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Biological Aspects of Fatigue
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3] Z (mental fatigue)
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Stressors
(infections, immunisation, trauma, life events)

Genetic predisposition of biological variables
(HPA axis and glucocorticoid receptors
norepinephrine system)
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5HT1a receptors
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sweating

Anxiety and related
neuropsychological
symptoms

‘ Repetitive/chronic ‘

Downregulation of central Desensitisation of
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‘ adrenoceptor

| Central autonomic tone
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1 Sensitivity of
peripheral adrenoceptors
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Orthostatic intolerance
— postural tachycardia
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response to
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Poor
motivation

‘ Chronic fatigue

A

Fig. 1. Biological model of chronic fatigue based on neuroendocrine functions. Adapted from Chaudhuri and Behan?3. In susceptible
individuals, environmental stressors induce changes in the neuroendocrine axis mainly through the hypothalamic-pituitary-
adrenal axis and the norepinephrine system. ACTH : adrenocorticotrophic hormone, CRF : corticotrophin releasing factor,
5HT : 5-hydro-xytryptamine (serotonin), HPA : hypothalamic-pituitary-adrenal.
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Biological Aspects of Fatigue
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atigue is a significant problem in health care. The relationship between chronic fatigue and psychiatric

disorders has generated significant interest in recent years. Increased rates of psychiatric disorder among
individuals with chronic fatigue have been reported. Fatigue may be defined as physical and/or mental weari-
ness resulting from exertion. The cause of fatigue is complex, influenced by events occurring in both the peri-
phery and the central nervous system. Because fatigue may result from a number of causes, it should be treated
comprehensively. The treatment is largely symptomatic and rehabilitative.
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