
Mirtazapine Relieves Limb
Paralysis of Unknown
Etiology: A Three-Year Case
Follow-Up

To the Editor: “Mrs. M” is a house-
wife who has had bilateral limb
paralysis (LP) of her legs for the
last 3.3 years; she had no signifi-
cant brain or lumbar spine findings
in MRI of brain or lumbar-spine,
biochemistry examination, and sub-
stance or toxicity screenings by
many departments of internal and
surgical medicine. She was trans-
ferred to our clinic because there
were no pathologic results of medi-
cal examinations. No significant
psychosocial stressors, depression
(Hamilton Rating Scale for Depres-
sion [Ham-D]), or anxiety symp-
toms (Hamilton Rating Scale for
Anxiety (Ham-A) were noted,
except bilateral LP of legs, with
decreased muscle power (MP: score
2), mild anorexia, low back pain
(visual analog scale (VAS) score: 5),
and insomnia. No other neurologic
signs were found except bilateral
LP of legs. Mirtazapine (30
mg/day) was used for the above
complaints with unknown etiology,
and Mrs. M had relief of LP with
less pain feelings (VAS: 3),
increased mp, better sleep, and
appetite within 2 weeks. LP
improved progressively in the fol-
lowing 1 month, with MP return-

ing to normal (score: 5), pain relief
(VAS: 1), and ability to walk with-
out assistance. She continued mir-
tazapine use during the last 3
years; however, she complained
that LP and pain would relapse
with cessation of mirtazapine (MP:
3 and VAS: 4 if she discontinued
mirtazapine use for longer than 1
month). She was still under contin-
uous therapy with mirtazapine (30
mg/day) with good control of LP
and pain up to the present (MP: 5;
VAS: 1). There has been no signifi-
cant psychopathology of depres-
sion (Ham-D: 0–1) or anxiety
(Ham-A: 0–2) during these 3 years.

Discussion
Mirtazapine could enhance firing
rates of dopaminergic neurons and
adrenergic neurons in frontocortical
and corticolimbic areas, such as
frontal cortex, striatum, nucleus
accumbens, and hippocampus.1

Dopaminergic-enhancing agents,
such as L-dopa, has been reported
to facilitate motor recovery in
hemiplegic stroke patients.2 The
precursor of norepinephrine or aro-
matic amino acid decarboxylase
inhibitor could elevate norepineph-
rine level in cerebral cortex and
hippocampus of sensorimotor cor-
tex-ablated rats. The increase in
norepinephrine level was corre-
lated with motor-function recov-
ery.3 Serotonin could give a signifi-
cant number of stroke patients
better outcomes of motor function
after fluoxetine treatment, above

and beyond the depression-treating
effects.4
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