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Introduction

Mitochondrial diseases are a heterogeneous group of diseases, due to

defects in mitochondrial oxidative phosphorylation and can be caused by

mutation in either mitochondrial DNA or nuclear genes that directly or

indirectly interfere with the mitochondrial respiratory chain function.

(Alston 2012; Ng YS 2016)

They are one of the most frequently encountered metabolic conditions

with a prevalence of 12-16 cases per 100 000.

A number of syndromes have been described and can mimic many

neurological or other systemic diseases but often clinicians are more

commonly confronted by non-syndromic presentation. It can affect any

organ but organs with high energy demand such as brain, skeletal muscle

and heart, are more commonly affected. (Alston 2012; Ng YS 2016)

There are some features that should make a clinician raise suspicion for a

mitochondrial disease like exercise intolerance and myopathy,

ophthalmoparesis, eyelid ptosis, sensorineural hearing loss, axonal

neuropathy, hypertrophic cardiomyopathy, optic neuropathy, pigmentary

retinopathy, diabetes, short stature, migraine, and lactic acidosis (Orsucci

2019)

The diagnostic can be made by direct sequencing of mitochondrial genes

or POLG gene in blood, but muscle biopsy remains important in the current

clinical practice and the histopathological hallmarks in muscle makes it an

excellent postmitotic surrogate for study of multisystem mitochondrial

diseases.

There are no effective and specific treatment. Some nutritional

supplements as co-enzyme Q10, carnitine, creatine, dichloroacetate and

vitamin ‘cocktails’ have been tried. Symptomatic treatment and screening

for associated complications remain fundamental

Conclusions

In Liaison Psychiatry the study of various diseases is needed. The mitochondrial diseases are an heterogeneous group of diseases where psychiatric
intervention should be weighted. There’s a potential harmful action of the psychotropic drugs. Based on the scare literature that exists and despite it’s low
quality, the history of the patients, the clinical interview and the description of our colleagues, in the present clinical case, the use of duloxetine was thought
as the better option
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Psychiatric Considerations

It is important to include an underlying mitochondrial disorder in the

differential diagnosis of patients with psychiatric illness in the context of a

particular constellation of findings on presentation and history.

There is increasing awareness that psychiatric symptomatology is common

among patients with mitochondrial diseases. The causality between these

is not well understood. Some think the link is because of the impaired

energy transduction in the brain in these diseases, others highlight white

matter lesions. The most common presentation in these diseases are mood

disorders (Anglin 2012, Magner 2014)

In Liaison Psychiatry the knowledge about various diseases and how the

psychiatric intervention can interfere is fundamental.

Some advise supplementation, particularly coenzyme Q10 on psychiatric

symptoms. (Cozart 2018)

Some Psychotropic medications can worse mitochondrial diseases. Typical

and atypical antipsychotics impair complex I of the mitochondrial

respiratory chain and can worse the metabolic syndrome. Valproate can

induce a carnitine deficiency and should be avoided, because of the risk of

liver failure and status epilepticus, especially in POLG mutation carriers.

Topiramate and other medications with strong anticholinergic effects

should be avoided because they can worse constipation. Many psychotropic

agents’ lower seizure threshold, and seizures is the leading cause of death

in these diseases. (Anglin 2012)

In relation to antidepressants, selective serotonin reuptake inhibitors

(SSRIs) and tricyclic antidepressants inhibit the mitochondrial respiratory

chain and oxidative phosphorylation. SSRIs may worsen cardiac conduction

abnormalities and headaches. (Anglin 2012)

Despite these interactions, some case reports describe the use of

escitalopram (Ju Seok Ryu, 2009). while others describe the use of the

selective serotonin-norepinephrine reuptake inhibitor medication

duloxetine with some success (Cozart 2018, Orsucci 2019). In relation to

this subject, the level of evidence is based in clinical reports and some

reviews.

Aim

Understand the particularities of the treatment of depression in these
type of diseases prompted by a clinical case in Liaison Psychiatry.

Clinical Case

▪ Psychiatry was called by Intensive Care Unit inquiring about the use of antidepressants in a 42 years old female with a Mitocondrial Myopathy in study.
▪ From the information collected, the patient was insidiously less coloborative in rehabilitation and with periods of crying.
▪ In the patient history there was no record of being followed by Psychiatry. She was medicated with antidepressants by her GP for depression and anxiety.

There was also sleep disturbance and algic symptoms. Since 2010 until 2020 she had been medicated with fluoxetine, venlafaxine and at time of admission
with 100 mg of sertraline id.

▪ This patient was tetraparetic and unable to speak. The interview was made by blinking eyes.
▪ The patient was conscious, able to understand, atention was easily focused. The contact was sintonic. Her facial expression was sad. During the interview,

there were some periods of easy crying. There was no suicidal ideation.
▪ Considering the patient history, the information by the collegues, the clinical interview and the literature it was advised the introduction of 30 mg

Duloxetine id.
▪ On re-avaluation 2 weeks later the patient was more active, more comunicative, despite obvious limitations and with a better mood. No crying was saw in

this interview.
▪ Unfortunatly with the progression of the mitochondrial disease, the clinical picture got worse and the patiente developed Delirium.


