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chorea.

Dr. Jaya Lalwani

ABSTRACT

While chorea and ballismus are the most common movement disorders associated with non ketotic hyperglycemia,
Facio-brachial myoclonic seizure is a very rare manifestation of diabetic ketoacidosis. Here we report a 53 years old
female presenting with facio-brachial myoclonic seizures as an initial manifestation of diabetic ketoacidosis. Here we
report a 53 years old female presenting with right sided facio-brachial myoclonic seizures as an initial manifestation of
DKA and eventually diagnosed as type 2 diabetes mellitus. Myoclonus disappeared with glycemic control. Apart from
expanding the horizon of movement disorders in diabetes mellitus, this case explains about the importance of rapid
bedside measurement of capillary blood glucose among patients presenting with movement disorders is highlighted.
Prompt diagnosis and proper management remains the corner stone.

INTRODUCTION:

Diabetic ketoacidosis (DKA) is a common acute complication
of diabetes mellitus. This causes volume depletion,
electrolyte and acid base imbalance. Nausea, vomiting,
excessive thirst, polyuria, abdominal pain, shortness of
breath are the common presenting symptoms. Non ketotic
hyperglycemia is an established cause of chorea and many
cases were reported but it is not well documented in DKA .

Type 2 diabetes mellitus also develop DKA, due to fast
breakdown of fat into ketones in the liver and this causes the
blood to become acidic. This is called as ketoacidosis. DKA is
less common in type 2 diabetes mellitus, it is usually occurs
due to prolonged uncontrolled blood sugazr, stress, surgery,
infection,and missing doses of medicine.

Myoclonus is characterized by sudden, brief, shock like
involuntary movements, associated with bursts of muscular
activity (positive myoclonus) and silencing of muscular
activity (negative myoclonus) '. Metabolic encephalopathies
(hypo or hyperglycemia) cause positive or negative
myoclonus’.

The horizon of movement disorders in diabetes mellitus is
expanding. While chorea and ballismus are well-recognized
acute potentially reversible movement disorders as the
presenting manifestation of non-ketotic hyperglycemic states
among older type-2 diabetics °, different types of myoclonus
are also being recently reported .

We here in report the case of a 53-year-old female presented
with acute onset of facio-brachial myoclonus seizures. The
patient was found to be suffering from diabetic keto-acidosis
(DKA) and eventually diagnosed as type-2 diabetes mellitus
(T2DM). This case explains about the important of rapid
bedside measurement of capillary blood glucose (CBG)
among patients presenting with movement disorders is
highlighted. Prompt diagnosis and proper management
remains the corner stone.

CASEREPORT

A 53 years old female with no known comorbidities admitted
in our hospital with right sided facio brachial myoclonic
seizures with intact awareness lasting more than two hours
and was not responding to antiepileptics. On physical
examination the patient was awake, obeying oral commands
and was having abnormal, involuntary, rapid, brief and jerky
movements involving face and upper limb on the right side.

She had facio-branchial myoclonic jerks as with asymmetric
involvement of right-side upper limb and face than on left
side and without any abnormal movement of bilateral lower
limbs. These jerks are not associated with any voluntary
action or external clues. Deep tendon reflexes and tone of the

upper limbs are not assessed due to abnormal involuntary
movements. Deep tendon reflex and tone of lower limbs were
normal.

Bedside investigations, capillary blood glucose (CBG) level
was measured and found to be 572 mg /dl. Arterial Blood Gas
(ABG) analysis revealed metabolic acidosis. HBAIC was
measured and was found tobe 9.2 %.

Urine analysis showed ketone positive. Thus a diagnosis of
DKA was confirmed. Other blood investigations were normal.
MRI brain revealed cortical hyperintensity on T2W, FLAIR
involving right parieto-occipital region with adjacent
subcortical white matter hyperintensities. Fundus
examination revealed bilateral Non-Proliferative Diabetic
Retinopathy (NPDR). Seizure was not responding to
antiepileptics but terminated with glycemic control.

Fig 1: MRI Brain

Patient was newly diagnosed of type 2 diabetes mellitus in
DKA with a neurological manifestation. Usually in DKA,
ketones have an anti-convulsant effect owing to intracellular
acidosis and increased GABA, while HHS lowers the seizures
threshold.

DISCUSSION:

Myoclonus is not necessarily representing a pathological
phenomenon. Myoclonus is a symptom of neurodegenerative
or epileptic disorder. Data relevant to its incidence and
prevalence are not well documented '. Symptomatic
myoclonus was the common type. Neurodegenerative and
dementing diseases are the most common cause of
symptomatic myoclonus, about 70% °. The most important
aspect of this case was facio-brachial myoclonus seizures as
the first clinical manifestation in DKA.

Epilepsia partialis continua with secondary generalization *,
facio-brachial dystonic seizures °°'’, Wernicke's
encephalopathy with myoclonus and Anti-GAD antibody
associated limb myoclonus with encephalopathy ' are the
differential diagnosis.

Movement disorder (chorea and ballismus) are noted in
different states of diabetes mellitus. In most of the cases,
chorea is being reported in non ketotic hyperglycemia. In our
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case, we found out DKA is a rare trigger for movement
disorders. With our report we confirmed there is a
relationship between DKA and abnormal movements.

The pathophysiology of movement disorders in DKA is
unclear. This is multifactorial and hyperglycemia is the
important factor. Sheng Feng Sung et al reported that
hyperintensity on MRI brain revealed selective neuronal
death and gliosis. These lesions may produce abnormal
movements sometimes in hyperglycemic state. The focal
neurological deficit is more common in cases of non ketotic
hyperglycemia”. Similarly in our case, patient with type 2
diabetes in DKA, MRI brain showed cortical hyperintensity on
T2W, these may result in movement disorders.

Joana Siva Marques et al”’ reported a case of a female patient
with uncontrolled type 2 diabetes presented with
hyperglycemic hemichorea on the right upper limb. In our
study, we found right sided facio-brachial myoclonus in DKA.

Myoclonus among diabetic patients may generally occur in
the setting of uremia, resulting from diabetic nephropathy",
drug-toxicity”®, or in relation with some rare syndromes".
Dubey etal' reported, diaphragmatic and action myoclonus a
presenting sign in non-ketotic hyperglycemic state in a
previously undiagnosed diabetic woman. Myoclonus as the
presenting feature of diabetic amyotrophy has also been
described '*'°. Myoclonus had been reported in
hyperosmolar hyperglycemic state . Ghia et al” explained, a
17-month-old child presented with opsoclonus-myoclonus-
ataxia syndrome and investigations revealed a thoracic
neuroblastoma and eleven days later, she re-presented with
DKA.

Chatterjee at al reported, a case with previously healthy
patient presented with acute onset facio-brachial myoclonus
for 10 days. She was suffering from DKA and eventually
diagnosed as typel diabetes mellitus “.

Our case is unique from all other previously published cases,
a 53 years old female with no known comorbidities with facio-
brachial myoclonic seizures is an initial manifestation of DKA
intype 2 diabetes mellitus.

CONCLUSION:

Acute movement disorders are usually the presenting
features of non ketotic hyperglycemic state, but acute
movement disorder as the presenting feature of DKA is rare in
type2 diabetes. The importance of CBG measurement among
patients presenting with movement disorders is highlighted.
Prompt diagnosis and proper management remains the
cornerstone.
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