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[Abstract] Objective To introduce the experience of diagnosing and treating one case of pituitary
carcinoma with distinct hormone expressions in primary and metastatic lesions and to improve
understanding of this disease. Methods Retrospective study was performed to analyze the clinical
manifestations, imaging characteristics, histopathologic findings, and treatment information of the patient.
Immunohistochemical staining was done to both primary and metastatic lesions. Results The patient
presented with eye pain and discomfort 4 months posterior to pituitary adenoma surgery. Head MRI showed
multiple abnormal intracranial signals, irregular pituitary contour, and abnormal enhancements of the sellar
region. PET-CT scan showed multiple hypermetabolic lesions. After the first surgery, histological study of
the pituitary tumor showed disseminated tumor cells. The cells were round-shaped or polygonal, with mild
atypia, moderate amount of eosinophilic plasma and round - shaped nuclei with fine chromatin and
unconspicuous nucleoli; mitosis was abundant, while necrosis was absent. The tumor cells expressed P53,
chromogranin A (CgA), with scattered expression for growth hormone (GH) and a Ki-67 index of 80% by
immunohistochemistry. The first pathologic diagnosis was atypical pituitary adenoma. The parietal tumor
cells infiltrated parenchymal after the tumor recurrence. Immunohistochemistry findings were different from
the first one. The tumor cells expressed GH diffusely, with a decreased Ki-67 index of 75%. The second
pathologic diagnosis was metastatic pituitary carcinoma. Conclusions Pituitary carcinoma is a rare
malignant pituitary tumor. Diagnosis relies on radiology and pathology. Surgical resection and
radiochemotherapy are the current treatment of choice but yield poor response. General prognosis of the
disease is poor.
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Figure 1 Pre- and post-operative MRI findings of the first surgery. Preoperative coronal enhanced T/WI showed the sella turcica was
enlarged, and sellar floor subsided. The lesion showed obvious enhancement and high - intensity signal (arrow indicates, Panel la).
Postoperative sagittal enhanced T\WI showed the sella turcica was enlarged, and sellar floor subsided. The lesion showed obvious
enhancement and high - intensity signal (arrow indicates, Panel 1b).
frontoparietotemporal lobes and right frontal lobe (arrows indicate; Panel 1c, 1d). Figure 2 PET-CT findings after the second surgery.
*Ga-TATE-PET CT maximum intensity projection (MIP) showed more lesions than MRI (arrow indicates, Panel 2a). "“F-FDG-PET CT
MIP showed more lesions than MRI (arrow indicates, Panel 2b). “Ga-TATE-PET CT showed multiple hypermetabolic signals (red and
yellow areas indicate, Panel 2¢). "F-FDG-PET CT showed multiple hypermetabolic signals (red areas indicate, Panel 2d).

Postoperative sagittal T/\WI showed subdural hematoma in left
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Figure 3  Postoperative optical microsopy findings of the first surgery. Only a few tumor cells were positive for GH
Immunohistochemical staining (EnVision) x 40 Figure 4 Postoperative optical microsopy findings of the second surgery. HE
staining  The tumor cells grew diffusely with mild atypia and rich mitosis (Panel 4a). %200 The tumor cells infiltrated dura mater
(Panel 4b). x 100 Figure 5 Postoperative optical microsopy findings of the second surgery. Immunohistochemical staining
(EnVision) The tumor cells were diffusely positive for GH (Panel 5a). x 100 The tumor cells were positive for mutant P53 (Panel
5b). x100 Ki-67 labeling index was about 75% (Panel 5¢). x200
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25th Annual Meeting of North American Skull Base Society

will be held February 20-22, 2015 at the Tampa Convention Center in Tampa, Florida, USA. The theme of this year’s meeting is,
"The
professional scientific organizations. The scientific program this year is meant to emphasize the rich interaction that occurs among

the different specialties and how it greatly benefits patients battling difficult skull base pathologies.

Time: February 20-22, 2015
Venue: Tampa Convention Center, Florida, USA
Email: info@nasbs.org

Website: www.nasbs.org

The 25th Annual Meeting of North American Skull Base Society (NASBS) is fast approaching. This silver anniversary meeting

Whole is Greater Than the Sum of the Parts."

The multidisciplinary nature of the NASBS makes it unique among

year’s meeting promises in-depth discussions via breakfast seminars, expert panel sessions, proffered papers and posters.
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