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Case report
A 50-year-old male right handed known case of essential 
hypertension and  ischemic heart disease presented to our 
Neurosurgery OPD with complains of slurring of speech and focal 
convulsions of tongue and face. There was no history of trauma, 
alcoholism or anti coagulants. We performed CT Brain that revealed 
two contrary lesions, an acute right cerebellar hemisphere non 
hemorrhagic infarct with CSDH of 6 mm width and mild effacement 
of right ventricle without any evidence of midline shift  [Table/Fig-
1,2]. Patient’s PT/INR, bleeding time and clotting time were within 
normal range. Patient was managed conservatively with anti-
hypertensives and anti-platelet (Tablet Aspirin 150 mg OD) along 
with close neurological monitoring. Over a period of two weeks 
patient improved in slurring of speech with no fresh episode of 
convulsion.

After a month patient complained of headache that was persistent 
with no relief on taking pain medications. MRI with MR Angiography 
was advised for further evaluation of stroke which revealed areas of 
altered signal intensity in right cerebellar hemisphere suggestive of 
old ischemic etiology and an increase in size of CSDH with midline 
shift of 4.1 mm towards left. MR Angiography was within normal 
limits  [Table/Fig-3]. In view of increase in size of CSDH and persistent 
headache patient was advised surgical evacuation of CSDH but 
patient did not consent for the surgery and was hence conserved 



with close neurological and coagulation profile monitoring that 
remained normal throughout the period of observation. Anti-platelet 
therapy was continued in view of stroke complicated with ischemic 
heart disease. At subsequent follow up at 5thmonth, CT Brain was 
done that showed complete resolution of CSDH and gliotic areas in 
right cerebellar Hemisphere  [Table/Fig-4].

Discussion 
Chronic subdural haematoma (CSDH) is associated most of the 
times with head injury. Most common age groups being elderly and 
infancy [1,2]. However, other causes of non traumatic CSDH include 
coagulopathy, anticoagulant therapy, vascular malformations, 
metastatic cancer, alcoholism, CSF shunt procedures and seizure 
disorders [3,4]. Traditionally treatment of CSDH has been surgical 
evacuation with dramatic improvement in the clinical condition [5]. 
However, spontaneous resolution have been reported in literature 
by few authors especially in elderly population with Ethem et al., 
reporting it in traumatic SDH in a 35-year-old male [3,4] [Table/
Fig-5].  

Various theories and mechanisms of resolution of CSDH have 
been postulated. Yamashima et al., proposed that the platelet plug 
formation in the microcapillaries reduced microhaemorrhages and 
hence the size of SDH [5]. In those associated with anti coagulation 
therapy stopping of the same might help in reduction of CSDH as 
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ABSTRACT
Spontaneous resolution of traumatic chronic subdural haematoma (CSDH) has been reported in literature. However, those with non 
traumatic CSDH are exceedingly rare and none reported with continued antiplatelet therapy where it itself is an aetiological agent for 
development of non traumatic CSDH. A 50-year-old male presented to us with a non haemorrhagic cerebellar infarct with a concomitant 
CSDH without history of any trauma. Patient’s PT/INR, Bleeding time and Clotting time were normal. Patient was started on antiplatelet 
therapy (Tablet Aspirin 150 mg OD) for the acute infarct. MR Brain at 1 month showed an increased size of CSDH. However patient 
denied surgical evacuation hence we continued conservative line of management, however we continued anti-platelet therapy with close 
neurological and coagulation profile monitoring that remained within normal range throughout the period of observation. CT at 5th month 
showed complete resolution of CSDH. Patient was on antiplatelet drugs throughout the period of observation. Our case argues about 
the role of antiplatelet therapy in patients with CSDH with contrary lesions requiring anticoagulation. 
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[Table/Fig-1]: CT Brain showing acute non haemorrhagic infarct of right cerebellar hemisphere
[Table/Fig-2]: CT Brain showing CSDH of 6 mm width and mild effacement of right ventricle without any evidence of midline shift
[Table/Fig-3]: MRI 4 weeks later shows increase in size of CSDH (14 mm) with midline shift of 4.1 mm towards left
[Table/Fig-4]: CT Brain after 5 months shows complete resolution of CSDH
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Author Year Cases Age (years) Traumatic/ Non traumatic

Nagnuma et al., [6] 1986 4 21-79 Traumatic

Horikoshi [7] 1998 4 68-75 Traumatic

Parlato [4] 2000 5 68-79 Traumatic

Göksu et al., [3] 2009 1 35 Traumatic

Jukovie [8] 2012 1 65 Non traumatic

Yang et al., [9] 2014 1 70 Non traumatic

Our case 2014 1 50 Non traumatic

[Table/Fig-5]: Showing reported cases of spontaneous resolution of traumatic and 
non traumatic CSDH

aspirin and clopidogrel antagonize the aggregation of platelets. 
When anticoagulants are withdrawn the platelet aggregation 
increases, resulting in the increase of bridge of endothelial gap 
junctions and thus reducing the volume of microbleeds [9]. This 
promotes the spontaneous resolution of subdural haematoma 
seconding the mechanism proposed by Yamashima et al., [5].  
Surgical evacuation has been the treatment modality of choice ever 
since however conservative management have been described by 
various authors especially in elderly (> 70 years) with brain atrophy 
with minimal symptoms and mass effect. However, our case of 50-
year-old male (relatively younger age) with non traumatic CSDH 
did not have significant brain atrophy and despite  increase in size 
and symptoms of CSDH with continued anticoagulation therapy 
for cerebellar infarct there was spontaneous resolution of CSDH. 
Due to concomitant acute cerebellar infarct we had to continue 
with anti-platelet therapy with close neurological and coagulation 
profile monitoring as patient denied surgical evacuation of CSDH. 
This throws some light towards management of such patients with 
incidentally noted non traumatic CSDH along with another contrary 
lesion of the brain i.e. non haemorrhagic infarct. Though there is 
high risk of developing subdural haematoma with simultaneous use 
of aspirin and clopidogrel the absolute risk is low [10]. Probably 
the resolution of CSDH would take its normal course as stated by 
Yamashima et al., if the coagulation profile is monitored strictly for 
this group of patients who would require aspirin and clopidogrel for 
another contrary lesion [5]. 

Conclusion
The case highlights that certain selected cases of CSDH can be 
conserved if situation demands without compromising on anti-
platelet therapy especially when associated with ischemic heart 
disease wherein stopping anti-platelet therapy might be detrimental. 
However, further studies will be required to affirm the role of anti-
platelet agents in patients of non traumatic CSDH with contrary 
lesions of the brain.
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