How to treat patients with severe stroke
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Stroke is still a major cause of death and morbidity in worldwide. Severe stroke that is representing as malignant middle cerebral ar-
tery infarction still have poor outcome. Devastating cerebral edema can lead to increased intracranial pressure, neurological deterio-
ration, and herniation of the brain. The purpose of this review is to understand the importance of neurocritical care for early de-
tection and treatment of malignant middle cerebral artery infarction and cerebral edema in patients with severe stroke.
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Table 1. EDEMA (Enhanced Detection of Edema in Malignant Anterior
Circulation Stroke) score

Component EDEMA Score Point
Effacement
Yes 3
No 0
Midline shift
0 0
0-3 mm 1
3-6 mm 2
6-9 mm 4
>9 mm 7
Glucose
<150 0
>150 2
Previous stroke
No 1
Yes 0
Intervention (tPA or thrombectomy)
No 1
Yes 0
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Table 2. Candidates of various anti-edema drugs

The candidates of anti-edema drugs
Anti-vasogenic edema drugs

MMP inhibitors

VEGF inhibitors/antibodies

Anti-cytotoxic edema drugs

NKCC1 inhibitors (bumetanide)

SUR1-regulated NCCa-ATP
inhibitors (glibenclamide)

AQP4 inhibitors

Decreased permeability of AQP4

ETB-R antagonists
Decreased expression of AQP4

EPO Ethanol Acetazolamide
Estrogen Progesterone Furosemide
Melatonin Piroxicam Bumetanide
Probenecid Propofol

Simvastatin Bumetanide

MMP = matrix metalloproteinase; VEGF = Vascular endothelial growth
factor; ET = endothelin; EPO = erythropoietin.
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