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A Case of Huge Calcified Pituitary Adenomsa

Dong Been Park, M.D., and Sun Ho Chee, M.D., D.M.Sc.

Department of Neurological Surgery, Ewha Womans Universiiy College of Medicine

A case of a huge, densely calcified chromophobe adenoma is reported with references

reviewed,
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[J Explanation of Figures [

Fig. 1. Bone destruction is noted with enlargement of sella.

Posterior clinoid

process and dorsum sella are markedly destroyed. No calcification is seen.

Fig. 2-A. The AP view reveals marked elevation of Al segment of ACA and
elevation and lateral displacement of suprasella segment of ICA. Cross

circulation is failed due to nonvisualization of contralateral artery.

Fig. 2-B. The AP view reveals marked dome-shaped elevation of Al segment

of ACA and elevation and lateral displacement. of ICA. The angiegraphic

sylvian point is relatively in normal position,

Fig. 3-A, B. The computed tomographic examination of the brain reveals mult-

iple conglomerated rounded

isodense masses in the intra and suprasella

region with parasella extension and subfrontal extension. There is curvi.

linear calcification of right lateral margin of mass. The suprasella cistern

is completely obliterated by the mass. There is marked bony erosion of

dorsum sella and floor.

Fig. 4. Seciion shows uniform round tumor cells

with fibrillar eosinophilic

cytoplasm. There is no necrosis or hemorrhage,
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