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8% - — M4 s (Transient Global Amnesia: TGA) (X2 VEFSE O A S & 2 [m i fa
SEIEMEL, RYBRPHCHEMIIRR N AEEBETH . HAE, TGA FEMNIIHEE MRI
PR AR TS CAL fHIO BHE 2 B35 2 MBS N TV 55, BIERT EAWT
H5H. SGhlbhbid TGA BHE 12EFI ORI W2 MET L, WEBIZOWTEL L. 2009
E1ADS 2014 4E7 B TICBAIREHBE R X OBERERE I TGA OZW CTABR L - BE%
XfG & U7z, BEER MRI S5 ECE T M5 2 $ff U 72 B8 o MRI T2 3892 S OFBIH (G8E
5 24 WRIRI, 24 BRI DL L 72 BRRERGG, 72 BRRLARE) T EICHETL72. TGA OZWiTA
Be L7z 33JERID 9 H A MRI TOMGES 21T 2. 72 12 B O W TG L7z, BEER MRI P50
Wi T CAL IO B E 5 A RN S 24 RERIRIGICHIE L2 8 Bl S 16 (JEMIHZ),
FEAE 24 W DL b 72 BER R CERIE L7210 B 5 5 8 B (A2 3 61, A2 2 6, W
MR 3H0), 72 ReBIDIBEICHAR L 7296105 B 161 (GHIRNZE) TRz, FERYIC 2 2L
BEFR MRI 2 #Rff L 2 72 7 BTl 2B < 72 RER DUREISIRA O R 2 7RO 72, AR O EIC
X BERRERDFE NI A DN D 572, TGA 1F1EE CAL #HIA RS X O —HOSERIZE S
L, BAELLORETHERERICHEIZ 2. TGA 22 W3 570 OHHE MRI A IE%
JEA S 24 BER LU 72 By R R0 C O FE AR (M EE A . TGA OFRREIC DWW T, THi{§
HT i S 13 R AT O MR E IR AR REICBE 5 L TV A WREEDSH 0, WA ORI 7 28
1t & 0 BB ESIH] (Cortical Spreading Depression: CSD) D529 RIB S 7.

X—7— K g CAL i, MR Sk, R B S

— M4 S (Transient Global Amnesia: TGA) B, T2 0% DREFTHEMIA ML AR

FEMERIE OBV AT RS &R A E R
L, A4S HORBII RN LEETDH
L. FERITEM 2R L, R E 8T
% IF 24 W MPINICIH R T 5. F 72, BERES 240
BFIBEIIRD VW DM TH 5. 1882 4F
O Ribot? DI TGA % /RIET 5 iR I H°
MO TERBMSNTEY, 20 1958 412 Fisher 52
W& DRI TGA OB &SRB S h, Uk%
DFEBIDHE END LI o7z TGA DFIER
Fp & U CRBNB & IR (Cortical Spreading
Depression: CSD), #lk 9 -, BIRMEEIN, T
AA, RBREREDPHEEINTE 2R 2 5

valsalva Bfii 7z Ekk 4 BN 2 AT 5 2 &3S &
NTWBDY RIS Tuiw, T4,
EGARA DS X ) FIED SR %2 B W TIRIE L
= BH A MR JEEGRF M 512 C, #E CAL $HISIHE
EBRRONLZEPMOLNRTWEY, Salbhvbh
(& TGA B 12 JEB 0 BHTE 5r, WRAT i 2 WG
L, TGA OJRREICOWTEEL /2.

MR 7 &

20094E 1 H1H2HS 20144E7H31HEFTHOM
WZHRRIR R BE B X OB Bel2 C— @t o 5%
VECTABE L7 BE 254 & L7z, Hodges 5% O

HALEH
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Table 1 TGA Z Wit

Hodges M itk

FIEVHEBEINT, BREDP SRBIEONFIZOWTHIRERIRON5.

FerEd, Wi AT S e T 5.

TR H OB OB E AT, BARHIRSICRON S (%K,

b oD )R T A RE AR <2 B AR B S B & P D 2w
TADADERED .
FEMEIX 24 R BLNICTH R S 5.

N
P
oF

P ENTRN).

WLIMED B - 1 EHREEEDO TAN A GHED, B 2EMICEENRD o720 0) BFERIT 2.

Table 2 TGA 12 Bl BEE &

Table 3 TGA 12 BID3E%EFH K

fe (%)

PR (%) 628 + 0.7

FEVED PRGN (R3] 138 = 11.3

PR (B / 221k) 2/10 17/83
WL/ BRI 2/0 17/0
FIMLE /BRI /B 1/1/4 8/8/33
Jib LA 555 D A 1 8

F 85 O B 0 0

WidL#E (Table 1) ICHEDWTHER TANAIZE
LRESFEIERZBRIL, TGA LZW LMD B
MRI Z i L 2 2Bl TR 24T - 7. BBEER
EUTYER, AEkG, WERFEE (BB fkiE), HximE
B 2 7 N1 (RILE, B ReE, BERmE, O
B, MR EOMAE) OfFmImz, BHRE®
T TGA OFIERT & OB e S Tw 2 F i
WMOMAEITOWTH AT L7, $72, TGA DFE
FHRE L THRIERORHAM A N LA, FIERE,
valsalva B/ 70 & O A 2 MGy L 72, BEES MRI $k
HRC R RIS FEAE 2 D IRAR T TORBIFR (24 I
IR, 24 REMILL L 72 RERARGE, 72 ReRIDIRE) &
CICHHL, WEOH MR ROREN 2 2L E R
L7z,

& X

REaEr o3t R 2 33 #1725 TGA @ Z Wi T Abt
L, o9 BUEEE MRI 9 Eos 0 w5 % #fg L 2 72
12 B CHeES L7z 12610 BH & % Table 212”7
B 12 B0 FIGERL 62.8 7%, FAEDOFIGHEH X
138 e, Bz :5 & &rEhorz. I
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JEFIE (1) HE (%)

B, %) B, &)

A A B LA 7 (1, 6) 58 (8, 50)
PEIFHTL 10, 1) 8 (0, 8)
Valsalva £} 7 (1, 6) 58 (8, 50)

VOB AEDH 5 BEIEIN Do 72, WINE
BEY 27 HTFOERRRIZONT, BMFE 1
(8%), MREBHAEIZ LB (8%), HEIRIFIX 4 B
(33%) DEFEIZHEDI2. TGA DOFIEF K % Table
3ITRT. KA A ML ZX 760 (58%), JEIHIEL
X161 (8%), valsalva Bfifix 7 61 (58%) IZH 5
N7z, WEREB D TGA FAEDOFiiikgH & B MRI
PR R 5 D BRG] & & D1 SR ZE DA I L 95
2l % Table 4 (2729, FE1EIX 28 MER e L 72 1
Bl GGEB19) % B\ CHAED & 24 W LN IZ B3
L7z FERED & 24 g A (2 SEER MRT $5 555 3 1]
BREFIGLIEME 8D, 2095 161 GEB
1) OARUEEIRE %R 7. 24 B LLE 72 BR R
i TlX 10 61T MRI 28 & L, 8% GE®FI2~9)
SR A % R Tz, U RS R 2 VA R 2 A% 3
GEBI 8 ~10), ABIIRED» 4B GEBI 1 ~4), W
HFEZEA 3B GEBIS ~T7) THY, EIREIE
CAl #EIICHRE LT/ (Fig. 1). 72 B LIRS
MRI Z#E L7980 5 5 161 GERI 10) D Al
WA % B 7z, F 7z, GEHE MRI 9L Bk R i {5 <
EES 2D 72 4H T ADCHOIL T 2 8D 72 (Fig
2). FWEIZ 2 M PLE MRI 2 #2726 G
B, 2, 4~9, 11, 12) TREPITHEDOH K%
7z (Fig. 3).
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Table 4 TGA FEMEDFEHEGH & JHEE MRI LB MR OB QY iBRIHA

DA & JR
W FEOFEGE i
B Gy G gy 2~ e
~ AWEMR e T2 R~

1 62 24 + N.A. - FE
2 69 8 - + — il
3 55 5 N.A. + N.A e
4 62 8 N.A. + - sy i}
5 59 6 - + N.A. T
6 69 <24 - + - W
7 57 20 — + — T {1
8 67 9 — + - paxil]
9 67 28 - + - A
10 50 5 N.A. N.A. + p il

11 76 205 N.A. - - -

12 63 8 - - N.A. -
+ D HEERED Y, - WEERZ R L, N.A.  not available

(a: fERI 2, b:JERF9, c: JEH 6)

Fig. 1 BHEE MRI JEELGE W R T O LRI D fe A 72
FEHE 24 W 7> © 48 [ CTHrff L 72 B8 MRI L EGRA M 2 /R 3. CAL OWAITA
AOELLIZHRBO LNz (KED). a GEBI2) O X HITARZEIZ46], b (GEF9)
DI IHERLIE 3, ¢ GEF6) DX LRMHIHEDS 3B TRHRDZ.

(a: JEHI 2, b : SEF9)

Fig. 2 BAEE MRI JEs# i % <o ADC D
FEW 2, 9 OIEEE MRI JLBEEFAM & ADCmap 789, Fig. laBXU1b T
DGO FROEE 581, ADCmap TIHREFZ RO TWS (KH).
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Fig. 3 FAE MRI 3o R W57 7 o #2 iRy 21b
SEB] 8 DREIFIIZAL Z RS, a l3FSHE 4 T DWI B THZ OHIIE 2.
IE 48 REE CHefE L 7z W% Cid A # B I mRoBE 7z 20 % (b).
BACHRIR L 72 MR TR FRE DM I MR TE 72 (o).

,;%

72, 27 H

Table 5 TGA REBNZ BT % HEHINL O BEHRE 51

WlE GRi4E) SEFIEL  mERA EIZE FAED H R F TOWER

Andrew R, et al® (1997) 1 1 0 6 IR

Strupp M., et al? (1998) 10 10 7 2 ~ 38 I

Gass A., et al'” (1999) 8 0 0 2 ~ 8 IR
Huber R, ef al.'V (2002) 10 0 0 6 ~ 44 K[
Sedlaczek O., et al® (2004) 31 26 20 (Wifl @ 15) 24 ~ 48 W1
Matsui Y., et al™® (2005) 1 1 1 30 FE[H

Barsch T., et al™ (2006) 41 29 19 (W : 5) 48 R DL

Lee HY, et al®® (2007) 34 14 6 8 ~ 96 IH¢ ]
Christian E, et al'® (2008) 86 10 7 (Wi : 1) 22 ~ 116 I
Adam C, et al' (2012) 1 1 0 48 I

AR, BEES MR J5 5000 50 Wi {5 12 3B W T TGA %

£ B

TGA DFEMFERERIT 3 ~8 A /10 HTAT, 50 %
5 70 A L TORIEDEKRDK 75% % i o,
0L D EHETORIEZINTH SR MEER
RwEEINTWDEY. —J, KKECla4apl 50 ~

70 AR CEEMEIC— T 52, THICEL D7
MR TH S,
TGA OFIEDKI 50% 12T 5 D EFEK T2

D, BIEEZFHXLTCLIRESHLLEEZEZLNT
WY BEEE CIRE A A b LR, SRR,
Waerh, B I 4 7R AW % DL valsalva
BAMAH 725 ENLHEDOFIENZS {, Thorsten 57
EBEETIIHERA P L AT TORIED, KT
A MLV AT CTORIENRZWEHREL TS,
ARFFTHL LM 10BION, 6 BI2KEMAA b L 2
ERIEFHELTEBY, INZZRHELTVAL.

194

YEtR O CAL FHIS I N 2 BB B h 3§ %
E ) B A S A, BEER MRI L 0 5 1 {5 ©
DWEHIFREIZ DT ORMEHRE % Table 512 F &9
72. 1997 4£ @ Andrew 5% O LIk, 24 EEfE DL
AR LT B RS U 2 AE B LRI {512 B
LREEFTEROLET LI NS W, T2, BIE
WHE3G5E 3 HHTO MRI TOREESHRERE
W#E L 72 Ryoo b OMENY Tld, FHEYH D 6
BILLN TUd 34% & B s34 A8, IRE R 5l 9
HIFEMIFEIRIML, BESHHTIX 5% EH
BZE o 7o ARETTIX 12 fidh 8 BT 24 Wi E A
5 T2 B CRAPHI Z I, —5 T 24 KEILIAT
X 1BDARTHY Ryoo b DHE % LT R T
Holz. EHIT, AMETCTHEIBH S -26T
ADC fE DK T % 52O M s Pk DI 2 AR IE S
7z, F 7z, IRB TR L Z29E B Tld 37X T CAL
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BRI L 72 R OIRZE 2 380 T ) BRI B
AR EFIE L ed oo, WEGAMB, A
B, W & B4 T o 72 DSEIRAEIRICRZE NS X
HAEIZ R Do 7.

WK % AR T BN EYIR 13 R KM EDIR 2> & 550
L, RESEIRE THEEIIRICE D IMEXLRINT
W5, CAL #HIEIE Z O KREIZMHE L T 54,
MAT A 2 EGS PR & 0 AKER R AR L H Cha
ERLRTWEHMNTHEEEZOND., ZD20,
FIRPEEIMIC X AIEPHESI N TV A, LA L,
MMM R ) 2 7 - & o B 2 Mea) L 7z v
T, TGA B & AFII e 217 o 72 L HE T
A7 WNTFICHBEETIRBD L o7z, F72, TGA,
TIA, WU, CTADPADBBETENZNORNIESE
DOPEAEOBE % K L 7-a % ©H TGA IZA &
WCHSRESEAME o 72, ARGHIBW TS, NImE
BE) 27 RNT-OERBIEEL oz, E56IT,
TGA OUFFAERAPETDH Y, X 0 I EED
YR DBENEEZ LMD ERE TOMEI D
B, FRDD R, BRI E —F LR w
FMIROREE T E2RD 5 D TGA 2SR E M
IR THHELFELEN. 202 rs, BRM
M IE TGA OFFETIE R W RS E V. —F,
TGA OFIEFHNIZ valsalva A5G I Twib
ZLnn Lewis® 3EHIRD oA RREL L TEL
LCTwb. 7, WHSP T TCGABEHIIHLT
magnetic resonance venography (MRV) <% $fi
MRz a2 —% i 217> 72. MRV Tl3AkEIk
i DAL R % 78, SR = 2 — Tl valsalva 8
TR I NSHFIR SO 2 FR O 722 & 25, TGA B
ONSHHIR T FEREA 2R B IS L T A ] REE
%M L7:. 72, Nedelmann 5% 13 TGA B %
TR OBBEREOHENA FITHE W & HE
L, #R) ol XFELTwb. L L, Frtéhe
HEIIABNTH HH, EBIZIE TGA TIEFHED
Vv, ZORDIRERETICESEIK D - WA
TCGA ZFIESH LT LITEZIZ W, &5, K
TR B C BE R MRT Fi #5050 50 {5 12 B W TERER] T
ADC DX TF 27O THE Y, #Hk 9 o i O WA R
ELTCEIEIBICH o7z, TR0 s, B
Bk - d TGA OFREE T R VI EEMED .
TGA ZER 12, R EERATIRIIC A SN 5 RO
ZICEEML L 22 R I 2 3k LT Al RE M 23R
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ENTBY, BERFELELTUTICHERS LI %
CSD OB E-AIRIB I N TV EDD TGA OIIEH
KELTHEIN T A ML A, valsalva
B, KRG EIIMAND TV F 3 R & O
EEWEORB 2T X3, 2ok, Mooy
Rz & 0 BRI AS R C— BRI L, BER 2 2>
TR AN E B OMINEZ D% )3 5 & & TR
WA T TAEEZOSNTWS., ZO—HOZBLAH
WO EL, AR MTA T AW 7 CAL #Hisk
W KT, — @R S R E A U
MRI $LER BRI R CTHRAE L LTHRibs b Z &
MR ENL. FHETTHIIERN & L TRAM A +
L AD7H) (58%), valsalva & Fi 257 B (58 %)
EENZFNELBOTWDL I EHS, CSD 0 M5
MR I NG, Tz, ARETCIZHIHZ &
ETHEROHEIRD Lo/, TOIEND
TGA T® CSD W2 H M LT 2 i jefE2s
HbH. —J, TGA OFEIROF#E LT [F UM
ZROPZT] ZEMONTED, ZHUIRMR
ANERENT & 2R L, kRO IZIR7-h T
WA HEVEA D 5. CSD IZImAIA % & F 70 v il
OB~ R L, #E3EMIC CAL SO RF &
LTHRZONTOLUREERD 5. EOREIT IR
TN 720, MRITIRAEHITL 2| 5NT,
BB BEE TRt dbH b, 5% LG
# 72 MRI TOMEIDUETH 5.

TGA OIFREIZITFEHD 505, WELEAHTH 5.
JEAE MRI 7 EWHGHEANT O MR X 0 IHRE DTS
OhEMBHEWEENL. bhvbhid4gn 12 o
TGA BHIZOWTHE L7225, TGA FBEHE & [F
RRICHERE 24 TR [ A D BFR MRIT J5 0 3 i 1% < 1
WEE L5212 <, BRI 24 BEEI DL L 72 g
A O [ O FHFR MRI LSRRG H TH 5.
2813 CAL IO EAEL HICHHBBIL Y
0%, JERICHEIZ V. HEELT, ThITo
Heth CRE ST X Z-BIRVE R MR IR 9 - W
XD CSD G LTWAEEMERSHLEEZD
ns.
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TRANSIENT GLOBAL AMNESIA
— 12 CASE STUDIES —

Keita MIZUMA, Satoshi YANO,
Hidetomo MURAKAMI and Mitsuru KAWAMURA

Division of Neurology, Department of Medicine, Showa University School of Medicine

Keiko YAMAGISHI and Ayako KURIKI

Department of Neurology, Showa University Koto-Toyosu Hospital

Abstract —— Transient global amnesia (TGA) is a sudden and severe anterograde memory distur-
bance accompanied by various degrees of retrograde amnesia, not fully oriented in space and time. Char-
acteristic punctate high-signal intensity lesions in the hippocampus CA1l on diffusion-weighted imaging
(DWI) have been reported. Otherwise the pathology is not clear. We investigated the influence of the
timing of DWI and considered its pathology. Patients diagnosed with TGA underwent DWI. They were
divided into three subgroups according to the time lapse after the symptom onset to the first DWI (0-24
h, 24-72 h, and > 72 h). Between January 2009 and July 2014, 33 patients with TGA were identified and
12 underwent MRI. Of these 12 patients, 8 showed hippocampas CAl punctuate highintensities within 24
hours. Of these ten were within 24-72 h, and one at 72 h. Seven patients had reversible hippocampal
punctuate high intensities. Most DWI lesions were detectable 24 h-72 h after the onset of symptoms.
Selective vulnerability of CA1 neurons to Cortical Spreading Depression and metabolic stress may play a
role in the pathophysiology of TGA.

Key words: CA1 region of the hippocampus, cytotoxic edema, cortical spreading, depression
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