
INTRODUCTION

Mineralizing angiopathy with basal ganglia infarct after a minor 
trauma is a rare clinico- radiological entity. It occurs in less than 2% of 
all childhood stroke. Lenticulostriate vasculopathy is characterized by 
thickened hypercellular vessel walls with intramural and perivascular 
mineralization, which can be picked up easily by neurosonography, but 
exact etiology is not known. The proposed mechanism of stroke include 
transient arterial spasm, mechanical disruption of flow in the perforating 
arteries after a trauma leading to subsequent thrombosis. The presenting 

symptoms include hemiparesis following trauma and child usually have 
good neurological outcome with rare chances of recurrence.

CASE  REPORT

We report a case of one year old female child who presented with 
acute left sided hemiparesis with left UMN facial palsy following a triv-
ial fall while playing. No history of loss of consciousness or seizures or 
fever was documented. Birth and perinatal history was uneventful. 
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ABSTRACT
Introduction: Acute basal ganglia stroke after minor trauma associated with mineralization of lenticulostriate arteries in 

infants is a distinct clinic-radiological entity. Lenticulostriatevasculopathy is characterized by thickened hypercellular vessel 
walls with intramural and perivascular mineralization, which can be picked up easily by neurosonography, but exact etiology is 
not known.

Case Report: We report a developmentally normal one year old female child who presented with acute left sided hemiparesis 
with left UMN facial palsy following 48 hrs of trivial fall while playing. Baseline blood investigations revealed iron deficiency 
anemia. Coagulation profile, procoagulant profile and metabolic profile were normal. MRI brain revealed acute non hemor-
rhagic infarct of right caudate and lentiform nucleus. CT brain showed calcification over bilateral putamen suggestive of miner-
alizing angiopathy of lenticulostriate arteries. MR angiography was normal. She was started on antiplatelet drugs, iron supple-
mentation and physical rehabilitation. Patient showed gradual improvement with complete recovery with in 1 month and fol-
lowed up for 1 year. 

Conclusion: We emphasize mineralizing angiopathy is one of the differential diagnosis of any infant or toddler presenting 
with hemiplegia following a minor trauma. CT brain should form an essential part of work up in these children. Neurological 
outcome in most these children are excellent with a rare chance of recurrence.
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Figure 1: MRI BRAIN ---axial section-ADC/DWI sequence 
showed diffusion restriction over right caudate nucleus 
and lentiform nucleus.

Figure 2: CT Brain ---plain-axial section-showed hypodensities 
involving right caudate and lentiform nucleus and 
punctuate calcification over bilateral putamen.
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Developmental history was normal. There was no significant past and 
family history. On examination child was irritable and significant pallor 
was present. Neurocutaneous markers were absent. Neurological exam-
ination revealed left UMN facial palsy and motor examination showed 
left sided hemiparesis with decreased tone, grade 3 power, exaggerated 
deep tendon reflexes and bilateral extensor plantar response. Over next 
few days child developed spasticity over left upper and lower limbs 
with exaggerated deep tendon reflexes over same side. Fundus examina-
tion was normal. Rest of the neurological and other systemic examina-
tion was normal. On further investigations CBC- revealed pallour [ Hb - 
9.2 gm/dl, TLC --- 9800 / mm3, P32, L67, Platelets count 3,26,500/ 
mm3 ; Peripheral smear showed microcytic hypochromic RBCs], 
Coagulation profile, S. Electrolytel, Homocysteine, Torch titres and 2D 
echo was Normal, Sickling test --- Negative.

MR Angiography --- Normal. She was started on aspirin @5 mg/kg/
day, and continued for 6 months, tonoferon for 3 months for anemia and 
physical rehabilitation was initiated. Child gradually showed improve-
ment in tone and power of the limb with complete recovery with in 1 
month and followed up for 1 year.

DISCUSSION

Basal ganglia infarcts in infants below the age of 18 months occur 
in less than 2% of all childhood strokes and constitute a rare clinico-ra-
diological entity. Basal ganglia strokes in infants after minor trauma 
have been reported previously; however, awareness regarding their 
co-existence with mineralizing angiopathy has recently been estab-
lished1-3). The infants did not show any predilection for a particular gen-
der, geographical, socioeconomic, or cultural backgrounds, or any par-
ticular ethnic group. These observations are comparable to previous 
case studies1-7). Our patient CBC[Hb-9.2] revealed anemia. Anemia sup-
presses dopamine neurotransmission, which may have neurological con-
sequences8), hence treating anemia is important. Some authors have stat-
ed that basal ganglia calcification and cytomegalovirus infection are the 
potential risk factors, whereas others have attributed the infarct to vas-
cular mineralization3-5). A detailed history of any traumatic events pre-
ceding the stroke must be recorded. Further, as the pediatric strokes 
have multifactorial etiology, work up for other causes is also mandatory. 
The reported case was an infant who developed basal ganglia stroke 
after trivial trauma with good neurological outcome after starting anti-
platelet drugs and physical rehabilitation. Her clinico-radiological pre-
sentation was thus consistent with mineralizing angiopathy with basal 
ganglia stroke. MRI most of the time may fail to identify mineralizing 
angiopathy of lenticulostriate arteries. When a gangliocapsular infarct is 
identified in an MRI in the age group of 6 months to 24 months, it is 
preferable to do a thin sliced multiplanar reconstruction CT to delineate 
linear calcification in lenticulostriate vessels. If there is a clear-cut evi-
dence for mineralizing angiopathy of lenticulostriate arteries in the CT 
scan, the expensive battery of further etiological investigations may be 
avoided. This clinicopathological entity has a very favorable prognosis 

with apirin, but the role of aspirin as well as the duration of treatment in 
this condition is not certain at the moment. Most of the previously 
reported cases had a relatively good prognosis without any residual neu-
rological deficits. However, some patients had recurrent strokes and 
developed persistent residual weakness along with dysarthria3,4). But the 
numbers are too small to make firm conclusions. Multicentric cohorts 
with a larger number of patients and longer follow-up periods may be 
one way forward to clearly delineate the recurrence risk and the role of 
long-term antiplatelet agents in this syndrome.

CONCLUSION

Mineralizing angiopathy may be an underrecognized cause of pedi-
atric stroke. Thin-section spiral CT with multiplanar reconstructions 
may be prudent in children developing focal deficits following trivial 
trauma. Further research is required to explore the mechanisms underly-
ing mineralizing angiopathy and long-term prognosis of such patients. 
We emphasize mineralizing angiopathy is one of the differential diagno-
sis of any infant or toddler presenting with hemiplegia following a 
minor trauma. CT brain should form an essential part of work up in 
these children. Neurological outcome in most of these children are 
excellent with a rare chance of recurrence.
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