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Proton Magnetic Resonance Spectroscopy in Acute
Stage of Cerebral Ischemia
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Abstract

Proton magnetic resonance spectroscopy ('H- MRS) non - invasively provides in vivo bio -
chemical information of tissue metabolites. In acute stage of cerebral ischemia, N - acetyl aspartate
(NAA), one of 'H - MRS observable metabolite, declines gradually reflected in energy impairment
due to oxygen depletion. In our study, decline of NAA in the ischemic lesion linearly correlated
with the time from the onset of ischemia. NAA can be utilized to time clock biomarker for the
acute stage cerebral ischemia.
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FaRiIC B WIS, 7o b g dtg 2 Xy
o233~ (IH-MRS) # 7o mfREEA
DIEHMBRA LN T 5 A, IH-MRS % FHu 7z
FEBRADIIBANC BT, HERBRTH 2 EM
PERR A EEADIBHOM G I R7Z D R0, Ly

L, WO 2 4 F 3 o 7 BB A IR A H 2
&) TH - MRS O R BT Rk, MR ERD
decision making (2P U CTHEE 28 & & 5 W[k
P& B Ty 2. KRR TR L1 1 il 4 Bt 3
H-MRS DRAGOEFEELE LD AT FLh 5 E
AHUB Z N TE BREICEL THRHEZR LD
DT 5.
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'H - MRS BIFE DX

E1-bizk FORO— (B1-adlUFED
) X0EEHANY PLERT. OO
W= 2K TH Y, AL > THUlOKWE -2
BEHOY -2 ThHd. €= OREITHEL &
ZHEO LIRS 5 OFh GER ORI
ppm) THE I N 5. WHERO KO REEILH 80M,
ZTHICRH LU THN E & 55 TOIREIE 10mM &
BTHHOT, ZOFE TCRMEINOSFITAK
oY -2 hTLES. 200D,
IH-MRS Tz ADY — 2 %l L £ 3 EENE
(solvent suppression) &I EIEA TV, X 5IC
Feli OB AR 2 & W S WE A v, faH
DE—2BHLEBZEICKD, HEh TS

FOY—-2 52852 LsHks (B1-¢). LA
L, B T30 FREMEVAY, TOANY
FATIZ2X 2X 2em DR, S ZD AR b
NOBEDHIZAROMAET-> TS, Fiz,
Bl1-dizkHiE LT, Rk &k n e & hi
B EENMR 2 X2 PLERYT. ZhaE1-¢
LT AL, ARTHIEER/ZZAXRZ PLOY
=2, FRICBEEDOE - o 16k 52 L0
5. THBEENS ZRY P EBDIEIZIZE
WETOBPE L I L THAOHRIELES 720, 2
R MO GRREICH B DD Z itk B, £,
Sp, 9F, BC 72 E OFHETIEAKRD & 5 i
TREOE = MNFELHWE, BERESOR
fEIZAE BEIENAH, DO & Il E T S
H & K728, BT E I iy B

Hak

E1 EHIKO TH-MRS ® XX L& IH-MRSI (NAA map)
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MAHET 5. 510, WER AN PVIZRIE R
WEMNT 2 Z &2 &0 EREAHY O mapping
EHRETH D (E1-e), megnetic resonance spec -
troscopic imaging (MRSI) & 3 »i3 Chemical
Shift Imaging (CSI) &WEEH 5.

R M DA G & 1R BE RS IR

IH - MRS CTHIZ TR A W E O P T, 20
R ORREZ T I E A TS % & O EPR, R
PZi oD = 3 L & — G 12 B9 L 72 lactate %5 &
U'NAATH 5. % Z TRYNCHEMOREZ I
IZT 3L E—REE VS B, EHRNS,

WIEREON2-3%DNERBEZHDIOATH
BOIHL, MHBREORN20%EHETHLE
ZoNBIEHFIEREZFLF-RBEBATH
3. 2hk by, WO ¥ -G0S E
LT, glycogen DERMMBIEEIZ D0 IZ#
#, glucose & B NI T 56 AER T 5 ML A
e B L EBICHEREEICGS. BIMEEIC X
D GO LA A B E T L 2354, Rk
ZB5DE CO, DEMIZE S acidosis TH D, Zh
RO THRFEATIC & BEAERILOREIZ L
DZALE—HOEE TobbET LY —
) AL EMIOEAREENE TS, Zo & E T
MBELXLIZZALF —GHEMRILE S L3584
R, WSRO ITTESE C 2 ORR, MR
OB EW TH 5 lactate 2 FRT S, &F
M AEDE I b2 P Y TE2ZORIBOFH
LB ) VB EAMEILT A 2 LICED, B
T ANLF =) ALAHAHE L, #lRO BB A
TS Lo MR BA R L, ThaZe
L CHilafsE s S Uit of@sns 74 -
H Ay — FHRIREG L, &4 OO @ a5 E &
ha. —H, NAMAOARIZRE T 3L ¥—1) 1L
EWMNRHETHY, ZORFLATEENEEINS
Ll BT, RIS & 5 sk e o
NAA O ~DH - A ERET, ZOFRE,
BMICE T 5 NAA DD BET 5.

IR IO BMERNZ 50T, BRIMICHE - 7- 4o
REOBEELLIUCZOTHAMET AR EEES

Rl71d, FRAFIGE & FRbiRe <o 5. mAFHZEIC
S BMFRIE T HAEE TH BBAITIE, Hinsm
JERERS T & R IR 2R (L B D SIBE & ok
T, LAL, BRIFMEAS S 2BRER-N TV 55
£, MR BTSRRI oD TR & R e oo F
kDB EhE Y, 2ok & ol KA I R
%5 E OWRFEE AT A TR 2 B % e R RN
B E Y A 15 15 A R R £ therapeu -
tic time window &5 5. 20 Z &4 5 ISR
B U TR IR 45 & O Mk oo bt 5 72 1 4 A
TENLRAERE, BREREICRE BT & &
B3I ENbrs. —F, oML EALBIC
H7-0, BERgABEE & 812, R—EBECkT
BB ENEAEAB L AEETH S, BIR
1A 6N BRI BV CIER, EnoR
E o5 LHEIE (ischemic core) DORIFIC, &

AP & B ORI ASFAET 5. Astrup 2 & Il
WOBMEIZ BT, RO BRI EEE I+
INTHIRE A F Y F v v RN OBEE;EILIZLD
anoxic depolarization % /5§ HIE O M &, HiFHE
BEIZEIE LT3 800, v R My ERIZ &
DHBEODITEYHEY 58 E LT “penumbra”
EAFT . BETRIOERL, Y& IAE
12 RIS L DR E A 2 L T 5 SO0 MR
HRICE VBT B Z &0k 58 M PO
(ischemic core) FEHEODFHE" OB THVWONS
ZENEL, BMADEEVLHENS., T hIZHE
SEEHBEIIZ W TIZZ O “penumbra” 8
BANS ZEMEROBETH D, ZOEHITIE
SEHIC I b - RO BRE, UHHIRRE A 4
L, PREPHT2FENLIEESVETS 5.

SRR O MRS FRR & RRE

Mt 2P TH-MRS 2 g 5 & 22
PILIZEM AR NS, ZORENLED
& LT, B TEORR E L TOFERD
Bm, &L UMEMRROBEEIKT, BidE 4+ ML
7= N - acetyl aspartate (NAA) O TH5 (H2).
FoA4iz 7 v PP RIRENREAZE € 7L & BV 2 SE5R
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c. HEMB®OBIZILE 22 FLOEAL.

12T, NAA DK T i@ﬂ@@@ﬁﬁé 1 Hefsil
L7238 E T, BRI & 2RI BRI I 3
52 LEMEL TR Y, FAE 6 BERTLINOERIK
FliZB TS RROBEM LK T AL T\ 5
(E2-p)Y. Z0Z &ix, {4 oAV RE LE
51D REAR T 1 A R 5 RIS, FERERER 23 E -
20 LAEWEFIZE VTS IH- MRS 2 X 57
EHVA ZEICXD, MO AR T X %
HHEME AR LT B,

NAA 3% D%4E # neuron, F#1Z axon, synapto -
some IZFRIFE L 9, HMIfEO = 3L ¥ — A 1
WA ZESE LT 2 A IR M 3 R 4 RO L
T2 EEFEALLNS YD, BEMSMHEED T %
LF—~RAE L FHE S 2B
mitochondria D FEREREE 4 KA U CEEIZIRA 3

56 LEZLN, T0OZE LA viability
ERMT 3 EEZ 50T 5, NAA ORERRIE
{Z neuron, oligodendricyte, astrocyte & T com -
partmentation TR LTk 0 7, &#liflzod NAA
Rz B T BREILTOLSIZHF L 5h T A,
1. Neuron: NAA (I neuron ® mitochondria C
Acetyl - CoA & Aspartate 7 & L - aspartate
N - acetyltransferase (AAT) 12k D AKEH
5. FOARBKEI I FYTRIZEY
T TCA cycle & 4% U THIFEI¥ (mini TCA
cycle) 2R LTWBEEZLNTED Y,
energy dependent T 5 728, HEMIRFIZIZK
Td %0idf#ik 4 5. Mitochondria TARK &
N7 NAA SR ENCE#H L, ZZicke
UCHET % 9. NAA IZ#E A neuron T4



LHE Te P VRSB A R b 22— 6 R R DR RS 181

N
1
& hours
W
T T I ’ 48 hours
4 3

3 1

3 FEAE 6 IR o0 o KBRS PR 2R A P RE & 5k U 72 & b AL B AEfIL

RENTHED, %0 turnover 1357 13 I & B % (F12 glutamate carboxypeptidase II,

ELHNTWS 10, GCPII) THU NAAIZ @B xh b & Hic
2. Oligodendrocyte: Neuron THRK & 7= Astrocyte IZHU D A Fh, A izl X h

NAA @ kK #4y id Oligodendrocyte (Z§847 L, BLEZONTNE I,

Z Z T aspartoacylase (ASPA) {24k 1 acetate MBIV TiE, NA ARSI v FY)

& aspartate {247 f# &4, acetate i3 myelin TOBERMEIZLOESMETT 2L L8120,

lipid DARIZMHT 5 EEZ 6 Tvd 1D, K B 2 2 7RO 1 A AR RN,

3. Astrocyte: Neuron |2 %\ T —& 0 NAA I R KRB Eh, SR xhb EEZ
glutamate & 4£iZ neurotransmitter T 5% HhTkn 12 ZoOBETEMEIZET 5 NAA
NAAG (N - acetylaspartylglutamate) D& K @%ﬁﬁ&f&?ﬁ EFTE2ELIONTND,

IZff ¥ 5. Neurotransmitter & U T X —7, lactate ® 813 NAA DK FIZ447 L C,
72 NAAG I astrocyte £ 1fi ) NAAG 73 i§ BIMBIEF#H» BN TED, ERATIIHE
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MFFEE %D 6 lactate D FHPED ST B 3,
F 7o, ERE AN PLOELERSE, F2-¢
IR L2 2k < NAA O T #4728 68 i oD 3 L
DWI MR BRI ERB LT3 DI L, lac-
tate I3V hH @ % penumbra 2 S L E L S B
ikEE AR LTV 56 (RTid MTT & E67)
ZPED FRLULTWAO0RG, 5. fidkLzk i
NAA (355 42 B8 00 3R & 12 Mol U 7230 & CRER &
EBIIKT 3 2DIZx L, lactate I3 FEAEBAERE 2
5 12BFIRE A ¥ — 2 ot 3 .

Selective Neuronal Loss:
MRI TELZEOHEVEBEICEITS
EmEE DR

R 3ICRME 7THMRCRIOBREGEEIT - 72
MCA F#ERFAZE% B U 2 iE f O F e 281k
AINT. FEUE 8 iR T lactate D EW & R &
NAA DIKT & Az B O8I, FAE 48 KEE H
D PRI 8 I H & B L, lactate DK T
ERDBLLEI, HOTRTOE -2 B8 WL
TR I EeNbh5b. ThE i, BRENDH,
W lactate D FHOAE R L, HBERKIZL
DWIBSPE 4 7R LTy 2 O [2] 058560 C Rl
48 IFMIAEITITERIE Tldd 5 A NAADIK F A A 5
NB5ZETH5. BFERISHRCTZ, EIMDORF
TehE A O, & 5 OSBRI O MR T A8
% 7 penumbra & FEERMICE W T, MEIZE
FEITIEMES S O DOREIM 24 B LIFE I g
Hao BIRM A BiJ% (selective neuronal loss) % &
THZEHMEXNTED B IH-MRS Tk
selective neuronal loss % 2 L 721 NAA %
FE24RBLBRICERBICIKT 5 &G
N33, ZOWEEE 2 L k2 E % O MRI
TR LV OO, FRROREIEIL IR
% 1IC - flumazenil % V272 PET study' THERR
ZEVWTEMEEIATHD, ZOEE NAAKT
D & % 73T B i selective neuronal loss % 5. T
WATHEMDH B L E L 5N B, Selective neu -
ronalloss # RRCWAD Ttk nwnrbELON A
ERAIRE L LT, KIMEORA% - HEIZL 5 TIA

TRMEDIFFEEIR &R U 758601 3513 2 iR ER
DOILEE NAADIK TARD 5T\ 5. NS
WRBHZE % P 5 REFNC BT, RO RBIATER %
3 TIA %% Lid minor stroke % U, FHELIAD
HEB T LA NSEBY IR ER AR D NAA 2K T L T
7= 150 A%, MESE (MO N SEBIREHZE 19, A Lid
TIA & U C—#@MBEPED AR E 4L L 2ER D T
ENAADOIK FIER 6 o7z 0 HHENR
Eh5.

Fes I H-MRSFR EHERETFE

PLEOHIEA S, TH-MRS (2B W T3,

1. NAA O T & lactate OFW 284N 4 £ 5 JE
WML ER LT B EE LSBT
DEEE. (B2-¢ [2])

2. lactate DM & NAA DBEEFOIK T 205 1§
M. Z OMEIE VW B penumbra
O L, MEBOLBRCLOBFLETY,
5 P 858 & 12 selective neuronal loss % 3%
TR AD B EELENSE. (B2-¢ [3])

3. lactate DB RGN O A % 7R 318 M &2 E I8
R oMwE» S ixa o ENEZEL oA
5. (B2-c [4)

O ZHERITRREA T A Z e NABELE L o h

5. BIFE SR IR EREE IS 2R

B IBEETH 5 MR ERRE RGO L L2&

MM AT FEE O indication P IZBI3 2 I3k

FHEIhTwandon, idlrzkic

NAA R MR B3k X Il U 73 & TEBEN

KT 9 2EMBRD LMD 012, BREALOD

BEFE &0 D factor & 13N U T IMAT FHEEIG OO KR

OFPE M5 Z N TESARMEAR LT

Wa, F7, SO HEOR S WA adverse

effect TH 5 HMEFEOMMZEL TE, W

FERL AL TR DH B & DD, lactate DRI O

BV AISIMERZE AR LTI L ARE &

T 18 flid MR modality & D HFRIIZ & D

MRI A3 20 B R I PR B B O one stop diag -

nostic tool & % 2 MREMEAHIREE 1 5.

PLERULZES I, BRATRSHROROEM
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