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Amyloid -protein and neural network abnormality in Alzheimer’s disease
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Abstract: Alzheimer’s disease (AD) is the most common neurodegenerative disease in the elderly, with clinical

manifestations of progressive cognitive impairment, behavioral disorder, and personality change. Amyloid B-protein

(AP) is a key factor in the occurrence and development of AD. This article mainly reviews AB-induced synaptic

dysfunction, synapses loss, abnormal neuron excitability, loss of different types of neurons, neural network

excitation/inhibition imbalance, neural oscillations abnormalities, such as theta and gamma oscillations. It is

expected to provide some ideas for clinical drug research or the development of neural network-based biomarkers

for the early diagnosis of AD.
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KAl IR IR BRI (Alzheimer’s disease, AD) A& —Ff
IR LK) 5 AR08 B VA OC B AR 2B AT R, o5 T
R NHH 60%~80%" . BEE N I1E 1k, AD K
KT, WiitE] 2050 4F, 05 A KK 9SHE 1.38
1P ZIRIR T 1906 4F B U Pl 1 [ o 245 95 2 5%
Alois Alzheimer $ii#& P'. A —/> 3% Auguste Deter
M 1901 4FJEEAH B AR PR RS . 28 A8 S ik N 47
REBL, JERTR R IR G R A K E 2
M. B 20 4D 80 FFAR,  IX PP R A R A B
S NVE R R A (amyloid-B protein, ABR) HZ ik ff) Bt
PR I B2 1 IR A0 1) tau 2 [ J% B 1) P 8 41 4 4 &4

(neurofibrillary tangles, NFT)**, J5kH#f 5 %& 8], AD
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U7 R ECE B, HH AT AD B LR N
L2 AT AP U MRS, G hAPP. APP/PSI,
APP/PS1/Tau (3 x Tg-AD). 5 x FAD, TgCRNDS,
Tg2567. TgF344 ZEiRU/NE 7, BSR HATHEL A AR
FEA L R TEBRI YN IR R0 R IR R,
EFFABER N AB 7E AD R Bk 42 & e i F b (i =
AR BT AN R 2R B 1) 28 70 R0 I e 12 2 T Ak
PRZE N4 (1 3R, SR SCAN AB WA R R B 4250
IECER . PP 0 M DL ROG] S fish 45 #4 R ) BE 1T 5%
T, L5 AR 51 RN ML Th e RS ML) .

1 APSABERELR R

AB H1 B IEMFERTAZE H (amyloid-B protein precursor,
APP) K= . APP KRR LLF AN 4. (1) JE
TEREEIRTE . R APP &3 o WA IEEAT y N5
WABE K B2 sAPPa. P3. ACID {13845 : ) gk
FEIBE « APP 22 B N 70 BE /K ™ /E sAPP A1 C99,
C99 TERE IRIX I AP Fr 5126 40/42 {i g LR AL mi e y
NIRRT AEVER A Z IR AP I ACID. AP,
PP 2 T AByy H APy, BEMEE SR, HEAY
RERIEMPEE AR Y. CE b ARy, KT F Ik
1E HF & 5 BT 2 394 (positron emission tomography,
PET) A& M ye B AE BEHL P 2 H ATl R 2 B AD #4E
Yrgbrd. IEHEAEIRET, AR /KPR, £
PR AAEE, REMESRTIERH, H AR ™4
AEBR AL T 20 25 1. ADJRIEDIRE N, AR
fRigiEk, PR N AR HLIEBRIRNE, i AB ARk
SR, AP R AR R 27 4k, f A AE
0 PN 7 AR VR A R B

“AB B ARYL” Z AD AR B H e E
fr2E il 2 YA AB E AD Aol iR R I
OAERT, AP AR E 7K1 T8 BB A 7 K
NEERERAG, AR KPR P ARG AT (B ) 1SRRI
ThiEre ARy, HIARXSHG I8 7RI, 33
R RE K AEETREVERI AR o ARy, £E RS2 5T T B
DOAR, B AR, HuRig R YIT 6 5
BERRET ey, P LA LRI TR %, /NI 5T 41 L
MERR AN A, B RIER . XA
— B FEAM R, BB TR (i Ca™)
Hl— R G A RIS B, oS R e, R
tau & 7 W IR AL, IR IR TE B & 4T YR g5 4,
TR RIS D RE G, AR KR il /A
St eI RN AET:, SRR

2 TEAPFLARMATLEIENE

R ma k. BE. B E RNl
MIjge AL B KRR —MMEor 5 2k
10 000 MLz, BATLA 1 000 J344AN TR fil
ERE MM Y, RSN, il B
SN T Re I St 2 Al . 3E A “Hebb %2 2]
EN AN S i R e 02 I AEAE SR A A, SR ik
(R RO T B A R Al AT S e 2 T B A4k, A2
I 5PN IC I 2 A E e MY, A
ST 5] 2 T S R i 45 R AR A, 3T R
i 5 fish A% 328 AU 6, 3K b O fiph &85 ) B 1) g ) 240 AR R
TR n] B o SR A 38 R B A I AR 1S 5 (long-term
potentiation, LTP) FIH: i #2111 (long-term depression,
LTD) & VT4 5% fis o] 8 4 1) G B 5 An . LTP J2 45 2%
Ay VEAR I R R G N, AE A 2 TC RS 5 A% d R A4
SRV, MR 2] iR A 1) E A AL
2 — U, g fd ey A R B RS 2 R T 2 S EUA
ke R,

RERBIE M2 TR R R DhRetE R g5, =&
Rl AT IR R A R B P . R SRR B2 K e =
KBRS B 26 RSN, /& LTP A1 LTD J¥ B 1) 25 1)
Befite BB RATEAS R SE L AD Ak FE
A 5 U, Spires 2 U % A 76k £ 0% 7 B4
FORKIL, hAPP AL /N G PR SRR 25 2 AT AB
PP OC, Bl AP PRSI 4 JO M SRBE LT [
29 50%, I AR FEBRIR RIR T FEL) 25%. Fi5h,
AP IR TR A4 I BE B AL SR R 1 25 B2 DA S il A 5 T
FAXH T Th e SR e g MY AR KT R R i A
R E R, FECR b EE N AR DN AIFERS (mild
cognitive impairment, MCI) 3 Ji7 J2 dr &R 1 31 58
b >, B AD R, RALERIEE
BEAAE R U, A R i 45 M U R R A
AD INFN DI REAR G I OCERE R 3 . LT R AR T 7 8
~, CHILAB AR 6 H e APP/PST /N Z A1
LA MIRAEL, RARECE TR, b/ N %s
EME, RMEREYE T EEREY, v
AB INA SR Kk, 2~4 H R[] APP B B[R /)
AT AR KPR35 Ty, AH R AR R ) T
ke TR, SRl R FH A R 2 R A R B H
TREZ) 30%, HLATVEER AR 7KSF-5 MCI AT AD i
FRFERE AR ACAZ IR AR R R I ) IE AR etk 1Y

IR, AD FHARILZ ek FEZH TR
fih Ty B B A ) A A e e T e ok U1, 45 IR Y
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Phe(V717F) APP /I R Y BLRH 22 S B B 5 2k
(R D A e M 5 FRLAL 35 T F%, HLLTP iR
Bt U, 53— 3 < Tg-AD BRI LRI, %4
BU/INER 2 F W8 I L 30 v S DR it 5 fi A% 3 et PRI
R [ G A2 KA 5 6 H RS I i S 2Ll
R fil £ 356 9 BE E — 2B R B, A B H B LTP 52 43
LTD 54k VLKA RIAT A dids U AR X 98 fih 2 it ¥
ST AP MR (B 1), ik B (B BEZRVE ] )
(1) AB AT LA 5] SR A il Sy 4k, AR EE ) AR AT B
FeAR R il ke, il B (IRGNEEZRYE T ) AB T
LS| RS R e 28 ik s P ) B2 AR IR A R 3
W) £ 4 25 8] 73 WA S AR 42 T B A1, & J6IE B))
WaR TRt AR BIE AR, IE IR EE R AR AT BE R
il §T o7- HH B8 £ 1 JIH 5% 52 44 (nicotinic acetylcholine
receptor, nAChR),  Ifij 384 /i1 2% fish 5T K W4 v Ca®™ 1)
WP, N RRALHT Z A, T A sh 38 i X a3 &
AB HIFE A, AN TR e AE S A P B T 5 1)
AB AT A b, BRI A AT M P & R
AR ICRARELA AD F838 K K2 JZ 52 L) AR (RS A4

LA 5 2K BR ) e v Ry DA S R R 2k, LTP
e, RIS 5E LTD, B3R S - id iz g *s
i = AR AT BE K2 2 B AE R Al AL R, R
fi ) B2 SRR I BE M N 2, ik EE M SRS NMDA
A, AR SR AR, NMDA 2 {4
AMPA ZARNAM, BASFERMINE .. Hx, B
2 DN i ) B e, IR0 R A Ah & & NR2B L EE 1)
NMDA %2k, #%'T LTD kA4 ®. 54k, Rufis
2 R 5 {K (metabotropic glutamate receptors, mGIuRs)
BT AES 5 T AR X LTD e skEH *,
I, AB %3 LTD WJ e 2 51 A LTP s 1 HE A,
A N FBE BT LTD AH G 5 6 mT AR AB X LTP
HUEEIR

3 APBFSHETERLEMNE

W FEE AT T KRB TT L T il AR S E
SLARVERAIMIAET . BRI SN ERE T AR Z
JE R AE A A PERIBE T . fE AD B R BERR
BEE AR UIA, KRERIMHZITMRAEER. TRAFH

5 Sl 511k
B
& SRl 2 HE T B Al $0 ]
R
puK(iS bUR BuN]
APP/AB/K T
b & BAPP/AB c i BEAPP/ABK-T-
AL Zfih J5 NMDARFITAMPAR P4 £k
APPE Je il A s
PP1E 2 fir K it 90 T %ME;EINXAC%%R%&%GMRS\
£ AR AR g
¥ | e mAchRs JeIECa® PR
e ; WOELTDAR <38 %
SHIRARIE AL (PP2B. p38 MAPK. GSK-3%%)
it Zh 4k
S At 401
iz %S ENMDARFIAMPAR |
= e U‘Q%
X S S e
ABIF 51 2 i T 55 L AR S 2 iy J5 #h i

() APAKT- 5 RAMEH A AVBBE R F o 38 TP /KCT A AR AT (g2t Sl A O S i 3l 1 57 3 IR B 7K T X ALY 3 ) 368 o ok A 5 fh i

RURE B SR A Je AV T 45 T SRS Bl o (b)EAZ BRI A, AR/ B N 2 B fie ik SR Ak i D i

FERMEEBIE . (o)

TS RCPI, ABHIBRLTDAISCHLE], B¢ I AR S 2 %
1 PRI 145 H SRR AT NS 5 5™
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N AR Y. SR,
HRA T — ERREZYR

IR TEIN N, AP T A G A 2 B e
4E y- &% T R (y-aminobutyric acid, GABA) RE## £¢
TLAEAET: P, (HIEERE R W GABA BEAIZ
JLIRIBEZE 5 %2 3 AD RAE 52 m 27, HOAS A R
ff) GABA BEMI & JCAE AD #2295 38 v 1) B B 1 AN
[Al. Ramos %% 1 S 22 Fh 2 fih i A1 58 fi 5§ mRNA
br B P bRid APP/PSI 2 84/N  GABA B A&
REFIHBRRE M2, KRI 6 Higry, RERIEEK
13 (somatostatin, SOM) FI## £ ik Y (neuropeptide Y,
NPY) [ H [a] #8005 0 35 PR AR . ARV 40 vt
N, APP/PS1 /NRAEHERYN I E K 2 |i, SOM™
P2 Tk D 50%~60%, FH o NPY 5 SOM 33k
(1) O-LM Hh [A] #4802 32 A de 7 EE I 2 PRI, HL
SOM A1 (5L )NPY Hk[H 5 AP & EAFEZMEAH G,
Baglietto-Vargas 25 * 3@ 1 (A ML 2% 5 VA R 7 2 31 12
5 APP/PS1 #5244 /) B3, g T 455 X i85 25 [ (calretinin,
CR) FHYEH A& T B, R ER, 5XT
/N AL, 7E 4 A I APP/PST /N R 5 i
CR" H [] #2870 2. 35 Pk /D 35%~45%,  [FI I £ Bl 45
CR mRNA &8 [, SR CR" Hr Al # & oo i) —
MV # Cajal-Retzius 40 i (50 & A 52 2520 o XS
18 H 411 3 x Tg-AD /MR IIHF 7 & L, 55 CAL
X 17 7£ CR FH 1 #if £ 76 f /N3G & [ (parvalbumin,
PV) BHPEME TG R ERK, R, PV #HZTH PV
() 20kt B 2 FRAK B PV MG e ERAE 11 H
W [ 5 x FAD /N R 5 b 75 21 5630 ', Krantic
2 PSR & N XA APP 3[R (695 Swedish
KMG670/671NL A1 Indiana V717F) ] TeCRNDS 7/
T 9T T AB X GABA fg #1148 T 1 521 . TgCRNDS
NI 3~4 SR AETTIAYER) AB, 4~6 HESE A
TERMFEREEL AN il D A & IR 18 44 (VGLUT1)
TE 2. 4. 6 Hib = AMERBLRA 200, Ul BIAEE R
FEPEH I 2 7T AR X A & B BE AT 248 T U 2 I R
/INe GABA BEMIEIGTE 2. 4 HR B E R AT, 6
HREE CAL-3 XK HILEZE N, B AR UIZ
Wi %, {2 GABA REfH & U ETE 6 Hid 2 /i
H R ZEAAY, HEN GABA fEt & TTLEILT: Z B /E
KA AI TR R . 228 O R RN, 2 Al
3 x Tg-AD B8/ R BN FAAT Nk 2, HikS
CA1 [X tH I gamma 75 A1 #f 28 70 5 5 B3l 57 0
M5 INEN B A 5 gamma T 724 F1 PV ]
M T E YA P, R PVT ML ILAE 3 x Tg-AD

SIS S AN R T A

ANERIREL RS C R A T IR R . [FIRE, BSARSEES
WAEH T AR S0P &2 e ) B EE F o Krantic
S CUBE R B, TEIN S A AR RN AB,, %
W 72h 5, MEGEEEH LR ER N, 3 GABA
e ont H B3 TR, H AB, X GABA REfH 4
TG PRI EE PR A7 TE o TR0 A0 1 R B A A

AR R LA 5] 22 70 2% Ay 1 . B AR B,
AN 2 AD RERL/IN R 51 9 YR T 1 AR I R,
I S I ) A RN BRI R Y S ARy, HB TS
PLE]E R 2 2/3 2 HERGH A S DG X R0k 4 A
(1 i 2B LS 552 B 2 A s A i A o 8 7 Y A M A
o O o SR A PR RS A B 1) 400 R P 9 N5 B FRL R
APP/PS1 #E RN R AN U ME R B 5, sl AL
BIE . [FIRE, 7E CS7 /NI IR ABL,
G, DA TS G g B AB AT DL L 4
PP S RN I R FE NS e B AR D, R E 0ot
TC: AB AT ZH M T AMPA 2 A& FI45 M IE, i KEM
Ca® YL, 3 A P AT B T 5 AP IE AT B il {2 it
PR R IR R TR T 5 AR B P A5 /KT 3t — 2B s T
T P R 28 (P 1k P TG Bl T S e A B R A BT,
BH W7 0P 22 70 2 (B I Th e tEd | 5 S s S E 3 e |
IR, W R & T 4l AR T B R 3G . Graf Fl
Kater™ W50 R, B PRRG IR A2 0 H AR &b
FH 48 h J5 i1 N\ GABA, 52 1 BH 7 7¥] picrotoxin, &
LA R 5 KPR A5, HOR iR 1 AB 5
SHY M BE T E R . NN NMDA 52 4 Bt 7
APS, WIATPR A D67 /30 FEDRA, AT 2 s
2 ILIAEIE R

ML TN NS AR HE S AR R A
GABA e Z M I A . —J7 1, AP RELA]
DSBS AR RGN, R, AD B
UL K AD #ERLZh W IS E R § 12 & EAAT
A EAAT2 mRNA K & [ RIiE T Y. AB KRk
AT LA S A o) 45 R B P, B I am B A
RIRIKF,  HET S 2 i Ah GIuN2B 2244, fie {4
ZIuid EM . ST, fEuid M e S GABA
REFDHI FREARDG, AP I HIH] GABA, /RIS H
WM E T Mttt sE, KR GABA, 21K
BEhFI R AR iSRS Y, 3 BN GABA
BEiGh 5 B ks T APP /N A SIfE S BT (H
AW K AR AR, AR A o, TR X B2
S i EE S, 1 hAPP /N R IR e iE T
KBS S, PR A E R AR Ay 1 FL T B AR
fil g 52 B, HED AR T RE L@ R PR S HER AR
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SR A T AT AL 48 553 D A M R o i B T 5 B 2 Y 45

.
4 APFRMENEZTE

4.1 ABIFELIREMLE L a/HNF] L

AD il (8 1) AB B M AT 5] B 40 48 e ik FE M7,
TR DSA /0P BV, SEMEMERE, A
SR RE TR B o RIS B AD TR AR R B,
TEBURYE AD B3 TR 7%~21% Hi B 15 R 14 5 i
RAE W 2R R AD (FAD) 8% R 4 R0l ik
83%"™ . WG BN AE K IE FAD JAE RUIL R 1)/ B
R % W.. Minkeviciene 25 ¥ % F Video-EEG J5 74
Kl 20 H 3~4.5 H# APP/PST BiRU/INE, 7Ei03% 3
) o FEL PR R T, 65% fF) APP/PST /N ZE /b HY B —
UCBRRAE T o k> hAPPI20 /I BRUBIR 5 30 f5 Hol
HTIRRAT B, R UVEN TS 37 T A S B hAPP /)
BRI e B, 2 I AR AR D SR BRI TR
2 Hi% 3 x Tg-AD /RIS EBRIRAS B ifg S HE AR mr &0
TR B T, Hp R AR TR R R R s B H
g ioby) 2 B S e I R bt S 2 £ A R
/N BRI RRCIR 75 0 A 2 i FIE B S, RN
G100 1) 2 o 26 e TR R D 55 17

AR AL 25 7] 3 B AD #h 28 ) 25 T e P A
1M GABA f¢ R 41 )RR 15 1] BB /2 AD #ZE M 4% T g
RS (1) 48 . Busche 25 PO BF 58 & 3L, hAPP/PSI /s
B 2% 2 T I 2 A 5 GABA B
TG, MAER IR AEAE LI N, 8 GABA
BE RGN AL Bi. Palop 25 ™ 1 5T K W], hAPP
/N BV R R T B 5 B 8 T 3l 5 GABA g
R, RPN R oE . 5 fd m B MR SRR A ok,
VEF NG P 285 3 P D P B AR 1 P 0 o P v
AT e SR LT BE B A MIHLE] . Yang 25 IR
18 APP il i 2028 1 GABA fEMNZ TR IA 11 L- 145
THIE KT GABA Re KRG TIHE « @R APP w14 N
N GABA REH R #1128 70 H (1) L- 24400 36 3 45 & A
PR, HIG R GABA RE 2SRRI IEME, XLk
I H] . APP [t RIA BT He . Verret 2 ) & 8 AD
B [ R 40 ) P 28 fk 5 R AR R %, H gamma
TGS T BRI T M 2 P RO, PR R
IR PVT #0280 b 11 F R 1] 4% 4 0 1 T 2 Navl. 1
FIE T AL PV A TCIIREZ 0, R T )
00 H1) 2 9K 555 AT 7 A R A I HL . 7E hAPP /) R
PV #122 trpid %34 Navl.1 J5, BEhn 7 #h) it 5 fid
Ja LA gamma PR, FRAK T MW FE R, 22 R

THEMKSERPHIMS, &E T AD BAFIA
Enxhae .
42 ADHMEMETRERE

P TR NI ARG, S TR AT
ARIEE g S . HATE 2 ARG R s 4 40
LA, AR S )R T S5 6 L 3 S AN ] 1)
T SR (<50 um) & FRHE 02 18] B 5 i
Bz, HIR R IR G 0 H A B s A B 1S
ARk, Al M 5 0 20 T T S, IR
AR BT LIS AR S . R (>100
um F| <1 mm) J&F5 7L TCEERE N S AEERE L (7]
WEE:, W RIhaekE A e 2 A&, KEM
20 [F) 20 & B AT LA 5| S R il f5 JR 8 3% Fa A7 (local
field potential, LFP) [ 15 f 1t 4%, IX Fl 41z 3% ] LA
Ik B A SR G T[] 43 56 () 41 i A HE R SR B
W, 4022 38 18 H AR AE KD s AD AN RO X
LFP. ZMURE (>1 mm) 2 5 £E A [F] il X ) 40 22 4
2 [ R . ankt AD RSB Bl (1 fisi A S 411
10.5% LFP B f G 3, O AS R B B AD
S L AMC i H P B P i P A 2 A
[l e 5, 4 delta (1~4 Hz). theta (4~12 Hz). beta
(12~30 Hz). gamma (30~100 Hz) &%, ‘&A1 7 K
W EAS B A A7l S R BN 0 28 U AR A M A MK
SIS, BT R R 22 R 2545 S AL B 1)
AR EE Y — Rk, AR AR T
R [ BAE S, THRAR G 18 5 BOR 2 R &2
TCEERHE D, SROWAS [ i X [R] (R B AL . H RTAE
FLR W, AD HBH RS AR, e EAE o %
HHRAA, RIS ESN TR, (KA delta
Al theta ThERIG I, HLBEAE B e, i H A0 26 J47
R gRIE IR SE Y, Hoh gamma R H 5 R
IR0 D e AR DG T 32 B 1 AR B OST

Gamma I 3% #2& 30~100 Hz (¥ [7] 5 P & 4 i 3%
B, WONARE TU R RS B I (AR, S 5K
WEGRE . R R A I RN Y, A
WENE B, gamma $R % 1) 1R B 52 3] theta IR
FABLE TS, FROY theta-gamma AHALIEE#E (phase
amplitude coupling, PAC)®, theta-gamma #& & 7 /&
EINEAT RRIAE S, B A N2 R 40 B S 7 AN
Y g S R 1) 45 RV R K AT S ML B B R,
AD 5 f £ Al AD AL AETE gamma $R3% 734 &
AD 535 fix H & 2R W 9 (00 theta delta BE & 3 0,
B4 alpha Fl (5% ) gamma BE & N M. iR & of
REERRW, ETATSHHRRET, SXEAM
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tt, AD i35 gamma SELE =[R20 1. 8 H % hAPP
T 7Y /) B AE i 4 AR 2 7% 3l I gamma Ty 28 0 43
i %, AR SZIG FIREIGAE T APy, 7T LA IEH /N
B - gamma D) 28 FRAIC, I A7 8 TR R AROG 14k AN
(AR < WRFEEROR, IR, gamma T3 T [#
SRR B, HAh, 2R EE, AD BN R
T A 22 7 JICFE A gamma R 3% A A O BAE O R 2
KA HAE . Mably Al Colgin P #F 5% & B, 8~9 H #4
APP/PS1/tau /> B 75 24 2 (1) [ T8 U8 E AT I 1
CAl X 1§ gamma DfZ T [% ; thok, 5 CAL XA
B E B AR E, HFH CAL X A7 B 4 fu i
518 gamma }% theta #7478 5 LB N F4. Bai 25 Y7
WAL, 1EHH R RAERAT Y- R E AT EIRL
BAE S5, i TR 300 58 17 200 4 48 o i FR AT
gamma 37 FEAFEARAL B E L R, (HAEES RIEFEHT L
WEIL S« 55 DG XVES AR,y B KB H B2 25 1)
TARICZ RS, I HAZAH TR i B IE 2 5 1R 1
e HT A4 T N gamma IR 37 AH AL BE 12 2
RS, HEM AP, 5 FMAE IO A gamma [F]
AP I RERERS A] B JE TAE L I8 E R /NS . thf
W70 R A B IR % AT W 7, Basar 25 Y R H
26 A 5 oddball 35 30X} 15 44 AD B3 il 15 44 4F
U4 DT TE P i X R 2L R AT 3K, X Tobe P (%) 4
FHOR ) 22 AN 002 T N [R) B IR 5 364T 1 o0, 45
REKW : fEINFIREH, AD BEWMERIMAEES
AL AEIR () gamma HR Y B HIOR, AD B HAE
FHOG gamma $E35 1T AR LG g e A AE IR 138 ms.
WA TS HA LR, a0 Wang 25 P 38 5 i
HLPE R R I 8 A AD B TETE B ¢ 5 A H i, 00
Mgy ST SR X 8 gamma $% 35 5E E N
FEm, JEHAEBE#E beta/gamma = R G .

BAR KT gamma BB IR ¥ 45 RA— 3, HK
Z 0 5 N SUIE S AD B35 F AD B R (1Y theta-
gamma #5550 5 PR, BF L& BRI, AD B #,
MCT & 2 A e BN E4T n-back TAEILIZHT,
AD F I H AR K 1) theta-gamma #5,  H K2
MCI, ¢ i A fg JE st R 2 . 2Rk [ml 9 43 M R B,
theta-gamma i & /& 2-back T/F1012 £ B i E ()
TR K] 7. Theta-gamma &% & 58 & T FEA£E AP i 2
REALN R _EAB AR ) 7 56 00, A O g TR
7] % 3 x Tg-AD /NRAETEBER ZIRE TS CAL
[X theta #I% % 3 [7] i) gamma fiE & F1 theta-gamma FH
A7 - TEAEAR G R, I 2 Hg 3 x Tg-AD /)N theta

i Bt gamma GE & 14 5, theta-gamma #4508 5 5 1

B, 6 A A 9 A #H theta )} Bt gamma fit &
A theta-gamma 5 25 38 B 1) & 3% 1 P& . Nakazono 25
RIS s APP-KI /)N BRFE 5 4 3H 82 B RRIFAR S T
P IR J2 1) ey 9 gamma 41z 37 D) 5% LA K AR A gamma
Dy 2 HRon FRZHAIC,  H N L2 2 theta-gamma F5 &
SREE NP, I/ TEHEAR YR B AR XS T gamma R
5 AR A 5% R B 2 0859 Goutagny 25 Y X
i A B AB YRR ) TgCRNDS /)N B 25 i i3k 47
Wil GRER, 1 ARDRKED FTHEh
theta-gamma %¢ XM 2% Al & 5 FEAH L iR ZH B 2%
F%, 1 15 H ¥R theta-gamma fl & I A & A2 4%,
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