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An Acute Metabolic Encephalopathy, Lactic Acidosis and Stroke-like Episodes
Syndrome Patients with Hyperperfusion Responsive to Steroid Treatment
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Figure 1. First episode. (A) Diffusion restriction lesion of left parie-
to-occipital lobe. (B) Progression of diffusion restriction to the left
temporal lobe was observed. (C) Progression of lesion to the left
insula was observed. (D) Vasodilation or vasoconstriction was not
shown in magnetic resonance angiography.
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Figure 2. Second episode. (A) Fluid-attenuated inversion recovery
image. There is vasogenic edema in right frontal, temporal and
parietal lobe with midline shift. (B) Vasodilation of right middle
cerebral artery was observed (arrow). (C) Perfusion-weighted im-
age. Cerebral blood flow (CBF) shows focal cortical hyperperfusion
on the right temporo-parietal cortex. (D-F) Diffusion weighted
image, acquired diffusion coefficient, and enhanced image show
vasogenic edema. (G) Follow-up computed tomography image.
There is aggravation of midline shift. (H, 1) Follow-up magnetic
resonance image after 3 months. High signal intensity lesions and
vasodilation have been resolved.
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’ Mitochondrial dysfunction ‘

:

’ Decreased ATP availability ‘

/\

Anaerobic metabolism,
lactic acidosis

Impaired ion homeostasis

:

Focal epileptic activity

: :

Increased capillary
permeability

= =

’ Vasogenicedema ‘

Vasodilation and hyperemia

Figure 3. Pathophysiology of vasodilation and hyperperfusion
in stroke-like episodes of MELAS. ATP; adenosine triphosphate,
MELAS; mitochondrial encephalomyopathy, lactic acidosis, and
stroke-like episodes.
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