
Fibromyalgia syndrome is a prevalent and high-impact 
condition, characterised by a phenotype of widespread 
pain, fatigue, sleep disturbance and cognitive 
problems. A safe and accurate diagnostic approach, 
with exclusion of clinically important mimics, and an 
individualised multimodal framework for management 
are essential to optimising the care and outcomes of 
patients in the primary care setting.

F ibromyalgia is a common chronic pain syndrome associated 
with significant morbidity and societal impact.1,2 It affects 
between 2 and 8% of the population worldwide and is 
more common in women and those with other chronic 

illnesses.3,4 The most characteristic feature of fibromyalgia syn-
drome is widespread pain and tenderness, often accompanied by 
extreme fatigue, poor-quality sleep, cognitive dysfunction and 
psychological distress. 

This constellation of symptoms occurs due to alterations in 
sensory processing pathways in the nervous system, changes 
collectively referred to as ‘central sensitisation’.5 Central sensiti-
sation is a spectrum (Figure 1) with sensitivity varying between 
individuals and even within an individual over time. Patients with 
fibromyalgia develop excessive central sensitivity, resulting in 
normally non-noxious stimuli being amplified and experienced 
as painful or unpleasant. Fibromyalgia is therefore also associated 
with related conditions associated with sensory amplification, 
including irritable bowel syndrome, chronic headache, restless 

legs syndrome, multiple chemical sensitivities and autonomic  
dysfunction.

Our understanding of the pathogenesis underlying fibromyalgia 
and the development of central sensitisation is evolving. Genetic 
susceptibility and familial associations are well recognised, and 
up to 50% of an individual’s risk may be attributable to genetic 
factors, such as polymorphisms that affect neurotransmitter 
function.6 Additional environmental and personality factors 
affecting responses to physical and psychological stress augment 
this predisposition to increased central sensitivity,7 and in most 
patients, a defined triggering event (e.g. medical illness, trauma 
or psychological stress) can be linked to the onset of overt fibro-
myalgia.8 Abnormalities of sensory processing occur in the brain, 
spinal cord and periphery and involve dysfunction of neurotrans-
mitters such as serotonin and noradrenaline, dysregulated central 
hormonal axes and neurogenic inflammation.9 The pathogenesis 
of fibromyalgia is summarised in Figure 2.
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    KEY POINTS

• Fibromyalgia is commonly encountered in general practice 
and affects between 2 and 8% of the population worldwide.

• Abnormal processing of sensory information by the 
central nervous system results in symptoms including 
widespread pain, fatigue, sleep disturbance and cognitive 
problems. 

• Diagnosis is based on the identification of typical clinical 
features and rational investigation for mimicking disorders 
and comorbid disease as guided by individual clinical 
assessment. 

• Education, exercise and psychological strategies are the 
cornerstones of management, with drugs targeting pain 
modulatory mechanisms being useful adjuncts. 

• Primary care is an ideal setting to initiate and co-ordinate 
a multimodal and tailored management strategy for 
patients with fibromyalgia, review progress and provide 
ongoing support.
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FIBROMYALGIA continued 

Diagnosis 
Recognition of the characteristic phenotype 
of fibromyalgia is important in primary 
care, because diagnosis is often delayed.10 
Establishing a diagnosis of fibromyalgia 
not only allows the initiation of targeted 
management, but also leads to improved 
symptoms and reduced costs and health-
care utilisation.11,12 

Although fibromyalgia can exist as a 
stand-alone condition, it is commonly 
comorbid with other chronic diseases. For 
example, studies have found rates of fibro-
myalgia to be as high as 41% in patients 
with rheumatoid arthritis, 18% with type 2 
diabetes and 22% in those with chronic 

heart failure.13-15 Psychiatric diagnoses are 
often also comorbid; about one in five 
patients with fibromyalgia meet criteria for 
major depressive disorder and similar rates 
of comorbid bipolar disorder also exist 
(about 20%).16,17

Therefore, the diagnosis of fibromyalgia 
does not preclude the presence of other 
clinically important illnesses, nor does the 
presence of another disease discount a 
diagnosis of fibromyalgia. Fibromyalgia is 
not a diagnosis of exclusion.18 It should be 
formally diagnosed and managed alongside 
other comorbidities and while additional 
investigations or  specialist evaluation are 
pending. 

Diagnostic approach 
Fibromyalgia should be considered in any 
patient with widespread muscular pain. 
Other commonly reported symptoms 
include fatigue, joint pains, headaches, 
restless legs, numbness or paraesthesias, 
sleep disturbance and impaired memory 
or attention. Rates of commonly associated 
symptoms among patients with fibromy-
algia are shown in Figure 3.19

There is no single diagnostic test for fibro-
myalgia, and the diagnosis is established on 
the basis of typical clinical features and the 
exclusion of mimicking disorders with 
rational investigations directed by clinical 
assessment. Initial work-up of the patient 
should include a careful history and detailed 
clinical examination, focussing on other 
causes of widespread muscular pain. Impor-
tant conditions that can mimic fibromyalgia 
clinically include inflammatory arthritis 
and connective tissue diseases, mechanical 
musculoskeletal problems, hormonal 
 disorders (e.g. thyroid dysfunction, meno-
pause), metastatic malignancy and per-
sisting viral infections. Some examples of 
red flags that should prompt consideration 
of alternative diagnoses and further 
 investigation are listed in Table 1.

In addition to the clinical assessment, a 
basic panel of investigations is also indicated 
to exclude common abnormalities that can 
confound or worsen symptoms of fibromy-
algia. This should include a full blood count, 
basic biochemistry (including electrolytes, 
renal and liver function), thyroid function 
tests, and measurement of inflammatory 
marker, muscle enzyme and vitamin D lev-
els. Additional testing should be performed 
as guided by clinical suspicion (Figure 4).

Diagnostic criteria and symptom 
scores
The American College of Rheumatology 
has developed criteria for fibromyalgia,20 
which may be of aid in the diagnostic pro-
cess, including in primary care (Figure 5). 
It includes a self-report of the  number of 
painful regions over the past week (wide-
spread pain index [WPI]) plus an assess-
ment of central sensitivity symptoms 

Figure 1. The spectrum of central sensitivity and its relationship to fibromyalgia.

Figure 2. The pathogenesis of fibromyalgia. Physical and psychological stressors produce 
changes within the central nervous system, which when combined with genetic vulnerability 
lead to increased central sensitivity and fibromyalgia.
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(symptom severity score [SSS]), which 
include fatigue, sleep disturbance, cognitive 
symptoms, abdominal pain, headache and 
depression. 

Diagnostic criteria for fibromyalgia are 
met if the following are fulfilled:
• generalised pain in at least four of five 

regions (not jaw, chest or abdomen)
• symptoms present at a similar level 

for at least three months  
• WPI of seven or more (maximum 19) 

and SSS of five or more (maximum 
12) or WPI of four to six and SSS of 
nine or more 

• a diagnosis of fibromyalgia is valid 
irrespective of other diagnoses. 

Fibromyalgia symptom score
The WPI and SSS can be added to produce 
the fibromyalgia severity score (FSS), with 
most patients with fibromyalgia having 
a FSS of 12 or more. Given fibromyalgia 
symptoms exist on a continuum, the FSS 
can also be considered to be an assessment 
of fibromyalgia activity or degree of  central 
sensitivity in an individual patient at a par-
ticular point in time. Therefore, in addition 
to diagnosis, this tool may potentially help 
track fibromyalgia activity in affected indi-
viduals, aiding disease monitoring over 
time. The WPI and SSS have replaced the 
previous use of tender points in the current 

fibromyalgia diagnostic criteria; however, 
these tender points are still useful in the 
clinical assessment of fibromyalgia. 

Nonpharmacological 
management
There is no single treatment for fibromyalgia 
and effective management requires a mul-
timodal and holistic approach, considering 

an individual patient’s symptom profile, 
treatment priorities and reversible factors 
exacerbating disease. The aims of manage-
ment are improvement in symptoms, 
 function and quality of life.21 Best results 
occur with multidisciplinary management, 
which may include input from medical spe-
cialists such as a rheumatologist or pain 
specialist and allied health practitioners 

Figure 3. Common symptoms and their frequency in fibromyalgia.19
Figure 4. Investigations in the work-up of 
possible fibromyalgia.
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TABLE 1. RED FLAGS IN THE DIAGNOSTIC WORK-UP OF FIBROMYALGIA

Symptoms or signs Differential 
diagnoses

Possible investigations

• Joint pain and profound stiffness that 
is worse in the morning

• Joint swelling or deformity 

• Rash, alopecia, mouth ulcers, 
serositis, Raynaud’s phenomenon

Inflammatory 
arthritis

• Serology (e.g. ANA, ENA, 
anti-dsDNA, RF, anti-CCP)

• X-rays of affected joints 
looking for erosive change

• Older age of symptom onset

• Night pain 

• Weight loss, night sweats 

• History or risk factors for cancer 

Metastatic 
malignancy

• Imaging (e.g. CT, bone scan)

• Myeloma screen

• Epidemiological risk factors;  
(e.g. born or travelled overseas)

• Fevers, sweats, rigors, weight loss

Systemic 
infection

• Directed cultures/serology 

• Directed imaging

• Objective neurological signs

• Family history or risk factors

Neurological 
disease

• Nerve conduction studies

• MRI brain and/or spine

Abbreviations: ANA = antinuclear antibody; CCP = cyclic citrullinated peptide; dsDNA = double-stranded DNA;  
ENA = extractable nuclear antigen; RF = rheumatoid factor.
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such as a psychologist or physiotherapist. 
The need for a co-ordinated approach and 
 long-term support places the GP in an ideal 
position to build a strong therapeutic 
 relationship and act as a central point of 
contact for patients with fibromyalgia.

The mainstay of fibromyalgia manage-
ment is nonpharmacological and includes 
education, graded physical activity and 
psychological interventions, ideally in 
 combination.22 Some patients require the 
addition of pharmacological therapy for 
symptom management. Comorbid medical 
and psychiatric conditions that can exac-
erbate fibromyalgia should be identified 

and  managed in their own right. The Flow-
chart outlines a recommended approach 
to management of patients with fibromy-
algia and individual components of the 
management strategy are discussed in 
Box 1.23,24 These recommendations are in 
line with the most recent clinical guide-
lines, published in 2017 by the European 
League Against Rheumatism (EULAR).23

Education 
Education is an essential first-line com-
ponent of fibromyalgia management and  
should ideally include:
• discussion of the diagnosis and its 

underlying mechanisms
• management principles
• expected outcomes. 

Family and significant others should 
be included in these discussions as 
 appr opriate. Similar to other chronic 
 conditions,  education in fibromyalgia 
aims to encourage understanding, accept-
ance and ownership over the disease and 
promote self-management,24 and has been 
shown to improve symptoms and func-
tionality, particularly when combined with 
other nonpharmacological measures.25,26 

Patients should be reassured that 
although the disease can be debilitating 

Figure 5. Diagnostic criteria for fibromyalgia, based on American College of Rheumatology criteria.20

PAIN IN PREVIOUS WEEK* (TICK APPROPRIATE BOX) SYMPTOMS IN PREVIOUS WEEK* (TICK APPROPRIATE BOX)

Region Symptom† Score (0 to 3)‡

1. Left upper region 2. Right upper region Fatigue

Waking unrefreshed

Cognitive symptoms

Other symptoms§

□ 0  □ 1 □ 2 □ 3

□ 0  □ 1 □ 2 □ 3

□ 0  □ 1 □ 2 □ 3

Headache □ 1

Abdominal pain  □ 1

Depression □ 1

Left jaw □ Right jaw □

Left shoulder girdle □ Right shoulder girdle □

Left upper arm □ Right upper arm □

Left lower arm □ Right lower arm □

3. Left lower region 4. Right lower region Total symptom severity score [SSS = 0 to 12] B
(add score in each ticked box) 

1. Central sensitivity score = WPI + SSS A+B
(or fibromyalgia severity score, polysymptomatic distress score)

2. Fibromyalgia diagnosis (must fulfil a, b and c)

 a. Pain and symptom score thresholds

  WPI ≥7 □ PLUS   SSS ≥5 □
  or
  WPI ≥4 □  PLUS   SSS ≥9 □ Yes/No

 b. Generalised pain present (pain ≥4 regions,  
  excluding jaw, chest, abdomen)  Yes/No

 c. No other explanatory diagnosis  Yes/No

Fibromyalgia criteria filled =   Yes/No

Left hip (buttock, 
trochanter)

□ Right hip (buttock, 
trochanter)

□

Left upper leg □ Right upper leg □

Left lower leg □ Right lower leg □

5. Axial region

Neck □ Generalised pain
Indicate pain in:
Region 1 (exclude left jaw)
Region 2 (exclude right jaw)
Region 3
Region 4
Region 5 (exclude chest, 
abdomen)
 Total regions: 

Upper back □

Lower back □

Chest □

Abdomen □

Widespread pain index score (WPI = 0 to 19)
(add each ticked box)  A

* Symptoms present at similar level for three months
† 0 = no problem
  1 = slight or mild problems, generally mild or intermittent
  2 = moderate, considerable problems, often present and/or at a moderate level
  3 = severe, pervasive, continuous, life-disturbing problems

‡ Tick appropriate box and count
§ Bothered by in previous six months

FIBROMYALGIA continued 
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and responses to therapy only partial, it 
does not cause irreparable damage and is 
not intrinsically dangerous or degenerative. 
Patients should be encouraged to establish 
treatment priorities and goals, with an 
understanding that day-to-day fluctuations 
are to be expected, and that a realistic target 
is gradual overall improvement, not nec-
essarily complete symptom elimination.

Several supplementary resources 
about fibromyalgia are readily available 
for both patients and healthcare practi-
tioners (Box 2).

Exercise
Exercise therapy is a well-studied, effica-
cious and widely accepted treatment 
modality in fibromyalgia.23 Both aerobic 

and resistance training, which may be 
land- or pool-based, have well-established 
benefits, including reducing pain, decreas-
ing depressive symptoms and increasing 
overall improvement in wellbeing, func-
tion and quality of life.27 Activity should 
be built up very gradually over time, with 
a realistic aim being three to five sessions 
of 20 to 30 minutes per week. Many 
patients benefit from referral to a physical 
therapist or exercise physiologist for assess-
ment and support in designing a tailored 
program, monitoring progress and main-
taining motivation.  

Psychological strategies 
An individual’s psychological or emotional 
state and attitude towards pain can have 

a marked effect on central pain sensitisa-
tion. Psychological strategies should be 
focused both on managing underlying 
depression and anxiety, as well as promot-
ing cognitive strategies for pain manage-
ment. Formal psychiatric assessment and 
management of comorbid mental health 
diagnoses may also be required in some 
patients. Practical assistance for social 
issues that may be driving distress such as 
relationship, financial or work stressors 
should also be sought where possible. 

Cognitive behavioural therapy (CBT) 
is the psychological intervention with the 
most robust evidence in fibromyalgia, 
with benefits demonstrated in reducing 
pain, depression and disability at both 
short- and long-term follow up.28 The 
most success is achieved with trained 
therapists and tailored programs. Other 
mind-body-based therapies including 
mindfulness, biofeedback and relaxation 
strategies may also be beneficial, although 
the available evidence for these techniques 
is of low quality.29

Pharmacological management 
Although nonpharmacological approaches 

MANAGEMENT ALGORITHM FOR FIBROMYALGIA IN PRIMARY CARE23,24

Treat comorbidities
Causes of peripheral pain, 
mood disorders, sleep 
disorders

Review progress

• Focus on overall improvement

• Adherence and barriers

• Medication efficacy and tolerance

• Reassess goals and priorities

Adjustments to treatment plan as indicated

Prioritise individual treatment goals

Patient education

Patient
Consider individual 
priorities and preferences 

Team
Relevant specialists and 
allied health professionals

Community 
Resources to promote 
self-management

Patient with confirmed diagnosis of fibromyalgia

Pharmacological
Selected based on 
symptom profile

Nonpharmacological
Exercise

1. KEY MANAGEMENT PRINCIPLES

• Best results are achieved with a 
multidisciplinary approach aligned 
with treatment goals established by 
the patient. 

• Comorbid conditions, both physical 
and psychological, should be 
optimally managed in their own right.

• Education, graded exercise and 
psychological strategies form the 
cornerstone of fibromyalgia 
management.

• Pharmacological treatments are a 
useful adjunct, but are limited by 
incomplete responses and tolerability.    

• Drugs that modulate abnormal pain 
pathways are preferred, and pure 
opioids should be avoided.

• Follow up should include review of 
symptoms, management and goals, 
with a focus on long-term overall 
improvement.

FIBROMYALGIA continued 
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are the mainstay of fibromyalgia manage-
ment, some patients require the addition 
of pharmacological agents to achieve ade-
quate symptom control. Preferred drugs 
are those that specifically target dysregu-
lated central pain pathways, and the choice 
is individualised based on troublesome 
symptoms (e.g. pain, poor sleep, anxiety), 
side effect profile and potential drug 
interactions. 

The efficacy of pharmacological strat-
egies are traditionally summarised by the 
30/50 rule: about 30% of patients achieve 
50% improvement in pain and about 50% 
achieve 30% improvement, with the 
remaining 20% obtaining less benefit. Use 
of typical agents and dose escalation is 
often limited by side effects, especially 
nausea, dizziness, drowsiness or cognitive 
dulling. Patients may need to trial multiple 
drugs before finding one that is helpful 
and tolerable. An adequate therapeutic 
trial with gradual dose incrementation is 
recommended. Combination therapy is 
useful in some patients, but there is limited 
guiding evidence.30 

Specific medications used in fibromy-
algia that are currently available in Australia 
are discussed below and summarised in 
Table 2.

Serotonin and noradrenaline 
reuptake inhibitors 
The serotonin and noradrenaline reuptake 
inhibitors (SNRIs) duloxetine (off-label use) 
and milnacipran have  evidence for benefit 
when used in fibromyalgia. Fibromyalgia 
is associated with reduced functioning of 
serotonin and noradrenaline pathways in 
the central nervous system and SNRIs, 

which target these reduced neurotransmit-
ter levels, have been shown to have modest 
benefits in improving pain and function.31 
In a meta-analysis of randomised trials of 
duloxetine, the number needed to treat 
for significant pain reduction was eight,32 
with similar response rates seen for 
 milnacipran.33 SNRIs may also benefit 
those patients with concurrent anxiety or 

2. RESOURCES FOR PATIENTS AND GPS

Websites 

• Move – muscle, bone and joint health:  
www.move.org.au 

• Arthritis Australia:  
www.arthritisaustralia.com.au

• Fibro Guide:  
http://fibroguide.med.umich.edu/
aboutus.html

• Pain Health: 
http://painhealth.csse.uwa.edu.au 

• Fibromyalgia Network:  
www.fibronetwork.org.au 

• Brainman YouTube series:  
www.youtube.com/user/
HunterBrainman 

• Pain toolkit:  
https://www.paintoolkit.org/downloads/
toolkits/au/PTK005-TK-AU.pdf

Books

• Butler D, Moseley L. Explain pain,  
2nd ed.  
Adelaide: Noigroup Publications; 2013.

• Davies S, Cooke N, Sutton J. Rewire 
your pain – an evidence-based 
approach to reducing chronic pain. 
Brisbane: Australian Pain Management 
Association; 2015. 

• Nicholas M, Molloy A, Tonkin L, Beeston 
L. Manage your pain: practical and 
positive ways of adapting to chronic 
pain.  
Sydney: HarperCollins Publishers; 
2011.

TABLE 2. DRUGS COMMONLY USED TO TREAT FIBROMYALGIA

Drug Usual dosage Symptom benefit Possible side effects Possible drug interactions

Pain Sleep Fatigue

Duloxetine* 30 to 60 mg daily Yes No Yes Headache, flushing, nausea, 
dizziness, palpitations, increased 
LFTs, serotonin syndrome

Avoid with SSRIs, TCA, MAO-I
CYP2D6 interactions with 
duloxetine onlyMilnacipran 25 to 100 mg daily Yes No Yes

Amitriptyline* 10 to 25 mg at 
night

Yes Yes Yes Drowsiness, weight gain, dry mouth, 
constipation, increased QT interval, 
confusion

Avoid with SNRIs

Pregabalin* 75 to 300 mg daily Yes Yes No Sedation, weight gain, dizziness Uncommon

Tramadol 50 to 100 mg 
twice daily

Yes No No Drowsiness, dizziness, nausea, 
serotonin syndrome

Avoid with SSRIs, SNRIs, TCAs
CYP2D6, CYP3A4 interactions

Naltrexone 1 to 4 mg at night Yes Yes Yes Nausea, headache, dizziness, 
increased LFTs

Avoid with opioids

* Used off label.

Abbreviations: CYP = cytochrome P; LFTs = liver function tests; MAO-I = monoamine oxidase inhibitor; SNRIs = selective serotonin and noradrenaline reuptake inhibitors;  
SSRIs = selective serotonin reuptake inhibitors; TCA = tricyclic antidepressant.
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depressive symptoms.34 It should be noted 
that SNRIs and selective serotonin reuptake 
inhibitors (SSRIs) are not necessarily inter-
changeable in fibromyalgia, and SNRIs are 
preferred due to greater evidence.23

Tricyclic antidepressants
Amitriptyline (off-label use) also acts via 
modulation of serotonin and noradrenaline. 
In fibromyalgia, low doses of amitriptyline 
have modest benefits in reducing pain with 
a number needed to treat as low as 3.54.35 
It may be particularly beneficial in those 
with sleep disturbance, and has also shown 
some effect in improving fatigue.36 Side 
effects of amitriptyline, particularly sedat-
ing effects, can be limiting. Nortriptyline 
(off-label use) is an alternative tricyclic anti-
depressant, with fewer studies being per-
formed in patients with fibromyalgia. 

Gabapentinoids 
Pregabalin (off-label use) is commonly 
prescribed in multiple pain syndromes, 
and exerts its effect by binding to calcium 
channels in the central nervous system. In 
fibromyalgia, it has modest benefits for 
reducing pain and improving sleep in par-
ticular, but less effect on reducing fatigue.34 
Gabapentin (off-label use) has similar 
mechanisms to pregabalin and is cheaper, 
but requires dosing three times daily and 
is less well studied than pregabalin in 
patients with fibromyalgia.23 

Tramadol 
Tramadol is a weak opioid with additional 
serotonin and noradrenaline  reuptake inhi-
bition. A small body of evidence  supports 
its use in fibromyalgia, particularly for 
reduction of pain.23 Prescribers should be 
aware of potential drug interactions and 
risk of serotonin syndrome.

Tapentadol
Like tramadol, tapentadol has a dual mech-
anism of action as both an opioid agonist 
and a noradrenaline reuptake blocker, with 
minimal serotonergic activity. In chronic 
musculoskeletal pain, tapentadol has a 
demonstrated analgesic effect; however, 

there are limited data specific to its benefit 
in fibromyalgia.37

Naltrexone
Small studies of naltrexone, an opioid antag-
onist, have shown reduction in pain com-
pared with placebo in 20 to 30% of patients.38 
Formulation requires a compounding 
pharmacist and larger controlled trials are 
required before naltrexone can be recom-
mended for routine use in fibromyalgia.  

Analgesics and anti-inflammatories 
Although commonly used for pain as a 
first-line treatment, analgesics such as 
paracetamol and NSAIDs have limited 
evidence of benefit in fibromyalgia.39 
 Similarly, glucocorticoids such as predni-
solone have no efficacy over placebo, and 
come with significant risk of side effects.40 
Therefore, they should not be used in 
patients with fibromyalgia unless a comor-
bid indication exists.  

There is also no role for the prescription 
of opioids for fibromyalgia, given a lack of 
efficacy and evidence of significant harm.41 
Longitudinal studies have shown worse 
outcomes in terms of pain, function and 
quality of life in opioid users with fibro-
myalgia. This is likely to be due to numerous 
side effects, risk of dependence and 
 opioid-induced hyperalgesia, which can 
worsen rather than improve pain in this 
population.42

Cannabinoids 
Significant public interest in the role of 
cannabinoids in chronic pain has emerged 
in recent times, and their role in fibromy-
algia is under evaluation. Currently, there 
is insufficient evidence to recommend 
cannabinoids in routine practice. This is 
consistent with the most recent position 
statements published by the RACGP, the 
Australian Rheumatology Association 
(ARA) and the TGA.43-45

Complementary medicines
Several complementary treatment modal-
ities have been investigated in patients with 
fibromyalgia, but studies in this area are 

fraught with methodological and blinding 
difficulties, making recommendations for 
or against most of these modalities diffi-
cult.23 One exception, however, is a recent 
prospective trial of tai chi, which found 
similar or greater improvement in symp-
toms when compared with aerobic exer-
cise.46 Several trials of acupuncture have 
also shown a moderate improvement in 
pain when added to standard therapy,47 
whereas the evidence for massage, hypnosis 
and nerve stimulation is less robust.23 

Patients who wish to pursue alternative 
therapies should be encouraged to com-
bine these with management strategies of 
established benefit.

Conclusion
Fibromyalgia is a high-impact disorder, 
frequently encountered in general practice. 
GPs should be cognisant of the charac-
teristic features of fibromyalgia, to facili-
tate early diagnosis and institution of an 
individualised multimodal management 
strategy including a combination of educa-
tional, physical, psychological and pharma-
cological interventions.  MT  
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