50 : 566

REBIER &

FEREAIC MRI % JitifT U 7=l iiZgfeie o 1 151

AW AT AR
EARE—E F

HE—HRY
i bra N L o

K BERY

EREFIZ 16, AN THS. XEEHTYURICHE I Q. MABCEEEFHTHY, ZOMmERZMIC
BEL, BEHCT CHREEREETH >/, ZXBEEESRIBEN, BEOEMEGE LD, R 2 BEEEIC
2HRBTICEXBESINEDOT T v LMEES M EEITL 2. ERED S OREHIEL, BEHL ALY
#®£(12JCSII-100 £ TET. R 36 BERE%OIESE MRI #5808 HE % (DWI) T, MRIABEEEHLICUEA
MHOHEMDEESHE A LD, KIEHERELSHRL /. DWI EEKIE SBRICIITNTHEEL, ERBEP
PICHEL /-, BESS MRI-DWI (32 & REBRIEICERA TH 2 EE 2 5.

(BE PR###% 2010;50:566-571)

Key words : JilFII2EA0E, IRIGEEARIEmaRE, B4, MRI JLHGRH W5

FUBIC

ERFERIERREE, KBBZE LD ETHESTEIRMH
WET Tl 2 224812, FEFALARAE T b % P ENRE 236 8% 12
AL, M, W, BEEICIRIIEMREL & 72 L, WREHERE,
IR, T8 SR 2 & % B B HEREETH 5. BEY
B CTORERIZ09~22% L SN TWBY. ZO3REMTIZ
AT, PRHRBEEEDMEIL SN TH R,

FRHERIRRE R & S5 B MR SE M el % & IR 2Ee
JE & WS, SIAE, MMIRIGZEAEE o MRI BT RAC I % M5 258K
RENDEIICHRo TELHIPY, REFIBIL R RIE B -
FHEOBBRIZEL X, REZTFICHRE SR TR,

Lalbib i, FEEFRIC MRI % /1T L CREOZ L%
BRI ERIED 1 Bl BB L 20T, XWMWERE 5
COTHET 5.

E Bl

BE 16, &k ERKE

TR Bk

BEAEIE - &z L.

BIFIE £ 200547 12 HEH (55 1 H) ik 11 e, J54d
NA 7 THEITRICEM A SEAFEICHRE S CIRE L, F11
B 15 43012 2 Bedk B R IS S AT TS S 7z, SRBER I &
HEHTH Y, ZOMMRFEICH S P B3 ko7, TH

RICZAN, e OBIRAI %2 A & 7z, KRB X fE R
THEIEI & R CT TRE OIS % A L O 7225,
BHEE CT TIXEN o 72, KIS B 8RB BUE 1R L
55 2 9% HZFRT 1 BF 30 43 & 0 4 By ki & SISV RR IR T 127 7
VR~ 2 AT 2 MAT L7 (FANKER 46 43). 7RI
A WEIZHRRRIC AR L7228, ZOlEA 5 JCSII-10 & @R R T
HoTz. FHI10 B 30 4, WEIRRC[ A v —]&wo THIRL
FTHRDIF S &) REEIET B CICAIRL, TFh 1k
30 47ZIZ JCSII-30 & S HIHUSAZ L 2= Y, IRER LR
ALl EHROEE CT T EREE S <, AMRME S AR
L& % 2 5N EEIGEE AL Oz Bkl NVizZF otk
HAEATHEICIIE L, 45 39 H I3 JCSII-100 F T T L
7z. M HOUEE MRI CEREEFTREZ AL D720, BEHI:LE
[N oY

R BLE © — i B RTId, 1KIR 38.8°C, ILFE 108/60
mmHg, MR 130/ - 3T, WIEE I TH - 7248, Ol
MEE IR L 22 2o 72, BEERATFLIC b SR 3 e b2 o 72, piR M
MY 95 % A2 T IR I I A & &, RiEB= 1 ek 12 1
Lotz ZIRIE R L, MRE AL D7z MFEFNFTR T
&, Eakid II1-100, M40 LI IE RO TRDE NI IE S T
H o 7z MBI PE < HEhER I 72 < SRR 5 0k
BEBUIG D A & D72 I FHEIBETH - 7. i id A &
OHLNLh oz

MEAHT R ¢ 4 dE Cld HIER 15,900/ul & BEMINL Tw»
7275, FRILER - M/MEEIZIES CTHh - 72 MEELSHHA T
1%, CK2801IU/L, 34271t 848mg/dl, CRP 953mg/dl

*Corresponding author: REAR K 22 2B HYE R B A N EE (T860-8556  REART AU 1—1—1)

VP A REA BE N A R v & — AR
VREAT B BE R

VREARFR B e B AR FE IR R R 4R o
(ZA+H 1 20104E2 H 16 H)



FERFAYIC MRI & JifT U 22 R 28AeiE o 1 61

Fig. 1 MRI 36 hours after the injury. Toshiba 1.5-Tesla
Excelart.
A-C: Diffusion-weighted (TR 8000/TE 110, b=1,000) im-
ages show diffuse hyperintense multiple lesions in the

deep white matter (arrow-head).

D-F: T2 weighted (TR 4,200/TE 107) images show
hyperintense lesions in the deep white matter near the
both lateral ventricle (arrow-head).

G-I: Fluid-attenuated inversion recovery (FLAIR) MR (TR
6,000/TE 107) images show hyperintense lesions in the
deep white matter near the both lateral ventricle
(arrow-head).

J-L: T2* weighted (TR 555/TE 15) images show hypoin-
tense lesion in the occipital horn of left lateral ventricle
(arrow-head).
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Fig. 2 MRI 10 days after the injury. Toshiba 1.5-Tesla Excelart.
A-C: Diffusion-weighted (TR 8,000/TE 110, b=1,000) images show extended hyperintense lesions in
the deep white matter (arrow-head).
D-F: T2 weighted (TR 4,000/TE 100) images show slightly hyperintense lesions in the deep white
matter (arrow-head).
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Fig. 3 MRI 26 days after the injury. Toshiba 1.5-Tesla Excelart.
A-C: Diffusion-weighted (TR 6,000/ TE 120, b=1,000) images show a complete decrease in the hyperin-
tense lesions.
D-F: T2- weighted (TR 3,800/TE 100) images show a complete decrease in the hyperintense lesions.

Table 1 Reported cases of cerebral fat embolism in which serial MRIs were performed.

Age/ Clinical course of Site of lesi Time of Abnormal findings on MRI Out Ref. N
e/sex : - ite of lesions utcome ef. No.
g neurologlcal deficits MRI TIWI ToWI FLAIR DWI To*WI
18/F restless, confused, subcortical white matter, 48hours - + n.e. + n.e. CR 13)
unresponsive to verbal centrum semiovale, basal 284 + _ within
stimuli 21 hours after injury ganglia, thalami ay ne. ne. ne. 8 days
23/M coma 23 hours after injury cerebral white matter, 3lhours - + - - - CR 15)
basal ganglia 4day _ 4 + _ _ within
55 days
l4day - + - -
4month - + - - -
26/M semicoma 8 hours after cerebral white matter, 26hours n.e. n.e. + + n.e. CR 16)
injury basal ganglia,' corpus 8day ne. ne. + + ne. within
callosum, brain stem, 63 days
cerebellum 17day ne. ne. + + ne.
2month n.e. n.e. + n.e. n.e
75/F coma immediately after cerebral white matter, 20hours - + n.e. ++ n.e. VS 17)
operation basal ganglia, 8d + T+ T+ for
cerebellum, brain stem ay e e 50 days
50day n.e. ++ n.e. n.e. n.e.
16/F coma 5 hours after injury cerebral white matter, 36hours - - - + CR present
corpus callosum 11day _ _ 49 + ne within case
' " 5 months
27day - - - - n.e.
CR: complete recovery, VS: vegetative state, n.e: not examined, — : nothing abnormal detected, +: mild abnormality (spotty or diffuse lesions), ++:

severe abnormality (widely extended lesions)
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Abstract
A case report of serial MRI findings of cerebral fat embolism

Shoji Honda, M.D.”, Yuichiro Inatomi, M.D.", Toshiro Yonehara, M.D.",
Yoichiro Hashimoto, M.D?, Teruyuki Hirano, M.D.” and Makoto Uchino, M.D.”
"Department of Neurology, Stroke Center, Saiseikai Kumamoto Hospital
“Department of Neurology, Kumamoto City Hospital
“Department of Neurology, Faculty of Life Sciences, Kumamoto University

A 16-year-old woman was admitted to our hospital because of the motorbike accident. On admission, her con-
sciousness was alert, and she had lower lip laceration and left femur open wound. Brain CT showed no abnormal-
ity, but chest CT revealed slight left lungs sprain and her left femur was fractured in the radiograph. Debride-
ment and the art of the steel wire pulling of the left femur fracture part were enforced under general anesthesia
about two hours coming to a hospital later. Her awaking from anesthetizing after the operation was delayed, and
the consciousness level gradually decreased. Head MRI diffusion weighted image (DWI) after about 36 hours com-
ing to a hospital showed diffuse high signal region centering on the cerebral white matter. We diagnosed her as
having cerebral fat embolism based on clinical course and MRI findings. DWI abnormal signals disappeared in
three weeks and the symptoms had improved gradually. It is thought that head MRI-DWI is useful to diagnose
and evaluate the pathophysiology of cerebral fat embolism.

(Clin Neurol 2010;50:566-571)
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