AEBIER &

52 : 147

A MLAHEIZ & - THIE L 7= posterior reversible encephalopathy
syndrome @ 1 {4
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Posterior reversible encephalopathy syndrome (PRES) i,
1996 4£ @ Hinchey & ® J§ 3%V T & reversible posterior leu-
koencephalopathy syndrome (RPLS) & ik ST 5725,
WX PRESOLHA D B VOENE I ENEL otz
PRES OFHt & LT3, WiilE, BREE, 70, A2 Sfkx
HRERDPEWMEINTEY, Zodicidimmd 5 < D IE
BB A, G, HKENRICE2EMMIEICE > TEL
PRES O— Bl & #E5k L 72O THET 5.
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BUmE AL A HWNICERREEHF A TUREzZ L
A, ZOBIZ Hb35g/dl, Fellug/dl, 7=V F ¥ llng/ml
%3 S, RO RRSRA 2 B R 1 H 210mg TR
Shiz. PERZERKGE L, AR 1EMENICIE Hb 89g/dl E T
HZL Tz, ABEYHPRICHMERS L OREREE HE
L, AT &b v LB~ Rais S iz, FIRE %I
PEE L 72720, VTENRLRFT I 5 —VaiEL 728,
KENTE Lz, 20k, EHEESICAEL, NTIPRER

TToOEREMEBI kol REKRO—HEITRE LT,
Y5 160cm, fAE 82kg, BMI 32 & i % & & &, YUAHI LT
25 200mmHg B 2 5 EIMED A SNz, MRRFRRE TR
L LTiE, JCS-300 mEkkesE, HMERIRETH /2.

ABe H Of MRI JEHGEF S T, Mm% ESED 5 HTESE
B L A & A REBCEE T A b7z (Fig 1-a, b,
¢, d). FLAIR & CIZ MM 2 CTHRMHEIE IS D BT A4
bz (Fig. l-e, f, g h) 2%, &3 TURFIE TIEREER
MPEIAREDRP o7 (ABE4 HHOFM, Fig 14, i k
D. TR Bz Ry &5 2oL R eho
7. B MRA T ERBIROMINI BIFCTH - 72, MR T
3 1 7 AN TH - 72 Hb 13 97g/d IS E THEL T
72 FOMIIZHIRREARLV L 32 5 —EHitk (it TPO $t
)118.11U/ml, ¥4 a7 a7 1) vtk 286IU/ml & L5-%
AL D725, HURNEFEAE X free T3 1.71pg/ml, free T40.96
ng/dl, TSH 2508ulU/m! & #RIEH#F T, — BRI HC
YUk - [l S~ — 7 — - BYYED S — 7 —ZIERE 2 h o 7.
F 72, REERBIRMb OB 68mg/dl, ¥ILE VI 057
mg/dl TEREAED G o7, BHHW L 22BN Ko
T I —EPifk (Ji NAE §itfk) dEMHETH -7z ABeREo it
AR TIE, WE 250mmH.0, A% 1.33/u (ALK 50%,
% A%ER 50% ), & 127mg/dl, $ 66mg/d! (iLHE 189mg/dl)
EEHD LADPA LNz, B T APERICBRE TR &
N LDAMTIZH S 2 2w pt id e h o 72, &8 CT b Wikl
ICHREZ R 5 L) RBREOREE T ALDLIBETH -
7z.
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Fig. 1 Sequential changes on magnetic resonance imaging in this case.
Diffusion weighted image (a, b, ¢, d: on admission; axial, 1.5T; TR 6,500ms, TE 127.9ms, b value =
1,000s/mm?), fluid attenuated inversion recovery (FLAIR) image (e, f, g, h: on admission; axial, 1.5T;
TR 8,002ms, TE 115.5ms; m, n, o, p: day8; axial, 3T; TR 11,000ms, TE 125ms), gadolinium enhanced
T1 weighted image (i, j, k, I: day4; axial, 3T; TR 450ms, TE 10ms).
The high intensity areas in the bilateral posterior and parietal lobes, right frontal lobe, and right
basal ganglia disappeared gradually.

ZOHOREMIL, Fig. 2 1R THY T, = NVIE UFHET
MEERE L7z, YOEHREHEROBIED R ETETT
Youael -7 N)THRYY - RATNAF =V ERYE
L, Wigicizzy vy<4 v oA L. HEhiz 7o
T —VTHEEL, 7= b Y3 b bW TR N L 722,
WEMNHB L2720, 72 M VIV =H I FIZEE L
AR B4 ICERE L TE BB TIIAREN MDA S
N7zs, ABE4 HBECHKET 2B EREHCRE D %
Mol ZOHICBBMEEBRL A, EHZ39mg/dl
WIEFEL Tz, ABE4AHHEHOBMMRIEF8HH DR
MRI (Fig.1-m, n, o, p) Ti&, BEHEFTIELIHELL
72%, PRES & 3MiL72. 73270 l, ¥7 ) 7%V,
RATZNIAFIT =N, 7)) ¥ L ig5 HETHIEL, vV
=% 3 F 1 H 200mg ®PIRIC TREFFIED 2728, 23 H
HICHTRBEE ol:. TOBROISREBBIETHAIMDE
1LiE 7 <, MRI BEREFIEHE L2 RES R Twb, 7,
AEFNZINE TICREME RS2 L3, Ak

(CHE ERA5m S 7z DAME A BErR b aBBefs b A2 LiC
M IEF#HPACHER L Cw 5.

B, KEHOBMOBERIZOWT S EE B I o728,
T EMIERLHALE B2 O S 22 MLz <, MR
BOFEDEEINTV S,

%z ¥

MW OFTRIZM & UL, BARRE, &%, I bary Y
TR, RER—F = v b, i%E IWIMEREELR &b HA - 7275,
FRREE B HFHREF A2 S IS 0RBIITENTD
D, RAIZIE PRES 3L 72,

ARIER] & FHML L 72 FEBI O 51X Table 1 1273 £ 9 12FE I
AR THA ST TEBY, HIMIEIZX > TPRES
ERIELTWAZ Db 2s20, LIl EBI %725
SEBITIE, X Y EBIR O B2 PRES #35E$ 2HINHH o
7-.



FIMARIEC & - THE L 72 posterior reversible encephalopathy syndrome @ 1 1 52 :

Tracheal Extubation
intubation

Acyclovir

Ceftriaxone

Fos-fluconazole

[ Clindamycin
| Phenytoin | Zonisamide
| Propofol |
Normalization of
Convulsion CSF protein
Night hemiparesis
&)nsciousness disturbance
ADM Day2 Day4 Day8 Day23 DIS

Fig. 2 The clinical course of this case.
CSF, cerebrospinal fluid; ADM, admission; DIS, discharge

Table 1 Previous reports of similar cases.

Age Hb (g/dl) Hb (g/d) . .
(years) Sex at the first visit at the onset of PRES Hypertension | Uterine myoma | Cancer
Reference ; ; S
Treatment for anemia Time to the onset of PRE! .
Blood transfusion/Iron/GnRHa from initial treatment Treatment after the onset of PRES
45 ‘ F ‘ 2 10 + ‘ + ‘ -
Ito et al? antihypertensive d antiedemic d
Ty 2 weeks ypertensive drug, antiedemic drug,
antiepileptic drug
22 | F | 19 — - | N [ -
Yamada et al? - ; :
$/—/— 9 days antlcoagulant_ dr.ug, gntledemlc drug,
h antiepileptic drug
Kawano et al.? 58 ‘ F ‘ 7‘7 109 * ‘ 7 ‘ *
case 1 v/ 8 days steroid pulse therapy, antihypertensive
drug, antiepileptic drug
Kawano et al.¥ 7 ‘ F ‘ 92 133 * ‘ _ ‘ *
case 2 Y-/ 17 davs antihypertensive drug, antiedemic drug,
Y antiepileptic drug
Ono et al” 51 ‘ F ‘ o7 — * ‘ - ‘ +
+/=/- 16 days antiedemic drug, antiepileptic drug
\latoba et a1 6 | F | 41 146 + | + | -
—-/+/+ 3 months antihypertensive drug
0 | F | 35 147 - | N [ -
T 10 . . .
ago eta — 4+ 80 davs steroid pulse therapy, antiedemic drug,
VS antiepileptic drug
. 53 | F | 35 97 + | - | -
is case
—-/+/= 1 month antihypertensive drug, antiepileptic drug

GnRHa, gonadotropin releasing hormone analogue
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PRES Tl&, Ujin, 8, milkkes, SEkE, SEsr e
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BY,WIIC HRD EEERRERE 285 Tw 5. AERIE
ZO24ER L D B EWTPRES #BiEL TV 525, TH#
JExfF LTk oizizd, EDICRMISHIESNTLE -
722 & TPRES %% R 2 E 2 5 5.
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% RN S 52, F 2R B BRI RE2SNETS 2 220, i
WM OEE E 72 LT WwE b wvnbhs?,
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EHEFFS BTV AIRETH -2 HM I NS, & 2 CTHRILH
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5% LTS OFHKN TIE LA234: U, BifgBR o B B
e BB % B 2 C I BE I A S L PRES % 589 L 72T
b H 2 EEZ LN BMFIEIZE b %) ME R O#%
FIZELT, A2 Uy MBS ERS S & TR D
ERBEBMIC LR 528, MR O LRI X ) K
MERFATERT 2 2 AR ENTHE Y, ThasE L5
OBEFN o7z E 2 N5, RREFN, Al H F CREILE
IR SN2 &137% , PRES REMATE B & V721300
JEREFHACTRBLTEY, IWELAOERELRD S 2
MLy — ORI TH S, #h 51, 2m Il &
b %) AMARME EARMAENRICL o TRELZLEEZD
N5 PRES O—Bl% i LTWB92%, AREFITIRIEE %
ETE LD OO0 RIERRE TERINTWS L) RILE
FAOEZREDBDH o 7200b Lk,

HEBROBE T, AEF L FREOZMMIELrB I %
PHNTLPRESARIEL LRV LS L. ZOERELT
W&, PRITHERE O B EhFH AR MR R P O WEEE T O 8 A 22 A
ML Cwa e #RIND. REFO X S 7% PRES BIEE T
Bid 572002, HEMAHEOBICIZZ TOIC Hh fEZFEEL, 14
FEEL o THRIBICHIEL TV 2 EDREF LW EEZ SR
5.

AWML OEE 245 88 0] H ANk &bk B # 7 & (2011 4 3
H5H, M) TRELZ.

BB AIEHI OB NAE ik 2l L T 2w 22t kg
TR CREBEA IR LT

MR CICBM L, BRI E COLIRMEIC S 5 A3, Wi Hitk
BOFha ) TEA.
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Abstract
A case of posterior reversible encephalopathy syndrome occurring after anemia correction

Masaaki Matsushima, M.D."?, Ikuko Takahashi, M.D."” and Hideki Houzen, M.D."
"Department of Neurology, Obihiro Kousei Hospital
*Department of Neurology, Hakodate Municipal Hospital

A 53-year-old woman was admitted to our hospital with headache and convulsion. Advanced anemia with a
Hb level of 35 g/dI had been detected about a month earlier, and it had been treated by iron administration to
achieve a Hb level of 8.9 g/dl. The patient developed status epilepticus on admission. The blood pressure was ele-
vated, and brain diffusion weighted imaging and fluid attenuated inversion recovery imaging revealed high inten-
sity areas in the bilateral posterior and parietal lobes, right frontal lobe, and right basal ganglia. The cerebrospinal
fluid protein was elevated. The convulsions settled after continuous infusion of thiamylal under mechanical venti-
lation. Subsequently, the patient became conscious, and the brain MRI abnormalities gradually disappeared. While
a number of factors such as hypertension, medication and others have been reported as causes of posterior re-
versible encephalopathy syndrome (PRES), comparatively rapid anemia correction could also possibly precipitate
PRES as like as this case. Thus anemia correction needs to be undertaken carefully.

(Clin Neurol 2012;52:147-151)
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