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Figure.4
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Figure.5
a: HEZ#& (X200)
b: CD56%:%& (X200)
c: chromogranin AZ£ (X200)
d: synaptophysinZf (x200)
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Liver metastases with peritumoral steatosis in neuroendocrine tumor of the pancreas:
a case report
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Summary

A 49-year-old male, who had been treated for a drug-induced liver injury,
presented with strong itching. Blood biochemistry showed elevated levels of
bilirubin and of enzymes released from the hepatobiliary system. He was referred
to our hospital, and a dynamic computed tomography (CT) examination revealed
an enhancing mass in the head of the pancreas, well enhanced in arterial and
equilibrium phases. Multiple liver masses were also revealed, with peritumoral
low attenuation area (mean Hounsfield units were under 0). With abdominal
magnetic resonance imaging (MRI), in-phase MR images (TR 175, TE 4.6)
showed hypointense masses in the liver, and out-of-phase MR images (TR 175,
TE 2.3) showed considerable signal drop-out surrounding the liver masses. These
findings suggested that the multiple liver metastases were surrounded by fat.
Subtotal stomach-preserving pancreaticoduodenectomy (SSPPD) and partial right
hepatic lobectomy was performed. Histologically, the mass in the head of the
pancreas was diagnosed as a neuroendocrine tumor (NET). Histologic evaluation
of the liver lesions revealed metastatic tumors, with fatty liver surrounding them.
Such peritumoral steatosis has been rarely seen in liver metastases of NET. This
unusual pattern of steatosis can be clearly detected on chemical shift MR imag-
ing.

Keywords : peritumoral steatosis, pancreatic neuroendocrine tumor
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