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?ﬁ . [HZEPEREAR PRI ¥ 15 (obstructive sleep apnea, OSA)/Z& —Fi i WL IG AR BRI IRAST , RISy IR TE 7E BERGES & & FH

, SR B D) BV L ARSIk . AR SC AT T A R OS A FRE B B I A I 7T, L 9% #8 L Z5 IN Hi (electroen-
cephalography, EEG) A 225 DY RERE IR 1% (functional magnetic resonance imaging, fMRI). 7E# S ZSEEGH, OSAEERKI
R H AT A R g XSRS N0 I N i AE AR R ASTMRIAFFE . OSA 34 7E BRIA R 4% (default-mode network, DMN). /1 3k AT
I 4% (central executive network, CEN)FI1 %5 & % 2% (salience network, SN)&5 K R % W 2% 7K FAFERAS . 224k % R ASEEG
A BAMRIFIET T, REUFH L FE R HOSAL ST AT A K& s S, IF B H R iE sl o i 5 OSAT™ AR BEAH O,
FAFTAT R OSA B KM TN AEZ A — N RBEMI X o )5, ASCNIRIT R ZHSEIR R DU S0 55y T
OSAAR KA IE 7 AT | R
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The brain imaging studies of obstructive sleep apnea: evidence from resting-state
EEG and fMRI

WAN Xiao-Yong, ZHAO Wen-Rui, WU Xin-Ran, CHEN Xin-Yuan, LEI Xu’
Sleep and Neuroimaging Center, Faculty of Psychology, Southwest University, Chongqing 400715, China

Abstract: Obstructive sleep apnea (OSA) is a common clinic sleep disorder, and characterized by obstruction of upper airway during
sleep, resulting in sleep fragmentation and intermittent hypoxemia. We reviewed the brain imaging studies in OSA patients compared
with healthy subjects, including studies of functional magnetic resonance imaging (fMRI) and electroencephalography (EEG). The
resting-state EEG studies showed increased power of & and 6 in the front and central regions of the cerebral cortex in OSA patients.
While resting-state fMRI studies demonstrated altered large-scale networks in default-mode network (DMN), central executive net-
work (CEN) and salience network (SN). Evidence from resting-state studies of both fMRI and EEG focused on the abnormal activity
in prefrontal cortex (PFC), which is correlated with OSA severity. These findings suggested that the PFC may play a key role in the
abnormal function of OSA patients. Finally, based on the perspectives of treatment effect, multimodal data acquisition, and comorbidities,

we discussed the future research direction of the neuroimaging study of OSA.
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FH ZE 4 Fil HIR 19 I 7 422 (obstructive sleep apnea,
OSA) A& —Ff i W 1 I R BRI B 05, HLAFAIE A2 b
W T A AR I S S PH 26, S SR BRI
LA A, MEIR S IR R AT, 2B EE
o B TR) P ARG I S R B AR B AL, 5 kA R
255, Ik BE A B i H A0 3l kO B3 i A
EEAR Mo 2 OSA ) 32 B 45 b 2 I W 8 1511
18 4544 (apnea-hypopnea index, AHI), BJJ4&E/NESIFF
WS e R PR AN JE B R . [ A — JR AT I 22 2Rk
fath, OSA B BA L& NFEFIVER N, %
FN (> 18 %) 1 OSA B HF L2104 9%~38%, H
H SR L P 1) R 273 33 0 13%6~33% A1 6%~19%:;
EEFANBEH, AHIFEE RS, DL AHL> 5K /h
PIAR 1, 65~69 %5 (1) 55 P v i 5 %N 88%, 60~85
2GR g 90%, T [R] Al B 2 ) il 9 66%
A 78% Bo [ Py — TV X b 5 B X I A
B, FTHFF OSA ¥ 8 28 31.8%, o 55 A

4P R B SR 4 A 38.7% il 22.0% ¢ If: H.HR R
B AE W, 7E 56~66 % BH R ; LLAHI > 5

R ObRHE, —ARAHER) OSA BN 9.6%, X
— W aE R 5 E AP, OSA B £ K fE
F, REIRITHI OSA B3 IG5 [ K I B v fE
IFIDRESZ 0 e i R ARE PRI S W, %5 5 18
A BT s F3 48, OSA 5 2 Pk i 5 ik
BA L, WA, £ A 5 M RS
W, KBTI R U OSA £ i i K Jibi 45 # A o i
s 3,

AR SR, R 2 W AT S I AR R IR R
OSA HBHE M DA KGR . Eixiind, HER
TN 5~10 min, F 0] SRAG RNV B0 (1) 5 B A0 1)
RIS R, NI Bs Wi Alia 97 77 R €
i LS I % ) 32 K F I L (electroencephalography,
EEG). Iy gg # 3t 95 pli 1% (functional magnetic reso-
nance imaging, fMRI) 5¢i/T 2L 4M %1% (functional near-
infrared spectroscopy, INIRS) 254 RFEATHRM . &2
SWE BEA LIRS - Bk, BERS RS
P, X R SO v £ HO ERBUIK + k3R
S R TR PR AT S5 Z R Blu R A, HHT
ANFENEE ARSI =S R AR . Bk, &8
ARG T AR IR R OSA B 1 B A K is 8 #
B TAEMFE, AR R L R A Rk
ATEF B L, 10 REAR i3k S0 2 [a] FR M o

OSARIMISZ BT TL: Ok B iff B AEEGHMRIIIEHE

761

2 rs-EEGHIrs-fMRIFFR /5 3%

B A K& sh Il 2 7 8 %, 145 EEG.
i 4 B . fMRI. fNIRS %5, o S DL 225 i i
(resting-state EEG, rs-EEG) 1 545 T B i JL % 1%
14 (resting-state fMRI, rs-fMRI) A% M. LL OSA A
K2 H bx, 7€ PubMed 34 E F w5 7 & rs-EEG
A1 14 4% rs-fMRI {18 3. FRATTE 2 A 443X PR I
HAR.

2.1 rs-EEGHI5R/53%

EEG 1] Aic s KRl B2 JE AR G H AR 3R AR Ak, HL
BATOME. B o, BERE. MM
N, IR S| 72 MM . rs-EEG i
B0 3 X i A T B R BT HR 1) EEG 208, A
> SR A G vE B MERR IS FE 1) EEG #0dE. HAy, %
7 OSA ) rs-EEG Wt FL AR A 2, 22 [ gl
R EEAC P TE Z U7 R B P38, BT Y EEG SR A 2
— KT 200 Hz, FEAREGET A 10~20 F.

rs-BEG 7T ik EEAFE T LUF =Fh . —i& 5
T IR 38T 7712 (power spectrum analysis, PSA),
W E S N AFMBL EEG 151, EEG F5 8
EEEIERE, KA PSA (7515, ¥ EEG 15
5 IS S5l 4 B, T LAy SR ) B BT
M, AHE 8 P (1~4 Hz). 0 3% (4~8 Hz). a I (8~13
Hz). B ¥ (13~30 Hz) Fily J% (> 30 Hz), IX s
SARFEMMEX . ThRERIRA A 0 B T 45 e Mk
[RThEAN, DhZE I HARRHAE R AT LA THR 58 OSA
BHE M ThAEAR L, WRThER, RE%ELS (K
14). R THRA N H (microstate EEG) )73 #r
Jii% o BOIRAS J& — b FH T 05T i A e 72 ) o ]
AR P, TR A RF SRS T 2928 100 ms, M
X — I ) ROBE A A i e e BE AR I, TR AN
R B R T, RS B AR TR A RIR T
AP RS B A o S O SRS B K i
B (B 1B). =P iEA, AfEES
B PEH UL IR g o p U AR A 1
FHA.

HAr, B4 8% BT OSA Bt 4h, R H
WORASRHE EEG fioi X 28 Rl & 17 H A A Lk
WA, AR K2 AT LR IX L EEG 43 #T 75 ¥2:
N F T OSA F2 W iy oA
2.2 rs-fMRIFFR 5%

rs-fMRI 68 % J6 61) Hh I 5 K i 1) 45 44 F0 ) e
ST NI AE # EARAS TN I A U/K AR (blood oxy-
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Fig. 1. Research methods in resting-state brain imaging. A: Power spectrum in EEG. B: EEG microstates. C: ReHo, ALFF, and fALFF
in fMRI. D: Large-scale brain networks in fMRI. ReHo: regional homogeneity; ALFF: amplitude of low-frequency fluctuation;
fALFF: fractional ALFF; L: left; R: right; DMN: default-mode network; MPFC: medial prefrontal cortex; PCC: posterior cingulate
cortex; AG: angular gyrus; SN: salience network; DACC: dorsal anterior cingulate cortex; Alns: anterior insula; CEN: central executive

network; DLPFC: dorsolateral prefrontal cortex; PPC: posterior parietal cortex.

genation level-dependent, BOLD) 15 5 i) H K #E % -
iR AT B B AR 3 IR AR, AR 4R Jt P S
XARAIR % () [F) 25 A RE BE, mT AR 23 tH A [R] )
BRI U, R AT TR 2 i R S N 4
45« 18 8) M 4% (motor network, MN). 4 4 % %
(visual network, VN). W5 /X% (auditory network, AN).
A L AT P 2% (central executive network, CEN)., Ef
A% (default-mode network, DMN). %% i I 2% (salience
network, SN) 2 1) 7F OSA #f 77 H 3 F X 7E DMN,
CEN 1 SN, 4l 1D fon.

BT, OSA My BN 7 Z R R &35
B, WEARIE (amplitude of low-frequency fluctuation,
ALFF), %7757 & 45 € W I 1] 7 SIS A 22 B 1)
geE ; UL PENR (fractional ALFF, fALFF) &/~
RINE 5 2B h & ik i b % . fALFF U 7 JH—
508, M2 ALFF X A= 3 0 7 s ik 1),
b TR RIS EE SR, A ERTRREES
(A AL, i JRy ¥ — B (regional homogeneity,
ReHo), 14 fMRI i 8] F¢ 51 [X 35 [7] 25 4k f 7 g 1)
(K 10).

g% % (functional connectivity, FC) J& 7 —
1E OSA HI#f B Fe b - i ik, Bk

ANER X S SES T BRI R, HESTIRE
BRI LTI — R TR A
(seed-based) (73 #T, XML E IR, WRYE
B BOE — AN EZ AT R, R R T RS
A fii FEA o X B AR T S R Y. R
3K 4343 Mt (independent components analysis, ICA),
XA TVETC T e g s, R A B ST AR ok
i) BOLD {5 5 43 it B LA 4

F T ER W 2 A H AT 8 A T OSA B 5t .
%7 B AR R I IR A ELZE R R I 2 SR BF 9
RIEETE . BRJ7 k] DR 2% 42 )5 2 2K
{5 5, DLEARFRFZ G BB HR ",
R AT — e B T A R R RS, BT
fit 3% B %% ¥ (functional connectivity density, FCD)/ J&
Hrts P (degree centrality, DC). ‘& F T & — A4MA
I A 4 i AR 3R A) ) A PR R R R (&R
FCD), 5lJm#8 X385 i A 3= i ISR (R
i FCD)!",

Hul, mEEsh. DR B oo
JTEHAE OSA 1 rs-IMRI BT A FTR . (HiX e
JIVEAESR ) OSA 1 IE RIS R J7 15 75 K &
W FEBEAT S0 AIE -
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3 OSAHERE SRR IR AT

N T R E DA G B ARAE OSA Hi (1)
N, FATTLL EEG. fMRI Hil OSA K &A1 4 FRinl
FRE ], T 2019 4F 3 H 1 H £ £ #% &£ PubMed
(http://www.ncbi.nlm.nih.gov/pubmed) 317 2%, #f
FTO 36 J5 3R A5 S0k 21 B . A HR 1368 A, Ty
SEWRSTE 20 3] 60 % 2 8] . HoA R 1s-EEG HIF 7 5%
% H rs-fMRI A 14 B,

3.1 OSARIrs-EEGH5R

F H B A1k, 7 5 rs-EEG A 5T % H T PSA J7
IR T OSA B3 15 {g e N (400 oh =R 2 5 120,
Horp 6 Wi 7t ok OSA H 35 AH L Ag e N 75 11 41X
Sl R r o [X SR AR AT B (5 IR 0 9 ) 2,
A 1 IR SA R R e 2= 5 . 78
5 WL, W EIRT T OSA B TGRS KA
£ 56} D SR AR AT X 3y 3 U120 4 TR 7R
(3+0)/(atPB) TE N L R Fe bR, K I OSA RN
A5 A b e e . B2 7 AR S 25 R 2,
xsegt K IHERE ", HAh, Grenéche £ A A
R WIAEAERR IS R I A) OSA H BB ch R 1 0n,
f AT I AT RE S T OSA fEHEH L1 K2
IR R AE RIS BE, 2 KM (1 — Rk ML) 17

OSA 3 rs-EEG #5411 Bt ) ) %6 5 P Wl 7 42 7=
AR FE I A A48 bR A7 7EAH 55 Greneche 25 A48 HH
OSA #3511 AHI Ml o DI ZEIEA G, WP B 1F 45 20
(apnea index, AI) fl a. B INZIEAHOC, S B AT R
8 % (oxygen desaturation index, ODI) f1 0. a Ijj %
IEAH G, HFF AR R B I8 S 48 2L (hypopnoea index,
HI) 1 rs-EEG %A ELAH G, RIUL A 738 I AL &
o5 H AR R M S5 S5 9%, ODI Al H
A P, 25— 7, R OSA
(3+0)/(atp) tb Z 5 5 [ 45 45 (arousal index, Arl) Al
AHI IEA ™, fErf s S H % OSA B d, s5/10
IR K Zh 2R 54 i 48 1E A 6 U LA R 7T R A R
A7 OSA ™ & F2 £ $5 A7 5 7% i EEG I 2 2 [H] (1)
Mo 202500 gk Ak, 5 K EW TR R TT T OSA
BHIEME EEG 5 HREHIER X R, SRAK—
U, Hodr g 2 T 5T R B3 W B E 5 EEG B
AL U1 — IR 5T 2% B Epworth 1 i 3R 40 4L
SR ) 8. 0 A1 o AT DA LS TR ) 8 AT o
X TR IEM 3 " B — T T A R RN
Epworth W&l &% 77 85 o AHXT DR EM X, 56
0 AN T SR 2 U A R B 7T R R B TR
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EEG % $ B ) %2 ARG BE (2. 25 AH G 10,

2k F Tk, 1s-EEG HR—EMRIZ « x|
ZHAHEL, OSA EETE rs-EEG th E I NARSES (5.
0) Hg5E, X 3B AR AR i SR H TR R S
Ko T rs-EEG 48 b 55 R AR P W 8 455 7™ 26 2 BE (1) AH
RA—E, LK EFE OSA K] rs-EEG #F 7T
KEER I8, o BEAR 1) e B tE . Dh&ig it
ST ZHEPESE . OSA 11 1s-EEG Hff 5 *F 35 X
BEILT 30N, DT REZHrs-IMRI BT, KRR
12K FH B R A ) R e R, G — U o T s
HE, FORREAE, W A E g ie .
3.2 OSAHIrs-IMRIFHZT

OSA i rs-fMRI #f 58 K £ %4+ DMN. SN #l
CEN £5 K R 2% [ 0 2% PN 315 55 . DMIN 7635
PR SN = TR R, U S5 H bR T IAME 55 I 52 240
HIR N s, B — R V& BN = FE R 28 1) X
Mk, 4507 [E] (posterior cingulate cortex, PCC).
BLHT I (precuneus). N /i % H (medial prefrontal
cortex, MPFC). Tiji /N (inferior parietal lobe, IPL).
W, 8l (angular gyrus, AG) &5 %!, SN il CEN
52 OSA K rs-fMRI HF 5T Hfv 28 5 B 52 % 1) 9 4% .
SN = 2 /i fixi & (anterior insula, Alns) A1) i+
i1 [A] (dorsal anterior cingulate cortex, DACC) 7 i {4
B EERE R T AL W, SURE A
oss, Hop A2 SN [ oeiEdi . SN F 2
TR P A0 BRI e i H bR e O P CEN
T ARG SAMU AT A (dorsolateral prefrontal cortex,
DLPFC) FilJ5 TiiH-[X 43 (posterior parietal cortex, PPC),
KL X 5k, TAEIRIZ . 154 LA\ it 2
AP IR 3 AN LR FEBRAT A AT 55 B L
£, SN 77 DMN 55 CEN Z [f {350, el b ¥
SRODRAS B S0 T e e B

FIHAT AL, A6 Wtk T OSA &3
DMN A #5345 (1) 7 0, 0 4E DMN WK 45 5 A4 R )
HRRFAE . N1 B B & 715 R TR) T O 2 1) 0K
A B DMN AT BAE— 25 R 4 6 A AR < i
DMN M5 # DMN,  H §if EL 55— i) 45 2R 52 OSA
M BT R AL R BN AT S DMN 5 DMN Ho Al
T R BB R D REIERE R T, T JE 3 DMN I
B 3% 12 15 38 M A7 4 08 25 ). Ak, Zhang 25N
W& &3 DLPFC %32 1) R B B k7 DMN Wy
S RER AR LA, A 3 T I R LG B 5 1 2
flu i X DhReiEH 2401, BFEHTAI (prefrontal cortex,
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PEC). Toirt. M 4047 [l FEERpHET.
o BTRSI A iy B ReHo 43 Bt R B T IX 4 [X
AR B o, A5 DMN &5 S ThAg
ERRES P, WSS W SEE L
IR . IEAl, #55 DMN AT f (A
WAFEERE N 7 E, BRI AN D5 BT,
PCC M58 ; EARZ MR 5 DMN A7
REENRE, FERZERZS IPL FA BT
PR BT

T BB Hr i T OSA 3% rs-fMRI Fff
Firfe Chen 55 NHIBFFU A I OSA 53 F1IE # HEHK
NBEI) DMN #RFR I H /NS g1, (B 5 1E AR
NFEAHEL, OSA B 775 T 2K R BN =R T [,
FRIERR AR K FE G I, LA el PCCL 3 A PFC
[ R BEFRAG, A BE N PEC A 3 15 55 im0 5
ALEER N B, Chen 25 A L — S & B /2 OSA &
FHRIEAREIL R R AL ADEFE. K4 5%
Bk, DL R R AR K FE G N, T R R
flrgh AN —5 P52, A1 138 & B DMN, SN, CEN
(5 R S, RWIX 3 AN 2 TR HERE R Y
Park %5 N [T 7075 17 RLII 45 R, OSA ¥
G R RUER PR S B MR A G DX AT a5 S e B P,
IX 3 B K A I B 45 BB R F 3 OSA
BUAS R RE FE ) /Nt SRR AE AR Ak, 520 4 i 11 T A 2
G, B, REE IR T EAR 5 I A1
W, (HE T OSA B3 BN WX 25 46 $h Hr
fE, FREUBUR A 5 AR, H BT O
It R V2 Wi B A 397 P A 4 A0 JEL 2%

B 7 31T OSA 3 Fl o I8 41 11 % 2 A Th g &
RO ) 22 504, IR BEAELE 22 7 (1) T g 3 42 AL 7
AR R R = S L I R . Zhang
2 N R A B i &5 A0 MPFC O Ih g % % 5 AHI
IEA G, T 5 AR 20 Bk I 48 78 A S (saturation of
blood oxygen, Sa0,) it # 5% "', 45 il DLPFC P &
ThfeiE B A0 AHIL k56 B Park 25 A\ & B4 ik 5
ARG BUR B, B e TR EL s
F D) REER S AHI IEAEDG, 72 i & AUt iz
FIX Ik A R AR R A g
AU S A G R 2 S5 AHT FAH
5% B35 Taylor %5 AR BA 0N w1 5 /0 & AR R 1 T
RS AHL AR ™, A A5 I 1 1A) J U A )
il 1) Th BEIEBE I R P& 5 AHT A5 P71 33k 8 vk
5 AHI FHC, A6 bR EAGFRIE S 2 K B2 5 AHI

IEMSE, NHFE. LR E RES AHI A
K gi b, 5 AHL B R ARSI N X 32 A R A
PFC Flfin & [X 38k, 3R BIX P ASi [X 1] B /& OSA &
EPNI LIPS e
3.3 METAHME . EEGIRSARN R MRIFE LR
3

H AT 7 AN 5 2 0 BB AR T DU R OSA &
HHEA R B B, EE D BRI X OSA BEE
S IG £% T e i AT R . B — AN BRI
N, OSA [Py JR0 PR A =3 B2 J 1 mf (g R ARG ik = 5
F) B )08 B X R B AA R = R 2 o 1A A
W OSA =4 [ mg BE XA SN DI RE I RE . 28 = A
B AR S OSA 3= B2 38 3 52 1 Ko 1 1 A
b, BFEMETI. hEBFEMGIMIET- %, MM
X R IE BOAN AT, LR OSA P HFR 5
SRR

MR /7 SC Tk, 7E i B 4 1F N OSA & # 1)
EEG 7E PFC Filrp e X3 AF7E 70, R ER N 8.
0 WA EREMAEE ; MAE rs-MRI H1, OSA B
KIHHDhRe 5 o m B Az, FEMR PCC,
PFC. WLy, Himb. THH-. Fo i A0/ 25 X I, 4%
4 % % EEG fil fMRI B & L, KB PFC & — Mg
NI SCEE M X, [REAE OSA B 78 H X A i
X N 52 BIEIAN i . 46, PRC J& i 245 il I 4% 1)
KB AL, BN FER TR =SSN R ThRe, W
HARE FPATIhRE. &, M TIECL, X
AN THBE A5 2 H E OSA B3 Hh i 2,
1M HLAR BT Hofh R X3, PFC Xt T e 2 R4t
TEAZ R (CUnBERR R BEAR F Bk B I 4R A5
F) UK . 25, PFC R RR R A
Foft IR 2 400 LG A OGS B AR B & ) T R R
OSA i3 PFC XIS Th e Z 3

4 TTeS5RE

H R, K rs-EEG fl rs-fMRI 3 R & 9% # 7=
OSA B ML T NHEAAAE R KN ThRE S 1, 2R
MEAEZ TAEREIE. T, RIONTH. £
FEAS 5 I = 7 X OSA i 2 24U A KA 58 )7
) BEAT R
4.1 OSARYTFFaffze

HT, OSA HIH 1B VR T 2 A FH #7245 15 I8 <
(continuous positive airway pressure, CPAP), H[Iif i

AN R, ORI TS 2Bl R DA DR R 7
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IEFTIF, SCREWFW R BRI, 07 BH 28 4 P % 8
155 DA/ I I S R R A B AR s B H R AL,
% F CPAP ¥4 J7 Rif J5 I EEG W 50104 3 T, CPAP
VBT XTI B EEG W2, EOBL—BUR K IR 6
Tk, X & ThER R WA A 43 1202
— T T R I S ThER B CPAP {677 & 2 )b 7,
5 — TR 7T R B I U, R — TR T B K
AL BU. X & ThE sz ma R — 55 45 S vl g 2k
CPAP X} T~ OSA i # () EEG i 3 % & & H B 1,
A BE R AR EIEB AR S8 . HHh, B
FL 455 B A —FUAT G 5 CPAP JAJT IR A K4 A o
FEXE I CPAP 697, OSA H 34 148 3 ml 308 1) B AR
dif 2 38 B I SZ BAR PR AT 2 TR A s T
CPAP 697, OSA B3 1K HA R B = i R i) o
ZEHE AT RS 3 T IRE . RIILTE CPAP ¥R YT
(AT JE XS EEAF L, RAZRE ST B KB RN

B 1 CPAP ¥RYT AL, J3—Iin] LLE FE ) OSA ¥R
5707 R FART T AN AR 0] U IE i 5 e
ER=ALIYIBRAZ LI R iE. AW, FARRZEA
PR, BA—e XK, I HA RO BT A s A
wamY, Hil, FAREIT A OSA brdEIRIT I —
KEBor, #FEAFHAMTE BRI LR, FHIA) 754
M. 5, ZYIEIT WA T K A T kg OSA
FEAR Mo 25908 9T I PR S48 X OSA SR H AN A )
TRYT AR« BG N R  d A_E RERGE K D, s
M T AR B R 5K 77 b PIRGE , 98D PR AR ) R IR
A e MG R R 1

XFF B OSA B3, A id 77 3 o738 vl e 2
TS bR A AR B, BT DU i ik
TR AR E AR EL, I A = DL OO TR0 485 4 R0 D e
TG R R (QDEFRR . BEE A DU R R
K ), JE ] o A B R S A B R S, AT
BE PR _EIPIR IS SR AT RedE e BkAh, HTFRE
HH 22 {4 )8 (transcranial magnetic stimulation, TMS)
A DL R R AE RS R, R KA L RRIE Y K A
JVLPAINE By, DT 5035 Rl R R IR J) 1 2 =i 3 52 B
BT, 77 VR B 35 02 AT DAAE AN R 888 8 5 1) 47 100
N EGE A IRE AL, YRR ROR — MR AT
BAIRIT TR W

PL_E 7 iR HR SR A K OSA FH ZE 15, AT LAE
2 o6 3 B PR - Pt DA R AR I SR o 3K 2 7 VR ) T
OSA 3 i) 1s-EEG A rs-fMRI ) 2§ 3 %1 iE 75 3
ICABESE . AHRT AT )2, X Eya 7 ToiEA 2K

765

U A D) RERT, T DL RE Ah A 40 B IR F R I
(transcranial direct current stimulation, tDCS) B & X}
KR 34T 250 , %%t DLPEC #1 PCC ) tDCS ™,
IX T ARSI 0 LASRAIF o

42 BIESEAWR

X T OSA & i K A 45 & EEG Al fMRI 347 1)
WF9T. 4 R EEG 8{ fMRI B — BT RS
B, FE A N2 T RS B R IOAB R M. MR
(1 EBARH R m S E PR, W LUEAM KPR
()R oG DX S s 5 R s B R P A TR B () A 29
3y, i HLE (8] 53 $F 2% 2 BR T 14830 /1% ) B EEG
BA i PR s, MHECH TXMEES
It B 1] 725 A 0 2 P e R R 22—, AT DA Sy e B K
R i A 2% B 4 L A PR TIE A 4 TS B . BEG
AT EMRI 7E SE il 5 145 5 J7 1 A B % X 51 : EEG
& B R B A, T MR & 2
BOLD {55 . {HIEMATIATARR M oG sh L A
AL RNES, FERLIMIEE ™ Wi, &F
7] 2 EEG-fMRI % 5% i+7 & T EEG #i % i 5 BOLD
B 5 HIRa FgIAR S M, BEFR R o il B AR E
KRG S5 BN EIAMNERNERMS G2
Jett. fERTSCPTiA T, EEG WE7E R 7 OSA #
3G shIg i, fMRIBFFLEI] | OSA H# DMN
R T, SRR AT AR B A A R )RR T Bl
filf U, BRARIX 7 B N B 31 [R5 EEG-IMRI Jini LA
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