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MR Imaging of Intracerebral Hematomas: Sequential Changes of Signal
Intensities on a 0.2T Permanent Magnetic System
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We performed 67 examinations in 27 patients with intracerebral hemorrhage on a 0.2T permanent
magnet system. MR appearance of the hematomas on T-1 weighted and T-2 weighted images (T1WIs,
T2WIs) was carefully evaluated according to the chronological course of the lesions after the ictus.

The signal intensity of each hematoma was classified into four stages in terms of the degradation
process of hemoglobin.

Four hematomas examined within 24 hours after the ictus (ultraacute stage) appeared slightly
hypointense or isointense relative to the normal brain tissue on T1WIs and markedly hyperintense on
T2WIs. Three of those lesions became partially or totally hypointense on T2WIs at the actue stage (one
to three days after the ictus), though all appeared in general isointense on T1WIs. The hematomas at
the subacute stage (four days to two weeks after the icuts) were hyperintense on both T1WIs and
T2WIs. At the chronic stage (more than two weeks after the ictus) the singnal pattern of hematomas
became variable: hyperintense on both T1WIs and T2WTs early at this stage; hypointense on TIWIs
but mostly hyperintense on T2WIs latter.

The results indicate the clinical feasibility of a low tesla system for MR evaluation of intracerebral
hematomas.
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Fig. 1  (case 1) Hypertensive left putaminal hemorrhage in a 36-year-old man
with renal hypertension. T2WT (a-d), TIWI (e-h). 12 hours (a, e, 2 days (b, ),
4 days (c, g) and 7 days (d, h) after ictus.

cavernous angioma 12 X % i 2 1 (FFETF) T
H5,

1 B o FEHE % o BEf] 12> %, hemoglobin @ 4
BRE: MRITRYZEML T4BBTsELL
Bradley?iz ¢\ 854 L7z, <7235, hemoglobin
7% oxyhemoglobin & LTHEETA EEhTW5
24FFRILIA 2B A HI( 4 #1), deoxyhemoglobin
ELTHETAHAEZATVWA1~3 BR2aHM

(4 ), methemoglobin R B OEM AR & 5 &
ShTw2 4 B~28M2ESEH 260D,
hemosiderin @ rin SR &5 2 8 LAFE 218
361 &L,

(ER L7-2E R, BBk ARAAE T HREHE
Eur0.2T, #E=2 1 rXBEFHAYy v/ 4 FERITH
%, pulse sequence ¢% SE (2,000/38, 111), IR
(1,500/38/500) % fi\~tz, 2 5 A Affgiilem, *

AABERSIE #50%E #$£85



fiel |

S4AEF Yy Flel, BEMETI2ETHD,
Mg E5HER, SAOEFRESEE B LT
i B
. R

(1) BRMEHS

URFELNoEEEc T, 465 36
2 T25FaB cEW r/miE S (Fig. la, 2a)%, 1
BInRVWEEEXYE L, TIMBEZCRVWThD
L~ bTriEE S (Fig. le, 2e) RLIA,
EA 1 cikmEolgBicEEBEBYRD L
(Fig. le). ZoEESHEEE, MPFITH5

-
ERTREERD,

¥R 24 8 A25H

HE it 7 45

941

(2) 2R

FEH 11 TG chThiEREE %2 (Fig
1b), fEFI 2, 3 TR L REFE SR E L - (Fig.
2b, 3a), f- T, 0.2T KB\ TH T24EMEI B
ERBZEPHBA LI, —F, THEAKIZHS T
&, EM 1, 2 clmEo—HcRk-EES(Fig
1f, 20) @Dy, EF S TREEFES (Fig. 3b)
THoTe,

fiboo 1 61 (FAEH3IRERD) Tix, T25&E &
8%, TIHEHBTPOLERFSTH Y, BAKK &
RO R TH -7, AEGNL, £O7HETIR

T2-THHEREGOVThTLIBEEBLYEL, KioR



942 P i fEE > MR

Fig. 2 (case 2) Hypertensive left thalamic hemorrhage in a 79-year-old wornan.
T2WI (a-d}, TIWI (e-f). 7 hours (a, e), 3 days (b, ), 10days (c) and 1 month
(d) after ictus.
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Fig. 3 (case 3) 2-day-old cerebellar hemorrhage due to AVM in a 23-year-old
woman. T2WI (a), TIWI (b).
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Fig. 4

Table 1 MR intensities of chronic stage
hematomas. 25 patient, 56 examinations

signal intensity 2W~3M M~
ring-like hyper 1
TIWI hyper 12 2
iso 3
hypo 3 5
ring-like hyper 1 0
ToOWI flyper 24 10
iso 0 1
hypo 0 0

hyper : hyperintense ; iso : isointense ; hypo : hypointense

D HED bR (Fig 1le, 1d).
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b
(case 4) 1-month-old putaminal hemorrhage in a 50-year-old man. T2WI
(a), TIWI (b).
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