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Abstract

Man-in-the-Barrel Syndrome (MIBS) is a syndrome caused by bilateral proximal dominant muscle
weakness, presenting with the patient’s failure to abduct the arms and caused by different etiologic factors.
In this case, MIBS which is developed secondary to the rare cervical myelomalacia will be discussed.
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MIBS was first described in 1969 [1]. It is a disease characterized by paralysis of both
arms, but the cranial nerves and the motor functions of the legs are preserved. For this
reason, the patient with this syndrome appears to be in the barrel. This syndrome is rare
but there are no studies reporting its incidence. The most common cause of this syndrome
is cerebral ischemia; also, cerebral cortex, brain stem, spinal cord, and peripheral nervous
system diseases may cause this [2]. Here, we present a patient with cervical myelomalacia
who presented with MIBS.

Case Report

A 76-year-old woman with known hypertension, diabetes mellitus, hypothyroidism was
admitted with complaints of increased forgetfulness, urinary incontinence and impaired
balance for about 6 years. She was hospitalized with the preliminary diagnosis of Normal
Pressure Hydrocephalus (NPH) because of the expansion of periventricular distances in
radiological imaging. She was conscious and oriented but had limited cooperation. There was
no sign of meningeal irritation and no nuchal rigidity. Her speech was fluent, and she had a
complete understanding. Cranial nerve examination was normal. Motor system examination
revealed bilateral shoulder muscle strength 3/5, elbow muscle strength 4/5 and wrist muscle
strength 5/5. In other words, the patient had proximal dominant muscle weakness on the
upper and lower and the appearance of the MIBS. Deep tendon reflexes were normoactive
bilaterally; Hoffman sign was positive bilaterally; abdominal skin and jaw reflex were normal.
The sensory system examination revealed a superficial sensory defect on the soles of the feet,
the cortical sensation was normal, deep sensation in the lower extremity was decreased.
Extrapyramidal and autonomic system examination was normal. The cerebellar examination
was consistent with motor weakness. She had no ataxia and was spinning in 3-4 steps.
Standardized mini-mental test was 22 points out of 30. The CSF dynamic MRI was consistent
with small vascular disease and advanced encephalomalacia (Figure 1). On cervical MRI,
C4-C5 and D4-D5 vertebrae were fusion with each other, and protrusions accompanied by
dorsal osteophytes, spinal cord compression and accompanying myelomalacia were observed
in C5-6 and C6-7 (Figure 2). Dementia had been attributed to chronic vascular disease. The
current neurological deficit, persistent gait and balance disorder, loss of fine motor skills and
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bladder dysfunction were thought to be due to advanced cervical
stenosis. An elective cervical laminectomy was planned, but it could
not be performed due to additional comorbidities. Conservative
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therapy was suggested. Physical therapy was planned to preserve a
range of motion of the upper extremities. Replacement therapy was
given for vitamin d deficiency.

Figure 1: The CSF dynamic MRI showing small vascular disease and encephalomalacia.

Figure 2: Cervical MRI showing spinal cord compression and myelomalacia in C5-6, C6-7 and D4-5 vertebrae.
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Conclusion
MIBS often occurs with damage to the areas in the bilateral
frontal lobes where the upper extremities are represented
somatotopic ally. This damage is often due to bilateral ischemia or
infarction of the border-zone areas between the anterior cerebral
artery and middle cerebral artery at the level of the motor cortex
of the arm [3-5]. Therefore, these patients have generally poorer
prognosis because of the accompanying neurologic findings [3].
While the involvement of the distal muscles is higher in patients
with supratentorial causes; as in our case, the involvement of the
proximal muscles is more related in infratentorial causes [6,7].
The distinctive features of MIBS from NPH are muscle weakness,
different gait disturbance, loss of the vibration and position sense,
and increased deep tendon reflexes [8,9]. In suspected cases, NPH
and MBS distinction with a detailed physical examination will be
very important for the patient to be guided in terms of treatment.
Treatment of MIBS depends on the underlying disease. These
protocols include management of the cerebrovascular diseases,
hypotension and hypovolemia, malignancies or other central and
peripheral nervous system disorders. Prognosis of this syndrome
also varies according to the cause. Extracerebral conditions have a
better prognosis than cerebral disorders [10]. On the other hand,
the treatment for NPH is an implanted ventricular shunt. The
overall prognosis of NPH remains poor due to comorbidities, a
lack of improvement in some patients following surgery and shunt
complications [11,12].
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