevation and QTc prolongation 

•	 Regular metabolic and 
cardiovascular monitoring is 
recommended

Abbreviations: ARB = angiotensin receptor blocker; BMI = body mass index; eGFR = estimated glomerular filtration rate; FBC = full blood count; HLA = human leukocyte antigen;  
LFT = liver function test; QTc = corrected QT interval; TSH = thyroid-stimulating hormone; SIADH = syndrome of inappropriate antidiuretic hormone secretion.
* Off-label use.
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the following situations:
•	 diagnostic uncertainty – e.g. 

distinguishing bipolar disorder  
from unipolar depression, attention 
deficit hyperactivity disorder, 
borderline personality disorder or 
substance-induced mood disorders

•	 initiation or optimisation of 
pharmacotherapy – e.g. commencing 
or adjusting mood stabilisers or 
antipsychotic therapy

•	 suspected or confirmed acute relapse 
– emergence of manic, hypomanic, 
mixed or severe depressive 
symptoms requiring specialist 
assessment or adjustment of 
treatment

•	 inadequate treatment response – 
relapse or persistent symptoms 
despite adherence to first-line 
therapy

•	 complex comorbidities – e.g. substance 
use disorders, anxiety, trauma or 
significant medical illness requiring 
medication co-ordination

•	 pregnancy or reproductive planning 
– to manage potential medication-
associated teratogenic risk, 
medication changes or 
preconception counselling.

Treatment of borderline 
personality disorder
Borderline personality disorder is a 
chronic but manageable condition. Psy-
chotherapy is the foundation of care, with 
several structured approaches supported 
by evidence. GPs can provide continuity 
of care within a generalist management 
framework and guide patients toward 
appropriate treatment pathways.

Specialised psychotherapies
Several specialist therapies have an evi-
dence base for the treatment of borderline 
personality disorder and are typically 
delivered following referral to psycholo-
gists, psychotherapists or psychiatrists 
trained in their use. Dialectical behaviour 
therapy provides the strongest evidence 
for reducing deliberate self-harm and 

suicidality.37 Mentalisation-based therapy 
improves emotional regulation and 
interpersonal functioning, whereas 
transference-focused psychotherapy 
improves identity coherence and impulse 
control.38,39 Schema-focused therapy is 
effective, including in chronic or treatment- 
resistant cases.40 

These therapies differ in orientation 
and intensity; therefore, patients may need 
to try more than one approach before 
finding the right fit. Ambivalence about 
therapy is common. GPs can encourage 
engagement, particularly when patients 
are precontemplative, while providing 
continuity and support throughout the 
process.

Good Psychiatric Management
Where specialist therapies are unavaila-
ble, or when patient ambivalence is a 
barrier to engagement, Good Psychiatric 
Management (GPM), developed by 
John G. Gunderson, provides a practical, 
evidence-based generalist framework for 
managing borderline personality disor-
der.41 Principles of GPM, adapted for 
general practice, are outlined in Table 3; 
further details can be found in the Hand-
book of Good Psychiatric Management for 
Borderline Personality Disorder.41  

GPM conceptualises borderline per-
sonality disorder as one of interpersonal 
hypersensitivity, providing a model for 
understanding recurrent crises and 
intense relational reactions. Core elements 
include psychoeducation to reduce stigma 
and orient patients and families, an active 
and pragmatic clinical stance, anticipating 
and planning for crises (rather than react-
ing to them) and maintaining continuity 
of care as a stabilising influence. Treat-
ment is anchored in functional life goals 
(e.g. work, study, relationships or parent-
ing) rather than aiming for symptom 
eradication or deep structural change. 
Evidence suggests outcomes with GPM 
are broadly comparable with more inten-
sive therapies in many settings.42 

For GPs, GPM offers a structured 
framework for providing continuity, 

containment and support within primary 
care. GPs should remain alert to negative 
countertransference (a clinician’s con-
scious or unconscious emotional response) 
that may emerge in response to patients 
with borderline personality disorder, 
particularly during crises and periods of 
emotional dysregulation. Common 
responses include frustration, irritation, 
helplessness, anxiety or anger, as well as 
emotional withdrawal, overcontrol, or 
urges to rescue, avoid or disengage from 
the patient. Failure to recognise this may 
increase the risk of a negative therapeutic 
encounter. If negative countertransference 
arises, it may be helpful to discuss the 
encounter with a colleague (e.g. in peer 
review or during supervision) and consider 
referral to a psychologist or psychiatrist.

Management of suicidality and 
deliberate self-harm
Chronic suicidal thoughts and deliberate 
self-harm are common features in borderline 
personality disorder. Suicidality is a chal-
lenging feature of borderline personality 
disorder, and up to 10% of patients with 
this diagnosis die by suicide.43 Deliberate 
self-harm may serve multiple functions, 
including a maladaptive coping strategy 
for intense emotional pain or chronic 
emptiness, or self-punishment linked to a 
negative self-concept.

In general practice, a key task is to dis-
tinguish acute from chronic suicidality. 
Acute risk may be suggested by a change 
in pattern, use of more lethal methods or 
the presence of new stressors. Manage-
ment may require co-ordination with 
family members, the treating psychiatrist 
or psychologist and review of the patient’s 
safety plan. Emergency department 
assessment and, at times, hospital admis-
sion may be necessary to contain risk; 
however, routine hospitalisation may be 
counterproductive. The aim is steady, 
predictable care that contains risk without 
making treatment contingent on crises.

Principles of managing deliberate self-
harm are similar: identify triggers, validate 
emotional pain without over-focusing on 
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the act itself and encourage safer coping 
strategies over time. Where appropriate, 
patients can be supported to recognise 
when medical care is needed. Each review 
offers an opportunity to reinforce healthier 
coping strategies and encourage engage-
ment with psychotherapy, which remains 
the most effective long-term treatment.

Pharmacology as a cautious adjunct
A systematic review of pharmacological 
treatments for borderline personality dis-
order found that none of the frequently 
prescribed medications for borderline 
personality disorder – including anti
depressants, atypical antipsychotics and 
anticonvulsant mood stabilisers – reduce 
the severity of borderline personality 
disorder or alter its underlying disease 
course.44

Despite this lack of evidence, psycho-
tropic prescribing remains common. 
Studies show that patients with borderline 
personality disorder are prescribed more 
psychotropic medications on average than 

psychiatric patients without a personality 
disorder diagnosis.45 This practice carries 
risks; overdose of prescribed medications 
remains a common cause of deliberate 
self-harm and suicide attempts, with one 
study revealing that 25% of patients with 
borderline personality disorder considered 
suicide using prescribed medication.46 In 
addition, long-term psychotropic use is 
associated with adverse physical outcomes 
such as metabolic syndrome, which is 
estimated to affect about 40% of people 
with borderline personality disorder in 
Australia.47

Medication prescribing for borderline 
personality disorder should therefore be 
cautious and align with the following 
principles.
•	 Restrict prescribing to clearly 

defined situations – e.g. comorbid 
psychiatric conditions such as 
depression not responsive to 
psychotherapy, targeted symptom 
relief such as for significant agitation.

•	 If prescribing, use a single agent at 

the lowest effective dose. For 
as-needed prescribing, supply only 
small quantities for short, clearly 
defined, time-limited periods.

•	 Undertake regular medication 
reviews and rationalise unnecessary 
or ineffective agents to minimise 
polypharmacy.

•	 Maintain continuity of care 
independent of crises or deliberate 
self-harm, avoiding reactive 
prescribing in response to acute 
presentations.

•	 Seek psychiatric review if ongoing 
pharmacotherapy appears necessary.

When to refer to a psychiatrist
Referral of a patient with borderline per-
sonality disorder to a psychiatrist should 
be considered when:
•	 diagnostic uncertainty exists – e.g. 

difficulty distinguishing borderline 
personality disorder from bipolar 
disorder, psychotic disorders or 
complex PTSD

TABLE 3. PRINCIPLES OF GOOD PSYCHIATRIC MANAGEMENT FOR BORDERLINE PERSONALITY DISORDER IN GENERAL PRACTICE

Principle Description Application in general practice

Psychoeducation Provide patients and families with clear, destigmatising 
information about borderline personality disorder and 
its expected course

Name the diagnosis openly, normalise symptoms, 
provide written resources and set realistic expectations 
about treatment and recovery

Active, pragmatic 
stance

Adopt a validating but directive, problem-solving 
approach rather than abstract interpretation

Offer practical strategies (e.g. sleep hygiene, routines, 
coping plans) and maintain a steady, pragmatic tone

Life goals as an anchor Keep treatment oriented around functional outcomes 
(e.g. work, study, parenting, relationships) rather than 
symptom eradication

Reinforce small steps toward functional milestones at 
each visit and use these to frame progress

Anticipating crises Expect recurrent flare-ups and plan structured responses 
rather than reacting only when a crisis has occurred

Develop practical crisis plans, frame setbacks as part 
of the course and avoid reactive or unnecessary 
prescribing

Continuity and reliability The clinician’s consistency provides containment and 
stability and should be offered independent of crises or 
self-harm

Schedule regular follow up regardless of crisis status, 
provide predictable availability and avoid making care 
contingent on acute risk presentations

Validation of distress Acknowledge patients’ distress while avoiding 
reinforcement of maladaptive patterns

Validate feelings in the consultation, then redirect focus 
toward adaptive coping strategies and functional goals

Managing comorbidities Address co-occurring depression, anxiety, substance 
use, or attention deficit hyperactivity disorder. Avoid 
polypharmacy for borderline personality disorder itself

Treat comorbidities according to guidelines; review 
medications regularly to minimise unnecessary or 
reactive prescribing

Collaboration Co-ordinate care with other providers and services to 
optimise outcomes

Liaise with psychiatrists, psychologists and community 
teams when available, and ensure consistent 
communication across providers
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• comorbid psychiatric illness requires
specialist management – e.g.
psychosis, bipolar disorder, severe
treatment-resistant depression or
attention deficit hyperactivity
disorder with significant impairment

• high or escalating risk is identified –
e.g. acute suicidality, repeated high-
lethality attempts, severe self-injury

• complex pharmacotherapy is being
used or considered

• severe functional impairment
persists despite GP-led interventions,
and access to structured
psychotherapy or specialist services
is required

• care co-ordination is needed across
multiple providers or services

• challenges to ongoing care are
identified – e.g. negative
countertransference.

Conclusion
Emotional dysregulation is a common but 
diagnostically complex presentation in 
general practice and, in adults, may indi-
cate an underlying bipolar disorder or 
borderline personality disorder. These 
conditions share overlapping features, yet 
differ markedly in course, treatment 
response and prognosis. There is a risk of 
misdiagnosis where one condition is mis-
taken for the other, and diagnostic over-
shadowing where both conditions are 
present but one is missed, leaving patients 
either undertreated or inappropriately 
medicated.

For GPs, it may not be possible to make 
a definitive diagnosis at a single encoun-
ter; however, a clearer picture often 
emerges through longitudinal observa-
tion, holding diagnostic possibilities in 
mind and recognising when presentations 
suggest co-occurrence. Referral to a psy-
chiatrist may assist in diagnostic clarifi-
cation, medication advice and ongoing 
management. 

Sustained, discrete mood episodes 
point toward the bipolar disorders and 
warrant timely initiation of mood stabi-
lisers, particularly lithium, which has 

strong evidence for relapse prevention 
and antisuicidal properties. In contrast, 
the reactive, situational affective shifts of 
borderline personality disorder respond 
best to psychotherapy. GPM provides a 
pragmatic framework that is readily 
adaptable to primary care, alongside 
referral to specialised therapies such as 
dialectical behaviour therapy when 
available. 

Both bipolar disorder and borderline 
personality disorder are manageable con-
ditions, and outcomes can improve sig-
nificantly when their differences, overlaps 
and comorbidities are understood. By 
combining longitudinal observation, ther-
apeutic optimism and judicious referral, 
GPs are well placed to manage patients 
presenting with emotional dysregulation 
through targeted, effective and hopeful 
care pathways.�   MT
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