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Fig. 1 Brain CT of Case 1.
Brain CT showed an intracerebral hemorrhage in the right putamen on admission (A). His hematoma had grown
without re-bleeding on day 14 (B), and was then removed endoscopically on day 28 (C). The arrows indicate the edge of
hematoma. Two months later, the hematoma could not be recognized (D).

WER UMD »o 25D TH-o 72 HEIIHREET
CIMEN % PEi% L, RO —#% £ L (3 X 3mm), JRE
~FEH L7z

FRELALREAT WL - B SRR 5 22 D LR S < F
N9, W) o8Bk, MRRER, ARk BiA LKLz
BoRY)7-h, TORICLEONEY T YHEE LTV
7> (Fig. 3). MifAfEikIIeeE L, MEOHED 2 <, Ak 53
HHEZ#zkE L7

JEBI 2 54 1%, HE

FFR T R

BEARE © 1991 4E 12 A, 52 mkly, AT RS, s
BIL, M ABE. AMBEZER BT NI 0> 72 & I B 48 A7
L, & ISR E MR EERZ <, 25 HTREL. 20
B, IR OME D720, BMIEREE B %> T 525,
IS DB 1T A & Do 72

ORFE @ I, MRS E

FIEHE MR 7% L

BURIE 2 EAT O i X 2 MR EIRIZ T & A &7
<, ML L7 HEEE 2% o T/, 1993 4F 11 H, —igH
EATHICEREI L, EESE LG CT ORI E & & o Mk
B L o7z,

ABERE ARFT R, - ks L. A BT E SRR % A
Lwre, MUIHREER REIT R L

TR AT L MRS C U RR I, — e ks, ISR,
BRI BE I B IE A L Do 1. BEES CT Tl s L O
ERURIZIIMNZ A & 72 (Fig. 4A). MED R, JEHER ENS
HWr LT, BER EORMEEREEBI %o/ MIMEOMRE
D7OIMIMEHE B2 o 72705, S BIMOERK & 72
BIMEDRBIIHE DD o7

AR 55E 11 H H O CT TIHUEOR K & A & 7z
(Fig. 4B). EIRIZEZIZ A L O b o 72720, ARG jk
Bl CREBBIR L2 2, MEDS SR 5EMlITALDT
(Fig. 4C), MIED L2V L, U NE YIS THNIRTS



55 : 492

BRPR##E% 55275 (2015:7)

Fig. 2 Brain MRI of Case 1.
Brain MRI showed an intracerebral hematoma in the right putamen with strong edema on day 27. The low intensity

signal (B, broad arrows) on the edge of hematoma was suspected the accumulation of hemosiderin. A; FLAIR image
(1.5 T, axial, TR 9,000, TE 91), B; T,* weighted image (1.5 T, axial, TR 660, TE 24), The edge of hematoma (arrows)
was enhanced by gadolinium (C, D, E). There was no findings of abnormal enhanced signals suggesting neoplasm. C; T,
weighted image (1.5 T, axial, TR 450, TE 17), D; T, weighted image (1.5 T, coronal, TR 500, TE 17), E; T, weighted

image (1.5 T, coronal, TR 4,300, TE 92).
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Fig. 3 The pathological findings of the capsule of hematoma.
The specimen was endoscopically obtained from the hematoma capsule (A). The whole biopsied specimen was shown in the square
(upper left). Some bone tissue were recognized in the specimen (H-E staining). Bar; 1 mm. The pathological findings showed
granulomatous tissue with fibrosis and infiltration of lymphocytes and histiocytes, and also dilated vessels (B, H-E staining). There
was no brain tissue, but some accumulation of hemosiderin. Bar; 100 um. The small square in picture A correspond to the
magnified picture B.

Fig. 4 Brain CT of Case 2.
Brain CT showed intracerebral hemorrhages in the right putamen and left thalamus on the 4th day after onset (A). Both

hematomas were found to be enlarged without change in his symptoms on the 11th day after onset (B) and 32th day (C),
and were then resolved, but the capsules were still recognized on the 53 Day (D).
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Fig. 5 Brain MRI of Case 2.
At age 75, brain MRI showed the old infarct lesions in the right putamen and the left thalamus on T, weighted image

(A, 1.5 T, axial, TR 450, TE 10), and the accumulation of hemosiderin in right putamen, the left thalamus, both occipital
lobes and left temporal lobe on T,* weighted image (B, 1.5 T, axial, TR 572, TE 20).
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Abstract

Chronic intracerebral hemorrhage in the basal ganglia:
Report of two cases and prevalence

Ryuhei Kono, M.D.", Norihiro Ishii, M.D., Ph.D.”, Kazuhiro Takamatsu, M.D.",
Yutaka Shimoe, M.D., Ph.D.”, Shinzo Ota, M.D.” and Masaru Kuriyama, M.D., Ph.D."

YDepartment of Neurology, Brain Attack Center Ota Memorial Hospital
“Department of Neurosurgery, Brain Attack Center Ota Memorial Hospital

Two patients presented with chronic intracerebral hemorrhage (CIH) in the basal ganglia. A 48-year-old man (Case 1)
was admitted to our hospital because of hypertensive right putaminal hemorrhage. On day 14, his hematoma surrounding
the edema had grown without re-bleeding as seen on head CT, which was then removed endoscopically on day 28.
Biopsied specimen of the hematoma capsule showed granulomatous tissue with vascularity. A 54-year-old man (Case 2)
was admitted to our hospital because of bilateral intracerebral hemorrhage in the basal ganglia of the right putamen and
left thalamus. On head CT, both hematomas were found to be enlarged without change in his symptoms on the 11th day
after onset. His symptoms and signs subsided with medical treatment for 4 weeks. Cerebral angiography showed no
abnormality of cerebral vessels. The patient had intracerebral hemorrhage in the basal ganglia or cerebral lobes 5 times
in the past 10 years. Although no arterial or venous abnormality was detected by cerebral angiography and MRI/MRA,
the abnormality of vessels including capillaries was strongly suggested. CIH should be considered a possibility when the
symptom or hematoma does not improve even 2 weeks after the onset. The prevalence of CIH in our hospital was 0.08%
of total intracerebral hemorrhages and 0.15% of hemorrhages in the basal ganglia.

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:490-496)
Key words: chronic intracerebral hemorrhage, basal ganglia, capsule, treatment, prevalence




