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Dear Editor,
A 56-year-old female was admitted with dizziness and not 

recognizing surrounding people for 10 days. Total blood count, 
biochemical, hormonal and metabolic tests performed 10 days 
previously were normal. After the initiation of her symptoms, 
piracetam 1800 mg/d and betahistine 48 mg/d were started. The 
patient was admitted to our clinic because her symptoms did not 
improve. She had no history of chronic disease and was taking no 
medication. She was stuporous and her cooperation was limited. 
Her muscle strength was 4/5 in the 4 extremities and deep tendon 
reflexes were hypoactive. In addition, she had generalized rigidity. 
The laboratory tests were as follows: white blood cell: 11 (normal: 

3.5-10.5) K/uL, hemoglobin: 11.1 (normal: 13.5-17.5) g/dL, 
thrombocyte: 212 (normal: 150-450) K/uL, B12: 444 (normal: 
211-911) pg/mL, and folic acid: 8.62 (9-24) ng/mL. Fasting 
blood glucose, liver and kidney function tests, lipid profile, 
creatinine phosphokinase, electrolytes, blood gas test and thyroid-
stimulating hormone were normal in routine biochemical tests. 
No local or systemic diseases were detected. She had no medical 
history or laboratory findings suggestive of intoxication.

Magnetic resonance imaging showed bilateral symmetric 
hyperintense lesions in the nucleus caudatus, globus pallidus, 
and putamen at the level of basal ganglia in T2 and fluid-
attenuated inversion recovery-weighted images. There was no 
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Figure 1. Magnetic resonance imaging; A) T1 axial, B) T2 axial, C) FLAIR coronal, D) T1 contrast axial: Lesions in the bilateral basal ganglia 
are symmetric and hyperintense in T2 and FLAIR-weighted imaging and hypointense in T1-weighted imaging, and there is no pathologic contrast 
enhancement.
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contrast enhancement in the lesions (Figure 1). The lesions were 
hypodense in cerebral tomography, hyperintense in diffusion-
weighted imaging, and hypointense in ADC-weighted imaging 
(Figure 2). The lesions were considered as idiopathic “lentiform 
fork sign”. Valproic acid was initiated with a dose of 1000 mg/d 
for the myoclonic seizures, which occurred at the follow-up. At the 
3-month follow-up, her motions had slowed down and she could 
continue her daily life, partially dependent.

“Lentiform fork sign”, which is a radiologic definition, 
describes bilateral basal ganglia lesions (1,2). Metabolic acidosis 
is the condition that should examined as a priority (1,3). 
Hypoglycemia, hyperglycemia, vascular conditions, hypoxic 
and uremic encephalopathies and intoxications can cause these 
lesions (4). Vasogenic edema is supposed to be involved in the 
etiopathogenesis. Irreversible cystic degeneration may occur due 
to edema (5). Patients without metabolic acidosis presenting with 
“lentiform fork sign”, as in our patient, is rarely reported. It should 
be kept in mind as a rare neuroradiologic condition.
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Figure 2. A, B) Cerebral tomography. C) Diffusion-weighted imaging. D) ADC-weighted imaging: Bilateral basal ganglia involvement and diffusion 
restriction


