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Case 3-2018
A 5-Month-Old Boy with Hypoglycemia
(N Engl ] Med 2018;378:381-9)
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Figure 2. Abdominal Ultrasound Images.

Sagittal images of the kidneys (Panels A and B) show
bilateral nephromegaly, slightly hyperechogenic renal
parenchyma bilaterally, and an enlarged liver with in-
creased echogenicity of the parenchyma (Panel A, asterisk).
A transverse image of the midabdomen (Panel C) shows
diffusely increased echogenicity of the liver parenchyma.
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