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Fig. 1 Brain CT images on admission.

(A) Brain CT upon admission showed large pituitary tumor in the sella turcica with high density indicating hemorrhagic change (arrow).

(B) Blood flow in the right middle cerebral artery was supplied by the right posterior cerebral artery via the right anterior choroidal artery

(arrow heads). A stenotic lesion was detected at the junction of the right anterior choroidal and the right internal carotid artery.

PAD 8

PAD 40

Fig. 2 Perfusion CT images on days 2, 8 and 40.
Perfusion CT on PAD 2 showed decreased CBE slightly increased CBV and increased MTT in the right middle cerebral artery territory (left
column). These findings were improved on PAD 8 (middle column) and PAD 40 (right column). CBE cerebral blood flow; CBV, cerebral blood

volume; MTT, mean transit time; PAD, post admission day.
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Fig. 3 Diffusion-weighted MR and FLAIR images on post
admission day (PAD) 7.
(A, B) High signal intensity area on DW-MR (TR, 3,072.16 ms; TE,
88 ms) and FLAIR (TR, 10,000 ms; TE, 130 ms), which indicated acute
ischemic stroke was not observed. (C) Pituitary tumor involved the

occluded right internal carotid and the posterior communicating
arteries. (D, E) T;-weighted MR image (TR, 400 ms; TE, 10.88 ms)
showed high signal intensity area (arrow), and T,-weighted MR (TR,
585.95 ms; TE, 16.11 ms) star image showed a low signal intensity area
indicating hemorrhagic pituitary changes. DW-MR, diffusion-weighted
magnetic resonance; FLAIR, fluid-attenuated inversion recovery.
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Serum levels of cortisol and free T4 were measured at four hours after administration of hydrocortisone (0.4 pg/dl) and levothyroxine sodium

hydrate (0.67 ng/dl) on PAD 2. A TIA occurred with disturbed consciousness, left hemiparesis and hypotension on the same day. Hydrocortisone

and levothyroxine doses were increased from PAD 3. Mean blood pressure and body temperature gradually improved and TIA disappeared.

He was discharged on PAD 10. Serum cortisol and free T4 values increased on PAD 40. BT, body temperature; MBP, mean blood pressure;

PAD, post admission day; TIA, transit ischemic attack.

Table 1 Cases of ischemic stroke caused by ICA occlusion due to compression by pituitary tumor and hemodynamic mechanism.
Authors Age Sex Complaint Site of lesion Surgery Outcome SPECT. or
(years) perfusion image
Spallone A 55 F Disturbance of consciousness, Occlusion of No N/A No
left hemiparesis Rt. ICA
Lomban E 57 M Headache, vomiting, Stenosis of Lt. No Hemiparesis No
right hemiparesis ICA
Roidier G 35 M Headache, fever, disturbance of Stenosis of Rt. Yes Hemiparesis No
consciousness ICA
Present case 87 M Disturbance of consciousness, Occlusion of No No Yes

left hemiparesis Rt. ICA

E female; M, male; ICA, internal carotid artery; N/A, not available; Rt, Right; Lt, Left; SPECT, Single photon emission computed tomography.
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Abstract

Case report: transient ischemic stroke caused by internal carotid artery occlusion
due to compression by pituitary apoplexy and hemodynamic mechanism

Go Hashimoto, M.D."”, Shinichi Wada, M.D., Ph.D."”, Fumitaka Yoshino, M.D.",
Takahiro Kuwashiro, M.D., Ph.D.”, Masahiro Yasaka, M.D., Ph.D.” and Yasushi Okada, M.D., Ph.D."

YDivision of Cerebrovascular Medicine and Neurology, National Hospitalization Organization, Kyushu Medical Center

An 87-year-old blind man was admitted due to repeatedly disturbed consciousness and fever. Brain CT showed a
pituitary tumor with a hematoma and an occlusive lesion of the right internal carotid artery. He experienced
consciousness disturbance and left limb weakness with hypotension for a few minutes on the day of admission. We
considered pituitary apoplexy caused adrenal failure with hypotension and transient ischemic attack (TIA) induced by a
hemodynamic mechanism. An increased dose of hydrocortisone improved the fever and hypotension, and resolved
consciousness disturbance. This is a unique example of TIA caused by the occlusive lesion of the internal carotid artery
compressed as a result of pituitary apoplexy and a hemodynamic mechanism.

(Rinsho Shinkeigaku (Clin Neurol) 2020;60:146-151)
Key words: pituitary apoplexy, hemodynamic, adrenal insufficiency, ischemic stroke




