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Figure. (A) Initial diffusion-weighted images (DWI) show diffuse symmetrical high signal intensities in insular (arrows), cingulate gyrus
(arrowheads), and diffuse cerebral cortex that are compatible with hyperammonemic encephalopathy. There are no pontine lesions in (B) Initial
DWI and (C) fluid-attenuated inversion recovery (FLAIR) image. (D) Follow-up DWI shows regression of abnormal intensities compare to the (A)
previous DWI. (E) Follow-up DWI and (F) FLAIR images show the newly developed hyperintense lesion of pons (arrow). (G) The graph shows the
serial level of serum sodium (134-139 mEq/L), osmolarity (281-314 mOsm/kg), and daily change of sodium ( A Na/day, -5 to 5 mEq/day). (H)
Another graph shows the serial level of serum ammonia (29-348 pg/dL), total bilirubin (19.03-31.81 mg/dL).
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