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Introduction

The term ‘hysteria’ was coined by Hippocrates and 
popularised again after Freud’s studies on the issue. It 
was used to describe numerous conditions ranging from a 
uterine disorder to a variety of physical symptoms caused 
by unresolved emotional conflicts. In the 19th century, it 
had become ‘a so-called general neurosis’ without definite 
localisation in the nervous system.1 Nowadays, we use the 
terms ‘dissociative disorders’ or ‘conversion disorders’ as 
cited in the 10th revision of the International Classification 
of Diseases2 and the Diagnostic and Statistical Manual of 
Mental Disorders – 4th Edition to describe the condition.3 
Reported rates vary widely, ranging from 11/100,000 to 
300/100,000 in general population samples.3 It occurs more 
frequently in women than in men, with reported ratios 
varying from 2:1 to 10:1.2 The onset is generally from late 
childhood to early adulthood and it rarely occurs before the 

age of 10 years or after the age of 35 years.3

	 Not uncommonly, especially in the consultation-
liaison setting, psychiatrists are asked to see patients 
presenting with physical symptoms without identifiable 
organic pathology, where it is suspected that the symptoms 
are generated by psychological mechanisms. Misdiagnosis 
in these circumstances has been reported to be as high as 
one-third in early studies.4,5 A recent systematic review by 
Stone et al6 suggests a 4% misdiagnosis rate of conversion 
symptoms. A broad range of neurological conditions, e.g. 
epilepsy, movement disorders, and multiple sclerosis, may 
be diagnosed later.6

	 We report a patient who presented with episodic, 
non-specific dizziness and headaches, and was initially 
diagnosed with a conversion disorder but turned out to have 
leptomeningeal metastases. A review of the subject and the 
importance of considering organic causes in patients with 
atypical presentation are discussed.

Case Report

A 46-year-old married housewife with no family or personal 
psychiatric history first presented to our in-patient psychiatric 
unit in February 2007. She complained of headaches and 
episodic dizziness for 2 weeks. She was born locally and 
educated up to secondary school level with a below-average 
performance. Before admission, she lived with her husband 
and a 10-year-old daughter. Her pre-morbid personality was 
described as anxious and sensitive.
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	 She enjoyed good health until 2003 when she was dis-
covered to have stage II (T2N1M0) breast carcinoma. Mod-
ified radical mastectomy was done, followed by treatment 
with adjuvant chemotherapy. Her physical state remained 
satisfactory until 2 weeks prior to the index admission when 
she attended the emergency department and was admitted 
to a medical unit for a generalised headache and dizziness. 
A physical examination and biological investigations, 
including repeated plain computed tomographic brain scans, 
a chest X-ray, and blood tests were normal. A preliminary 
diagnosis of tension headache was made but her symptoms 
were so distressing that she needed to rest in bed for most of 
the time and her symptoms got worse whenever the issue of 
discharge from the medical unit was discussed. Finally, she 
was discharged from the ward accompanied by her husband 
and analgesics were prescribed for symptom control.
	 She was referred to the psychiatric clinic for 
psychological assessment of ‘anxiety with multiple somatic 
complaints’. After she went home, she had to stay in bed 
for most of the time and could not perform housework. Her 
condition did not improve and she consulted a psychiatrist 
in private practice. Depressive symptoms and some 
underlying psychosocial stressors were identified and she 
was referred to the emergency department for psychiatric 
admission, with a provisional diagnosis of ‘hysteria’. A 
mental state examination upon admission revealed a calm 
and cooperative lady with relevant and coherent speech. Her 
mood was euthymic with congruent affect. She expressed 
feelings of guilt and worthlessness. There were no other 
anxiety symptoms. No psychotic symptoms or suicidal 
ideas could be elicited. Her cognitive function was intact. 
She was apparently well, walked unaided, and remained 
attentive through the interview.
	 Enquiry about her social situation revealed a 
long-standing marital discord. The couple gave limited 
psychological support to each other. Her husband often 
criticised her and the patient tended to bottle up her feelings. 
She disclosed relationship problems with her husband and 
friends with recent on-going conflicts.
	 As she elaborated on the marital discord, she developed 
a state of marked anxiety and started to complain of 
dizziness. She closed her eyes at that juncture and appeared 
very tense with clenching of fists, muscle twitching, and an 
increased pulse rate. She remained conscious throughout 
and responded to direct suggestions for relaxation and fully 
recovered after 10 minutes. As the conversation went on and 
the issue of her marital problems came up, she developed a 
similar anxiety state associated with a subjective complaint 
of severe dizziness.
	 During hospitalisation, she had repeated episodes 
of similar dizzy spells, especially when discussing her 
husband. Serial physical examinations showed that she was 
afebrile with normal vital signs. A neurological examination 
revealed no focal neurological deficit or cerebellar 
signs. Fundoscopy findings were normal. In view of the 
negative physical findings and ongoing social problems, 
underlying psychological conflict and suppressed emotions 

manifesting as symptoms that worsened upon attempts to 
explore the conflict were suspected. The symptoms seemed 
to symbolise her need for dependence on others and the 
apparent ‘secondary gain’ of being ill was perpetuated 
by her husband who spent more time with her. Further 
psychological exploration and abreaction was planned, but 
her symptoms increased in severity over the next few days. 
She was observed to have more frequent dizzy spells and 
had to stay in bed for longer periods. On one occasion, she 
developed urinary incontinence in the ward. These unusual 
symptoms suggested organic pathology and it was decided 
that further investigation of the brain was needed. Magnetic 
resonance imaging was arranged and the scan with contrast 
showed an increase in leptomeningeal enhancement in 
the cerebellar hemispheres, suggesting leptomeningeal 
metastases. She was subsequently transferred to the medical 
unit and a cerebrospinal fluid (CSF) cytological examination 
revealed carcinoma cells. She developed dysphagia and had 
poor oral intake and died from her illness within 2 weeks of 
the correct diagnosis being made.

Discussion

Breast cancer is the second most common source of brain 
metastases, making up 10 to 20%.7-9 It is the most likely 
solid tumour to exhibit leptomeningeal colonisation.10 The 
estimated frequencies of leptomeningeal metastases in 
clinical and autopsy series of patients with breast cancer 
are 2 to 5% and 3 to 6%, respectively.11 The occurrence of 
leptomeningeal metastases can range from weeks to more 
than 15 years from the initial breast cancer diagnosis.12,13 
Patients with breast cancer may develop leptomeningeal 
metastases even when systemic disease is under control or 
absent.14

	 Leptomeningeal metastases arise on the pia and the 
arachnoid or in the subarachnoid space.15 Spread to the 
leptomeninges may occur via multiple routes including 
haematogenous, direct extension, transport through the 
venous plexus, and extension along nerves or perineural 
lymphatics.10 The location of the tumour determines signs 
and symptoms. The most frequent presentation is with 
spinal symptoms, e.g. leg weakness and paraesthesia. The 
obstruction of CSF flow can lead to headaches, nausea, 
vomitting, lethargy, confusion, memory loss, ataxia and, 
rarely, seizures. Cerebral dysfunction can lead to a change 
in mental status.16,17 Our patient’s symptoms might be 
explained by the location of the metastases but the role 
of psychological stress in modulating her symptoms 
was difficult to determine. The possibility of epileptic 
attacks could not be confirmed as the patient died before 
electroencephalography could be performed but the 
clinical presentation made this less likely. Demonstration 
of malignant cells in the CSF is the definitive method of 
diagnosing leptomeningeal metastases. An elevated CSF 
protein level and a mononuclear pleocytosis are commonly 
present. Less frequently, a pathologically abnormal CSF 
glucose level of less than 70% of the serum glucose level is 
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discovered.18

	 Somatic complaints with normal investigations are 
common reasons for referral for psychiatric assessment. 
The absence of expected physical findings and the presence 
of psychological stress may suggest the possibility of a 
conversion disorder. The exact mechanism of symptom 
generation in conversion disorders is still unknown but 
neurobiological correlates are illustrated by recent functional 
imaging studies.19

	 In our daily clinical practice, it is sometimes difficult 
to ascertain the diagnosis of conversion disorder. The 
pitfall was clearly illustrated in our case — the patient’s 
history suggested an underlying psychological conflict with 
suppressed emotions; worsening of symptoms upon attempts 
to explore the conflict; and an apparent ‘secondary gain’ from 
her illness forcing her husband to spend more time with her. 
All these features wrongly pointed case management towards 
a psychological approach. A multi-dimensional psychiatric 
assessment can help to give a complete picture of a patient 
with consideration of bio-psycho-social factors. In fact, 
much emphasis has been put on detecting the ‘primary gain’, 
‘secondary gain’, and features like ‘la belle indifference’ 
when considering the diagnosis of hysteria in the past. The 
reliability of such features has since been questioned. Stone 
et al20 did a systematic review on the clinical features of ‘la 
belle indifference’ as a means of differentiating between 
conversion symptoms and symptoms of organic disease. 
Their results suggested that this clinical sign should be 
abandoned until both its definition and utility had been 
clarified. Conventionally, conversion disorders have been 
reportedly more common in rural populations, individuals 
of lower socio-economic status, and individuals less 
knowledgeable about medical and psychological concepts. 
Individual conversion symptoms are generally self-limited 
and do not lead to physical changes or disabilities. In our 
case, the alarming signs were urinary incontinence, the 
deteriorating course of the symptoms, and the lack of a clear 
temporal relationship between the onset of symptoms and 
the stress. The presence of past physical illness, like a history 
of breast carcinoma in this case, should raise awareness of 
a possible organic cause. Concurrent social problems and 
the underlying personality can shape the way in which 
symptoms present. It is thus important to consider the 
possibility of underlying organic pathology by performing 
adequate investigations in cases where doubt exists.
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