55 : 833

TEDIERE

SAFR MRI {5 C LA 2 KB E 2 2 L7220 RED 161

AR o
gy 1F Y

HE oW
48 T

BH K
B IR

BT EAIEI9REN. 2014 F 7 ALA, SFE BE EEFREICTHIX. SESRPESSHL, NE
EfTo7. BEMEBHEZICWLT, EEMRI 2R LAEC S, HECEFEESR (DWI) (2 THEMEITHFRE (S AR
EIR, IKFEIKICAE L BESRE #5330 =, FERRID apparent diffusion coefficient (ADC) &fif€ THMEE M

FEEHIETL 2. Z0%K, ZhSDOREIGEKL, MAIKBFIRRCNEFIRICERLEREBO 2. RELEE
RRE, W SHEEREEZZL, BRFRE <, AIHRGEEREZT-o T3,

(EEPR##E 2015;55:833-839)
Key words : #HiE, MRI LSRG, M4 EMERE

FU &I

BOTE TR FEMEREIEDS S VW E ENTWE Y. fThh
e AR b BRI ICHIEE & ST W B Y, NSO
Zr LT, B, wEYY, sla® R, B,
BHHEY THE ST,

Al 4 1E, BUEREIZB VT, SR IS MRI 3L EL
TRFAM (% (diffusion weighted image; DWI) 123\ C/NiMEk
I A CIRH 2 RIEERIC R E WA R 2, BRI 2B IR
L7200 T, MR 2Nz T3 5.

E Bl

FEB] - 39 7%, ik

FAR RS

HUREE @ ERERECH - 72, Ly — v REED ) —
Y TTHY, BHEEIIERZEBOERE T Th o7z (AR
(1972 2 LIS ANH) .
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Bnicdh b, TOF TEIGAAL. EklEZEO V0,
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A BEREEE ¢ MR 40°C, IMUE 60/-mmHg, L1 160/min
TAVESR, Sp0O, 96% (0,3 /min), BMI 30.5. LMiEHEIZ 5
W7 L. Ei#kl ~UVig Japan Coma Scale (JCS) II1-200. H&EfL
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fetETh o7z
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TPk SRR (disseminated intravascular coagulation; DIC)
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T&7C.

ABEEEOFHES MRI Tld MRA b & & CREXFRO B> 72
A% (Fig. 1), JCS 1I-200 15 O ki EDSBIL S 5 729012, 4
6 97 H (2 BEH MRI % F# L 72 (Fig. 2). BHES MRI DWI Tl
BT FRPEC IS, MIBHZE, BHUHZE, fREHIE, MRCREK JE
AN BT % 58 72, [AER(7. apparent diffusion coefficient
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Table 1 Laboratory analysis on admission.

[Laboratory data] [Examination of cerebrospinal fluid]
WBC 11,300/l BUN 25.6 mg/dl Cell 9wl
Neut 82.60% Cr 2.5 mg/d (monocyte  85%)
Lymph 13.70% UA 14.7 mg/dl Protein 22 mg/dl
RBC 544 x 10*/w Na 138 mEq/! Glucose 119 mg/d!
Hb 15.4 g/dl K 4.6 mEq/l Cl 130 mEq/l
Plt 30.6 x 10%/u Cl 102 mEq/ IgGindex  0.69
CRP 1.0 mg/dl BS 186 mg/d! MBP < 40.0
HbAlc 5.50%
CK 57,407 IU/ml
LDH 1691 1U/L Fib 329.7 mg/dl
AST 898 IU/I FDP 3.5 ng/d
ALT 23510/ D-dimer 1.8 pg/dl
T-Bil 0.4 mg/dl HSV-IgM 0.45
ALP 409 U/l HSV-IgG 106
v-GTP 20U/ CMV-IgM 0.64
ChE 395 U/l CMV-IgG <20
NH, 108 pg/dl Vit B, 47
Amy 66 U/l Vit By, 406
TP 8.6 g/di Anti-SS-A antibody <70
Alb 5.1 g/dl Anti-SS-B antibody <70
PR3-ANCA <1.0
MPO-ANCA <1.0

Fig. 1 Brain MRI images at Day 1.
A-C: Axial diffusion weighted images (DWI) (1.5 T; TR 5,500 ms, TE 112.30 ms, b value = 1,000 sec/mm?). D-F: Axial apparent
diffusion coefficient (ADC) map images. G-I: Axial T, weighted images (1.5 T; TR 4,000 ms, TE 113.47 ms). Theses MRI images
revealed no abnormal lesions in bilateral cerebral and cerebellar cortices.
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Fig. 2 Brain MRI images at Day 6.
A-C: Axial diffusion weighted images (DWI) (1.5 T; TR 5,500 ms, TE 113.50 ms, b value = 1,000 sec/mm®). D—F: Axial apparent diffusion
coefficient (ADC) map images. G-I: Axial fluid attenuated inversion recovery (FLAIR) (1.5 T; TR 8,002 ms, TE 145.54 ms). Theses MRI
images revealed the high signal intensities in bilateral frontal lobes, insular cortices, temporal lobes, occipital lobes, basal ganglia and cerebellar

cortices.
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A-C (Day 6): (A) Axial diffusion weighted image (DWI) (1.5 T; TR 5,500 ms, TE 113.50 ms, b value = 1,000 sec/mm?) revealed the high signal
intensity in bilateral frontal lobes, insular cortices, temporal lobes, occipital lobes and basal ganglia. (B) Axial apparent diffusion coefficient
(ADC) map. There was no reduced ADC in these areas. (C) Axial Fluid attenuated inversion recovery (FLAIR) (1.5 T; TR 8,002 ms,
TE 145.54 ms) revealed the high signal intensity in these areas. D-F (Day 27): (D) Axial DWI (1.5 T; TR 5,500 ms, TE 111.10 ms, b value =
1,000 sec/mm®) revealed the high signal intensity was only detected in bilateral insular cortex and basal ganglia. (E) ADC map. (F) Axial FLAIR
(1.5T; TR 8,002 ms, TE 144.90 ms) revealed the high signal intensity was improved and there was mild dilation of lateral ventricle. G-I (Day
121): (H) Axial DWI (1.5 T; TR 5,500 ms, TE 106.80 ms, b value = 1,000 sec/mm®) revealed no high signal intensity in bilateral hemisphere.
(E) ADC map. (F) Axial FLAIR (1.5 T; TR 8,002 ms, TE 145.270 ms) revealed mild periventricular high-intensity and moderate to severe

FEpRMIEE 554 1175 (2015 : 11)

Fig. 3 Brain MRI images.

cortical atrophy.

i By | U

Fig. 4 Electroencephalogram (EEG) at Day 120.
The EEG showed no background activities.
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Fig. 5 "I-IMP SPECT at Day 133.
The SPECT images showed the hypoperfusion in bilateral cerebral and cerebellar hemispheres.
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HEDIER] & LT Fuse', Fushimi, Lo, De Cori® & ®
WERDH L. TAOEMDEOT, Table2 12F L O EIIRT
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i % R0, MEDFRLE L7z, Lo 5 OJERCILIHE MRI
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Table 2 Review of cortical lesions in adult heat stroke’s patients.
Author Age Sex Side Lesion DWI ADC Other lesions Prognosis
Fuse'” 56 M Rt T,BO High None Alive
Fushimi"’ 52 F Bil EO High High Bil dentate nuclei SCP Death
Lo 52 M Bil ET O High Low Bil Cerebellar cortex, Basal ganglia Alive
De Cori™ 17 F Bil EP High Lt cingulate gyrus Alive
Our case 39 M Bil ET,PRO High Iso Bil basal ganglia, Cerebellar cortex Alive

DWI. diffusion weighted image, ADC: apparent diffusion coefficient, Rt: Right, Lt: Left, Bil: Bilateral, F: frontal lobe, T: temporal lobe, P:
parietal lobe, O: occipital lobe, SCP: supracerebellar peduncles, Iso: Iso-intensity.
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ZELBHEDRES RS 134 7% <, EEIT 26 0T H T
B L TS BROIEFMOEFRPLELBbLNS.
SRS L, BIRT & COLIRREIZ S 5 o3, ik, Mk
VT hb A FEA.
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Abstract

A case of heat stroke showing abnormal diffuse high intensity
of the cerebral and cerebellar cortices in diffusion weighted image

Daisuke Kuzume, M.D.”, Shin Inoue, M.D.?, Masahiro Takamatsu, M.D.?,
Kazuaki Sajima, M.D.”, Yuko Kon-no, M.D.” and Masahiro Yamasaki, M.D."

YDepartment of Neurology, Chikamori Hospital
“Department of Gastroenterology, Chikamori Hospital

Cerebellar ataxia is most neurological sequelae in heat stroke. Heat stroke with cerebral cortical lesions is very rare.
A 39-year-old man was admitted to our hospital because of coma, shock status and hyperthermia on arrival and
developed disseminated intravascular coagulation (DIC). Hypotension was transient and all vital signs were resumed to
normal within a week. Though normal vital sign, his coma state continued throughout. A diffusion weighted image (DWI)
on MRI disclosed abnormal diffuse high intensity in the cerebral and cerebellar cortex without decreased apparent
diffusion coefficient (ADC). These cortical changes were supported to the vasogenic edema induced by heat stroke. Four
months later after the onset, the abnormal signal intensity in the cerebral and cerebellar cortex disappeared and cortical
atrophy with ventricular enlargement developed. Electroencephalogram (EEG) of several times showed no electrical
activities. The brain SPECT (**I-IMP) disclosed all over decreased blood flow. His vegetative state continued.

(Rinsho Shinkeigaku (Clin Neurol) 2015;55:833-839)
Key words: heat stroke, diffusion weighted image, vasogenic edema




