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Exercise as a Treatment for Depression: Evidence and Limitations 

Depression is among the most prevalent mental health conditions globally, affecting 

an estimated 280 million people (World Health Organization, 2023). While pharmacological 

and psychotherapeutic treatments remain the standard of care, there is a growing body of 

evidence suggesting that structured exercise can produce clinically meaningful reductions in 

depressive symptoms. This essay argues that exercise is a legitimate adjunct treatment for 

mild to moderate depression, though it should not be positioned as a standalone alternative to 

evidence-based therapies in clinical populations. 

The biological mechanism most frequently cited in support of exercise as an 

antidepressant involves monoamine neurotransmitters — specifically serotonin, 

norepinephrine, and dopamine. Aerobic exercise has been shown to increase the synthesis 

and release of these neurotransmitters in regions associated with mood regulation (Dishman 

et al., 2006). A second mechanism involves brain-derived neurotrophic factor (BDNF), a 

protein critical to neuronal growth and synaptic plasticity. Carek et al. (2011) found that 

exercise significantly elevated BDNF levels in participants with depression — an important 

finding given that low BDNF is a consistent neurobiological marker of the condition. 

The clinical evidence is reasonably strong for mild to moderate presentations. 

Blumenthal et al. (1999) conducted a randomised controlled trial comparing aerobic exercise, 

antidepressant medication (sertraline), and a combination of both in adults with major 
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depressive disorder. After 16 weeks, all three groups showed comparable reductions in 

depressive symptoms, leading the researchers to conclude that exercise alone was as effective 

as medication for this population. A Cochrane review by Cooney et al. (2013) analysed 39 

trials involving over 2,000 participants and found moderate evidence for a significant 

antidepressant effect of exercise compared with control conditions. 

The case for exercise is considerably weaker at the severe end of the diagnostic 

spectrum. Patients with severe depression frequently experience anhedonia — a loss of the 

capacity to feel pleasure — and profound fatigue, both of which are direct barriers to 

initiating or sustaining an exercise regimen. Prescribing exercise to a severely depressed 

patient without concurrent clinical support may be ineffective and, in some cases, 

counterproductive if the patient's inability to maintain the regimen reinforces negative self-

evaluation. The existing RCTs are also subject to significant methodological variability in 

terms of exercise type, intensity, duration, and outcome measurement, making it difficult to 

establish a standard therapeutic dose. 

Exercise has a legitimate evidence base as an adjunct to treatment for mild to 

moderate depression and should be considered as part of a broader treatment plan. Its 

biological mechanisms are plausible, the clinical evidence is reasonably consistent, and it 

offers a low-cost, low-risk intervention. However, the limitations of the existing evidence and 

the specific barriers faced by severely depressed patients mean it should complement rather 

than replace established clinical treatments. The most productive clinical question is not 

"exercise or therapy" but "how can exercise be integrated into a treatment plan in a way the 

patient can sustain." 


