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Plain CT

CE-CT

Fig. 1A CT showed a well-defined sharply marginated mass with mild enhancement in

the left adrenal.

Plain CT

Fig. 1B CT showed a hypovascular lesion in the pancreas head with multiple paraaortic
LNs swelling.
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2I-MIBG

Fig. 2 '*[-MIBG scans showed no accumulation to the left adrenal mass.

S

Fig. 3 '*'I-adosterol scans showed intense uptake in the left adrenal mass and suppression
of the normal adrenal tissue.
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Fig. 4A MRI showed hyperintensity mass in
the pituitary gland on TIWL

Fig. 5 ERCP showed stenotic changes of the
main pancreatic duct.

Fig. 4B CT showed a subcutaneous lipoma in the right occipital region of the head.
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