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Abstract Classical concepts of bipolarity (bipolar I and bi-
polar II) have sometimes been extended into a broader spec-
trum that includes a wide variety of conditions previously
diagnosed as separate forms of psychopathology. Differential
diagnosis remains important, particularly in personality disor-
ders characterized by affective instability, and in behavior
disorders affecting pre-pubertal children. In the absence of
biological markers or other external sources of validity, as
well as lack of evidence for response to pharmacological
treatment when disorders are defined more broadly, the bipo-
lar spectrum remains an unproven hypothesis.
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Introduction

Bipolar disorder is a major mental illness that has attracted a
very large body of research. Its classical forms, bipolar-I and
bipolar-II disorders, have unmistakable clinical features, and
their validity is supported by a broad literature [1]. However,
in its plural form, the term “bipolar disorders” has been used to
describe variants of these classical clinical pictures, as well as
conditions that may be diagnostically distinct [2]. The concept
of a bipolar spectrum [3, 4] needs to be supported by biolog-
ical markers and/or by evidence that treatments known to be

effective for the classical forms are also effective for spectrum
conditions.

Classical Bipolarity

Kraepelin [5] was the first to distinguish schizophrenia, a
chronic disease affecting cognition, with a poor prognosis,
from bipolar disorder, an episodic condition mainly affecting
mood, with a better prognosis. However, this dichotomy has
been challenged, particularly by research suggesting that ge-
netic vulnerability to psychosis is common to both [6]. In
clinical practice, most patients can be placed on or the other
side of the divide. However, when psychiatrists are not sure,
they may use the category of schizo-affective disorder, which
was retained in DSM-5 [7]. A recent review concluded that
many patients with that diagnosis have a more severe form of
bipolar disorder [8], in which psychotic features are particu-
larly prominent, leading clinicians to question a diagnosis of
primary mood disorder.

Bipolar-II disorder was a new category in DSM-IV [9].
While this condition is marked more by depression than by
hypomania [10], most researchers have considered it to be a
less severe variant of bipolar I [11]. Also, while characterized
by hypomania instead of full mania, its symptoms may also
respond to lithium [12, 13]. However, making this diagnosis
requires a careful assessment of mood symptoms. The most
important principle is the requirement in DSM-5 [7] that
hypomania last for at least 4 consecutive days and abnormal
mood be continuous. Bipolar II cannot be diagnosed only on
the basis of an unstable mood, particularly when mood swings
last only for an hour or two.

Another question about bipolar II is whether it describes a
specific form of psychopathology or whether it is a heteroge-
neous category. Some researchers have suggested it takes two
forms, one closer to classical bipolarity and another presenting
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more ”characterological” features [13]. But if one applies the
criteria for hypomania strictly, only the first type would be a
form of bipolar disorder.

Another concept that has extended the reach of classical
bipolarity is the hypothesis of an occult form presenting with
depression only, suggesting that patients with treatment-
resistant depressions may be unresponsive to drugs because
they have an underlying bipolar disorder [14]. It is true that
some patients with unipolar depression become bipolar over
time, particularly if a depressive illness is severe enough to
require hospitalization [15] or if it is highly treatment resistant
[16]. However, it does not follow that occult bipolarity should
be routinely suspected in unipolar cases, particularly when
depressive symptoms are mild to moderate.

The Bipolar Spectrum

The expansion of bipolarity into a broader spectrum can lead
to a very wide prevalence of such conditions. A survey in a
large clinical sample using broad criteria for the spectrum [17]
identified bipolarity in 40% of all outpatients. However, these
diagnoses were based almost entirely on instability of mood,
not on the presence of hypomania. Validity of the spectrum
therefore depended on a circular argument. External validators
would be needed to prove that these subclinical phenomena
actually indicate the presence of bipolarity.

The concept of a bipolar spectrum assumes that a wide
range of patients receiving other diagnoses “really” suffer
from a milder (or variant) form of bipolar disorder. The list
of conditions that have been considered to lie within the
spectrum includes treatment-resistant major depression, sub-
stance abuse, and personality disorders [3]. To support this
hypothesis, we would need an understanding of the
endophenotypes behind bipolarity, as well as an ability to
identify biomarkers associated with these processes. In their
absence, evidence for the concept mainly depends on symp-
toms and family history data, which are subject to interpreta-
tion and not fully objective.

Patients who do not meet criteria for hypomania cannot be
considered to have bipolar II. However, DSM-5 allows for a
broader diagnosis if one uses the category bipolar disorder,
unspecified [7]. That condition is not well studied, and it is not
known how often it is applied in practice. Even so, this
category allows clinicians to diagnose bipolarity in the ab-
sence of any classical features and can be used to describe any
patient withmood swings as having a form of bipolar disorder.
Like most of the residual categories in the manual, its validity
is unknown.

Identifying hypomania would be more reliable if clinicians
took the time to question key informants about the patient’s
symptoms [18]. To identify a hypomanic episode in a patient,
global impressions are not sufficient. One needs to establish

duration, whether mood was consistent or inconsistent, and
whether any of the characteristic hypomanic symptoms (rapid
speech, little need to sleep, excessive spending, and grandiose
plans) were present, as well as whether other people noticed
them. Doing so usually requires direct interviews of family
members and intimates.

Similar cautions apply to recognizing bipolar symptoms in
first-degree relatives [18]. Even in research, it is rare for
reports of family history to be confirmed by informants, and
one cannot assume that diagnoses made on unseen relatives
are valid. The danger is that histories of moodiness will be
deemed sufficient, in and of themselves, to support a positive
family history. Stronger evidence would be provided by a
history of hospitalization or multiple hospitalizations for man-
ic episodes.

If one considers bipolar II to be only one of several variants
of the classical illness, diagnosis will be more frequent. Some
researchers [19] have suggested creating new categories to
delineate a broader spectrum (bipolar III for antidepressant-
induced hypomania, bipolar IV for ultra-rapid mood swings).
These ideas were not incorporated into DSM-5, but tend to
suggest a more aggressive psychopharmacological approach.

The main reason for expanding the bipolar spectrum may
be related to a wish to treat difficult patients with effective
medication. However, no randomized clinical trials show that
psychopharmacological interventions known to be effective
for bipolar I and bipolar II are also effective for spectrum
disorders [20]. In the absence of such evidence, caution about
making such diagnoses may be the best course.

Affective Instability and Bipolarity

Affective instability (AI) is a trait that shares features with trait
neuroticism, but is distinct in that it describes not just extreme
emotional sensitivity, but also temporal instability [21]. AI is
one of the main characteristics of borderline personality dis-
order (BPD) and is usually associated with high levels of
impulsivity [22, 23]. These patients have rapid shifts of mood
in response to life circumstances, usually in response to inter-
personal triggers, and unstablemood that can shift by the hour,
usually from depression to anger and irritability [24–26]. Due
to a failure to observe the time scale for hypomania, BPD
patients are frequently diagnosed as bipolar [27, 28].

Affective instability (AI) may be a separate phenomenon
from bipolarity, derived from a distinct endophenotype. Sev-
eral lines of investigation support this conclusion. There are
major differences in phenomenology between AI and hypo-
mania [26]. Moreover, researchers have examined the precip-
itants for mood swings using ecological momentary assess-
ment (a method of monitoring social interactions in vivo).
These studies have shown that rapid mood swings in BPD
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are not spontaneous, but a response to negative social interac-
tions, and that they usually involve anger, not elation [29–31].

Another important line of evidence is that AI in BPD is
accompanied by impulsive actions that are not typical of
bipolar disorder, such as self-harm [23]. BPD patients also
suffer from notable instability in intimate relationships [23],
and these interpersonal problems are also not typical of bipolar
disorder. Also, only a minority of patients with BPD (estimat-
ed in one study as 3.8 %) [32] ever develop hypomanic
episodes. When that does happen, the personality disorder
diagnosis should be questioned. Finally, longitudinal follow-
up of BPD shows that unstable mood is its most stable clinical
feature, even when other symptoms remit [33, 34].

When patients with BPD are viewed as bipolar because of
mood swings, they may receive drugs for which evidence for
effectiveness is weak [35]. Mood stabilizers and antipsy-
chotics can provide short-term symptomatic relief [36]. But
in contrast to the powerful and convincing effects in classic
bipolar illness, they never yield a full remission of BPD, and a
recent Cochrane report did not find strong enough evidence to
recommend their use [35].

Ironically, although bipolar disorder tends to be seen as
more treatable, its prognosis is worse. While bipolar disorder
often continues into old age [1], longitudinal studies show that
BPD usually improves as patients approach middle age [33,
34].

Although there are no biological markers for personality
disorders, family history studies [37] show that the first-
degree relatives of patients with BPD are most likely to have
substance abuse and personality disorders, not bipolarity. Be-
havioral genetic studies show that traits underlying personality
disorders are heritable, but do not overlap with bipolar-
ity [38]. Neurobiological studies also support the con-
clusion that bipolar disorder and BPD derive from sep-
arate endophenotypes [39]. Studies of the childhood
precursors of BPD [40] show that this form of pathol-
ogy begins with behavioral disorders prior to puberty,
and not with mood disorders. There is little evidence
that BPD and bipolar disorders share etiological factors,
phenomenology, or treatment responses [41, 42].

In summary, patients with affective instability without hy-
pomania are more likely to suffer from a personality disorder
than from a bipolar disorder. Research does not support the
claim that BPD is nothing but a subclinical form of bipolarity
and that other disorders with impulsive patterns, such as
substance abuse, are also forms of bipolarity, and should be
treated in the same way [3].

Pediatric Bipolar Disorder

The most controversial expansion of the bipolar spec-
trum has been the idea that bipolar disorder can be

diagnosed in pre-pubertal children. Since the time of
Kraepelin [5], it has been generally accepted that bipo-
lar disorder rarely appears before adolescence. The ev-
idence base for making bipolar spectrum diagnoses in
young children is based on similar assumptions as have
been applied to adults. Children do not develop hypo-
mania, but can show affective instability, usually asso-
ciated with behavioral dyscontrol and impulsivity. One
research group that followed a group of these children
into adolescence found that patients remained affectively
unstable and were prone to depression [43]. Another
study [44] that claimed to find continuity of bipolarity
from childhood to adolescence used methods that failed
to distinguish whether cases fell within a spectrum or
had classical forms of bipolar disorder.

When children are seen as bipolar, they tend to be
prescribed the same drugs used in adults, particularly
with antipsychotics. This trend has been documented in
practice surveys [45], has not been supported by clinical
trials [46•], and has also aroused opposition and con-
cern. DSM-5 [7] therefore decided to introduce a new
category, disruptive mood dysregulation disorder, specif-
ically aimed to avoid diagnosing young children as
bipolar. At this point, this novel diagnosis requires
much more research [47].

Conclusions

Evidence for a bipolar spectrum remains weak and must
be considered as a hypothesis with insufficient support
to be applied to clinical practice. Adoption of this
concept in research has been used to claim that there
is a very high community prevalence of bipolar spec-
trum disorders [48], but everything depends on how
these conditions are defined. The boundaries of bipolar
disorder remain problematic, particularly at the interface
with personality disorders [49•]. There are, for example,
important clinical differences between bipolar-II depres-
sion and BPD [50]. In contrast, there is more evidence
supporting the classical Kraepelinian distinction between
bipolar I and schizophrenia [51•].

Instead of extending treatment to patients viewed as
falling within a spectrum, psychiatrists might be better
advised to focus their efforts on bipolar-I and bipolar-II
disorders, which present sufficient clinical problems. For
example, bipolar I has a more serious course than
Kraepelin described, and bipolar-II disorder can be
problematic, particularly when the clinical picture is
dominated by depression [11]. If half the effort that
has gone into studying the bipolar spectrum were de-
voted to developing new and better methods to manage
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those with classical forms of this disorder, patients
might gain more benefit.

Compliance with Ethics Guidelines

Conflict of Interest Joel Paris declares that he has no conflict of
interest.

Human and Animal Rights and Informed Consent This article does
not contain any studies with human or animal subjects performed by any
of the authors.

References

Papers of particular interest, published recently, have been
highlighted as:
• Of importance

1. Goodwin FK, Jamison KR. Manic Depressive Illness. 2nd ed. New
York: Oxford University Press; 2007.

2. Paris J. The Bipolar Spectrum: Diagnosis or Fad? New York:
Routledge; 2012.

3. Akiskal HS. The bipolar spectrum—the shaping of a new paradigm
in psychiatry. Current Psychiatry Reports. 2002;4:1–3.

4. Angst J, Gamma A, Benazzi F, Ajdacic V, Eich D, Rossler W.
Toward a re-definition of subthreshold bipolarity: epidemiology
and proposed criteria for BP II, minor bipolar disorders and hypo-
mania. J Affect Disord. 2003;73:133–46.

5. Kraepelin E. Manic-Depressive Insanity and Paranoia. E and S
Livingstone: Edinburgh; 1921.

6. Craddock N, Owen MJ. The beginning of the end for the
Kraepelinian dichotomy. Br J Psychiatry. 2005;186:364–6.

7. American Psychiatric Association. Diagnostic and Statistical
Manual of Mental Disorders, 5th Edition, text revision.
Washington DC: American Psychiatric Publishing; 2013.

8. Lake CR, Hurwitz N. Schizoaffective disorders are psychotic mood
disorders; there are no schizoaffective disorders. Psychiatry Res.
2006;143:255–87.

9. American Psychiatric Association. Diagnostic and Statistical
Manual of Mental Disorders, 4th Edition, text revision.
Washington DC: American Psychiatric Press; 2000.

10. Judd LL, Schettler PJ, Akiskal HS,Maser J, CoryellW, SolomonD,
et al. Long-term symptomatic status of bipolar I vs. bipolar II
disorders. Int J Neuropsychopharmacol. 2003;6:127–37.

11. Berk M, Dodd S. Bipolar II disorder: a review. Bipolar Disord.
2004;7:11–21.

12. Parker G. Bipolar-II Disorder. Modelling, Measuring and
Managing. 2nd ed. Cambridge: Cambridge University Press; 2012.

13. CassanoGB, Akiskal HS, SavinoM,Musetti L, Perugi G. Proposed
subtypes of bipolar II and related disorders: with hypomanic epi-
sodes (or cyclothymia) and with hyperthymic temperament. J
Affect Disord. 1992;26:127–40.

14. Sharma V, Khan M, Smith A. A closer look at treatment resistant
depression: is it due to a bipolar diathesis? J Affect Disord. 2005;84:
251–7.

15. Angst J, Sellaro R, Stassen HH, Gamma A. Diagnostic conversion
from depression to bipolar disorders: results of a long-term pro-
spective study of hospital admissions. J Affect Disord. 2005;48:
149–57.

16. Benazzi F. Bipolar II disorder: epidemiology, diagnosis and man-
agement. CNS Drugs. 2007;21:727–40.

17. Akiskal HS, Akiskal KK, Lancrenon S, Hantouche EG, Fraud J-P,
Gury C, et al. Validating the bipolar spectrum in the French
National EPIDEP Study: overview of the phenomenology and
relative prevalence of its clinical prototypes. J Affect Disord.
2006;96:197–205.

18. Dunner DI, Tay K. Diagnostic reliability of the history of hypoma-
nia in bipolar II patients and patients with major depression. Compr
Psychiatry. 1993;34:303–7.

19. Ghaemi SN, Ko JY, Goodwin FK. "Cade's disease" and beyond:
misdiagnosis, antidepressant use, and a proposed definition for
bipolar spectrum disorder. Can J Psychiatr. 2002;47:125–34.

20. Patten S, Paris J. The bipolar spectrum—a bridge too far? Can J
Psychiatr. 2008;53:762–8.

21. Miller JD, Pilkonis PA. Neuroticism and affective instability: the
same or different? Am J Psychiatr. 2006;163:839–45.

22. Crowell SE, Beauchaine T, Linehan MM. A biosocial developmen-
tal model of borderline personality: elaborating and extending
Linehan’s theory. Psychol Bull. 2009;135:495–510.

23. Gunderson JG. Borderline personality disorder. N Engl J Med.
2011;364:2037–42.

24. Henry C, Mitropoulou V, New AS, Koenigsberg HW, Silverman J,
Siever LJ. Affective instability and impulsivity in borderline per-
sonality and bipolar II disorders: similarities and differences. J
Psychiatr Res. 2001;35:307–12.

25. Koenigsberg HW, Harvey PD, Mitropolou V, Schmeidler J, New
AS, Goodman M, et al. Characterizing affective instability in bor-
derline personality disorder. Am J Psychiatr. 2002;159:784–8.

26. Koenigsberg H. Affective instability: toward an integration of neu-
roscience and psychological perspectives. J Personal Disord.
2010;24:60–82.

27. Zimmerman M, Ruggero CJ, Chelminski I. Is bipolar disorder
overdiagnosed? Journal of Clinical Psychiatry. 2008;69:935–40.

28. Zimmerman M, Galione JN, Ruggero CJ, Chelminski I, Young D,
Dalrymple K, et al. Screening for bipolar disorder and finding
borderline personality disorder. J Clin Psychiatry. 2010;71:1212–7.

29. Ebner-Priemer UW, Kuo J, Kleindiest N, Welch, Reisch T,
Reinhard I, et al. State affective instability in borderline personality
disorder assessed by ambulatory monitoring. Psychol Med.
2007;37(7):961–70.

30. Russell J, Moskowitz D, Sookman D, Paris J. Affective instability
in patients with borderline personality disorder. J Abnorm Psychol.
2007;116:578–88.

31. Trull TJ, Solhan MB, Tragesser SL, Jahng S, Wood PK, Piasecki
TM, et al. Affective instability: Measuring a core feature of border-
line personality disorder with ecological momentary assessment. J
Abnorm Psychol. 2008;117:647–61.

32. Gunderson JG, Weinberg I, Daversa MT, Kueppenbender KD,
Zanarini MC, Shea T, et al. Descriptive and longitudinal observa-
tions on the relationship of borderline personality disorder and
bipolar disorder. Am J Psychiatr. 2006;163:1173–8.

33. Gunderson JG, Stout RL, McGlashan TH, Shea MT, Morey LC,
Grilo CM, et al. Ten-year course of borderline personality disorder:
psychopathology and function from the Collaborative Longitudinal
Personality Disorders Study. Arch Gen Psychiatry. 2011;68:827–
37.

34. Zanarini MC, Frankenburg F, Reich B, Fitzmaurice G. Attainment
and stability of sustained symptomatic remission and recovery
among borderline patients and Axis II comparison subjects: A 16-
year prospective followup study. Am J Psychiatr. 2012;169:476–
83.

35. Stoffers J, Völlm BA, Rücker G, Timmer A, Huband N, Lieb K.
Pharmacological interventions for borderline personality disorder.
Cochrane Database of Systematic Reviews. 2013 Issue 6. Art. No.:
CD005653. doi: 10.1002/14651858.CD005653.pub2.

461, Page 4 of 5 Curr Psychiatry Rep (2014) 16:461

http://dx.doi.org/10.1002/14651858.CD005653.pub2


36. Vita A, DePeri L, Saccheti E. Antipsychotics, antidepressants,
anticonvulsants, and placebo on the symptoms dimensions of bor-
derline personality disorder. J Clin Psychopharmacol. 2011;31:
613–24.

37. White CN, Gunderson JG, Zanarini MC, Hudson JI. Family studies
of borderline personality disorder: a review. Harvard Rev
Psychiatry. 2003;12:118–9.

38. Livesley WJ, Jang KL, Jackson DN, Vernon PA: Genetic and
environmental contributions to dimensions of personality disorder.

39. New AS, Goodman M, Triebwasser J, Siever LJ. Recent advances
in the biological study of personality disorders. Psychiatr Clin N
Am. 2008;31:441–61.

40. Stepp SD, Pilkonis PA, Hipwell AE, Loeber R, Stouthamer-Loeber
M. Stability of borderline personality disorder features in girls. J
Personal Disord. 2010;24:460–72.

41. Paris J. Differentiating borderline personality disorder from bipolar-
II disorder. In: Parker G, editor. Bipolar-II Disorder, 2nd edition,
Cambridge University Press; 2012. 81-88

42. Parker G. Clinical differentiation of bipolar II disorder from
personality-based “emotional dysregulation” conditions. J Affect
Disord. 2010;130:192–7.

43. Birmaher B, Axelson D, Strober M, Gill MK, Valeri S,
Chiappetta L, et al. Clinical course of children and adoles-
cents with bipolar spectrum disorders. Arch Gen Psychiatry.
2006;63:175–83.

44. Geller B, Tillman R, Bolhofner K, Zimerman B. Child bipolar i
disorder: second and third episodes; predictors of 8-year outcome.
Arch Gen Psychiatry. 2008;65:1125–33.

45. Olfson M, Blanco C, Liu L, Moreno C, Laje G. National trends in
the outpatient treatment of children and adolescents with antipsy-
chotic drugs. Arch Gen Psychiatry. 2006;63:679–85.

46.• Leibenluft E. Severe mood dysregulation, irritability, and the diag-
nostic boundaries of bipolar disorder in youths. Am J Psychiatr.
2011;168:129–42. This article provides an excellent review of the
issues around pediatric bipolar disorder.

47. Copeland, WE, Shanahan, L, Egger, E, Angold, A, Costello, EJ.
Adult diagnostic and functional outcomes of DSM-5 Disruptive
Mood Dysregulation Disorder. Am J Psychiatry. 2014;2014. doi:
10.1176/appi.ajp.2014.13091213.

48. Merikangas KR, Akiskal HS, Angst J, Greenberg PE, Hirschfeld
RM, Petukhova M, et al. Lifetime and 12-month prevalence of
bipolar spectrum disorder in the National Comorbidity Survey
replication. Arch Gen Psychiatry. 2007;64:543–52.

49.• Zimmerman M, Morgan TA. Problematic boundaries in the diag-
nosis of bipolar disorder: the interface with borderline personality
disorder. Current Psychiatry Reports. 2013;15:422–7. This review
examines all the problems of the bipolar-BPD interface.

50. Zimmerman M, Martinez JH, Morgan TA, Young D, Chelminski I,
Dalyrymple K. Distinguishing bipolar II depression from major
depressive disorder with comorbid borderline personality disorder:
demographic, clinical, and family history differences. J Clin
Psychiatry. 2013;74:880–6.

51.• Cosgrove VE, Suppes T. Informing DSM-5: biological boundaries
between bipolar I disorder, schizoaffective disorder, and schizo-
phrenia. BMC Med. 2013;11:127–36. Why DSM-5 did not change
the boundaries of bipolarity with other psychoses.

Curr Psychiatry Rep (2014) 16:461 Page 5 of 5, 461

http://dx.doi.org/10.1176/appi.ajp.2014.13091213

	Problems in the Boundaries of Bipolar Disorders
	Abstract
	Introduction
	Classical Bipolarity
	The Bipolar Spectrum
	Affective Instability and Bipolarity
	Pediatric Bipolar Disorder
	Conclusions
	References
	Papers of particular interest, published recently, have been highlighted as: • Of importance



