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Abstract:

Hyperkinetic movement like chorea is rare in uncontrolled diabetic patients. Increased level of glucose

affects the basal ganglia known as diabetic striatopathy. Synonym of this condition includes

hemichorea-hemiballismus, chorea-hyperglycemia-hemiballismus syndrome, non-ketotic hyperglycemic

hemichorea. We report a 65-year-old woman with uncontrolled diabetes who presented with

unintentional ballistic movements of his right upper and lower extremities making her disabled. Magnetic

resonance imaging of her brain demonstrated findings suggestive of diabetic striatopathy.

Antipsychotics (eg. Haloperidol) helped to control her chorea-like movements. Strict glycemic control

was advised to prevent recurrence.
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Introduction:

Diabetic Striatopathy (DS) is a rare cause of acute onset

hemichorea-hemiballismus and it becomes a good

differential when a patient is diabetic with uncontrolled

blood sugar and presents with abnormal movement1.

To establish a diagnosis of DS, other acute causes of

movement disorder need to be excluded which include

stroke, and Sydenham’s chorea2. Basal ganglia lesions

of different etiology can present in a similar way (3).

Magnetic resonance imaging (MRI) is the key mode of

investigation linked with the medical history for

accurate diagnosis2.

Case Report:

This 65-year-old right-handed diabetic woman

presented with involuntary movement of her right

upper and lower limbs for 5 days. Her past medical

history was unremarkable except for uncontrolled

diabetes for about 20 years and an ischemic stroke 10

years back. She was not on her regular follow-ups and

was not compliant with her medication.

Her abnormal movements started insidiously but

deteriorated rapidly. Her movement persisted when she

was awake but dampened when sitting still in one

place. Initiating movement of any sort made her
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abnormal movement worse. Her relatives observed very

little to no jerks in her limbs during her sleep. Her

movements became violent very quickly and seriously

affected her physically and mentally. She could not

able to hold herself quiet at one place. It was also tiring

due to exhaustion caused by the movements.

The findings of her physical examination showed

hemiballismus localized to her right upper and lower

extremities. Her blood pressure record showed 136/

80 mm Hg, her pulse was regular at 80 beats/ min,

and other vital parameters were unremarkable.  A

neurological examination revealed that she was alert,

oriented, cooperative, and communicating well. Her

cranial nerve functions were intact including normal

fundoscopy examination and normal speech. Her gait

was violent, not following any specific pattern and we

were unable to perform a Romberg’s text on her.

Regarding her limb examinations, there was no

pronator drift. Tone, power, and deep tendon reflexes

were normal. The plantar reflex was bilaterally flexor.

Her sensory findings were also unremarkable.

Her blood parameters revealed hyperglycemia of 15

mmol/L and corresponding urine sugar was 4+, HbA1c

13.3%, S. creatinine 1.4 mg/dl. Serum electrolytes

were within normal limits. Her blood lipid profile

revealed dyslipidemia (Cholesterol 180 mg/dl, LDL 80

mg/dl, TG 470 mg/dl). We have done brain imaging

on her, which showed hyperintensity at the left

lentiform nucleus in the T1 sequence (Figure:1). There

was also a hypo-intensity at pons suggestive of an old

infarct. There was no evidence of acute infarction,

intracranial hemorrhage, parenchymal mass lesion,

mass effect, midline shift, or sign of herniation.

Fig.-1: Sagittal T1 weighted magnetic resonance imaging

of the brain

Her violent movements were treated with haloperidol

2.5 mg twice daily and hyperglycemia was managed

with basal-bolus insulin regimen. The patient

responded very well to the mentioned therapy and

dramatic improvement of symptoms was observed.

Discussion:

DS is a rare condition that was first coined a decade

back for patients of abnormal movement in patients

of hyperglycemia1. Because of the uncommon nature

of the condition, there are only a few case reports and

the nomenclature is not consistent in the articles due

to a poor understanding of this condition2,3.  Any lesion

at the basal ganglia can produce similar symptoms,

however, high blood glucose in the absence of an infarct

or mass lesion makes the condition unique and labeled

as DS. This condition is often known by other names

like hyperglycemic nonketotic hemichorea/

hemiballismus, diabetic hemichorea/hemiballismus,

and hyperglycemic basal ganglia syndrome4. Only a

clinical picture is not sufficient to make this diagnosis5.

On review of the available literature, we have found

that most patients with hemichorea/ hemiballism had

uncontrolled diabetes and their imaging showed

evidence of contralateral basal ganglia involvement6.

This condition is mostly treatable with typical or

atypical antipsychotics combined with control of blood

glucose.

A meta-analysis published in 2020 showed that

putamen is the most involved striatal area (about

78.6%), and MRI is way more sensitive (95.33%) than

CT (78.9%) for identifying the lesion7. This analysis

also recognized the benefit of antipsychotic medication

combined with glycemic control compared with those

managed with glycemic control alone, showing a

respond rate of 76.25 in earlier cohort compared with

25.6% in the later cohort7,8.

There are few analyses done pathologically and

radiologically as attempts to identify the mechanism

behind this. Though definite pathogenesis has yet not

been discovered, the proposed mechanism includes

disruption of the blood-brain barrier, demyelination,

mineral deposition, petechial hemorrhage, and

microinfarction with astrocytosis8.

DS is less common in non-Asian descent, making it

highly underdiagnosed among them. This article could

raise awareness among clinicians to think of DS as a

differential whenever they encounter a patient with

acute chorea/hemiballism-like movement disorder in

a hyperglycemic patient. This will alert the clinicians

to screen those subjects for DS changes on MRI. As

this is a treatable condition and has a great impact on

patients’ quality of life, early diagnosis is important.

Conclusion:

One uncommon neurological symptom in DM patients

is DS. Despite the paucity of treatment guidelines and

the possibility of potentially life-threatening

consequences, it is curable and has a favorable

prognosis if treated appropriately.
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