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i 123D < Default-mode network?» 53 %
REREED MR ILE

K M — &
i3 BB SO bl
CER244E10H 1 HZH)

= 5

AR, FEREMRE A ILIG M 1% (functional magnetic resonance imaging : fMRI) #F%E o 43
B rpuin . RERKRBEOBEEI SR Y 2T &ty VU —2 % T4V b-E—F-
F v M7—2" / ‘default-mode network’ (DMN) & &ffiF. ZO 4y b7 —27 OfkREL
FEHGE) F 72 MRS & OB AR OO A EA IR > TV b, DMNTILFRE
WZHLD FHLA TV 22 WEERIREE O INIE B & 2 O JMFEIS R O FEREMYAS A 1B L2ST S Cwv
bo TOFEZFF, BELI LTI EPNELFEERER - BFOMEA 1= XL %S L
TWRRELRT SN T—=DL 0155, HEROHRKIE (electroencephalography : EEG) #
W72 if7eic BV Tdh . EEG default mode network’ (EEG-DMN) & (X4 4 (& ks
Waxy—ry Ve LZHLWTFEICL 27 70 —F 08, L o055, ZOFEORREIZ
L0, BEREEOLFHEMIEENICE T AMENED ENDL L)k > TE L, 5.
EEGDMNIZSHDOFEREDEYEH~Y - —D—D2L LTI DLCFEH ST
EPMIF S NS, AL TIE EEXK - £ 81 % (attention-deficit/hyperactivity
disorder : ADHD) % X5 & L7-EEG-DMNBIZE % #EBL L. 4% D5 ERENIECTOIRH
WREEEZF LT <o

1 BU&IC

N OREAEED & fit%ee & ORE 2 RIS 2 IO £ ) 26 IHRERIICHIGH) 2
SE T HE 72 B BE MO RE S JL MG 8 1%92: (functional magnetic resonance imaging : fMRI) 12/83%
ENDZa—0Af A= 2 TIRDPRBAMRERF oI 2 KRECRESIEFEI L TE L, Z
DZa—UA A= Y TWRICBT BHEROFE/ ST ¥4 2id. & 5 BN AERE % 5
AT, ZERREERCHEHI et & OB 6 U OREIZE T 2 OIS ENERAL &2 B & A
LTV EWV) AT A VD ERTH o720 X T2VIEE 2 I LT 372,
FVEBROBGRELEATHD1E, MMAENRETL2EBREDOT A TTICRELLFE-T
LBE TR, & 2AHD, EEORMEEIC T OLEFIREL V) b OIXFAEET. &
NGB AT HAT o TR W ERE SN D LEHIKEBIZB VT TEZLWMZDO L DIMTHL 5
DEH % HEIZAT > TV b 2 EFfRmE Nty RY b v i HEE (positron
emision tomography:PET) RRfMRIZ HW/2if7eTld. = DLEHIRRE % 52125 < ATE 2%
THREZ & UTCIED ), o MiGEI 0 £ 7L % ‘default-mode network’ (DMN) 2’ &
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FEFT D LIk olze T D001 I8 L Z2DMNOBE&IE, 2ok aHIZFRE L, BUE
WE-TBY, 4%LGIEHE . RAMERFTHICBT2—20 K TH D flf 52 &
DHPHEEND, BRI TIE, BHER L OBETHRFTEINDE 2 EPEAICR > TETWL
%%,

TR FER ST 74 ATl EBRGEE (A) »o%HEE (B) 075 (A-B) ZHL
52T, MEMINBEIEHNAZRETONSRE LTEM, TOF0OES, 2K
gt (B) B FEREM (A) O B-A) T 726126 FRINIE < DRNERL
MG L CW e 2 e OMEOREADIFE ) & S B>, Raichle b 1d. BLRTES/ M EBHT
KB (precuneus/posterior cingulate cortex : PCC). WIFiSE 22 (medial prefrontal
cortex : mPFC). WHIBHTERZ ' (medial parietal cortex : mPC). #MABETERZ & (lateral
parietal cortex : IPC). TFHHIERZE (inferior parietal cortex : iPC) 7 & T, FRE|ZREE L
7o EERIRRERF O BRIGILT (deactivation) SR HN/2Z & 2HE L Tn5Y, LT, &ZFt
RO TIE, 26 OFIICIIREEN 2 Ay P T =27 0BREN T 5 2 & %15
L. COERONR=Z2T A4 52574 N v 7IRE%L ‘default-mode’ & F41fFH1T.
R TIE RV DD, WITH AT A > T O BB 2 2000 2 2 M L T»
IR BERUREEICES L CwhA & FiE L7z, Broyd b I3 HMm XD T, DMNIZBT 5
H ¥ % BUEF A, (1)HERA OGS O FREIER E o /[T IR T . (2 DMNAO 2
b — L v 2B L ORI S. BMEEIEBOLD (blood oxygen level dependent) 18751245
B 5N ADMN, (RREIC X 2 BIE/BUEICT & OB R TZFR A Y T — 7,
(5DMNIZ & > TEBRENLHEE. OS5 DOFENLF LD LITTWDY, 0520814
2DV T OFEMIEBroyd 5 OMFICFEL DS, HIZ NS OBIL2 L BT EZHA LT
AT AE R DMNZ [CE D O EE B RN SO 1 © 10 2 22 KR8 o Bix B 586
DAy NI =21 350084 EHWLTw5Y, IMRIIC X ADMN (fMRI-DMN) Hf
7275, DMNZ 8 2 B Aci <id. BOLDEES ORI (0. 1HZBLF) Tofe
WaRsBIgEIhTB 7 CoRMNERZ MEEEHO LNV ST 57200
—DODNiFEE L TEEGIZ X 5DMN (EEG-DMN) WigeoEEn s s,

DMN® I >+t 7 MIIt 4 DSPETRIMRI 2 IV 72028 2 A0 S8 L C & 72720012, 22
M fRRED e < o INOBRIEFEISE I ) A— MV CRIEHE 2N 6D =2 -0 X —
VU TR H ) . RS O EEICE V. L LAY S, ko [EEEOMR
HEORB | &9 mlZB Tk, B2 3 ) B HEAL TG B O FHI AT 58 2 R 40 BE 12
ENIZEEGIZ D < DMNBIZE b A 22 % # 2 Ho Tw b L F R %o IMRIDSHRFEM N
OiEF & B L 72BOLDE T DAL 2 2 5 Ot U, s S o A 0 70 drh &
ET B ESNLEEGD A DS, RSEHEOMBGEE O MG 2 22 2 IITH ARV, FE
B, IMRI& EEGORIREEHINC & D . DMN% #ME; L 720F98 13, [ O F T &2 AH# 09 12305
LaHS, L OFEHRRMAZIREL TV EY, L2 L2, EEGHEAKTOINIETE
WHIB D FHEL L TEL L > TnDH LI biFTldZvy, EEGIZZ DR H O FHE & W
A FEREEZ R E LRICIEE L T b, FFIC, BEEOHLIMRIO T > ) A
TOFHUMHFIZ L 5 & LT b N \WIGERE R ODMNIZ B 2 1k A 7 = X A 2 HETd
LA TEEEZD259, 512, DMNOER/ ST 54 A0 b K& RF S,

WeERE (BRI B 2 MO R E VW L Th B0 7272HIR £ 721X BARRIRRE THIr D
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i 12 5 < Default-mode network 7> & 38 5 58 3% i 5 o flfE 2L i

EEGRHll Z 3§ IRV CNOBMLRELZ 2T DML WHERE R ZSRE L
TPWIZECTIERE LT N T =285,

KL TIE, SO X)) Hr LWRERZ B TWADMNIED 9 5 R 2 H 726
A& H L. 2 OEEG-DMN & FHEN 5 T2 w72 5 R B I 2 o0 BB %,
EEG-DMNIZAK o 7238 E R HEMITEIL £ 72 L 72 ME B D R o BURTH 57, T DOFIH
DEES DS FROFEEREDH N AW FA~ — I —fBfli& L TOWTREEZE 2 Tw»
<o

2 Default-mode network®EI%E

ZHIRREE (resting-state) O DMN O & E) 2 5Hl 9 % T2, IMRI. PET. EEG. MEG
(Magnetoencephalography) 7 &4 5728, HAETIE, ZEARMICIMRIZ H 72028 A3 33
Lo TWwWh, Tid, DMNOBEEDIMRL/PETHIE S A FN/22 & &, IMRIA S S
V2 IRR BRI\ DR 710 2 I BT SR A 2 R FE R (B T &L OIS & o T2 D ikig 8
B DRy T — 27 ORREIREEE R TA2 2 EDMRER I LIZL DL ZARE WV, L
PLARMS, fE TN LI, BERERAECREL IR L LA I12E IMRIC
L ZDMNIFZEDOMFICHED EDDOEEGO A ) v M &G LR ZERL T2 &Y
T EE L EEE RS IENELZOND, TOETIE, IMRIEEEGO 2D Tk %
Y . DMNilsE O BElE % fHL 5 %,

(1) fMRI-DMN

—HElZ. IMRI% 72 RRAI R R 2R Tl . —AEE 7V (General linear model:
GLM)® 12L&, ®GETHMER 217> T AR (FEBREM) L 2omiGe % &
FRWEME GHREM) &2 VIO BBANGEEI 21T D WM (LEElr) L oG
k28GR EDLTET, NG ETHBANEIERT M AL TE . &
T B2 MBI OIIG 2 A 7217 T . MROBINGEI DM ERDO X v T —2
BIZ0EEIC E VEEH SN & v E 22D &, NG THIS M OFERERRE A O R & % MES
9~ % functional connectivity X effective connectivity®’ & X% AT J3: b B AZFIH &
NnNTwib,

—). DMNFZEIZ BT 2 ZEHRE OIS ENREE L. B2 & 8ot . PRS2 ik
BANIRAE CMR Y > b U WICER D I 72 b o TW B IRMICHIE S NS, WIE S N/ZF—%
DOIFEMNTIZ, BELiEI (Region-of-interest : ROI) % %% L C. £ OEII O BtR% H 5 Fik
&L M7 T (Independent component analysis: ICA) & MEZIS gD 212Kl
ENDY, FIHETIE, #EIRL7ZRO1Z & 54T CAHBI 4347 12 & o TROIN D FEREN T — ¥
OBMRZ NS 5. WDIZIGHAREER & % W idmodel-drivenZe 7 70 —F HiETH L, 2
I LT, BETIE, BONTMIEE 7T — % 2 221 5 \WIZEFRIAY 2T REZ BR Y a7
TRTICAIR LT, T — Y ORI T+ 5. 25 O I3FHMIIRREZ 7. T\t
®. modeldreeD 7 70— FIZHHEIN D, MEIE—E—EEH ). TNO 05T % H
IR, SHITH LWL B L oDodh 50017,
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(2) EEG-DMN

TERDEEGE V7278121, & 2 EE TV ZEOHRIE L 2o SUSEM (F
REJEFEN, eventrelated potential : ERP) ZE & Hd4 ks, M iEZ 5 2 FI85
PO WEEGHIE %479 JTENH 5o Hid ODERPIZAIM O ED & 7 5
T R B KA 2 REAALEE S SO L, SEATHERE A MR T 2 I L 72 RiE L E 2
LENTWBLEY, $BEDOEEGTIE, RFEW LB WL : 7vsy ([6]: 4HZLF), v —%
((61:4~-7Hz). 777 ([al:8—12Hz). =% ([B]:13-30Hz) %5 —7">

bE LT, ZORBEEAIRD /T — 2 WG B B BRI & v, e R L o
BILR TR AT O T X 72079, Z OfEkD & ONT /71 12 Quantitative EEG (QEEG) &
IFE, ¥ =7y P ETLHEROEREOIRIE. 7 -l X200 &bk
t—L AR ERERMICEN L, BEEHREZ LR T 200 TH o720 TFE WG
AL NRRALB L OEBOL T v v px)Wfbe & I, BTG (direct current:DC)
FHNASH e R B ERE - £F ¥ Y A VODC-EEGT ¥ AR L7722 812k o T, TNET
3% =7y MIVTH o 725 OB ol (very low frequency [VLF] @ 1. 5HzPL
T) 0 R <A (Gamma-band [y ] :30HzPL E)# ™ OEEGEHIASTREIZ 2 > T &
TWaA?, $¥IZEEG-DMNIFZE CTld, IMRI-DMNWZE T S L7281 2 5012, Bk s
0.2HzLLF (0.02—-0.2Hz) O#BALERES) (very low frequency oscillation : VLFO) %
HRIZT B2 0L, ZOVLFOIZET 2 M & v b7 — 7 ORI &~ OBILAS
RSN TW5,

MRITIE, HFEEE) & A 5 & AE SN ABOLDIEF OZALIZHED & 7 — 7 BT A B
b bH, FOBOLDE ST ORI F AL S DL WY, T LT, Rk
Janthy + 7 A BN (postsynaptic potential : PSP) 2535 = 2 — 1 » &30 O &3 A5
BN & /2 b O THHEEG? 1, BEAAEFFH 2 AREEI 2 lET 5 & v ) BIE Tl
fMRIC R U CEMED D 50 L SIMRUCIZER T X 22\ 3 ) B HAL O 7 B 40 i ik
EEERER A GONE LR L LWIZE~OF A EE S KREZFEE RS, AFKHR
TS ARG B O T A S B 2 EA 2O L2 T Th b 2 bR I Tw
ZQ) 3.26)0

AR DQEEGD & 9 IZLEIREEOEEGEHINCIZEE L 23D ) . DMNO A IZEEGIC
AN EVEE R H. EEGEZ ] L 72DMNIJ[4E % Chen & IZEEG-DMN & &A1), B
ARIKE S & OBARIREEC 7 > Hesis (7v% [0.5-3.5Hz]. ¥ —% [4 - 7THz].
T7IV7 71 [7.5-9.5Hz], 7NV77 2 [10-12Hz]. X—% 1 [13-23Hz]. X—% 2
[24-34Hz]. v~ [35-45Hz]) % xSRI 217 HiEEZREL T L7, |
FKid, HHEEDBRELZ 2 MR L LARTHASNS ZEPHIFSN TS, K’
T TIL ZOEEGDMNWIE O EIZ S, BIfE, BEREICSH SN TV LR 3E L
T,

BB, BHO Ny 7 2128 T L IMRIEEEGO BV OF A5 iV 2255 #ix
KO EEEL D L EAR I N2 THEICEEGIMRIO FEFHIASH % 0 W % FH T e 7
WIFEiiE Ch UL, Z OFFEIIDMNICEE 3 2 220 - FER AR 2 BRI IRET 3 5 1013 i
BOY—VEehbl2s) LRI TWSY, 72720, mILIEE SN H5DMNH IL.
EEG-AMRIFFEEHI 2 I L7z b 023001 L T %A%, EEGAMRIFE B EHINCIE. EEGIZIR
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i 12 5 < Default-mode network 7> & 38 5 58 3% i 5 o flfE 2L i

&1 ADHD%MR & U EEG-DMNF%E

Ekil W SN T B L Uy — 5y MR VLF/VLFODEEG/<7—

Helps et al. (2008) ' ADHD[FEHEIIAQ1.54)  ZeipBHER5 4 NeuroScan SymAmp: 268ch (9 527chfifi i) ZeH#is : ADHD{E AEEE AiTSA—£ 800 1
ADHDAI & #E13A(23.27) 2RSSy VLFO: <0.2Hz ik : ADHD{E(E) wi i BiTs— % B |
SKTRELS i FRENERRE105y X 2

Helps et al. (2010) ADHDYZH16 A(14.80) ZekRBRIRS 5y NeuroScan SymAmp: 70ch (5527chfi f) 22 EIF : ADHDYLRE fTEA—% I8 |
B REEL6.A(14.70) 2-CR RTIE105y VLEF: 0.02- 0.2Hz L MR ~DOBATI : ADHDYE R S/

Continuous tracking FRRE1053

Broyd etal. 2011) ™ ADHDE[AEAE20 A(22.25)  ZiFBHIRS 4y X 2 NeuroScan SymAmp: 70ch (9H55ch{ii ) W SRR ORIFL T
ADHDM{[f #5120 A(20.61)  FlankerZERH1045 X 2 VLEF: 0.02- 0.2Hz ADHD{E[IERE mPFC, PCC, TL |
SKTRELS B & ADHD# ) # i TL |

2-CR RT: two choice reaction time; VLF: very low frequency; VLFO: very low frequency oscillation; mPFC: medial prefrontal cortex; PCC: posterior cingulate cortex; TL: temporal lobe

RO A 2T

AT HMRID / A XD Frl 7 EEDS & OFRIT DT B\ TIFE @ 2 Bl Avk o
GNHDT, FIHTEAMAFIIROENTLE ) OPBETHA ).

3 REEEICH(TADMN

FEERIEE O NIHENIR AR 12 3 2 DMNIFZE O B0 %, BERAY - IS 2 TS RIT L oo
D DDORTININA Y —TR{% EDREHIY 2 BB OMEE A I = X AFIIZ LT, k4 7%
MAZEMETEDL Lo TELY, SO T, EEXNG- ZBMEEE (attention-
deficit/hyperactivity disorder : ADHD) % %6 &9 A 35EREIEIISH DL = B4
TWho RETIELNESTH TDMNAED L) IZHEHEN TV L0 2T 5, 7 A
71 [ R AR O A T2 » ¥ — (NCBD) 25&E 3 4 K- EYEa T o
kiR — ¥ 2APubMed (http://www.ncbinlmnih.gov/pubmed) % FHv T, [ “default-
mode network [F 7z ixdefault mode network]” AND ADHD] % % —17 — FIZHET 5
&L 20124E 9 H26H AR T4 D XLHk AT v b L 720 [ “default-mode network” AND
Autism | TIZ13F, [ “default-mode network” AND “learning disorder” ] TiZ 0 TH -
72o ADHDRFZE S & % <, BHEM AP ZNICH B LE Lo TB Y, FEHESE
(Learning disorder : LD) TIERZHMED L SN T hd otz LELOBMBEKERIZ TAND
EEG|#%El1 L. EEG-DMNWIse O Fn %25 & . ADHDWIZEDR LT H 4 FFR DL DA TH -
2o 2D B, WA ERERELDALOBEA AL 0% 2L, S 512
[ “default-mode” ] ZOREAEE LCEML T v b L7z 122 iz 3 Eoisesh
LD DHREIY LTz O 3FOmLOFHMEERELICE LD TE L IOz
s, T2 TIEEEREELADHDO AIZEZE L. IMRI-DMNIFZEIZ L 25 2% 22D
EEG-DMNWIZEOME L2 T L O EITAZ L1123 5,

(1) ADHD% 3#% & U 7-fMRI-DMN#%

ADHDIZ, HEME, EEE R LB 2 ML T2 ERETH ) . FOTHEMOME
b ANERES, LY - HEEEEA B L ORARICHESI NG, BRICH S
M A = AL LT, MREEWE CTH D F—/33 Vo RE R, milELE - #EK
(fronto-striatal) D ¥ A F AREDHERE E N TV 5, MR HERE A 5. ADHDO
WA T Z X AHDELAICHE NI o TE72 L DD, R7ZIZADHDD Sl o FA L
(W & AMEFOTFTIE - 55 4 (DSM-IV) % OFTEICHED < HIBTEEEE K-> TW 5 720,
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ZER AT fE 7 ADHDE A O EWZ~ — ) — DIERDHED SN TV 5B, EWER
~— 7 —OfFERE LCiE, ETRBORERE. SRS, i B X CIMRI®R
EEG/ERPIZ & % IMHREERTHI 72 & 28 EIF S e Cn 5290

WO TADHD % M52 L 72 Tian b ODMNWIZEIZ & 5 &, ADHD#E# & i & % Hix
35 &, ADHDEH T, MMM FT#BIkE (dorsal anterior cingulate : dACC) &
IR, NI, i & ORERERIRE & (functional connectivity) AMEMIL T 5 2 & 2%
HEINY, Tianb ik, I OEWZ ADHDHETIZ BT 5 H BN 7 I RE O 25 255 1
DR SGOBMIC KM S NZd 0 LR T b, Tzt L <. dACCE
precuneus/PCC & DFERENIAE S A, ADHDEHIZBWTETLTWwWL Wyt L H
A%, ZORICH TR, BISEEER S ODMNDYKUN L. mPFCXprecuneus/PCC7% & D 1%H
BEERAY Tl E HHE & ADHDE R L ORI WT &, ADHD#EH#ETIZACCE HiisH
[l (middle frontal gyrus : MFG). _LfIBE[A (superior temporal gyrus : STG) %5 D HKHE
RS A DFTWEDOHBEAVR ENTWABEY,, 2 OFITE — (2O LEIREEDBREEIIHRE & DAL
APADHDOD 7 — % ¥ 7 A £ 1) OEERLEBEHRBEOB T IZOL A>TV HDTIE R wh L
HEMI L T35, Uddin® OWF9ETld. ADHDH#E & W B O LHIREED 2 v T —
27 MFVE (network homogeneity) Z L7286 2 A, &M TR 7V — T OER I G o
7275, RENEIE (U512, precuneus) (2 BW T, ADHDHEHETE 2R 51 72%, Castellanos
5 OMEEY I, BiEE — BRIEOREAE A DT 2SADHD O /R T ETHRBEDO R E DR K
WZHDHDOTIE R\ Lol Twb*®, fIMRITlow frequency resting state % % - 727
78 Cld. ADHDREEDHTEE — #7418 — /M1 (fronto-striatal-cerebellar circuits) T, % v
b7 — 27 OFE G IFEREE (regional homogeneity) DT Z#Hity L CWAY,

ADHD% %R & L 72fMRI-DMNAFZE % 8 L CA D & —&B, RO VIE) IR
T3 %555 ADHDIZ BT ADMNIZ#EE QWA & 138D . ZHEIREOREEIA & 29T
LRTWI EDELESIND, TN, LERIRED O IFEIREBICRAT L 72, IS AT
B TRO NS EITHEEEDT S DK & 2 > Ty FITEEEIC S 2 3RMHEP IR EN D
PUEBGEOIT R, AIUHYE — MR A 7 A TS S N D PEREIL T IS D 2 5> T B 1]
REPEDSRI Vo HRIC. BIEH — FREHES OB G2 TH D . SO 4 v M T — 7 BFELT
BREDTIS L XD X ) IZHE L. ADHDO/R T SAEATEIF B % i © X 2 205 S
TWITIE, BELIAEYHN~—H— L LCOFAMERSE 200 EEZLHLND,

(2) ADHDZ X% & U 7-EEG-DMNTAZE

fMRI-DMN[4E & T, D V72 WEEG-DMNII4E TdH 5 2%, i 2k G o Japi
W APZED R L7, ) DR EEREL R L LZIBHNIZEENLIER) 220557,
fMRI-DMNHFfZE%* 5. mPFC. precuneus/PCC. IPC7: & DMN % # 1 $ 5 &AL T A
CENEEZEDOENTELZDT, BIZINS OFHIFOEREIR A, BEOFEPIEEIC
Lo TEDIHNIZZILL TV LD, T L T OO TSRS X1
%5 TC&72 DMNIZEEHIREED— 8% — T, BEM RS L > RSN S
LB LW ELE, S BAUE, DCEEGT ¥ 7% W T L OVLFO & a4 5 2 &
WFHIZ) %> Tw b, Helpsd Of%eTld. ADHDIR - H#ADSHE RIEZ T, ¥ &%
R, BRI X % B CREARO ADHDFHE R B 12360 & . ADHDIE#E M) & #E & ADHD#H
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i 12 5 < Default-mode network 7> & 38 5 58 3% i 5 o flfE 2L i

MREEC 3 T ZFEREEOVLFO R BT L 72 xR & L2z ilidslow 4 (S4)
0.02—-0.06Hz : slow3 (S3) 0.06—0.2Hz : slow2 (S2) 0.2—0.5Hz :slow1l (S1) 0.5
—1.5Hz : delta 1.5— 4 HzT. 412, S32DMNIZBH 5 FHATEEIICD o & HEE#E L T
5THAHH) EWE L. EEGIZEEE F27TH O EM A SFHI S, @il 7 — 1) 22590 (fast
fourier transform : FFT) (24 1) . TN N0 BEO/ T —ERER SNz, £
OiEFR, ADHDMEMTE CIid, A — B o IEh A Fi2 B 2VLFO (83 :0.06—
0.2Hz) \ZMEEIAICRE L T—H L7728 — Y 2R LDIZH LT, ADHDMEREHED 9
LEFCANERDOMER DS WEIC, VLFO2MT L Cw 7z,

5t < 20104E D Helps & OWFZE? i, Rl OWZEICEED &, 4 EIE X 512, Sonuga-Bark
& Castellanos™ 12 & o TR E SN AT 7 4 v b - F— FFHIEF (default-mode
interference [DMI] hypothesis) ZMEES 572012, ZHHIREED 5 12125 < BREZFEIT~D
RATHEIZZALT A VLF %2, ADHDWRHE & fl s B CHIER L 720 DMI& I, #F . ZikiE
BRI S L2 FEEM 2 B IR INS B 25, FRE A Z1T 3 5 720 I MG B 2 BAT 3 2 BRI
DMN{EE ST % 521 Tl S L, REE T IS L E R BEENC T ) Bb b 2 & 2dY,
Z ODMURH Tld, ADHDOEEMIEDKTIZ L D L0 5 BEAOBITRIZ 3 DMN
EEAHE SN WE FITKROWEECRBITLTCLE ) LMREL TWwb, DMIZ#E L7
COFEBNTF A LTI, TTRHEEE LT, HIRCTLHIREDEEGEHIE L2k, IR
WAE S L C RS MFRE  (two choice reaction time task : 2-CR RT task) HOEEG
HMlE L LD 5 ENOBITR ORI — BREEOVLFZILISER L 727, £ OfA,
ADHD!B# X, Z#RICVLE (0.02-0.2Hz) DK TFEZR L7z, S50, D S fE~
OBITIFIZE TN O OO /T —EISHEDS RSN Do 720 BEOIEAIVNE W L
PHEGAE & DL T SO HEIE. ADHDIZZEHHIRREZS 1 T L %D & FREA~
DFATEEIZ S HEREMN e AN EVAETET B ITREME R RIZ L TV 57,

Broyd®20114E O 30 Tld. EEG-DMN 5 % D155k % sLORET AT 12 & 1) #r
BT L 720 EEMAZ TR E L CREHIRE & VEZITREOVLE EEG% ll%E L. ADHDf# )
T & ADHDMBEIMREE O 2 BELZ /00T CHUBe L 7o T & b 2R & AR AT IR o TR
5. EERKMEOVLF EEGO B IE K T 2978 ® b L. & O fF 5 il iZ. mPFC,
precuneus/PCC. MIIEZ (temporal lobe : TL) T&H o720 N5 ZIMRIDMNTEEH 5
NTWLELE —KT 5 EDMErD BN LA L. VLF EEGOIRFIK T /8% — i
MHEECTHRZL D, ZNENOR D HE 2RI T A, ADHDEAEE TIEmPFCTH -
72012 L C. ADHDEIME#E T FEICTLTH > 720 VLF EEGOMRIHE T I ADHDIER
OFEEE L B L TH Y . ADHDMHEFIImPFCZ IS T LiEZ 5 2 LR I /-?,

FERICHA LZZEEGDMNO R iEwidnd, A F)ADHF T ANY T MV RED
Sonuga-Bark® 7 )V — 7' H 5 58FE SN T W 202 VLF LSO i IKFE OEEGIE B O
Fix, BEAEDPHERPSFHENTWAEQEEGOLIRTH I NTBYY, INbD 35
EDMN®D 2 » & 7 b ZEEGHIZEIZHU) AT, VLEZ R E LT 5 5, ZifikEE7:
Tl % S BHD HIREANOBATIHEOZLIZL HE T TW b HR EI2B VT, fEko
QEEGHIZE & 1375t &b, QEEGTIE, ADHDE I, &I~ T, B0 E
N=F W7 o FBEROBEWY =Y EHZ» (00, =5 /X=% [0/p] li®
B W) HE RTER ERREAL (slow cortical potentials : SCPs) @ FHE AT &1
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BETLHEND LY, HHIE. NSO FELEEGDMNASED X ) ICB#E L TWw 5
DOPLRFAONGFETRETH A ) o FiIZ, ¥ — 7 HOEE L DMNO M IZE O S
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Summary

Kazufumi Omura :
Neural correlates of developmental disorders revealed by the
electroencephalography default-mode network

The functional property of the resting-state brain connectivity has been termed the
“default-mode network” (DMN). The concept of the DMN has been raised mainly in the
research filed of functional magnetic resonance imaging. The DMN focuses on brain
activity and its functional connectivity with a no cognitive task condition. Not doing tasks
would be a great advantage for investigating the neural mechanism of children with
developmental disorders who show difficulty performing a particular cognitive task.
Recently, many studies have investigated the underlying neural substrates of cognitive
functions and/or mental disorders by utilizing the DMN. Recent electroencephalographic
(EEG) studies have also started investigating the resting-state brain activity in
developmental disorders by utilizing analyses based on the EEG-DMN, particularly
targeting very low frequencies. The EEG-DMN is expected to be a promising and useful
tool for understanding the neural correlates of developmental disorders. This article
reviews selected studies on EEG-DMN associated with attention deficit hyperactivity
disorder and discusses the potential efficacy of biological markers in developmental
disorders.
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