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Fig.1. The pre—contrast CT scan shows a
huge cystic mass surrounded with high
density in the right trontotemporal
ayga and midline shifting to the left
side.

Fig.2. The post-contrast CT scan shows
thick enhanced margin of the mass.

Fig.3. ” scantl isuahzd mlford essel
in the frontal area.

2F3E AL AL $+ Y ¥ AFdHA
t]2o] en blocke z & FoldtA AAZ F
(Fig.4), 52 2 o3 254, interventricular
foramenz} v o] wetEo] SgAok AIFAA
B oh(Fig.5). A4 AHF A=rg ok

Hass Ad 1 2ad 599 At g 4o
hemosiderino] X #H5e] gt wlad Fed Af
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ol 4 7] 7kel 2}
2ol 4R Fro] A FEHE £4E vy

Fig.4. Removed mass, measureing about 5X5

Cm.

After total en block removal of the
mass, operative field shows contrala-
teral and ipsilateral lateral ventricles,
interventricular foramen, and choroid

plexus.

Fig.6. Patologic slide shows hemosiderin
deposit within fibrous tissue.
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Fig.7. In the post-operative 2nd weeks, the
CT scan shows a dilated lateral

ventricle and cerebrospinal fluid
collection in the site of mass.
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—Abstract—
Organized Expanding Spontaneous Intracerebral Hematoma

Byung Yearn Choi, Choong Bae Moon, and Soo Ho Cho

Department of Neurosurgery,
College of Medicine, Yeungnam University,
Taegu, Korea

The authors report a case of massive spontaneous intracerebral hematoma in a infant, caused
by bleeding from cryptic vascular malformation associated with vitamin K dependant factor defic-
iency. The bleeding was initiated by vitamin K dependant factor deficiency, then 3 weeks later
hematoma was expanded by rebleeding from malformed vessel after PT and PTT had been returned
to normal values. The well circumscribed organized old hematoma with fresh expanded bleeding
component within a huge rusty colored cystic fluid cavity was recognized in operative field and

pathological ground.



