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Editor: Dr Shaheed Gora
Neurologist, Health Systems Consultant
Netcare Milpark Hospital, Johannesburg

ir Roger Bannister was the first person to run a sub-4 
minute mile. At the 1952 Helsinki Olympic games he set 
the British record in the 1500 metres. This achievement 
strengthened his resolve to finish the mile in under 4 
minutes. He accomplished this feat 2 years later, with 

minimal training and while practising as a junior doctor. Bannister 
went on to become a neurologist at Oxford. When asked whether 
the 4-minute mile was his proudest moment, he replied that he felt 
prouder of his contribution to academic medicine through research. 

The contributions of academic neurology are exemplified no better 
than in the management of multiple sclerosis. The last decade saw 
the emergence of the largest number of higher efficacy drugs in 
clinical practice. With the imminent MCC registration of alemtuzumab 
and cladribine in South Africa, the need for a practical prescribing 
guideline is now bigger than ever. We are honoured to have Dr Patty 
Francis, the president of the neurological association of SA (NASA), 
throw some light on the practical aspects of using the high efficacy 
agents in MS. Treatment paradigms are currently split between 
escalation or induction therapy. We are now able to have broader 
reaching discussions with our patients about how to approach their 
treatment.  It is the prediction of the patient’s clinical category that is 
pivotal in making the decision between the escalation or induction 
approach. For those patients with highly active disease (HAD), rapidly 
evolving aggressive disease (READ), or aggressive MS, we are now 
able to offer induction therapy favouring efficacy. 

Neurology training from medical school through to fellowship is 
entrenched by one fundamental concept: localisation. Advancements 
in imaging techniques and quality have allowed us to augment our 
diagnostic criteria for many conditions but diagnosis in neurology 
remains firmly rooted in the history and examination. Dr Ozayr Ameen, 
a seasoned neurology clinician, tackles the clinical approach to a 
patient with ataxia in this issue. Differentiating ataxia from other causes 
of imbalance or incoordination, distinguishing sensory and cerebellar 
ataxia and finally establishing the cause of the ataxia based on 
temporal evolution, patient demographics and associated signs is an 
exercise that rejuvenates the passion for clinical neurology.

Sir Roger Bannister famously said ‘I wanted to be a neurologist. That 
seemed to be the most difficult, most intriguing, and the most important 
aspect of medicine’. Insofar as this may true, this specialty comes with 
its unique share of diagnostic dilemmas, limited treatment options 
and ‘difficult’ patients. These coupled with the systemic pressures of 
practice administration and funder fatuity also make neurologists sitting 
ducks for burnout. So, it shouldn’t come as a surprise that neurologists 
were reported to have some of the highest rates of burnout among 
all physicians in a 2012 national US survey. A similar sentiment was 
echoed in a recent NASA (Neurological Association of South Africa) 
survey among South African neurologists in private practice. This 
concerning trend prompted us to seek the expertise of Dr Caroline 
Lee who convenes the ‘Wellness in anaesthesiology’ support group.  
Dr Lee helps us understand the risk factors, complications and signs 
of physical and emotional exhaustion that characterise burnout. One 
of 3 main features is cynicism and detachment. This often translates 
to patient interaction being kept to a minimum and lack of empathy. 

Empathy and relationship building comprise 2 of the 4 areas of 
competence in the EQ model described by Daniel Goleman in 
1995. The other 2 are self-awareness and self-management and 
in as much as the neurologist faces idiosyncratic challenges, the 
neurological patient too faces challenges peculiar to this EQ model. 
In a truly illuminating article, Penny Castle, a professional coach, 
helps us understand how our different worldviews result in varied 
interpretations of the same situation. The more we are aware of our 
responses and their drivers the better we can self-manage, and this 
forms the basis of being more emotionally intelligent doctors.

We planned to synchronise this ‘Neurology in practice’ issue with the 
annual NASA conference. I hope that coupled with the academic 
programme; this issue proves beneficial in a holistic manner. Let us 
use our EQ to empathise with our patients and be kinder to ourselves 
on the path to becoming new-rologists. 

‘Til next time
Shaheed
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High-efficacy drugs in MS treatment: 
A practical approach

Dr Patty Francis
Neurologist, Umhlanga Rocks, KwaZulu-Natal, President of NASA (Neurological Association of South Africa)

ultiple sclerosis is a chronic, progressive 
neurodegenerative disorder comprising co-
existent inflammation, grey matter atrophy and 
neurodegeneration. The inflammatory process is 
represented radiologically by enhancing lesions on 

MRI of brain and spinal cord, and serologically by detection of 
oligoclonal bands on CSF. Neurodegeneration is demonstrable 
in research settings with 7T MRI scanning. A serological marker 
of axonal damage viz. NFL chains will soon achieve clinical utility. 
A second clinical surrogate of neurodegeneration is ocular 
computed tomography of the retinal nerve fiber layer, which has 
no myelin and could provide a longitudinal surveillance window 
for axonal damage. Although neither NFL nor OCT are specific 
for the diagnosis of MS, these are accessible ways of monitoring 
true disease remission in an individual MS patient. All current 
disease modifying treatment (DMTs) modulate various 
components of inflammation with possible secondary benefit on 
neurodegeneration.

Treatment strategies in MS patients retain broad clinical de-
scriptors of RRMS and progressive MS. Treatment paradigms 
are split into escalation or induction approaches. “An escalator 
prioritises safety, whereas an inducer would favour efficacy”. 

RELAPSING REMITTING MS
Therapeutic decisions are based on predicting an individual 
patient’s clinical category e.g. moderate disease activity 
(MDA), high disease activity (HAD), rapidly evolving aggressive 
disease (READ) or aggressive MS. Clinical and radiological 
features commonly used in defining HAD are ≥2 relapses 
in the previous year, relapse severity (pyramidal/cerebellar 
systems involvement), incomplete recovery from relapses, ≥10 
T2 lesions on MRI, especially with spinal or infratentorial lesions, 
and multiple gadolinium enhancing lesions. READ is defined by 
the presence of 2 or more disabling relapses with incomplete 
recovery in the previous year and a high T2 lesion load on MRI 
(≥10 lesions). Aggressive MS is defined as patients reaching an 
EDSS score of 6.0 within 5 years of disease onset or by 40 years 
of age.  

Recent work suggests that early prediction of the disease 
course under-estimates the amount of damage to the brain 
and its impact on patient function. High disease activity (HDA) 
early in the course of the disease is predictive of future disability 
accumulation, but first line therapies in the first 2 years of the 
disease do not disarm the progression to disability. Hence the 
prevailing call for a paradigm shift to earlier induction with high 
efficacy treatment, and de-escalation in patients appearing to 
follow a milder course. 

High efficacy treatment currently comprises 6 drugs, 4 classed as 
immunosuppressive, and 2 as immune reconstitution treatment. 
The immunosuppressive agents are continuous therapies 
which are reversible when stopped, and are associated with 
frequent rebound activity. There are 3 non-selective agents viz. 
fingolimod, natalizumab, siponimod and 1 selective agent, i.e. 
ocrelizumab.   Immune reconstitution therapies (IRT) are non-
continuous therapies, given in pulses, are only in the organism 

for a few days, have prolonged effects, and are irreversible when 
stopped, viz. alemtuzumab and cladribine. This array of DMTs 
aim for “No Evidence of Disease Activity’ (NEDA), defined by 
absence of relapses, new MRI lesions and disability progression.

Most standard escalation guidelines in treatment naïve 
patients based on class evidence recommend IFN-beta, GA, 
teriflunomide, and DMF as first line. In patients with poor tolerance 
to first line DMTs, lateral switch to another first line DMT with a 
different mechanism of action or route of administration may be 
considered. In patients with needle phobia, or contraindications/
adverse events related to the above DMTs, fingolimod (or 
siponimod) are an acceptable alternative. In patients with 
highly active disease, fingolimod, (siponimod), natalizumab, 
ocrelizumab, or cladribine may be initiated following careful 
risk stratification according to serum anti-JCV antibody, prior 
immunosuppressant use, cardiac disease, diabetes mellitus, 
retinal disorders and malignancies. In patients with rapidly 
evolving aggressive disease, natalizumab, ocrelizumab or 
alemtuzumab are recommended after careful risk stratification. 
Rituximab can be used off label for HAD and READ.

Breakthrough disease requiring therapy change is defined 
as ≥3 active lesions (enhancing and/or new T2W lesions). 
In a systematic review of all studies assessing predictors of 
poor response to IFN-βtherapy, patients with ≥ 2 new T2 or ≥1 
gadolinium-enhancing lesions had significantly increased risk of 
both future relapses and progression. The modified Rio score 
incorporates number of relapses and new T2W lesions to predict 
disability progression while on platform therapies. Breakthrough 
disease on chronic first line DMTs is usually assessed using 
some combination of these measures after 1 year of treatment 
and using an MRI performed 6 months after treatment initiation. 

In MDA patients with suboptimal response to first-line therapies, 
escalation to fingolimod, siponimod, natalizumab, ocrelizumab 
or cladribine should be considered. 

In HDA patients with suboptimal response to first line DMTs, 
treatment escalation to natalizumab, ocrelizumab, cladribine or 
alemtuzumab should be considered. 

In READ patients with suboptimal response to the initial DMT, a 
lateral shift among alemtuzumab, ocrelizumab and natalizumab 
should be considered. Alemtuzumab has class I evidence in this 
category, Natalizumab, ocrelizumab, cladribine and fingolimod 
data is derived from subgroup analysis of their pivotal RCTs, 
or post-marketing studies. Again, risk stratification includes 
serum anti-JCV antibody, prior immunosuppressant use, cardiac 
disease, diabetes, retinal disorders, malignancies, previous 
autoimmune diseases, and thyroid disorders. In patients with 

If natalizumab is initiated in patients who are seronegative for 
JCV antibodies, test for the antibodies every 6 months. In patients 
on no previous immunosuppressants and who are seropositive 
for JCV or seroconvert during therapy with an antibody index ≥ 
0.9, and in patients with prior immunosuppressant use, reassess 
benefit/risk ratio after 2 years of treatment with natalizumab. 
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pre-existing heart conditions, or in diabetic patients with possible 
retinal disease who may be at higher risk of developing macular 
oedema, fingolimod should preferably be avoided. Risk of PML 
is low with fingolimod. Of >200 000 fingolimod treated patients 
worldwide, 15 patients without prior natalizumab treatment 
developed PML. 

Alemtuzumab and cladribine are given as 2 intermittent cycles 
during the first and second year of treatment. Suboptimal 
response to either drug can only be assessed at least 6 months 
following completion of the full treatment protocol i.e. 18 months 
after treatment initiation.

15% of patients on alemtuzumab in the CARE-MS I trial displayed 
disease activity during year 2 of treatment but long-term 
remission from year 3 on was unaffected. In a pooled CARE-MS 
I and CARE MS II analysis, patients with breakthrough disease 
requiring a third course of alemtuzumab beyond 2 years of 
therapy maintained a prolonged remission. In patients with 
breakthrough disease on alemtuzumab beyond the initial 2 years 
of treatment, a third course is recommended before shifting to 
a different therapy.

Adverse events reported with alemtuzumab are infusion-
related reactions, autoimmune disorders, viz. thyroiditis, 
thrombocytopenia and glomerulonephritis. Thyroiditis was 
seen in approximately 30% of patients taking alemtuzumab, 
especially during the third year of treatment. Clinical vigilance, 
monitoring of thyroid-stimulating hormone (TSH) and thyroid 
antibodies every 3 months is recommended. Alemtuzumab 
should not be used in MS patients who have other autoimmune 
disorders. There is also a reported risk of malignancies, including 
thyroid cancer, stroke, arterial dissections and infrequent cases 

of listeria infection. Prophylactic antibiotics for the latter are 
recommended with each infusion.

A risk management plan for alemtuzumab treated patients 
must include clinical vigilance, monthly platelet counts, renal 
function, and urinalysis. Because of its safety profile, the use of 
alemtuzumab is restricted to patients with highly active disease 
or who have had an inadequate response to previous DMTs.

Alemtuzumab and cladribine tablets for sub-optimal responders 
to other agents were assessed in clinical trials. Natalizumab and 
fingolimod have not been tested in such a population in clinical 
trials, but are used in such patients in clinical practice with good 
efficacy. Long-term data for these newer DMTs are needed to 
show sustained effectiveness in this category of suboptimal 
responders.

For cladribine there are currently no data available to substantiate 
the re-administration of a third course after completion of the 
initial 2 courses.

Rituximab can be used off label as an escalation therapy for 
all levels of activity where other appropriate options are not 
available.

PROGRESSIVE MS
Ocrelizumab was recently approved by the FDA for PPMS based 
on the ORATORIO trial which showed a 25% reduction in the risk 
of 24 week confirmed disability progression in patients on 600mg 
IV twice a year as compared to placebo.29 Patients recruited were 
≤55 years old, with a disease duration ≤10–15 years and an EDSS 
≤ 6.5. Hence these results cannot be extrapolated to patients not 
fulfilling these inclusion criteria. A subgroup analysis showed that 

Figure. 1. Algorithm for the management of relapsing remitting MS. 
IFN B: Interferon-beta, GA: Glatiramer acetate, Ter: Teriflunomide, DMF: Dimethyl fumarate.
B. Yamout, et al. Multiple Sclerosis and Related Disorders 37 (2020) 101459
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this effect was only statistically significant in patients with Gd+ 
lesions on MRI.

In the OLYMPUS trial, rituximab failed to demonstrate efficacy in 
patients with PPMS.

Siponimod was recently approved by the FDA for treatment of 
active SPMS. In a trial of 1651 patients with SPMS, siponimod at 
a dose of 2mg/day was associated with statistically significant 
26% reduction in 6 months confirmed disability progression and 
23.4% less brain atrophy. This effect on disability progression was 
significant only for patients with relapses in the previous 2 years or 
Gd+ lesions on baseline MRI.
 
Cladribine received FDA approval for active SPMS, based on a 
report from 1996 of a statistically significant reduction in disability 
progression compared to placebo-treated patients at the end of 
1 year. 

Consider treatment with ocrelizumab or siponimod in patients with 
active SPMS, age ≤ 60 years and EDSS ≤ 6.5 (i.e. not wheelchair 
bound). Consider treatment with ocrelizumab for patients with 
PPMS, age ≤ 55 years, EDSS ≤ 6.5 (i.e. not wheelchair bound) and 
disease duration ≤10–15 years.

PREGNANCY AND BREASTFEEDING
In all studies, the pre-pregnancy ARR was the most important 
predictor of postpartum relapses, stressing the importance of 
stabilising the disease before attempting conception. In patients 
treated with alemtuzumab it is recommended that pregnancy 
planning occur 4 months following the second course in order to 
maximise treatment benefit while minimising the risk of adverse 
events. The alemtuzumab clinical development programme 
records 169 pregnancies in patients exposed to the drug, mostly 
4 months after the last infusion. The rate of spontaneous abortion 
was similar to the general population and there were no signs of 
teratogenicity.

In patients treated with cladribine, it is recommended that 
pregnancy planning occur 6 months following the second course 
in order to maximise treatment benefit while minimising the risk of 
adverse events. 

Fingolimod and natalizumab discontinuation in women 
contemplating pregnancy, were reported to cause disease 
reactivation. It is recommended to continue natalizumab till 
conception and possibly till the end of the 2nd trimester if benefit 
outweighs risk. Fingolimod and mitoxantrone have both been 

associated with congenital anomalies in humans and are thus 
contraindicated in pregnancy. Natalizumab and alemtuzumab 
do not cross the human placenta before week 30 of pregnancy. 
The Tysabri Pregnancy Exposure Registry (TPER) showed no 
significant adverse events in 355 prospectively followed pregnant 
women exposed to natalizumab. Natalizumab has also been used 
in the third trimester of pregnancy in patients with highly active 
disease, with reports only of minor asymptomatic haematological 
abnormalities in the neonates. 

In the case of ocrelizumab and rituximab, a 6 months interval 
following the last infusion is recommended before conception. 

Data concerning the secretion of DMTs in breast milk and their 
potential risk on the baby are scarce and therefore all DMTs are 
generally contraindicated during breast-feeding.

CONCLUDING REMARKS
Multiple Sclerosis treatment has evolved to incorporate multiple 
considerations beyond annualised relapse rate (ARR), e.g. patient 
factors, biological disease factors, and therapeutic factors. 
Individual risk stratification early after diagnosis is essential to 
avoid prolonged duration of less effective treatments.
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• Think outside the ARR box.
• “Breakthrough disease” is likely a misnomer for 

uncontrolled disease.
• Consider disability indicators beyond EDSS.
• Consider a paradigm shift towards de-escalation 

instead of escalation.
• Constantly update knowledge about risks of high 

efficacy induction therapy.  

TAKE
HOME MESSAGE

References 16-48 available on request.
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A clinical approach to ataxia 

Dr Ozayr Ameen
Neurologist, Cape Town

taxia denotes a syndrome of poor balance and 
coordination involving speech, limbs and gait. It is a 
physical finding not a disease.1 It usually implies a 
disorder involving the cerebellum or its 
connections.2 However, ataxia may also result from 

disturbances of large fibre sensory input to the cerebellum 
especially joint position sense.3 

The clinical approach to patients with ataxia firstly involves 
distinguishing ataxia from other sources of imbalance and 
incoordination, secondly distinguishing cerebellar from sensory 
ataxia and thirdly instituting further investigation based on 
knowledge regarding various causes of ataxia and cerebellar 
disorders, and matching these to the patient presentation, in 
order to complete a cost effective focused evaluation.4

The first key point in the evaluation of a patient with an ataxic 
disorder is to determine what the cause of the imbalance is. Is 
the imbalance and incoordination due to motor weakness? Is 
it due to a vestibular disorder? Is it due to large fibre sensory 
loss? Is it due to a disorder of the cerebellum? Unfortunately 
there are no absolutes and to further complicate matters, it 
is not uncommon for patients with ataxic disorders to have 
overlap with motor, vestibular, sensory, and extrapyramidal 
disorders, making it imperative for the clinician to determine 
early on whether or not the ataxia is the dominant presenting 
feature of the illness or the only feature of the illness. 

In the case of cerebellar diseases causing ataxia a few key 
points need to be made. Firstly, the symptoms and signs of 
hemispheric cerebellar disease imply a lesion that is ipsilateral 
to the signs, manifesting as appendicular ataxia. Lesions of the 
vermis cause truncal and gait ataxia with relative sparing of 
the limbs. Vestibular cerebellar lesions cause disequilibrium 
and an ataxic gait.5 Generalised cerebellar lesions give rise 
to symmetrical symptomatology. Acute cerebellar lesions 
often produce severe abnormalities at onset but show 
remarkable recovery with time. Chronic progressive diseases 
of the cerebellum show more gradual onset with gradually 
increasing ataxia, with persistent and longer lasting effects. The 
experienced clinician, however, will recognise that patients 
with cerebellar lesions, may have remarkably subtle signs. It is 
thus critically important that particular attention is paid to how 
one examines the cerebellum.3 

The cerebellum may be thought of as that brain organ 
associated with the number 3. It has 3 peduncles, 3 blood 
vessels, 3 deep nuclei, a 3 layered cortex, and 3 main functions: 
To modify and determine the rate, rhythm, force and magnitude 
of motor movement, to maintain tone, and to maintain balance.6 

An approach to the ataxic patient must firstly determine if on 
history and examination these functions have been affected. 
Thereafter the clinician must determine based on the temporal 
course of the disease and associated clinical features what the 
most likely aetiology is, and finally the clinician must through 
the judicious use of further investigations confirm or refute 
the hypotheses formed during the first 2 steps and arrive at a 
formal diagnosis. In doing so, appropriate management may be 
instituted, and a prognosis may be ventured. 

Symptoms in patients with ataxia 
Insecurity when walking as well as a sensation of imbalance 
when turning which improves with the feet progressively 
apart suggest the presence of ataxia. When patients report 
a symptom of dizziness, it is always useful to enquire if they 
feel they are more on a boat (implying ataxia) rather than true 
vertigo when the entire environment turns (implying vestibular 
dysfunction). Ataxia which worsens with eye closure implies 
sensory ataxia. Furthermore, patients with sensory ataxia will 
not experience dysarthria or visual symptoms. Furthermore, 
patients with sensory ataxia may also report other symptoms of 
peripheral nerve disease such as paraesthesia or numbness.1,3

Neurological signs in a patient with cerebellar 
ataxia 
Gordon Holmes7 in his Croonian lectures in 1932 is often 
credited with the initial description of cerebellar deficits. 
Lesions of the cerebellum will cause deficits involving gait and 
stance, limb coordination, muscle tone, speech, as well as the 
oculomotor system.1 More recently the role of the cerebellum 
in cognitive function is becoming more and more understood.8 

A few cardinal points regarding each of these: 

• Stance and gait. 
Healthy persons have a spread of feet during normal stance 
of usually less than 12cm. Patients with cerebellar disease 
tend to have a much larger spread of feet during quiet 
stance. Narrowing the stance in patients with cerebellar 
disease will result in increased body sway especially of 
the trunk and head. The gait must be assessed. Patients 
with true ataxia have a widened base and an irregular 
staggering appearance resembling alcoholic intoxication. 
The speed of movements is not severely impaired although 
patients may deliberately slow down in order to keep their 
balance. Patients will often lurch in unpredictable ways. 
Tandem walking is completely abnormal in a straight line 
when patients have ataxia. The Romberg’s sign is positive 
in patients with cerebellar ataxia although this tends to be 
more prominent in patients with proprioceptive or vestibular 
lesions. Also useful is to get the patient to stand on one foot.1,3 
A useful caveat to remember is that in patients with bilateral 
frontal lobes lesions, a gait disorder superficially resembling 
ataxia (Bruns’ ataxia or frontal ataxia) is described. However, 
limb and eye movement signs of cerebellar disease are 
absent, and the gait is narrower based. Other features of 
a frontal ataxia are retropulsion, clumsy leg movements 
and an absence of normal stepping.9 Gait disorders such 
as those associated with dystonia or chorea may also be 
occasionally be mistaken for a cerebellar ataxia. 

• Limb incoordination. 
Here one is looking for action tremor, dysmetria, 
dysdiadokokinesis and rebound. When trying to elicit 
these signs, it is useful to remember that adding weight 
to a limb will often worsen these abnormalities. Classically 
these abnormalities are elicited by using the finger nose 
test as well as the Heel Shin test. Allowing the heel to 
rest on the knee prior to having the patient slide the foot 



Page 8NEURON SA  Volume 13 No 1  Issue 41 2020

down towards the ankle, may elicit an action tremor. When 
performing the Heel Shin test, it is important to keep 
the foot vertical rather than horizontal as most patients 
tend to do. Moving the target and keeping it at the end 
of the extreme of reach is critical when doing the finger 
nose test. When looking for an intention tremor, the 
examiner must observe for oscillation of the limbs that 
show a characteristic increase in amplitude at the end of 
voluntary movement to reach a target. These oscillations 
result from instability at the proximal rather than the distal 
portion of the limbs and are typically perpendicular to the 
axis of motion. In contrast patients with essential tremor 
who do not have any other cerebellar signs may exhibit 
an exaggeration of their tremor at the termination of a 
purposeful movement that is primarily in the distal portion 
of their limbs.1,3 

• Abnormalities of muscle tone and strength may occur 
in patients with cerebellar lesions. Hypotonia may be one 
explanation for the rebound phenomenon seen. Typically, 
cerebellar lesions do not cause a loss of strength in the 
traditional sense, but many patients experience problems 
with sustaining a steady force during sustained hand use. 
This is called isometrataxia.10 

• Oculomotor disturbances. Nystagmus, disorders of 
pursuit, disorders of saccade and saccadic intrusions 
may all occur. It is important when looking for nystagmus 
to stand in front of the patient with the target finger 
approximately 60cm from the patient. The patient is 
then asked to follow the finger as it is moved slowly in all 
direction of gaze. Eccentric gaze must be maintained at 
a 30° deviation from the midline to check for nystagmus. 
The test for nystagmus should last at least 5 to 10 seconds 
in all directions. The fast phase of nystagmus is always 
towards the side of the eccentric gaze i.e. gaze evoked 
nystagmus that is towards the target. This nystagmus is 
usually seen in cerebellar disease but is not specific and 

may be seen in other posterior fossa lesions. This is in 
contrast to patients who have nystagmus from vestibular 
disease. Sometimes gaze evoked nystagmus may fatigue 
and reverse direction after a few seconds when it is called 
rebound nystagmus. Downbeat nystagmus becomes more 
prominent with downgaze or to the side and is typically 
seen in abnormalities of the craniovertebral junction such 
as Arnold Chiari Malformation but may also be seen in 
certain degenerative ataxias. Pursuit movements become 
slow in patients with cerebellar disease requiring catchup 
saccades to keep up with a moving target. Square 
wave jerks may also occur. Saccadic velocity is normal 
in cerebellar disease, but accuracy is impaired so that 
hypermetric and hypometric saccades are seen. Such 
saccades are often followed by a correction saccade in 
the appropriate direction.11 

• Speech and bulbar function. 
Speech is evaluated by listening to the patient speak 
standard phrases – such as hippopotamus, Royal Field 
Artillery, British Constitution or Gereformeerde Kerk. Any 
other phrase may also be used. It is probably useful to 
repeatedly ask patients to say the same things so that one 
gets a feel for what the local dialect normally sounds like 
and therefore one is able to interpret what an abnormality 
of the spoken phrase sounds like. Speech in cerebellar 
disease is characterised by slowness, slurring, hesitations 
and an accentuation of syllables when not needed. There is 
moment to moment variability in the volume and pitch, and 
inappropriate control of breathing resulting in a scanning 
dysarthria. 

• Neurological signs in patients with sensory ataxia. 
This predominantly revolves around defective propriocep-
tion. In addition, deep tendon reflexes may be lost. The 
Romberg’s test will be positive. Many degenerative ataxic 
syndromes have features of cerebellar and proprioceptive 
defects in a variable combination. 

Causes of 
Ataxia

Genetic
SCA

Friedreich’s
other

Congenital
Ataxic cerebral palsy, 

other early insults

Vascular
Ischaemic strokes, haemorrhagic 

strokes, AV malformations, 
superficial siderosis 

Infectious
Cerebellitis, VZV, JC virus, CJD, 

mycoplasma, EBV, HSV, TB, 
toxoplasmosis, Lyme disease 

whipple, syphilis

Toxins/Drugs
Alcohol, anti-convulsant 

therapy, mercury, 5FU, cytosine 
arabinoside, amiodarone, lithium, 
metronidazole, aminoglycosides, 

methotrexate 

Neoplastic
Gliomas, ependymomas,

meningiomas, basal
meningeal carcinomatosis

Immune
Miller Fisher variant of GBS.

Multiple sclerosis, paraneoplastic 
syndrome, gluten ataxia

Deficiency
Hypothyroidism, vit B12, 

vitamin B1, vitamin E

Degenerative
Idiopathic cerebellar atrophies, 

olivopontocerebellar atrophies. Multiple
system atrophy

Figure 1: Causes of ataxia12,13
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An easy way to recall cer-
ebellar symptoms and 
signs is to remember the 
acronym “VANISH DDT” 
pioneered by Professor T. 
Parbhoo at Wits University. 

When approaching a pa-
tient with ataxia, the tem-
po of the illness is critical. 
If the ataxia is episodic, 
one has to think about 
the possibility that one is 

dealing with in episodic ataxia. Paroxysmal kinesigenic choreo-
athetosis is, however, important to remember in the differential 
diagnosis of episodic ataxias. If the ataxia is acute, one would 
have to think about lesions such as stroke, multiple sclerosis, 
infections, parainfectious causes such as acute cerebellitis, 
abscesses, toxic disorders and metabolic disorders such as a 
low sodium (usually under 128mmol/L). When ataxia is suba-
cute i.e. weeks to months, then mass lesions such as gliomas, 
ependymomas, meningeal infiltrates, infections such as CJD, 
PML, and deficiency syndromes such as B12 and B1 deficiency, 
hypothyroidism, immune causes such and paraneoplastic syn-
dromes, need to be considered. More chronic ataxias going on 
for months to years would make the examiner think about slow 
growing mass lesions such as meningiomas, craniovertebral 
junction abnormalities, or the genetic ataxias, as well as some 
of the Parkinson’s Plus Syndromes.12,13 

The presence of associated signs in patients with ataxia may 
help the examiner get to the root cause of the ataxia. For ex-
ample, focal and lateralised brainstem deficits such as facial 
palsy or hemiparesis should one make to think about posterior 
circulation strokes, tumours or Multiple Sclerosis. Visual loss 
from optic atrophy or retinopathy should make one think about 
multiple sclerosis, Friedreich’s ataxia, mitochondrial disease, 
or spinocerebellar ataxia. The presence of papilloedema and 
headache should one think about posterior fossa tumours. In-
ternuclear ophthalmoplegia may raise the possibility of stroke 
or multiple sclerosis. When patients have gaze palsies, stroke, 
multiple sclerosis and the spinocerebellar ataxias should be 
considered. Associated ptosis should make one think about 
the possibility of mitochondrial disease. Slow saccades usu-
ally imply the present of the spinocerebellar ataxias as well as 
ataxia telangiectasia. Downbeat nystagmus should race the 
possibility of a lesion at the craniocervical junction such an Ar-
nold Chiari Malformation. The presence of spasticity and up-
per motor neuron signs should make one look for a posterior 
circulation stroke, a tumour, multiple sclerosis as well as the 
spinocerebellar ataxia and Friedreich’s ataxia. Associated auto-
nomic failure should raise the possibility that one may be deal-
ing with multiple system atrophy. The presence of myoclonus 
should make one think of the illnesses which may cause pro-
gressive myoclonic epilepsy/ataxia such as mitochondrial dis-
eases, Sialidosis and Unverricht-Lundborg disease and Lafora 
body disease. Cognitive decline should make one think about 
the possibility of multiple sclerosis, CJD, PML, HIV as well as 
alcohol as causative factors.12,13 Less well-known illnesses such 
as CANVAS14,15 and CLIPPERS Syndromes may need to be con-
sidered.16  

Appropriate imaging may then be performed. Apart from im-
aging the brain and cerebellum, careful attention must be paid 
when considering a paraneoplastic cause to order appropriate 
radiological investigations such as chest x-ray, ultrasound of the 
abdomen and pelvis as well as mammogram.

Table 1. VANISH DDT (Prof. 
T. Parbhoo, Wits University)

• Vertigo
• Ataxia
• Nystagmus
• Intentional tremor
• Staccato speech
• Hypotonia
• Dysmetria
• Dysdiadokinesia
• Titubation

Many ataxias turn out to be degenerative. In chronic cases 
consider doing genetic testing even in patients without a family 
history of ataxia. Clinicians should remember that although 
many causes of cerebellar disease may be incurable it does 
not mean that symptoms are untreatable. The following table 
below highlights some medications that may be used for some 
symptom treatment options. (Table 3).

Table 2. Brain Imaging abnormalities that serve to 
differentiate the ataxias3,12,17

MR Abnormalities 
Possible diagnostic 
considerations 

Mass in the cerebel-
lum/posterior fossa 

Tumour such as gliomas, posterior fossa 
meningiomas and abscess 

Abnormal 
craniocervical junction 

Arnold Chiari malformation, basilar 
invagination 

Infarcts and vascular 
malformations 

Ischaemic lesions, vascular malformations 

Signal density changes 
in the cerebellum 

MS, acute cerebellitis 

Pure cerebellar 
atrophy 

Inherited ataxias such as SCA6, 5 and 
others, idiopathic cortical cerebellar 
atrophy, other acquired atrophic cerebellar 
diseases such as hypothyroidism, toxic 
diseases and autoimmune ataxias 

Hot Cross Bun Sign MSA 
Pontocerebellar 
atrophy 

Common inherited ataxia such as SCA1, 
SCA2, MJD, ataxic form of MSA

Molar Tooth Sign Joubert syndrome 

Cervical cord atrophy 
Spinal forms of ataxia such as Friedreich’s 
ataxias, vitamin E deficiencies 

White matter changes Leukodystrophies presenting with ataxia, MS 

Table 3. Medication options for symptom treatment12

Symptom Drugs

Ataxia

• Low dose Benzodiazepines
• Buspirone  
• Amantadine 
• Acetazolamide 

Parkinsonian features
• L-Dopa 
• Dopamine agonist 

Cerebellar tremor 
• Propranolol 
• Primidone
• Clonazepam

Nystagmus 
• Baclofen 
• Gabapentin
• Clonazepam 

Dystonia
• Botulinum toxin injections 
• Anticholinergics

Muscle cramps
• Magnesium 
• Benzodiazepines 

Spasticity
• Baclofen
• Benzodiazepines 
• Botulinum toxin injections

Urinary urgency
• Spasmolytic agents
• Adrenergic-receptor blockers

Restless legs

• Dopamine agonist
• L-Dopa 
• Opioids 
• Clonazepam
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2020 Congresses
Event/Congress Date Venue Contact/More information

PainSA 3-5 May 2020 Champagne Sports Resort, 
Drakensberg

Velocity Vision, Janice Candlish: 011 894 1278
painsacongress@velocityvision.co.za
www.painsacongress.co.za

SA ACPAP Congress in association with 
PANDA-SA and SAISI and AACAMH 23-25 May 2020 Wanderers Club

Johannesburg
Tanya Schmidt: tanya@confpartner.co.za
www.saacapap.co.za

Anaesthesia Refresher Course Part II 3-7 June 2020 Colleges of Medicine South 
Africa,Rondebosch, Cape Town

Deidre Raubenheimer: 021 406 6167
deidre.raubenheimer@uct.ac.za

SNSA (Society of Neurosurgeons South 
Africa) congress 2020 8-11 August 2020 CTICC, Cape Town

Europa Organisation Africa
Delight: delight@eafrica.co.za, 011 325 0020
www.snsa-congress.co.za

The clinician is often faced with the dilemma of a person 
with a suspected paraneoplastic cerebellar syndrome. 
Paraneoplastic antibody testing may be useful under these 
circumstances.1 If no malignancy is found initially, then regular 
repeat screening every 6 months for a period of at least 4 years 
should be undertaken unless symptoms dictate otherwise.12

In summary, the clinical approach to ataxia is firstly to determine 
on the history whether the patient’s symptoms are compatible 
with ataxia, and thereafter to do a clinical examination to 
confirm that there is cerebellar or sensory dysfunction causing 
the ataxia, and to rule out other potential causes of the ataxic 
disorder.18 Thereafter depending upon the temporal course of 
the illness, the age of onset, the associated general signs, as 
well as associated clinical signs and radiological features, can 
lead one to a possible diagnosis of the ataxic disorder. Do not 
blame alcohol too quickly. Look carefully for a treatable disorder 
especially in the acute ataxias. Thereafter the institution of 
appropriate further investigations or specialised investigations 
such as genetic or metabolic testing in order to arrive at the 
correct diagnosis of the ataxic disorder should be undertaken. 
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The role of emotional intelligence in managing the 
neurological patient
Penny Castle, B Bus.Sc (University of Cape Town); Professional Certified Coach (International Coach 
Federation)

magine the scene: A patient has come from out-of-town to 
seek a second opinion on a diagnosis of Parkinson’s.

“My doctor doesn’t tell me anything,” she tells her neurologist. 
“He just increases the dose of medicine that wasn’t working 

in the first place.” 

The doctor seems unperturbed as the woman rattles off a list 
of unanswered questions. Periodically, the physician politely 
interrupts to ask the patient more about a symptom or an 
experience of a test. She assures the patient that once the tests 
have been completed, she will have more answers. 

“If we can’t get answers, we’ll keep investigating until we can. 
We are focused on ensuring you have a good quality of life,” 
the neurologist says. She then methodically takes her through 
each test that will be performed over the next 72 hours. 

The neurologist notes that the woman has had an MRI before 
and she reported feeling panicky in the confined space. She 
writes the patient a prescription for a sedative. After checking 
that there are no additional questions, the doctor stands to leave. 

Three things happen virtually simultaneously: First, the 
neurologist notices that the patient winces when she moves 
her hand. Her drip is clearly uncomfortable, but the patient is 
confident that it isn’t painful enough to warrant changing the 
position. Second, a nurse appears at the door, frowning and 
unconsciously tapping a form on a clipboard. She shifts from 
foot to foot. Third, the patient notices the anxious nurse. 

In the blink of an eye, the patient is frowning too. The drip site 
that was merely uncomfortable a few seconds ago now painful. 

What accounts for the abrupt change?
The concept of emotional intelligence (known as ‘EQ’) was 
introduced to the public by Daniel Goleman in 1995.  His model 
remains a powerful tool to explain and improve interpersonal 
dynamics. 

The EQ model com-
prises four areas of 
competence: self-
awareness, self-man-
agement, empathy 
and creating positive 
relationships.

Goleman’s definition 
of self-awareness fo-
cuses on one’s ability 
to monitor both emo-
tions and thoughts 
from moment to mo-
ment. In our example, 
the self-awareness 

question raised is whether the doctor is aware of her own 
thoughts and feelings. 

If the neurologist is able to recognise thoughts and feelings, 
then she has an opportunity to choose what she does next. 

Frustratingly, self-awareness is self-monitored. In the example, 
the patient may have assumed there were problems with her 
test, that she is less important than other patients, or that she 
is going to be treated with the indignity that she has faced 
before. Only the patient knows how she is feeling. She, in turn, 
has no idea what the doctor is thinking. As outsiders, we can 
only notice a change in demeanour.  

A self-aware patient might notice that her thoughts have 
influenced her behaviour. Given that a high proportion of 
neurological patients also have a psychiatric disorder makes 
this self-awareness less likely than in other situations. How 
then does the neurologist interpret what has just happened in 
the above example? 

The first step is to understand the mechanics of how we 
interpret data. 

At any given moment, there are millions of sensory inputs 
available to us: everything that we see, smell, hear, and feel 
is available for us to interpret. Our sensory organs are able 
to transmit data extremely quickly – between 1000 bits per 
second and 10 000 000 bits per second.  By comparison, our 
brains process data at a mere six bits per second.

Emotional intelligence explains how we manage this difference 
through our ability to filter data. Filtering, in turn, is influenced 
by our subjective world views. There is a myriad of historical 
experiences that influence a person’s worldview: Gender, 
ethnicity, faith, level and style of education, income and 
profession are obvious. Other aspects like birth order, divorce 
in families, chronic diseases in a family and marital status are 
less obvious but no less integral influences. Together, all these 
nuggets of data mean that each individual has a different lens 
through which they see the world. 

Self-
Awareness

Self-
Management

Empathy Relationship 
Building

Table 1. Information transmission rates 
(bits per second)

Vision 10 000 000

Touch 1 000 000

Listening 100 000

Smell 100 000

Taste 1000

Reaction

Event

Thinking Fast 
Using Heuristics

Thinking Slow 
Using Broader 

Data Set
Response

Reaction
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If it were possible to present two neurologists with precisely 
the same sensory inputs, their different worldviews would 
mean that they would interpret the situation differently.

Behavioural scientist, Daniel Kahneman, proposed that we 
have two distinct systems of thought. The first – fast thought – 
is based on heuristics, assumptions, and emotional reactions. It 
is useful for quick and obvious decisions like, for instance, don’t 
walk in front of a moving vehicles.

The second system – slow thought – allows for logic, 
calculation, self-awareness, and being mindful of our capacity 
for bias or instinctive emotional displays.  Slow thought is more 
effortful and therefore less biologically appealing compared to 
a knee-jerk reaction like fast thought. 

Neurologists should be mindful of elements where self-
awareness (slow thought) could benefit their behaviour. For 
example, being cognisant of the boundaries of their discipline 
and where other professionals may be needed. 

Self-awareness and slower thinking, like any complicated skill, 
requires cognitive energy and repeated practice to master. 
There are many spiritual and secular practices that are aimed 
at this domain. 

Goleman defined self-management as the capacity to respond 
appropriately to information. Self-management refers to the 
‘how’ not the ‘what’ of our interactions.

Poor self-management can make a medical professional 
appear uncontrolled, aloof or even bad-tempered. It may 
expose the patient to inappropriate behaviour. Irritation, 
impatience and vocal outbursts at support staff are events 
that are commonly witnessed related to this behaviour. There 
is evidence  that a brain process called ‘mirror neurons’ will 
strongly influence patient reactions, meaning that a patient 
will mirror a negative action with their own negative response. 
The research so far has tested for responses to fear, disgust 
and rage. However, the emotionally intelligent doctor should 
assume that all expressions of emotion are ‘catchy’ and act 
appropriately.

In our opening example, the anxiety that was expressed by the 
nurse impacted the patient negatively. In a minuscule period 
of time, the patient shifted her perspective from positive to 
concerned and increased pain. 

In practice, many patients in a clinical setting are frightened or 
cognitively/psychologically impaired. A physician with high EQ 
must assume low EQ from the patient. The duty of care always 
sits with the physician in these situations. 

Low self-awareness and poor self-management in the medical 
team can likely lead to the patient being less compliant, 
biased towards blaming the doctor, and doubtful to complete 
treatments.  

Self-soothing techniques are a useful way of improving self-
management. 

The third quadrant of Goleman’s model is at the core of all 
our social interactions: empathy. Empathy is the ability to put 
one’s self in someone else’s shoes: To be able to imagine the 
thoughts and feelings and sensations that another person is 
experiencing. 

Build self-awareness by writing 
a daily journal of the events in 
your day. Record the thoughts, 
sensations, and feelings that 
you experienced during those 
events.

Self-Soothing technique: 
Breathe in for a count of six. 
Pause. Exhale for a count of six. 
Repeat ten times.  

Reaction

Event

Thinking fast using 
heuristics

Thinking slow using 
broader data set Response

Reaction ReactionSelf soothing

High levels of empathy allow a treating physician to be able to 
imagine what this experience would be like for the other person 
and modify their approach accordingly. A doctor who is able to 
empathise with different kinds of patients is more easily able to 
modify their approach to suit individuals with personality styles.    
For simplicity, let’s consider two types of patients: Passive and 
assertive. Passive patients tend to show more respect, leave 
decision making largely to the medical team and ask fewer 
questions about their condition, treatment or prognosis. 

Assertive patients tend to demand detailed explanations in 
language that they understand, ask more questions and take 
more responsibility in deciding on treatment options.

An empathetic doctor recognises these needs and is therefore 
able to tailor their approach and be aware of the pitfalls of each 
patient style. For example, doctors of passive patients are likely 
to over-rely on results of tests and not collect the same level 
of psychosocial information as they would from an assertive 
patient.
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TAKE
HOME MESSAGE

How to build empathy for passive patients:
• Encourage patient participation and decision-making.
•  Prompt patients to ask questions, e.g. “Would you like me to 

tell you about how this medicine works?”
• Check for patient understanding of diagnosis, treatment 

options and prognosis
• Avoid unbalanced data gathering.

How to build empathy for assertive patients:
• Anticipate patient participation.
• Anticipate detailed questions and direct patients to 

additional sources of information.
• Allow time to answer detailed questions.
• Anticipate patients seeking second opinions. 

The final quadrant of Goleman’s model is relationship 
management. This is probably the easiest quadrant to ‘see’ and 
requires self-awareness, self-management and empathy to be 
effective.

Relationship building allows for building the rapport required 
to gather information and deliver results, even when the 
prognosis is poor. This is an area where many otherwise 

More questions Fewer questions

Active involvement in 
decisions and seek 

second opinions

Decision-making left 
more to physician

Require well explained 
information in layman’s 

language

Respectful

Assertive 
Patients

Passive 
Patients

high EQ doctors come unstuck. Many doctors over-rate their 
communication abilities. Unfortunately, many patients don’t 
agree: poor patient-doctor communication is a common reason 
for dissatisfaction in patients. 

Good communication between patients and doctors allows 
for earlier interventions, better diagnoses, prevention of 
medical crises and fewer expenses. Good relationships have 
the potential to improve patient outcomes and to reduce non-
scheduled patient visits. 

Tips for building relationships quickly
• Structure conversations to be 70% understanding the 

person you are treating, 20% discussing treatment options, 
and 10% agreeing on an action plan.

• Test patient understanding by asking them to tell you what 
they understood.

• Spend twice as much time listening as speaking.
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If you remember only one thing: Spend twice as much time listening as speaking.

EQ dimension Improvement option

Self-awareness allows the physician to recognise 
bias.

Grow self-awareness with daily journaling of 
events, thoughts, feelings and sensations.

Self-management is the need to avoid emotional 
outbursts. The duty of care for self-management 
lies with the physician.

Control triggers using breathing and self-soothing 
techniques.

Empathy is the ability of the physician to place 
themselves in the shoes of the patient.

Develop empathy by treating passive and assertive 
patients differently, considering their preferred 
level of participation.

Relationship growing refers to the skills required 
for the physician to grow trusting relationships with 
their patients.

Grow good relationships by focusing on listening 
and structuring conversations around the patient 
rather than simply the pathology.
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Burnout in neurology

Dr Caroline Lee
Anaesthesiology, Wits Donald Gordon Medical Centre, Parktown, Johannesburg, Convenor SASA Wellness in Anaesthesia 
Support Group

“Neuroscience is by far the most exciting branch of 
science because the brain is the most fascinating 
object in the universe. Every human brain is different 
– the brain makes each human unique and defines 
who he or she is.”

Professor Stanley B. Prusiner. 
1997 Nobel Prize winner for Medicine

“I wanted to be a neurologist. That seemed to be 
the most difficult, most intriguing, and the most 
important aspect of medicine.”

Sir Roger Bannister. 
Neurologist and first person to run a sub-4 minute mile.

f mental stimulation and career satisfaction are the antithesis 
to some aspects of burnout, then neurologists should be the 
happiest and the least burnt out of all the medical specialties.  
Recent surveys point to a different picture.

Burnout is a psychological syndrome characterised by 
emotional exhaustion, depersonalisation (feelings of 
cynicism and detachment), and a sense of reduced personal 
accomplishment (feelings of ineffectiveness) in day-to-day 
work.1 

Burnout is universal among all physicians, irrespective of 
specialty. A 2012 US national survey of 7,288 physicians 
evaluating the rates of burnout across specialties found that 
45.8 % of the respondents exhibited at least one symptom 
of burnout. And when compared to the general population, 
physicians fared much worse than other professionals in the 
workforce.2 The study by TD Shanafelt found that neurologists 
reported one of the highest rate of burnout and career 
dissatisfaction.

The concerning statistics prompted the American Association 
of Neurology to form an AAN Burnout Task Force in 2016 to 
further study neurologist burnout, to determine associated 
factors and develop and disseminate evidence-based 
resources to mitigate burnout and enhance career satisfaction.

NA Busis et al surveyed 4127 member neurologists using 
validated measures of burnout, career satisfaction and well 
being.3 A total of 1671 members responded (40.5 %) and 
approximately 60% of respondents reported at least one 
symptom of burnout. The survey found 53.4% of neurologists 
experienced high emotional exhaustion, 41.4% felt a sense of 
depersonalisation (lack of empathy) and 21.2% reported a low 
sense of personal accomplishment. 

The Medscape Neurologist Lifestyle, Happiness & Burnout 
Report 2019 surveyed over 15,000 physicians and once again 
showed how badly neurologists are faring as compared to 
other specialties.4

Figure 1. Medscape Lifestyle, Happiness & Burnout Report 2019

Figure 2. Medscape Lifestyle, Happiness & Burnout Report 2019

Figure 3. Medscape Lifestyle, Happiness & Burnout Report 2019
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Are neurologists burned out or depressed?

  How happy are neurologists outside of work?

How happy are neurologists at work?
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The Medscape National Physician Burnout & Suicide Report 
2020 continues to show a dismal picture.5

Women are more burned out than men. They not only have 
more family commitments, struggled more with work-life 
balance, but recent data reveal that women take on more 
work at work. They take on more non-promotable work, carry 
more of the weight in collaborative work, as well as care more 
about the well-being of their colleagues and the success of 
the business.

Different generations are compared in this study: Millenials 
(25 – 39 years old), Generation X (40 – 54 years old) and baby 
Boomers (55 – 73 years old). Mid-career is typically the time of 
highest burnout.

Why are neurologists burned out?

The few investigations on the causes of neurologist burnout 
have failed to provide a comprehensive understanding of its 
risk factors. A European study found that the perception of 
work, rather than the actual hours worked, correlated with 
emotional exhaustion and depersonalisation.6

Personal factors include poor coping and adaptive skills, 
inability to separate work and personal life, physical and 
emotional exhaustion, inability to find balance between work 
and home life, poor lifestyle choices.

Systemic pressures include heavy workload, long working 
hours, loss of autonomy, increasing financial pressures to see 
more and more patients, decreased time spent with patients, 
overwhelming paperwork, clinically irrelevant administrative 
requirements and the time-consuming fights with insurance 
companies to get approval to treat patients appropriately.

Professional factors intrinsic to neurology as a specialty include 
the profoundly life-changing nature of some of the conditions 
neurologists treat, the diagnostic dilemmas and the limited 
treatment options available to treat these disorders.

Figure 4. Medscape Lifestyle, Happiness & Burnout Report 2019

Figure 5. Medscape National Physician Burnout & Suicide Report 
2020

Figure 6. Medscape National Physician Burnout & Suicide Report 
2020

Are more women or men physicians burned out?

  Which physicians are burned out? Figure 7. Medscape National Physician Burnout & Suicide Report 
2020
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Figure 8. Medscape Lifestyle, Happiness & Burnout Report 2019
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Some of the comments in the open text section of the AAN 
Task Force study published in Neurology7 expressed some of 
the frustrations.

“Patients with complex neurological conditions need a lot time. 
I am expected to see follow-ups in 15 minutes. It is taking a 
toll on my health because I don’t have time exercise or cook 
healthy foods. [It is] taking a toll on my family.”

 “Another significant factor in physician burnout is the control of 
all aspects of patient care wielded by insurance companies. As 
a physician, I can only recommend or request a diagnostic test 
or medication since the ultimate decision will be made by the 
insurance company.”

What are the consequences of burnout?8-20

Quality and safety 
• Risk of medical errors
• Hospital and individual malpractice suits
• Increased health care associated infections
• Risk of increased patient mortality
• Poor team work and decreased quality of care

Patient satisfaction 
• Decreased patient satisfaction
• Decreased physician job satisfaction
• Decreased patient adherence to treatment and care

Turnover and reduction of work effort 
• Job dissatisfaction
• Loss of physicians and nurses from clinical medicine
• Early retirement
• Collapse of health care delivery system

Health care costs 
• Physician and nurses turnover has serious financial 

implications for the health care providers
• Making more referrals and ordering more tests
• Medical errors
• Malpractice claims
• Absenteeism
• Lower job productivity

Personal consequences 
• Real and often silent suffering
• Alcohol abuse and/or dependence
• Increased suicidal ideations and suicides
• Substance abuse and dependence
• Deterioration of relationships with colleagues as well as 

close personal relationships
• Increased motor vehicle accidents and incidents
• Leave medicine entirely

Am I burned out?
Burnout is a complex syndrome and is considered to have a 
wide range of symptoms. 

There are various questionnaires for self-assessment, the 
best known of which is the Maslach Burnout Inventory.1 This 
was developed for research purposes and not for diagnosis. 
There are also many online web tools available to assess the 
presence of burnout symptoms. 

The Mayo Clinic website (the Well-Being Index) suggests 
answering the following questions:
• Have you become cynical or critical at work?
• Do you drag yourself to work and have trouble getting 

started once you arrive?
• Have you become irritable or impatient with co-workers or 

patients?
• Do you lack the energy to be consistently productive?
• Do you lack satisfaction from your achievements?
• Do you feel disillusioned about your job?
• Are you using food, drugs, alcohol to feel better or to simply 

not feel?
• Have your sleep habits or appetite changed?
• Are you troubled by unexplained headaches, backaches or 

other physical complaints?

Other simple tests include: from the online training website 
Mind Tools:

Figure 9. West CP, et al. JIM June 2018. 283(6):516-29
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It is generally agreed there are three main areas that are 
considered to be signs of burnout:

1. Signs of physical and emotional exhaustion
This may manifest as insomnia, chronic fatigue which does 
not seem to improve with rest, forgetfulness or lack of 
concentration, physical symptoms such as back pain, chest 
pain, shortness of breath and anxiety, loss of appetite, frequent 
illness, anxiety and edginess, irritability and frequent angry 
outbursts. There is reluctance to go to work and a sensation of 
dread for the future.

Feelings of sadness and hopelessness are common and 
suicidal thoughts may arise, leading to alcohol, drugs or 
substance use and dependence.

2. Cynicism and detachment
There is loss of enjoyment in work and daily activities leading 
to reluctance to go to work. Patient interaction is kept to 
the minimum and may become rude or abrupt. Negativity 
permeates most interactions leading to loss of trust in self, 
coworkers and even family members. Initial resistance to 
socialising may eventually lead to complete isolation and 
avoidance of interactions. There may be a sense of emotional 
detachment from people, and work responsibilities. Calls are 
unreturned, emails are not responded to and being late at 
work is common. Irritability to emotional demands and loss of 
empathy often manifest.

3. Feelings of ineffectiveness and lack of 
accomplishment
Feelings of apathy and hopelessness are late signs. There 
is lack of productivity, lack of creativity, increased irritability 
resulting in poor performance and subsequent loss of self 
esteem, feelings of ineffectiveness and uselessness. There is 
often a feeling of “what’s the use?”

If you experience some of these symptoms, it should be a 
wake-up call that you may be sliding down the slippery slope 
into burnout. Burnout is not just chronic stress or chronic 
exhaustion. It does not go away after a few days of rest away 
from work or after a holiday. It does not go away unless you 
make some changes in your life. It is insidious and it creeps 
up on you unawares. Physicians are not always very good at 
accurately calibrating their own illness, distress and sense of 
well-being. They self-diagnose, self-medicate and are not 
known to seek help or medical care easily. Avoidance is a 
coping mechanism. Take time to honestly assess your life and 
what may be causing you distress and what can be changed 
to improve your life. Burnout is a downward spiral. Find ways to 
reduce problem areas before it is too late. 
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