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SUMMARY 
Bipolar disorder, previously called ‘Manic-depression’, is a complex group of conditions characterised by recurrent changes in 

mood and energy. Crucially, the intensity and duration of these changes go beyond normal fluctuations and personality traits. 
Bipolar Disorder is a mental health disorder, but physical health manifestations (Smith 2013, Westman 2013, Fagiolini 2008, Young 
2013) and complications are just as important. GPs have a key role in the recognition and management, in conjunction with 
secondary care colleagues. 

Diagnosis is often difficult and may take several years (Smith 2011, Angst 2005, Manning 2010), because patients usually seek 
help for anxiety, depression or fatigue, not hypomania/mania, which they may not recognise. Individuals with a first episode of 
mania are more likely to present directly to secondary care, sometimes via a third party alerting the emergency services. 

There is also debate around the classification, diagnosis and treatment of individuals with brief and milder mood changes 
(‘bipolar spectrum disorder’) (Faravelli 2009, Spence 2011). In the UK, the recent NICE Guidelines (2014) 1 only included Bipolar 
I and Bipolar II for these reasons. 

A particular challenge for GPs is that whilst most people who have Bipolar Disorder (and especially Bipolar II) are depressed, 
most people with depression within a Primary Care setting do not have Bipolar Disorder. 

Thus, a brief pragmatic screen is recommended in Primary care: ask about a family history of Bipolar Disorder and screen for a 
history of mania/hypomania in individuals with anxiety, depression or irritability, especially if there are recurrent episodes, suicidal 
thoughts or a previous suicide attempt. For suspected cases, formal diagnosis should not be made within Primary Care but 
individuals should be referred for Psychiatric assessment, ideally to a Mood Disorders specialist. 
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*  *  *  *  *  

INTRODUCTION 

Brief historical Background 
Mania and severe depression were recognised in 

antiquity. Esquirol (1819) characterised ‘melancholia and 
mania’ and in 1899 Kraeplin (Kraeplin 1899) concep-
tualised ‘manic depressive insanity’. The term ‘Bipolar 
Disorder’ was used by Neele (1949) & Leonhard (1957). 
Cade (1949) and Schou (1954) demonstrated the efficacy 
of lithium in mania. In 1976, Dunner et al. (Dunner 1976) 
first formally described Bipolar II: recurrent severe 
depression interspersed with periods of hypomania. 
Crucially, in contrast to patients with unipolar depression, 
individuals with Bipolar II had a family history of bipolar 
disorder, a severe illness course and a far higher suicide 
rate – even higher than BD-I (Dunner 1976).  

This classification is complex but important because 
there are key management and prognostic differences 
between the subtypes of Bipolar Disorder, the predomi-
nant symptom (‘pole’) of the illness at the time and 
whether the context is acute or prophylactic treatment. 
However there remain areas of uncertainty in both diag-
nosis and treatment. 

 

Classification 
Bipolar Disorder is classified as Bipolar I (mania 

and depression, previously ‘manic-depression’) and 
Bipolar II (hypomania and depression). Some indivi-
duals with Bipolar I may develop psychosis, when 
manic or depressed. Diagnostic criteria (see abbreviated 

selected criteria, table 1) are ICD-10 (WHO 2010) 
(being updated to ICD-11) and DSM5 (American 
Psychiatric Association 2015) (used clinically in the 
USA and in most research studies). An important 
feature of hypomania and mania, recently recognised in 
DSM5, is an increase in energy levels. 

In both of these subtypes, some individuals expe-
rience ‘mixed’ states, with concurrent mania/hypomania 
and depression. Mixed states are associated with 
impulsivity and a high suicide risk (Benazzi 2007, 
Akiskal 2005, McElroy 2006, Benazzi 2005). Diag-
nosing bipolar disorder in children is controversial and 
UK guidance (NICE 2014) is conservative. 

There is debate regarding whether patients with brief 
hypomania (less than 4 days) and less severe depressive 
symptoms (including Cyclothymia and so called 
‘subthreshold bipolar’ or ‘Bipolar Spectrum’) should be 
diagnosed and treated as Bipolar Disorder (Vieta 2008, 
Ghaemi 2004, Pies 2007, Akiskal 2000, Angst 2005, 
Faravelli 2009). 

 
Patient numbers in Primary Care 

An average UK GP with a list size of ~ 1600 will 
have about 16 patients with Bipolar I (~ 1% prevalence) 
and 16-32 with Bipolar II (1-2%) (Smith 2011, 
Merikangas 2011, Merikangas 2010, Angst 2011). 
Importantly, a proportion (perhaps 5-20%) of those with 
recurrent ‘unipolar’ depression or treatment resistant 
depression may also have bipolar disorder (typically 
Bipolar II) (Smith 2011). 
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Table 1. Abbreviated and selected diagnostic criteria (after DSM5). See ICD-10 and DSM5 for full details  
Mania (Bipolar I disorder)  
A sudden change from normal behaviour, with increased energy, irritability and goal-directed behaviour,  
lasting more than 7 days or needing hospitalisation. With: 

3 (or more) of the following symptoms 
(4 if the mood is only irritable)  Comment, examples 

Reduced need for sleep Waking after only a few hours sleep, but feeling full of energy 
Flight of ideas or a feeling that thoughts are racing  
Increased speech/pressure of speech Puns and jokes, which may be inappropriate. Difficult to 

interrupt, speech may be so fast as to be unintelligible.  
Inflated self esteem or grandiosity A normally quiet individual becoming overly  

confident and acting inappropriately 
Involvement in pleasurably activities  
with resultant harms  

Overspending, unwise business ventures,  
sexual indiscretions 

Increase in goal-directed activity  
or psychomotor agitation 

Muti-tasking, hyper-focused 

Distractibility Can’t concentrate - tasks started but not completed 
Hypomania has the same symptoms as mania, but they do not significantly interfere with function.  
Hypomania may occur in both Bipolar I and Bipolar II, but mania only occurs in Bipolar I.  

Bipolar II can only be diagnosed if hypomania lasts more than 4 days, with recurrent major depression. 
 

Symptoms 
Bipolar Disorder typically starts in adolescence, with 

low mood, anxiety/depression, fatigue, mood swings, 
and/or irritability. These features may evolve over seve-
ral years and at some point, an escalation to the first 
obvious (so called ‘index’) episode may occur. This is 
typically mania or hypomania, though may be severe 
depression. Triggers to an ‘episode’ (there may be none) 
include stress, sleep deprivation, antidepressants, ste-
roids, substance misuse, pregnancy and the post-partum, 
jet lag and seasonal changes.  

Recurrence and prognosis is highly variable: some 
individuals may only suffer occasional episodes and be 
relatively well in between, but others may have frequent 
‘cycling’, on-going ‘subthreshold’ symptoms or persi-
stent, severe treatment resistant symptoms requiring 
multiple medications and long periods in hospital. 

The psychological impact of Bipolar Disorder is of 
great importance. Given that Bipolar Disorder affects 
individuals in the prime of their lives, many mourn for 
the loss of their ‘self’ and unfulfilled promise. 

 
Complications 

Premature cardiovascular disease (Smith 2013, 
Westman 2013), suicidality and functional impairment 
(including fatigue, cognitive difficulties, sick leave, 
financial loss and relationship difficulties) are impor-
tant. The risk of suicide is >20x the general population 
(Tondo 2003, Rihmer 2002). Mixed symptoms (depres-
sion + mania/hypomania) are common and increase the 
risk of suicide (Benazzi 2007, Akiskal 2005). Lifespan 
may be reduced by around 10 years on average, but 
correct diagnosis and management improves lives and 
reduces cardiovascular risk and suicide.  

Does an accurate diagnosis matter? 
Yes: a delay in the diagnosis and management of Bi-

polar Disorder can have serious consequences including 
increased depressive and manic symptoms as well as a 
poorer quality of life (Gazalle 2005). 

 
Is Bipolar Disorder over-diagnosed? 

Mania is usually a straightforward diagnosis, but 
the diagnosis of Bipolar II and ‘Bipolar Spectrum Dis-
order’ has been debated both in the medical literature 
and in the wider media. Although diagnostic criteria 
have evolved in recent years (Angst 2005, Angst 2011, 
ECNP 2007) there are still no reliable biomarkers. 
However, provided that meticulous assessment is 
carried out, there is good evidence that Bipolar II is 
under-recognized, undertreated and mistreated (typi-
cally with antidepressants) (Angst 2005, Angst 2011, 
Rihmer 2005, Merikangas 2010, Young 2011). This 
matters because of the high suicide rate of Bipolar 
Disorder and differences in treatment compared to 
unipolar depression.  

It may be helpful to view this debate in the context 
of the wider discussion around the possible over-
diagnosis of depression per se, an increase in anti-
depressant prescriptions (Moscrop 2012) and debate 
around efficacy and appropriateness of psychopharma-
cology. Added to this are problems with the accuracy of 
diagnostic tools in medicine (Barraclough 2012) and 
increasing evidence of the harmful effects of over-
investigation and over-diagnosis in medicine as a whole 
(Moynihan 2012). Thus a pragmatic approach to a 
suspected diagnosis of Bipolar Disorder would be 
advocated: it matters most where there is unexplained 
functional impairment and distress.  
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Not all mood swings are Bipolar Disorder  
Mood swings are not a diagnostic term and may occur 

in many situations e.g. adolescence, menstrual cycle 
changes, the menopause, anxiety disorders, ADHD, in 
organic brain syndromes (e.g. fetal alcohol syndrome, 
multiple sclerosis, Parkinson’s disease, frontal lobe 
tumours, dementia) personality disorders and following a 
head injury. 

Borderline Personality Disorder (BPD) is a complex 
entity that is sometimes confused with Bipolar Disorder 
(Paris 2012). Some patients may be diagnosed with both 
and it has been suggested that BPD may be part of the 
Bipolar Spectrum (Smith 2004). Advances in neuro-
science, imaging and genetics may clarify this issue. 
Key differences (Parker 2011) are that patients with 
BPD have rapidly unstable emotions and impulsivity, 
and do not have severe depression or hypomania. 
Individuals with BPD respond poorly to medication but 
may be helped by behavioural therapy. 

 
MAKING A DIAGNOSIS 

Diagnosing Bipolar Disorder is usually 
challenging and may take several years 

GPs have a key role in recognising possible Bipolar 
Disorder, utilising the test of time that is so important in 
Primary Care. This is important, because GPs will see 
many patients with fatigue, low mood or anxiety, fewer 
with major depression and fewer still with bipolar disor-
der. However, if treated as apparent unipolar depression, 
antidepressants can be ineffective or harmful (Spence 
2011, Esquirol 1819, Kraeplin 1899, Neele 1949). 

GPs should be aware of an important diagnostic 
paradox: anxiety, depression and fatigue are the commo-
nest symptoms of Bipolar Disorder, but the diagnosis 
rests on the presence of mania or hypomania. This side of 

Bipolarity may only be apparent in retrospect, orvia a 
third party, because individuals would be unlikely to see 
their GP if they felt energised, euphoric and not needing 
sleep. However, irritability (common in depression, hypo-
mania, mania and mixed states) and persistent insomnia 
(especially middle insomnia, waking with irritable rest-
lessness) may result in relationship and employment 
issues, leading to a visit to the GP. 

From a consultation perspective, the irritability of 
individuals with hypomania/mania (especially if the 
diagnosis is unrecognised) may prove challenging. GPs 
should be aware of ‘projective identification’ and its 
effect on the Dr-patient relationship.  

There is no current biological test and the diagnosis 
is clinical, based on specific criteria (ICD-10 or DSM5). 
Screening tools for a history of previous mania/hypo-
mania (‘mood questionnaires’) may aid clinical assess-
ment but are not diagnostic and NICE (2014) recom-
mends that GPs do not use them. 

 
Differential Diagnosis 

See Table 2. 
Bipolar Depression (rather than unipolar depression) 

is more likely (Angst 2005, Angst 2011, Mitchell 2008) 
if there is: 

 A family history of Bipolar Disorder 
 So-called ‘atypical’ depression symptoms (psycho-
motor retardation, hypersomnia, hyperphagia, ‘lead-
like’ physical heaviness, marked fatigue) 

 Pathological guilt 
 Psychotic depression 
 No response to >3 antidepressants 
 Hypomania/mania with antidepressants 
 Borderline Personality Disorder 
 Post partum psychosis 

 
Table 2. Differential Diagnosis  
Normal: Be wary about medicalising normal mood reactions, personality traits and temperaments. Where necessary, 
review the patient to assess further.  

Borderline Personality Disorder, ADHD, Impulse control disorder  

Schizophrenia & Schizoaffective Disorder: Psychosis may be present in severe mania and also in Schizophrenia -  
but hallucinations, delusions and thought disorder are usually only present in schizophrenia or Schizoaffective Disorder. 
In first episode psychosis, a formal underlying diagnosis may be deferred until subsequent developments clarify the 
situation. 

Organic pathology: Hyperthyroidism (mania) hypothyroidism (depression) Cushings (mania) Addisons (depression, 
fatigue) anaemia, renal failure, delerium (e.g. meningo-encephalitis) metabolic (e.g. hyponatraemia, hypercalcaemia, 
liver dysfunction, B12 deficiency), frontal lobe lesions, dementia, cerebral lupus, multiple sclerosis, HIV. Rarely: 
phaeochromocytoma and porphyria.  

Iatrogenic: Many drugs affect mood:  
Mania/hypomania: corticosteroids, L-dopa, stimulants (e.g. methylphenidate, cocaine, amphetamines)  
Depression: corticosteroids, beta-blockers, calcium channel blockers alpha-blockers and statins.  
Consider a trial off relevant medication if possible. 

Chronic Fatigue Syndrome, Sleep disorders: Primary insomnias; Sleep apnoea causing fatigue and behavioural changes 
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Figure 1. Flow chart for Primary Care 

 
In these situations consider the following screening 

questions (see figure 1): 
 Is there a family history of Bipolar Disorder?’ 
 Do you have significant ups and downs in your 
mood and energy levels? 

 Do you ever feel ‘hyper’ or irritable or have 
thoughts that you can’t slow down? 
 

Formal diagnosis should not be made  
in Primary Care 

Referral to a Psychiatrist, ideally with expertise in 
Mood Disorders (Young 2011), for formal assessment 
and management is essential, although watchful waiting 
may be appropriate for patients with milder symptoms. 

Prompt referral is essential if there are any concerns 
about risk to self or others (suicidality or overactive, 
disinhibited or violent behaviour).Given the diagnostic 
challenges, a discussion with the Psychiatrist and/or a 
referral for a second opinion should be considered if an 
initial assessment proves inconclusive or if the patient 
does not respond to treatment.  

 
FURTHER MANAGEMENT IF 
DIAGNOSIS CONFIRMED 

In brief, this should involve a comprehensive care 
plan formulated by secondary care, which is usually 
refined over time. GPs will usually play a key role in 
on-going prescribing, monitoring and review. 
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Management includes: 
 Compassion and holistic support to help build resi-
lience. 

 Risk assessment: hospitalisation may be required for 
mania or severe depression, sometimes via compul-
sory admission. 

 Bipolar-specific Psychoeducation (Colom 2009): 
Understanding mood triggers, the importance of 
sleep, and regular daily routines. Self management 
strategies, mood monitoring and triggers, stress 
management, exercise, sleep, avoiding alcohol and 
substance misuse 

 Dietary interventions (Sarris 2015, Sarris 2014) are 
increasingly thought to be important, including: in-
creasing omega 3 essential fatty acids (Sarris 2012, 
Parker 2014, Lin 2012), ideally from marine sources 
(antidepressant and anti-inflammatory effects) and 
reducing sugars and processed foods. 

 Talking therapies: bipolar-specific CBT, inter-
personal and social rhythm therapy, family therapy, 
psychotherapy 

 Pharmacotherapy: e.g. lithium, anticonvulsants, anti-
psychotics, benzodiazepines. Hypomania/mania is 
usually far more responsive to pharmacological 
treatment than bipolar depression, which remains 
an important unmet need (Fountoulakis 2012). 
Different strategies may be required for acute 
versus prophylactic treatment. Individuals with 
‘milder’ symptoms may opt for occasional ‘prn’ 
medication, or none; but others may benefit from 
long-term medication, and those with severe symp-
toms may warrant complex polypharmacy. Risk/ 
benefit assessments are difficult. There is debate 
about the exact role of antidepressants in Bipolar 
Disorder (Berk 2005, Mitchell 2008, Sachs 2007, 
Perlis 2011), but in contrast to unipolar depression, 
antidepressants are often ineffective and in some 
individuals may precipitate hypomania, mania and 
suicidality (Akiskal 2005, McElroy 2006, Berk 
2005). In situations where a trial of antidepressants 
is deemed necessary, a ‘mood stabiliser’ should 
usually be taken at the same time. 

 ‘Physical treatments’: e.g. ECT for severe symptoms.  
 Physical health monitoring is essential, especially 
for cardiovascular complications, obesity and type II 
diabetes. 
 

CONCLUSION 

Bipolar Disorder is complex and challenging for 
affected individuals, their relatives and for healthcare 
providers. Prompt diagnosis, meticulous treatment and 
good psychosocial support can help these individuals 
and significantly improve their quality of life. GPs can 
make a real difference here. 

 

Acknowledgements: 
This overview is primarily intended for GPs. Readers 
should refer to NICE guidance (NICE 2014) and 
expert literature for further information. 

Conflict of interest: None to declare. 

 
References 

1. Akiskal HS, Benazzi F, Perugi G, Rihmer Z. Agitated 
“unipolar” depression re-conceptualized as a depressive 
mixed state: implications for the antidepressant-suicide 
controversy. J Affect Disord 2005; 85:245–58. 
doi:10.1016/j.jad.2004.12.004. 

2. Akiskal HS, Bourgeois ML, Angst J, Post R, Möller H, 
Hirschfeld RRe-evaluating the prevalence of and 
diagnostic composition within the broad clinical spectrum 
of bipolar disorders. J Affect Disord 2000; 59:S5–S30. 
Available at: http://www.jad-journal.com/article/S0165-
0327(00)00203-2/abstract. Accessed September 25, 2012. 

3. American Psychiatric Association. Bipolar and Related 
Disorders APA DSM-5. Available at: 
http://www.dsm5.org/proposedrevision/pages/bipolarandr
elateddisorders.aspx. Accessed October 24, 2012. 

4. Angst J, Azorin J-M, Bowden CL et al. Prevalence and 
characteristics of undiagnosed bipolar disorders in 
patients with a major depressive episode: the BRIDGE 
study. Arch Gen Psychiatry 2011; 68:791–8. 
doi:10.1001/archgenpsychiatry.2011.87. 

5. Angst J, Cassano G. The mood spectrum: improving the 
diagnosis of bipolar disorder. Bipolar Disord. 2005;7 
Suppl 4(1398-5647 (Print) LA - eng PT - Journal Article 
PT - Research Support, Non-U.S. Gov’t PT - Review SB - 
IM):4–12. Available at: http://www.ncbi.nlm.nih.gov/ 
pubmed/15948762. 

6. Barraclough K. Diagnosis: shifting the ROC curve. Br J 
Gen Pract. 2012;62(602):2. doi:<a 
href=“http://dx.doi.org/10.3399/bjgp12X653796”>http://
dx.doi.org/10.3399/bjgp12X653796</a>. 

7. Benazzi F, Akiskal HS. A downscaled practical measure of 
mood lability as a screening tool for bipolar II. J Affect 
Disord 2005; 84:225–232. doi:http://dx.doi.org/10.1016/ 
j.jad.2003.09.010. 

8. Benazzi F. Bipolar disorder - focus on bipolar II disorder 
and mixed depression. Lancet. 2007 369:935–45. 
doi:10.1016/S0140-6736(07)60453-X. 

9. Berk M, Dodd S. Are treatment emergent suicidality and 
decreased response to antidepressants in younger patients 
due to bipolar disorder being misdiagnosed as unipolar 
depression? Med Hypotheses 2005; 65:39–43. 
doi:10.1016/j.mehy.2005.02.010. 

10. Bipolar disorder: the assessment and management of 
bipolar disorder in adults, children and young people in 
primary and secondary care | Guidance and guidelines | 
NICE. Available at: http://www.nice.org.uk/guidance/ 
cg185. Accessed May 18, 2015. 

11. Cade JFL. Lithium salts in the treatment of psychotic 
excitement. Med J Aust 1949; 36:349–52. 

12. Colom F, Vieta E, Sánchez-Moreno J, et al. Group 
psychoeducation for stabilised bipolar disorders: 5-year 



Daniel Dietch: RECOGNISING BIPOLAR DISORDERS IN PRIMARY CARE 
Psychiatria Danubina, 2015; Vol. 27, Suppl. 1, pp 188–194 

 
 

 S193

outcome of a randomised clinical trial. Br J Psychiatry 
2009; 194:260–5. doi:10.1192/bjp.bp.107.040485. 

13. Dunner DL, Gershon ES, Goodwin FK. Heritable factors 
in the severity of affective illness. Biol Psychiatry. 1976; 
11:31–42. Available at: http://www.ncbi.nlm.nih.gov/ 
pubmed/1260075. Accessed October 20, 2012. 

14. ECNP consensus meeting. Bipolar depression. Nice, 
March 2007. Available at: http://www.ecnp.eu/~/media/ 
Files/ecnp/publication/consensus/consensus_paper_on_bi
polar_depression.pdf. Accessed September 25, 2012. 

15. Esquirol JED. Mélancholie. Renauldin LJ, ed. Dictionaire 
des Sci médicales 1819; 39:147–183. 

16. Fagiolini A, Chengappa K, Soreca I, Chang J. Bipolar 
disorder and the metabolic syndrome: causal factors, 
psychiatric outcomes and economic burden. CNS Drugs 
2008. Available at: http://www.ingentaconnect.com/ 
content/adis/cns/2008/00000022/00000008/art00004. 
Accessed November 21, 2012. 

17. Faravelli C, Gorini Amedei S, Scarpato MA, Faravelli L. 
Bipolar Disorder: an impossible diagnosis. Clin Pract 
Epidemiol Ment Health. 2009;5:13. doi:10.1186/1745-
0179-5-13. 

18. Fountoulakis KN, Kasper S, Andreassen O, et al. Efficacy 
of pharmacotherapy in bipolar disorder: a report by the 
WPA section on pharmacopsychiatry. Eur Arch Psychiatry 
Clin Neurosci 2012; 262(Suppl):1–48. 
doi:10.1007/s00406-012-0323-x. 

19. Gazalle FK, Andreazza AC, Ceresér KM, Hallal PC, 
Santin A, Kapczinski F. Clinical impact of late diagnose of 
bipolar disorder. J Affect Disord 2005; 86:313–6. 
doi:10.1016/j.jad.2005.01.003. 

20. Ghaemi SN, Hsu DJ, Ko JY, Baldassano CF, Kontos NJ, 
Goodwin FK. Bipolar spectrum disorder: a pilot study. 
Psychopathology 2004; 37:222–226. Available at: 
http://www.ncbi.nlm.nih.gov/pubmed/15353888. 

21. Ghaemi SN, Hsu DJ, Soldani F, Goodwin FK. Anti-
depressants in bipolar disorder: the case for caution. 
Bipolar Disord 2003; 5:421–433. doi:10.1046/j.1399-
5618.2003.00074.x. 

22. Kraeplin E. Psychiatrie: ein Lehrbuch. 6th ed. Leipzig: 
Barth, 1899. 

23. Leonhard K. Aufteilung der Endogenen Psychosen. Berlin: 
Akademie-Verlag, 1957. 

24. Lin P-Y, Mischoulon D, Freeman MP, et al. Are omega-3 
fatty acids antidepressants or just mood-improving 
agents? The effect depends upon diagnosis, supplement 
preparation, and severity of depression. Mol Psychiatry 
2012; 17:1161–1163. doi:10.1038/mp.2012.111. 

25. Manning JS. Tools to improve differential diagnosis of 
bipolar disorder in primary care. Prim Care Companion J 
Clin Psychiatry 2010; 12(Suppl 1):17–22. 
doi:10.4088/PCC.9064su1c.03. 

26. McElroy SL, Kotwal R, Kaneria R, Keck PE. 
Antidepressants and suicidal behavior in bipolar disorder. 
Bipolar Disord 2006; 8:596–617. doi:10.1111/j.1399-
5618.2006.00348.x. 

27. Merikangas KR, Jin R, He J-P, et al. Prevalence and 
correlates of bipolar spectrum disorder in the world 
mental health survey initiative. Arch Gen Psychiatry 2011; 
68:241–51. doi:10.1001/archgenpsychiatry.2011.12. 

28. Merikangas KR, Peters TL. Update on the Epidemiology 
of Bipolar Disorder. In: Yatham LN, Maj M, eds. Bipolar 
Disorder Clinical and Neurobiological Foundations. UK: 
Wiley-Blackwell, 2010; 52–61. 

29. Mitchell PB, Goodwin GM, Johnson GF, Hirschfeld RMA. 
Diagnostic guidelines for bipolar depression: a 
probabilistic approach. Bipolar Disord 2008; 10:144–52. 
doi:10.1111/j.1399-5618.2007.00559.x. 

30. Moscrop A. An end to depression in primary care? Br J 
Gen Pract 2012; 62:3. doi:<a href=“http://dx.doi.org/ 
10.3399/bjgp12X654669”>http://dx.doi.org/10.3399/bjgp
12X654669</a>. 

31. Moynihan R, Doust J, Henry D. Preventing overdiagnosis: 
how to stop harming the healthy. BMJ 2012; 344:e3502–
e3502. doi:10.1136/bmj.e3502. 

32. Neele E. Die phasischen Psychosen nachihrem Ersche-
inungs - und Erbbild. Leipzig: Barth, 1949. 

33. Paris J. Distinguishing Bipolar II disorder from perso-
nality-based states of emotional dysregulation. In: Parker 
G, ed. Bipolar II Disorder. 2nd ed. Cambridge: Cam-
bridge University Press, 2012; 81–88. 
doi:10.1017/CBO9781139003315. 

34. Parker G, Brotchie H. Omega-3 fatty acids for managing 
mood disorders. Available at: 
http://www.medicinetoday.com.au/2014/january/article/o
mega-3-fatty-acids-managing-mood-
disorders#.Uyi9elzuf1o. Accessed March 18, 2014. 

35. Parker G. Clinical differentiation of bipolar II disorder 
from personality-based “emotional dysregulation” 
conditions. J Affect Disord 2011; 133:16–21. 
doi:10.1016/j.jad.2010.10.015. 

36. Perlis RH, Uher R, Ostacher M, et al. Association between 
bipolar spectrum features and treatment outcomes in 
outpatients with major depressive disorder. Arch Gen 
Psychiatry 2011; 68:351–60. 
doi:10.1001/archgenpsychiatry.2010.179.  

37. Pies R, Mackinnon D. Borderline personality disorder and 
the bipolar disorder spectrum. Psychiatry Edgmont Pa 
Townsh 2007; 4:17. Available at: 
http://www.ncbi.nlm.nih.gov/pubmed/21632042. 

38. Rihmer Z, Angst J. Epidemiology of Bipolar Disorder. In: 
Kasper S, Hirschfield R, eds. Handbook of Bipolar 
Disorder. New York: Taylor and Francis, 2005; 21–35. 

39. Rihmer Z, Kiss K. Bipolar disorders and suicidal beha-
viour. Bipolar Disord. 2002; 4(Suppl 1):21–25. Available 
at: http://www.ncbi.nlm.nih.gov/pubmed/12479671. 

40. Sachs GS, Nierenberg AA, Calabrese JR, et al. 
Effectiveness of Adjunctive Antidepressant Treatment for 
Bipolar Depression. N Engl J Med 2007; 356:1711–1722. 
doi:10.1056/NEJMoa064135. 

41. Sarris J, Logan AC, Akbaraly TN, et al. Nutritional 
medicine as mainstream in psychiatry. The Lancet 
Psychiatry 2015; 2:271–274. doi:10.1016/S2215-
0366(14)00051-0. 

42. Sarris J, Mischoulon D, Schweitzer I. Omega-3 for bipolar 
disorder: meta-analyses of use in mania and bipolar 
depression. J Clin Psychiatry 2012; 73:81–86. Available 
at: http://europepmc.org/abstract/MED/21903025. 

43. Sarris J, O’Neil A, Coulson CE, Schweitzer I, Berk M. 
Lifestyle medicine for depression. BMC Psychiatry 2014; 
14:107. doi:10.1186/1471-244X-14-107. 

44. Schou, M. Juel-Nielsen, N. Stromgren, E and Voldby H. 
The treatment of Manic Psychosis by the administration of 
lithium salts. J Neurol Neurosurg Psychiat 1954; 17:250–
260. 

45. Smith DJ, Griffiths E, Kelly MJ, Hood K, Craddock NJ, 
Simpson SA. Unrecognised bipolar disorder in primary 
care patients with depression. Br J Psychiatry. 2011; 



Daniel Dietch: RECOGNISING BIPOLAR DISORDERS IN PRIMARY CARE 
Psychiatria Danubina, 2015; Vol. 27, Suppl. 1, pp 188–194 

 
 

 S194 

199:49–56. Available at: http://dx.doi.org/10.1192/ 
bjp.bp.110.083840. 

46. Smith DJ, Martin D, McLean G, Langan J, Guthrie B, 
Mercer SW. Multimorbidity in bipolar disorder and under 
treatment of cardiovascular disease: a cross sectional study. 
BMC Med. 2013;11:263. doi:10.1186/1741-7015-11-263. 

47. Smith DJ, Muir WJ, Blackwood DHR. Is borderline 
personality disorder part of the bipolar spectrum? Harv 
Rev Psychiatry 2004; 12:133–139. Available at: 
http://eprints.gla.ac.uk/65506/. 

48. Spence D. Bad medicine: bipolar II disorder. BMJ 2011; 
342:d2767–d2767. doi:10.1136/bmj.d2767. 

49. Tondo L, Isacsson G, Baldessarini R. Suicidal behaviour 
in bipolar disorder: risk and prevention. CNS Drugs. 
2003;17:491–511. Available at: 
http://www.ncbi.nlm.nih.gov/pubmed/12751919. 

50. Vieta E. Defining the bipolar spectrum and treating 
bipolar II disorder. J Clin Psychiatry. 2008; 69:e12. 

51. Westman J, Hällgren J, Wahlbeck K, Erlinge D, 
Alfredsson L, Osby U. Cardiovascular mortality in bipolar 
disorder: a population-based cohort study in Sweden. 
BMJ Open 2013; 3:e002373. doi:10.1136/bmjopen-2012-
002373. 

52. WHO. ICD-10 Version: 2010. WHO. 2010. Available at: 
http://apps.who.int/classifications/icd10/browse/2010/en#/
F30-F39. Accessed July 5, 2013. 

53. Young AH, Grunze H. Physical health of patients with 
bipolar disorder. Acta Psychiatr Scand Suppl. 
2013;(442):3–10. doi:10.1111/acps.12117. 

54. Young AH, Macpherson H. Detection of bipolar disorder. 
Br J Psychiatry 2011; 199:3–4. Available at: 
http://www.ncbi.nlm.nih.gov/pubmed/21719873. 

Correspondence: 
Daniel Dietch, MD, FRC PDCh, FRC GP 
Lonsdale Medical Centre 
24 Lonsdale Road, London, NW6 6RR, UK 
E-mail: ddietch@nhs.net 




