
                                                                                                                      

© 2020 Discovery Publication. All Rights Reserved. www.discoveryjournals.org     OPEN ACCESS 

 
 

ARTICLE 

P
ag

e9
9

5
 

ANALYSIS 

 

 

 

 

Brain Arterio-Venous Malformation (BAVM) 

presenting as status Epilepticus in a female: A 

rare presentation 
 

Aditya Bhagwat1, Sourya Acharya2, Abhinav Mohan3, Amit Baheti4 

 

1Resident, Department of Medicine, Datta Meghe Institute of Medical Sciences (Deemed to be university), Sawangi, Wardha-442001, 

Maharashtra, India  

2Professor, Department of Medicine, Datta Meghe Institute of Medical Sciences (Deemed to be university), Sawangi, Wardha-

442001, Maharashtra, India 

3Assistant Professor, Department of Interventional Radiology, Datta Meghe institute of Medical Sciences, (Deemed to be university), 

Sawangi, Wardha-442001, Maharashtra, India  

4Resident, department of Medicine, Datta Meghe Institute of Medical Sciences, (Deemed to be university), Sawangi, Wardha-442001, 

Maharashtra, India 

 

Corresponding author 

Resident, Department of Medicine, Datta Meghe Institute of Medical Sciences (Deemed to be university), Sawangi, Wardha-442001, 

Maharashtra, India  

Email: aditya605@gmail.com 

 

Article History 

Received: 03 December 2019 

Reviewed: 08/December/2019 to 30/January/2020 

Accepted: 01 February 2020 

E-publication: 04 February 2020 

P-Publication: May - June 2020 

 

Citation 

Aditya Bhagwat, Sourya Acharya, Abhinav Mohan, Amit Baheti. Brain Arterio-Venous Malformation (BAVM) presenting as status 

Epilepticus in a female: A rare presentation. Medical Science, 2020, 24(103), 995-999 

 

Publication License 

 This work is licensed under a Creative Commons Attribution 4.0 International License. 

 

 General Note 

 Article is recommended to print as color digital version in recycled paper.

 

 

 
                 

                CASE REPORT                                                                                                                    24(103), May - June, 2020                        

Medical Science 
ISSN 

2321–7359        
EISSN 

2321–7367 



                             

© 2020 Discovery Publication. All Rights Reserved. www.discoveryjournals.org     OPEN ACCESS 

 
 

P
ag

e9
9

6
 

ARTICLE CASE REPORT 

ABSTRACT 

Brain arterio-venous malformations (BAVM) are thought to be of congenital origin. The myriad clinical presentations of BAVM range 

from being clinically silent, subarachnoid haemorrhage, seizures, headache, and hemiparesis. Around 1 percent of unprovoked 

seizures are caused due to BAVM. We present a case of 40-year-old female who presented to us with status epilepticus for the first 

time in life and eventually was diagnosed as a case of brain arterio-venous malformation in left parietal hemisphere. 

 

Keywords: Parietal Lobe, Seizure, Headache, Hemiparesis, Status Epilepticus. 

 

 

1. INTRODUCTION 

Cerebral arteriovenous malformations (AVMs) are malformed vascular connections that are present between arteries and veins and 

there is no intervening capillary bed or neuronal tissues in between them (Farhat HI., 2011). The incidence of cerebral AVMs in the 

general population is less than 1% and usually may be clinically silent or present with haemorrhages, which are often seen in the 

second or third decade of life (Shahi et al., 2001). Other less common manifestation of AVMs may include other symptoms like 

seizures and those which are related to mass effect or ischemic steal (Friedlander, 2007). Among these patients approximately one-

third to one-half of patients with newly diagnosed previously unruptured BAVMs present with seizures (Stieg et al., 2007; Turjiman et 

al., 1995). BAVMs cause 1 percent of unprovoked first seizure (Shahi et al., 2001). 

 

2. CASE REPORT 

A 40-year-old female was brought by relatives to the emergency department of AVBRH with history of 1 episode of generalised 

tonic clonic seizure which occurred half hour before in her place of residence. Patient was alright half hour back at home and while 

making tea in the kitchen she suddenly fell and had episode seizures. As per the relatives all 4 limbs were involved along with up 

rolling of eyeballs, frothing from mouth and urinary incontinence. 

 

 

 

Figure 1 Lateral View with shoot through vertebral artery showing the multiple feeder branches of posterior cerebral artery (Black 

Arrow)   
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There was no history of prior history of seizure, trauma, fever etc. During their journey to AVBRH in the auto rickshaw patient was 

stuporous and was not responding to verbal commands. In the emergency department patient had another episode of GTCS which 

was controlled with injection lorazepamin the dose of 0.1 mg/kg given intravenously immediately on admission and after 5 minutes 

she was given phenytoin a dose of 20 mg/kg bolus intravenously followed by a dose of 6 mg/kg intravenously as maintenance 

dosages. 

On examination her vital parameters were pulse of 126 beats per minute, respiratory rate of 26 breaths per minute, blood 

pressure of 140/92 MM HG, SpO2 saturation of 80%.she was moving all 4 limbs to deep painful stimulus, pupilwas bilateral semi 

dilated and reacting to light, Bilateral plantar were extensor. Cardiac and respiratory status was normal. Her lab investigation 

revealed blood glucose of 184 mg/dl, Serum LFT, KFT were within normal limits. Serum electrolytes were within normal limits. She 

was immediately subjected to Neuroimaging with MRI Brain which revealed left parietal lobe arterio-venous malformation. She was 

subjected to digital subtraction angiography which revealed high flow arteriovenous malformation in the left parietal cerebral 

hemisphere and the feeder being a branch of left middle carotid artery with venous drainage in the cortical vein and superior 

sagittal sinus (Figure 1, Figure 2). She was advised for endovascular glue therapy of the AVM in view of further risk of haemorrhages 

or seizure activity but patient was not willing for the intervention and was subsequently lost to follow up. 

 

 

 

Figure 2 AP view with shoot taken through the internal carotid artery showing arterio-venous malformation –Nidus (Blue Arrow),the 

draining cortical vein and accompanying sagittal sinus (Red Arrow) and Feeder branches of middle cerebral artery (Black Arrow). 

 

3. DISCUSSION 

Status epilepticus refers to continuous seizure or repetitive, discrete seizures with impaired consciousness in the interictal period. 

Traditionally the duration of seizure sufficient to meet the definition of status epilepticus was thought to be 15-30 minutes. 

However, a more practical definition is to consider status epilepticus as a situation in which the duration of seizures prompts the use 

of anticonvulsants therapy. For Generalised convulsive status epilepticus (GCSE), it is about 5 minutes. Intravenously administered 

diazepam or lorazepam and phenytoin remain the first line therapy for GCSE. 
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The aetiology of seizures in BAVMs remains obscured and still cannot be explained easily by their presence alone because 

similar-appearing arterio-venous malformation can present either with or without seizures. Previously ruptured BAVMs causes 

seizure manifestation which can be explained by gliosis secondary to the intracerebral haemorrhage (Turjman et al., 1995; Stein et 

al., 1980), however seizure presentation in previously unruptured BAVMs is more difficult to explain. Frontal and temporal lobes 

localization of the BAVMs has been reported to be associated with seizure presentation (Hoh et al., 2002). 

It has been thought mass effect of the nidus of brain arterio-venous malformation or associated venous pouches (Hacein-Bey L 

et al., 1995) may be responsible for triggering seizure activity. Whether hemodynamic alterations caused by the often-complex angio 

architecture of BAVMs play a role in seizure manifestation has been a matter of debate. Size and high flow of large BAVM through 

its the arterial feeding vessels were related to seizure susceptibility which was thought to be based on the assumption that the large 

nidus results in a low-resistance vascular bed which redirects the blood away from the surrounding brain tissue which creates local 

hypoxemia in the adjacent brain tissue, which, in turn, may trigger gliosis and seizure activity. This pathological mechanism was 

thought to be as “arterial steal” (Norris et al., 1999; Taylor et al., 2002). However, the actual existence of the arterial steal has been 

questioned because it has been difficult to demonstrate quantitatively (Hacein-Bey L et al., 1995; Mast et al., 1995). Others have 

raised the possibility that seizures are more often related to a disrupted venous outflow pattern than to an inadequacy of arterial 

blood supply (Lasjaunias et al., 1984). 

Management of AVMs is complicated to due to the diseased vessels which replace the normal tissue and the resultant high-flow 

rate (Richter et al., 2012). The management of arterio-venous malformation mainly consists of surgery, vascular embolization or 

endovascular glue therapy or a combination of both. Surgical treatment comprises of wide resection which is difficult and potentially 

hazardous which gets complicated to blood loss during surgery (Hassard et al., 1985). The purpose of embolization is to occlude the 

vessels contributing to the lesion with materials like polyvinyl alcohol particles, muscles, gel foam, cyanoacrylate, metal coils, and 

collagen (Noreau et al., 2001). The combination of embolization and surgery is used to control acute haemorrhage in the acute 

setting and gives time for excisional surgery to be performed letter. In the present case, the patient was advised for endovascular 

glue therapy but patient and relatives were not willing and subsequently patient was lost to follow up. 

 

4. CONCLUSION 

The Mortality associated with status epilepticus is found to be 3-5% the cause of status epilepticus includes space occupying lesion, 

non-compliance to drugs, stroke, CNS infection etc. Thus, it is imperative for clinicians to subject patients for immediate neuro 

imaging. Arterio-venous malformations are a rare cause of status epilepticus and its treatment is preferably interventional coiling. 

 

Consent 

Proper consent was taken from patient for writing case report. 
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