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J 0% 5 (Primary Dysmenorrhea, PDM) & A % #p f& + 14
PREEIAE R - AR RBAE 0 S8 T4 Sy
A 4 i 1R .,:;,_FF 37 o RS H—:‘HMH ?\: E%fﬁﬁjﬁﬂf
ﬂﬁ%m’%**wltﬁ WRE R SNEE P
15%3] 20%c~ (2 ¢ F1 5 BeE / Som m2 1 IFE‘ FE A
WA IR E R GRS o PR R
(Magnetoencephalography, MEG)¥ 1 p] 2 &S i #7314 ags
F o L3 R aBPEsRERUMRD 3 pF F 347 2 frik
ok LR eng B Rt R 0 Ve £ fRPIR on A BUE
(Rl M= s LA ﬁb“*ﬁfHM€i”“%*5§%
L E FRATH R chim ol S8 o u‘_ Gl ERELME
e Ar BRI REFT B ?# YR By
%’%a’@ﬁﬁﬁﬁﬂﬁfﬁmﬂuﬁj$mﬁﬁéiﬁ
AR Y o A TR 5iE B2 (genetic neuroimaging) A #
SRR P R R 1T 5 %8 & A (endophenotype) 2. 2
P #5se(biomarker) r4 3% 2k B R chl 58 o 2 P 414
COMT(Cathechol-0- methyltransferase)i BDNF (Brain
derived neurotropic factor)® 7 f6 2 w22 {42 & 7§ a2
ﬁfiiﬁﬁﬁéfﬁﬁkrWi@%?Ekriﬂﬂﬁ‘i%(genotyping) ﬁ.ﬁgd MEG
o e R ORIEST A T R R S 2 B e B

jﬁﬁiﬂ’ °
B RREL S 7 %L%?‘ﬁ— E2 B EAE s PR A
£ 1Y MEGEL%—‘PDM ,ég ﬁ:-—&,ﬁ- ‘%‘:u,&g‘:}'& 'F_U:,v}

I Rl S R f“ ’ ﬁd PAAA SMELD R H s

1T PR DA FAFIGSEF &L AR 2D EE
W @%*%kﬁax;ﬁ+ﬁié M H gt g
21 B 3RA ek w g 20 T P 1 (plasticity) o 2 s
Rt 23704 B & 30 PDM %'ﬂn‘ ML H—:‘F&ﬂ‘ﬁﬂi EaprEs
%A$*Wﬁ*77$”’F&%ﬁﬁW%Pmﬁ Mg
A " ARRAT Y AH B e S EEE S0 A REEL
M EAMARAZETT Y HFELEPCELIIRFTLIE S o

RAFBRE %Nk s AR SR FF

Primary dysmenorrhea (PDM) is the most prevalent
problem in women of reproductive age, casting an
enormous load on public health. It has been reported
that around 90% of young female of middle school age
in Taiwan have PDM experience. Up to 15% of PDM
subjects can suffer from severe menstrual pain that
results in the absent from school or work. The
unprecedented millisecond temporal resolution of
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magnetoencephalography (MEG) is pivotal in
investigating the central processing of experiential
dimension and the associated brain resilience of PDM.
In the healthy females, we previously disclosed by
means of MEG a significant association between the
anxiety score and the left prefrontal cortex
activation in menstrual phase. Also noted is the
hemispheric flip of prefrontal asymmetry in
accordance with the cycle change. However, the brain
architecture of brain network in PDM remains elusive.
In this three-year study, we will instigate the first
genetic neuroimaging (MEG) effort to explore the
interaction between pain- and emotion-related genes
and the brain plasticity in chronic PDM subjects. We
will characterize the single-nucleotide polymorphism
in five genes, for instance COMT (Cathechol-0-
methyltransferase) and BDNF (Brain derived
neurotropic factor), in PDM subjects and link the
genotype with the endophenotype symptom (MEG brain
mapping) to elucidate the central alterations in PDM.
We are convinced that this prospective study (to our
knowledge, the first study in the literatures) will
shed light on the central mechanisms of PDM.

primary dysmenorrhea, magnetoencephalography, imaging
genetics
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F g Mg 5 (Primary Dysmenorrhea PDM)&E &3 8~ M7 FEFpg 8 - BB 450

R S G A el m;\ MR ERAE . ATk Fafﬂ‘g;awra FRPFE L AEFR A
3 EH =5 iR l“j‘}? Fahg& a2 G 15%5] 20% 0+t g Fla fd i gn g2l f F R A
LA EE—’J{ A g kw9 é§%&< o oEE R R (Magnetoencephalography, MEG) ¥ 1 B & % i it #7315 e
B L3 R e e s R P (IMRI) B ﬁﬁﬁ“ﬁi%‘r)’iﬂkﬁi’?%}? BRI FREDTF TR > V&2
1 e T A ":ii‘éf“ M RR R 0 Bil £ % 2T EE 2 PDM ,?-J LR BT E R L RIE R SRATH G D
fm A A SIS RS e T (ﬁff@ﬁ)ﬁﬂé%ﬁb %ﬁtﬁi‘?’ GomFESEERE G M
R > RBEMERFE? 282 b8P By A s @y o & %4 58 # 5 (genetic
neuroimaging) % 1 * S Hel 28 24 f t P R i iF 5 ) *E 4 I Al (endophenotype) 2. 4 4 f-3& (biomarker) 1
T AT R DR E o AP -4 COMT(Cathechol-O-methyltransferase) 2 BDNF(Brain derived
neurotropic factor) % 7 f& @ v Fig 2 & }%@Eﬂ fﬁ'ﬁi;}g B ek FiE (7 2K %14 & 47 (genotyping) s £ ;%‘ d
MEG % it PP B REFFJN A FE RBFPR 52 Faod S FMEHE .

P AR G ATEF - FLRES R P RFZE 0 W MEG BLE PDM & F 2R LA
LB B HER A PFareRR IR o J5d SR S wi CEE ST PR D7 R AT
A FEEF AR 2)7» FEFHE DR E I RARRLZERERE 6 Y HRIERE L
A SR A 2T (plaStICIty)° P F{ i?frmi)i,._ﬁl, PDM & 4 *ait % 1 - I P&
AP RREXBFHAE 23R SRR RTVE R 0 G i S0 _:Lbiﬂ? *AH B e
EMEREEE ST RE S ﬁs";#ﬂf‘s«é ARz o HELEPCELAAEFTLIE S o
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¥ 2 4 & 2 Keywords

Primary dysmenorrhea (PDM) is the most prevalent problem in women of reproductive age, casting an
enormous load on public health. It has been reported that around 90% of young female of middle school age
in Taiwan have PDM experience. Up to 15% of PDM subjects can suffer from severe menstrual pain that
results in the absent from school or work. The unprecedented millisecond temporal resolution of
magnetoencephalography (MEG) is pivotal in investigating the central processing of experiential dimension
and the associated brain resilience of PDM. In the healthy females, we previously disclosed by means of MEG
a significant association between the anxiety score and the left prefrontal cortex activation in menstrual phase.
Also noted is the hemispheric flip of prefrontal asymmetry in accordance with the cycle change. However, the
brain architecture of brain network in PDM remains elusive. In this three-year study, we will instigate the first
genetic neuroimaging (MEG) effort to explore the interaction between pain- and emotion-related genes and
the brain plasticity in chronic PDM subjects. We will characterize the single-nucleotide polymorphism in five
genes, for instance COMT (Cathechol-O-methyltransferase) and BDNF (Brain derived neurotropic factor), in
PDM subjects and link the genotype with the endophenotype symptom (MEG brain mapping) to elucidate the
central alterations in PDM. We are convinced that this prospective study (to our knowledge, the first study in

the literatures) will shed light on the central mechanisms of PDM.

Keywords: primary dysmenorrhea, magnetoencephalography, imaging genetics
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REEREL LT EHBAREFTIIPEFH- B AR FANGL SchoFy L H[1]-
Pp 2005 & - 3F pde £ X AT 2] 0 F 60%ea E A PE(E A R )R E RF MR Sag e B¢ o
S1%H p ¥ 2 FSESFGR A L L35 1T%PRFEAGRFFL I EL 5T 0 fF
FLER FR{AZ2 TR B EFFELERE > - - RE &4 [3] °ﬁﬂﬂm’*‘ﬁﬂ MR ARER &

Eh2BH &E%m#g&@'ﬁ B t[4, 5] B4 AT § A et e 2 6] e d BT R RA R A
I A TR E R G %hwﬁ“"mf)%hﬁgé»ww—w AR ﬁ?ﬁz}ﬂ%/w,ﬁrﬁ%
Tof F- R4 mé #)ﬁo Ko oG ERFERLELTFPLE LB RES f?" B + i (comorbidity) -
B 2009 & 2 ek (World Health Organization, WHO) # 2 e+ }ii}? 4, 2 (Women and

health: today's evidence tomorrows agenda)® > Fr¥t R AE L F AR D 1T L RB MR ST - BAE
B LA F R R EIFE DR Iﬁi P FPRT AT 0P DT R R SR b N R
o pAL g H gﬁ”‘ R & Fiaesip M E tF- L s e

B3P in

pae mhEEASRE R AR -EREE- T EAN SRR OE A A S IP“;m;fﬂé% Ty AL
Bt MR 5 R ?JL*“T}J?@*&HI}@, AAER L w TR ﬁ‘l&%d EREz - o 30 {2-HELRF
ER IR f?fﬁ’/@“—"'iiﬁ*ﬁ\'ff‘—bf’l\?}’f FoAE kA2 A S RERE TSR ﬂ"*ilw’l HEFZ& AP
ﬂ*"%ﬁd 28 Il gLt Y- R AR - mi{«ﬂv” i i/%"?'fi‘/? 5’“‘% H 2 eI A A e e R
FHBERFGAMATHME PP REFEFEI AT TRE /Piff”"nlé%;ﬁtﬁ’% - -3 <
AT 2B 0 BTN E S l“ﬂi?kf”?n T2 BH @S edr o MR X A S i o R T
PEEHZET 2 RFEEA LR F 2 Rt PA T et I S -Eiitﬁﬂﬂ*mﬁ"-' S %ﬁ
FITRBFEREHY P PR 2@ AT RHPET = P DIFEFN SXH 2 M F ’3;5
(estrogen, progesterone, testosterone)wﬁr PR LR Y %J’f 2R B I AR S e B R AR 2)#
RAEMAGEEE LT 00 5§ HREE NG 5;3;1“/3_,&*‘ WA 53) 3 g e &
)R gse%\}%"? I“*l'é" SR HA G sb'l“*ﬁf?*ﬁ”?i%‘ ’ '115‘95" (D* B AFA DR H AL W
CEG Q)R B R TR QRE P FARE LR SRS 6 »“wrw e i 74
é‘éiﬁi% :

E 1

REETRRES FE R G E 2T %1ﬁfeﬁﬁ§€ﬁeie%’@%a%%
FETHALTRE R ORI A B R) AR A RRE - 2R TRIZE ZRIE
P PR s T £ £ # A& (quantitative sensory test, QST) k£33 M ¢ +RaTR it (central sens1tization)_%i’
RAFMRSHTFI MG LR A2 R4 BRBRITLTE AAHT WFE » B A 45 (correlation
analysis) » # & 45 17 & F w32 4 F (psychophysics)z #¢ 5 & 2 # (neurological correlates)ﬁi’ A 7]
¥ e (genetic predisposition) ° fgll} FETLREFERNRFWA SR F R Rl E PR 2
REGR RFEATY AR I FEEL 27 R P SR RIOE R R ] Rk
AT E A H ﬁr,&iéﬁ:}iﬁ’% HEIZDAIMEELSME) SAMAAZFAT Y ML FELLEFTLIEL -
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REWR SORARHREI FRTRAL ¥ L2 G2 BRERR
BOR S WAL £ - AR £ M (exteroception) gt F o F kF pr b A R gt A k2§

T omaERTG FERLAA PR L E(interoception) g I 0 * ok F b K g polop 4 R
gz A R o T B ARSI AR TR LG PR X V*bt’l”‘/é’"’l“*m* P AR
Pildzak g € ¥R I‘Z»\s;‘LL{L‘\«BT:Ef:E BT A oA PN A B f}ri‘ U R A A AT e o R g
ERGAFPEERIGINCZAFMPETFTZ o P oiRs o R A ATILIE R OR 5%
Fhz v IMER %ﬁ‘} A A BB AP EPLARF HRPAL SR P S A AR
R & 3R E AR E (thalamus) ~ 4~ % /=t %88 & ¥ % (primary/secondary somatosensory cortex) ~ i §
(insula) ~ % 4r 4 W (anterior cingulate cortex)£? #+ #f & (prefrontal cortex) - H ® 4=’ /X %48 § T £2 (&
"% & (posterior insula)¥aat 33 5 B>t % )% 4 & ti(lateral pain system) » B2 % F5% 4 Tl 0% R & 2 B
2R % % 75 # (sensory-discriminative aspect)F B o @ % " § (anterior insula) ~ % de ® 22 35 F R >0

¢RI R Lk «u(medlalpaln system) > ¥ R J§ 1 g A 07 fﬁb] Bt ~ FIR G flpm A2 AR 4w

BOR S5k E %G T4 Ao e w (emotion/cognition aspect)F B o iEE T L Ao 0 R B A R A G

?%g%ﬂmﬂ&ﬁﬁgaﬁﬁgqu%ﬂo@%zkﬁﬁﬁﬁﬁﬁﬁﬁﬁﬁpbﬁpf
(meta-analysis study)dp &1 » B2k G A 7 A L RAAPM DR GRATRSE L 0 A ROCEFLERR
MR RFERE S o

FLAOERRREMEAAERIDE I EHBOFHEA G P F e - FhR g

(pain network, LT B) & F £ i ¥ 24P APREGT AR R o MR R {3 1 ATy
% % B 5 i e g (dow i £, prefrontal cortex)(T &) 0 ARJRP|E K PER A ¥ GO E A %J G M
(7] R R EOTHIMAF R EED KRR EHFF - Lo 2 - Lo [ H2LF2 5 SHELAR
JEAE = f_ﬁ""‘f BB R AERF AP EORR o B G E RER R T 7 2
AR St BRMHRFE L G T 0 B2 RS B ap it 2 -t (amygdala)it daip] A H
PIRRER R a8 mE Mt > A RFLEAER F R I ES N P2 S R g2
RArG e AR ML BIF R 2 S IGEL fp g £ & e TR o

B : R R SR KA Ml s 8 $ L T (primary motor cortex); SMA-# 24 38 #* % (supplementary motor area); S1-4~ 548
B S A F (primary somatosensory cortex); S2-=t %% g £ A F (secondary somatosensory cortex); ACC-7# 4= F % (anterior
cingulate); PF-# §f i (prefrontal cortex); PPC-1$ 78 ¥ (posterior parietal cortex); BG-zk & 1% (basal ganglion); HT-TF 4 %
(hypothalamus); AMYG- % i= %8 (amygdala); PAG-+ "5 %k & % %« ¥ (periaqueductal gray)

(] ¥ 454 p Apkarian et al., European Journal of Pain. 9, 463-484, 2005)



2 157 B Rt g B st & A 5 (meta-analysis) 0 %3 & ¥
REAERTRAREOREAR o F AT L ARERF OH LA
(# # 4 #-p Apkarian et al., European Journal of Pain. 9, 463-484, 2005)

Fok— B AR DI ARG R
(et R R

EL

Frequency of brain areas active during pain in normal subjects as compared to patients with clinical pain conditions

ACC S1 52 IC Th PFC
Pain in normal subjects in 68 studies 47/54 39/52 38/51 45/48 28/35 23/42

87% 75% 75% 94% 80% 55%
Clinical pain conditions in 30 studies 13/29 7125 5125 15/26 16/27 21126

45% 28% 20% 58% 59% 81%

Comparison between pain in normal subjects and in clinical conditions P<0.001 P<0.001 P<0001 P<0.001 P=0.095 P=0.038

Incidence values are based on PET, SPECT and fMRI studies. For details, see Table 1.
P values are based on Fisher’s exact statistics contrasting incidence for each area.

R PR RN N B BB AR

SHETEDER TR AT R g A4 o AP E A B 2009 &% 2010 EF L AR
B2 R B MR SRR RS %#EI B .&i’!iﬁﬁzp T oo % - Y AU 3 FF e (positron emission
tomography, PET) &8 7+ % 455 5 é, F AR R F L X e BRRARIZAPRE R ® € AL § RS H%
it > ¥ 3 AR B (thalamus)-P=2F ;ﬁ(orbltofrontal cortex)-'a"u BEE RN SEF o A A % R)w g £ (dorsolateral
prefrontal cortex) ~ i& & # ¥ (premotor area)* f& * § (posterior insula)f] 41 3R i 387 M IR % (T B]) 0 & B 5
R BANEARERESAZAF TR R A B ST RFBAERLFETE L BR R R L
15 1+ [9] -

A Thalamus N Thalamus

- —

Posterior Insula

® : )g(iﬂ‘&,}i;gm .'k'&«;dpvl,:Zfﬁ}*pi‘ » FEINF I8 E fn&ﬁ-ﬁ‘ (A) jgﬁ (B) B RS o o d A%\/r.f“n‘{%ﬁ’—g?i\a%c , ;‘3 Ay
FEMMEFER o MFREL ARDE T p<0.005 * FLE R A 35 B4E omOFC: ¥ =+ A F % ; IOFC: #
Rz A F % 2 SIL: st AR £ % 5 PFC: # 4 ; STG/MTG : /% gpgw o

FENRPEREFCEDPELGHELFERR Mg F AP E- HEFRFHER LT
> 2 RIS E R 0 Y - A Mg dR 2 §(magnetic resonance imaging) i & HEF 3 14 ‘%%"7% NS
# 22 i & (voxel-based morphometry)H e 4 47 > FHF T R F A 5 €, XHRFASE LIRS KRN &
RO LRI QA R i mxﬁu@ S AR ke eﬁ‘&ﬁwmﬁ mﬁf RIIRE &5 0 387 ac {i &
RAEBREEFHARENREL AL ER [ o2 £ LB - [10] HARRREL 7 L2 58 &

7 A %‘ff‘&éj\rﬂﬂﬂ" = % 2010 # { OB A TR fﬁiﬁms 5 e sk Pain o



BlDRERA LA F A FUAMFCRFR - od SERBMARTF L 25 F0 R4 THMARD ¥ £ 550
M¥FRE S ARDE® p<0.005 2 ¥ LB F 2 100 B4 - mPFC: ¥ @] # 3 ; ACC/APCC : # 4o iv /% ] i 4r
Fiaw s SI: g £ % 5 STGMTG @ +/7 g o

’t’i"fji#pﬂi’}%”?f}ﬁ+mﬂiiﬁagnﬁ i&ﬁ"‘*?}r 1@4& ri.uz );OLL,},T&H(F;%E&FT
e B é,iﬂ" 7% fe & B @ (depressive disorder) @ € # & (major depression) ,ﬁ;?{» AL 1
AL F RN AERE o FF T IR g

A P A ¢ o 4 2004 &
Neugebauer % * 12 [’%;t‘ i 8] » B foii i

L2 A & EF o T BT 0 f o At § o
@4§¢ﬁpz?W%fﬁﬁﬁéu,ﬁsﬁﬁﬁaﬁ@%?é@F?%ﬁ%‘gﬂ%?tﬁ%
4cf‘§;%t;#4L’ EEREAR R R RE S T et § fog B ET o flgd =P

REDLRIE  RBHAAR X Emoﬂ&’+$P”?§ﬂ e NI RLR R ) LR
{?ﬂwﬂﬁﬁméiﬂF%%ﬁ%m%#g&%@%iﬂﬁo

negative emotion negative emotion positive emotion
(fear. stress) (anxiety disorders. (pleasant odorants.
depression) IMUSIC)
— It o ::.\ \-\
( ) \ o
C ) g/ amyg dala
Facilitate

W:z+Xm2ioRi

AHLAMARREXRERE X7 B EEE - (B 74 89 Neugebauer. et al, The Neuroscientist.
10, 221-234, 2004)

4 BAGR - ER R (Heart rate variability; HRV)

BOR flg € a1z p 2 A & % ti(autonomic nervous system, ANS)eh% it » i & %%‘ d 2R A
(sympathetic nerve)% g % s #¥ (& (parasympathetic nerve) mﬂrig?l A RS R 1Rl R LIRS A R e
FPE OFladgFoprdE A2 RS EAIE o wERREMRETER IR AR E R
5 B &3 B > Appelhans 2 Luecken % 2007 # ¥ - # ik % Féi’f G — B RIRBTT R T 4°C (il
oo BRI 2 B {4 (low frequency HRV)fie + et 3+ H 4300 Tci7 g X 3] % Tﬁb] R s
BRI H M R DORES F > @ F A ERE f2(high frequency HRV)RI &2 7 i 5T 28
B [52] -



s R R M R R R F 2 B epdp B LR A $R 3 0 S o g (fibromyalgia) B iRk
e s A7 TRMMR R e % ¥ (central chronic pain syndrome) =/ 3] (prototype) ° v Rt L2 2200 1)
iﬁfmﬂfft\: Himg R @ B2 LR ILBOR R o BRI E R AGET B B8 Mg e 2
PG TR R AL REY REAR PR LA AR AR AL B 0 v f AR g
PR A R o ¢ € TIRR- e A AT mIﬁJ‘?\[53] LN R i B 2. p & £ s (perceived
disability)f2. & 22 s 2R B M2 B 75 B F M5 & Gockel & 4 2T %57 ps BB
Oswestry % it 4p #c(Oswestry dlsablhty index)z® % p L 4 scdpdic> p L ¥ &4 i (Oswestry 20-40%) %,
ﬁf‘. B R R A F MO O MR 4 W (Oswestry <20%)sh R 0 (EFRIE B EA LFEET
R R A SIS 24 B[54] -

BEATRG AT R P S 2 e i 22 0 B RS Tousignant-Laflamme 2 Marchand % 2009
E%“%ﬁ@ﬁﬂﬁ%%&ﬁéﬁmw%@ﬁﬁlme,LﬂZQf)'igggﬁﬂﬂm;@%ﬁ%
(kS 13 % 8 12-14 % 2§ 1923 X)H AR AR B Bt L R AP F IR pi
POERPE 13 2B AR ARRE B S L APM G (e B Rdc: 036) 0 TR R R R 4
B S g @ P SR eny b A PR R AR BEL R 7 fﬁ T R[55]c - g e B i#”f p 7fi
PR eiE B o E A KA B S RFA EOR A XRFH Y LR REEA SO F R
oo Pome wEA YRR E G ;ﬁ.ﬁ ER Rt SHHHECERRE PR .

G TR AR AR RBEA R RET o ERA AR g e RS B AN
B RRRETEFR)EF O LA NARRG M F o ARG RAFERA SR B BY
AR HCERRAPARL s PARFRE(ZTERERAE) - AREL(FARFR L2 fﬁ X8 4
%) ~ 2 #&F 2 % (Quality of Life Measure: the SF-36) Ar A 2 42 B FLEA(X L ERE
A RFEREAZLSREE L) TMEA T MR FEI DY L s S R I e T
& B (quality of life) % 58 -

PRy 1)) 3-SR« TRELSTY ek AN

" th (Magnetoencephalography, MEG) ™ § ip] & %75 1t 9751 4 e ¥ BHrss A 2 X% A
THOEFUPLERRER RS OERE TR R RZ 1 £ 4))0 2 v 567 (Encephalography,
EEG) { # 8 en% B f247 A (7 i 3~5 3 )ehghi o ﬂ&ﬁf;@;$5\ S 2008 &2 2009 £ L A F L
B LR o SR HEINE R RS o 22008 £ awTy U [11]0 AP E IR T A e LI
§ e % (alpha)dR F chie i3> 238 E 0 @ &) SYPERRE > 24 NAFEAS B SHH P o
05 % 1Y (# 57 ¥ 14, neural plasticity) ) S PARPIFE R P E R T EM R P B FRITEOLARE §
B ot ApM - 22000 & %27 ¢ AP iE- HET 0 A0 PP RS aE BRA S
FAFE A A 0§ (e ) AT B RS S E AR (3 M[12] - 64 AT T 4
B PR E S MR TENA R AR B E T AER AR ST FE SRR D
R E TR AR NS BB s L [15]0d R M % Jj;—?‘l FERHL (TR SEY)
FRAHAERRLRAT E0 0 4 L B RARA S I R P A
BRSSP R LR AT SRR & F‘“’ B TR A GER AR R SR e E LR

AERERAGIP I SEH2ZPE s R ]v}}g» +g_427 Hts g st i e R B A R
Dﬁﬁwﬁmﬁﬁﬁﬁ’”%zﬁﬁﬁﬁ%%*’ G

PTERRAZA SN ERE R
7 7 fie sk (Mismatch Negativity, MMN)E_ - #84 # &R L > 7 * uiF 7 K ehe By
MEBOE AR BB R A A A HRE RS G S s TR T E e (R
SRR TIhY RE E)h- fEp B R E] > - @8 £AF AR b TR % | B T k(standard
5



event)? - % e F RS gté?éﬂ FLE T1#c(oddball or deviant event)™ 3% #73f 97 T e f A %ﬁv} T
B2 B R R e 2 TR ATd HRERENEEINDE 2PN F BR2 HHERERT 1R E D5
EEARME BA FD B p e A N E 4518 100-250 EA IR ER SRR AR A
Aps(latency)ss § 4 o dRbgE < X 5 K& T AR A FE RSV o8I E S 072 T e { (T B)
PUREAAZDIDTELT R 2GFE A AP B R AR R AR PR T
Flt 3 B F s 2 E B 09 L L s Av #2(preattentive cognitive operatlon)#ﬁ B VA EAR A g
#oom g E ARG H BB A F o4 (24 Bt (neuronal adaptation)F B o

Nud

ERP standards
ERP devianis
deviants - standards

W2 "Rz FAFTZEBRA B 2EFFAES (A 128 BE&THAET B Bor $HEERE T
(Fx)2 $ B RE DT 24p M 7 R(s) e (B): &l 7 37 £ (fronto-central 4f i #7384 5] ¥t 8 B 1 e (F
S)ERBRENFDFEAEF BR(R) - (CO): 3 7 Rf il HEEREIREN T EAME B2
R E R @ P enE S 4pRF e @ 5| o (D) % 100200 % £ @ Fleh7 ™ fie f L T 301s > 0 2 B RE R o
(B % 445+ p Garrido et al., Clinical Neurophysiology. 120, 453-464, 2009)[16]

GEERMFEEIDETE- BT REFER RS T LR, AR T hjp T (EY o B
2010 # Thonnessen H. % % [45]3 4 7 % & L AP BEFH&HYUFEBF &> L@ % 28 FEEg @i
Pl BRI TR AGEFS Y 0 SRR AT 5200 AP o HAEEEOE 2 RRE
AEH =z Hep s end TR RO 0 TR R AT Bl 0 Y AR R T
P (e )M R 2 F(f » i) mlBAz? > 7 T RGEF BiRiGR A €7 TAR o BT TR
gk 18 5838 3+ (Oddball paradigm) » £ 1% 5 — 4p k47 5 & fimﬁ‘“ f¥ s TR B3 Tl (b

BRI Tl 80% 0 B P TR 20% 2+ TR By (RS SR )go KR Braa TR
FATTER sy iRl - AR gy -
changing emotion changing emotion
(neutral to happy) (neutral to angry)
= 5
[}
3
b=l
t
£
3
T
s
®
E
[=]
c
L T el ol T, - L i HE BT e =~ |
01 0 01 02 03 04 05 -0.1 o 01 02 03 04 05
time [sec] time [sec]

W:d P PaAFES AR PR 23 F 27 T RGEF B 5 F o (B 544 p Thonnessen et al,
Neuroimage. 50(1):250-9., 2010)



Nédtinen R % 4 %2004 &% % 7 ¥ - f87% 7 fe § 4 {7 % (Optimum design) [46] " %% | 5 1k
R T 50% FRHRERF E2LFER A -BTRY  FF > VHAFESR AT ET D
TRA LR T TR R R AR T S0%(- R AE B Y B AR 10%) 0 b
AP EERRLIE T UFETRTEREBRE LML BSR4 B2 p R A o 3% 0F
ER g AT E- 7 BFER TREE NIRRT ARSI RR B afpI ivr o

WA ARF ST AR R IEET TREAF RO TR TRT EEEF AL &
LB R FTHEIR RSV P WIREAT Y B R TR AR B LA A A
J& (schizophrenia)> ¢ 7 428 30 BF 7 #F #H4 4 A E BHYEREN RS HBE 2 NpPFRFLe
hg o> Borg 4 2 T f iR IGARREOT Y A G P AT ME[35] DO R B A R T f gk ehiR R B
B E AR R 3LATH Gy PR aR[36]% B ik i G AR B % e 2 eh o & gk (dyslexia) s B3 E 5
HERE DR FHE > B3 TR ARG TG P RESTE  R T A FRORFEEE R
A yeaend F 5 AR BE[37] o

AP AT GBI T %%+ & Schmidt 2 Hanslmayr # 2009 & #-4 #4425 % P93 BF~ 1 40 2
FORFRREEAZFLI N RFE S HFREIA( 2w 2 e DR
§ B RISFE PR S F 2 S W o 2 5 [13]« 2 7 > Comwell £ 4 [14]417% 7 %354 - ¢
flgeat 0 &SI E g > & * F 2 4p B 0k {45 2 % (Event-related beamformer analysis) 4 17 #7 8 3
TG REAR RS RFIL AL A CH ¥ 2% § 3 w (parahippocampal gyrus)sF 7 fiz f ;& (mismatch

negativity, MMN) 24 /| 22 7 & § 4 2 & fh 4 #ic & . 4p B (™ ) o

E . fo -
k" e \)
o

g.sr 4 :

i ‘\ 4 J

(7] k

F -

14 A .

B : =B i+ % -4 (right amygdala); + Bl % =/ 5 % 7 (left parahippocampus gyrus) °
(] # 44+ p Cornwell et al., Neuroimage. 37, 282-289, 2007)

BALAE A2 T e f AR

1245 Dick % 4 2003 & 87  [56] > & Tk b ¥ic OB A R R R 0 65 A SIS 0t
AFfED (LN T e f IR R T o FIRT TR iRt S ) RREA G OFE L 2T A Z AR
AP B (4= 17T ):
(D) & AT & et Rk f
OR-F RGeS A S R S R
(3)- %% h¥F LT F 2 IR

-3 7 Active Attention Condition
2.5 Passive Attention Condition
3 -
0 No Pain - Easy tone
-2 1 - ONo Pain - Easy tone
v mPain - Easy tons mPain - Easy tone
-1.5 1 24
@ No Pain - Difficult tone ) @No Pain - Difficult tone
uv -1.6 4
-11 Pain - Difficult
[ Pain - Difficult tone oFal cult tone
A4
05 A
-0.5
0 0




Bl RBARBR DD P A o (ZBDF ARG BT A D hn g D R Pl ER g B A TR 0 3 T
fLiRIG AR R SRS E XN AR EE5(p<0.05) - (& B)% o B RE R D Rk FIE SRR OR R B T
RE A ALRR Ak > B3 TR f L IRIFEF A 2R B R R ik 5 (Tp <0.05)

(B ¥ 44 p Dick et al., Clinical Neurophysiology. 114, 1497-1506, 2003)

R L 8% A PREHREF A SRR F P % S8 j\g;),‘i-ﬁ: L7 ey
Bk grtg < L g1 (1) S8 (F S B (R R )P RQES R R L S 2 B
st G3). S B el B b R

PTRAAEFE FNRE L
I TREAEREE F2FMEBEET o E2 Schirmer iﬁﬂ’“ﬁi’“%iﬁéﬂ'ﬁ‘*ﬁ E2H T
gjag AFT #F] N PR R T A AR RS R AL R T e f O [45] - t“g;;r%
O AR srfz@rs#jq B A e ]v}a;TL an I i HJ‘]L—‘E v B E L R f;gs\ ) ﬁ;,;g—% N C R UIRL R
i (Blood Brain Barrier)f % & ok i XM s RIENRFESE - Tk R 56?
BT Rk R A P “ﬁ“@F@%W4J°*W@Pﬁﬁ%kﬁlgiﬁgﬁﬁ’&
B0 0 AR AR 2 Jﬁﬂim@ﬁﬂ’*ﬂ*ﬁ4m7“ﬁh@5@iéﬁﬁ%
Lﬂ fiﬁ’i" : #5?’]"5"” ,v} o S = F‘”’%IL Eﬁm_rg 4 AR T ﬁDw ‘:L}Pg_j;}'ﬁ*&',‘;\;e]h ﬁ’i/]‘(-ﬁ(f’" B %
) ieBRERERET AL HRAE TR ERS T Y ’t“p:;;r%:};\; ,x#"g‘ﬁ Hh d o Fpl o A A
Piﬂ’%zéﬁ“ﬁ¢ TSI R AN ek R LT PR s a7
TR R AR 5o MR GF B REERERF LT R

Mean MMN Amplitudes

F_‘-

Emotional Change: Estrogen and MMN

5
40
I Female Listeners * Women -
4 [ Male Listenars © Men RS
E 30 = *
;L E ] hd . -
2 a
§3 g .
s 8 2049 . . 5 *
£ 8 . .
< 2r = b .
z w e " . .
2 10 .
2 | gl B (0 [TTTTTTTEIOTS 9P|
1F o ° sy on o - e
0 o oo o
T T T T T
0 2 0 2 ) 5
Neutral Voice Emotional Voice MMN Amplitude in pV

W7 Rl BN IR (2R R ERLAR(TW), 238 o (B % 445 Schirmer A. et al,
Psychoneuroendocrinology. 33(6):718-27, 2008)
MPEFE YT LR B RINERZ R T A FY s AT 5 ARG
AP D FE S T RAFEALERE TR CHDHGFEEZ 2 oWOERE > BRES
PEMEA L RRRRELALR S 2 EREFLE A 'F#Bf‘s?év\ﬁ °

F

B

# %5 74 F (neural oscillation) s 32 3, & 27 & 7 $ji

PaiRenB s A S A T 2EH JhiT > @ F A e K (network) A AR A 4 TER o AR Y gl &
TR B E R A ] B R A G R e R T R F 0 A o A AR I i
FEFAR IR GREAF T NI  F- BaR Ak -FRAT U RIAEFIRT A 27 a0 R Bl
Seo BTk G B AR BRI A S AR TR G TS T

e #&F kA (oscillation coherence)
FRIFAGI AR TR T OREF R RFZF s i3 # o - RELGD # 5 (power)
e & v (normalization)® 3+ 5 21 % » H B @ 43> 0-1 > 707" & 3 BaE(DH BroR) FE b



FARM P VIR A S BIEL(S BRE)Z G B AR AR Y o F ¥R o 2 mﬁryfﬂ&;&ffﬁ
it 7% (mild cognitive impairment, MCI) 5 & IR - REGL AT FER BGE R AL
i (beta) 2 c3f (gamma)if F cxt i iR SR ERAH REOT A F P ELR o

7 % 2 B adp % & (phase synchronization)

P Ap kA G dp e 2 B AR e Y AT h D AR B F] 0 7
k”%?pxﬁﬁ#ﬂ,ﬁiiﬂ%fﬁximﬁﬁf‘ag'ttg ’/%33‘7% PR et w @N;_u”‘T@ PER 0 1T LT
LW

Phasa synchronlzatlon No phase synchronization

Bl 2B EART A LF RS CRIAE RS IR % o (B #4E4p Felland
Axmacher, Nature Reviews Neuroscience. 12, 105-118, 2011)

i ol Fﬁpmfv~ﬁ&ﬁji7‘%§f’7fﬁfi?ﬁl‘?‘)ﬁ % HARART R wAREFT F AL
] 5 5 B5 A 52 B eniE 3T (neural communication) 2 REEA ST M AP e 2 ARILE BEIF SR

ﬁﬁ%yﬁ%’glwm%Ti

LS S i R R
1980 & B dn o MY T REY G R R R ! SMELA W”"ﬁfﬂif— AR
# 4o £ H §_ A PoIB4E F (gamma frequency range) » #c B R w (presynaptlc)ﬁé EA2FE
"LpeIE AR T AR e A 0 ¥ i R JF 1S (postsynaptic)A! g (TR b L RTE A BB ITT =
(action potential) » & 35 4  4p = I ¥ (gamma phase synchromzatlon) A EIM A d T A
+tZ2d A —rm@w@giﬂ i—rﬂ]h,,,p!, = m@ )
Coincidence detection Neural communication

Target
region

Il

o-ﬂ\ri/ \/I I I Region 2
T MM

Bl= ~ 2B pkr AU IET)TES BRAGTA G CRE DL R EFDERPISAH G (target

region) » ¥ FARAARF R LA LA PR IFT o LR A BT AP R AT R A SN L G et o

Region 1

(] % 445 p Fell and Axmacher, Nature Reviews Neuroscience. 12, 105-118, 2011)

WA ST R
AR BHURABRBEDEE AR R T ;% 9o pE T AR BE A 5 T 1 (spike
timing-dependent plasticity) » ¢ X fff e 55 € R (7 { § 2 o 2 W) chR A i IR %
(Long-term potentiation LTP) » @ o >t 4 pF R 4p ﬁ«,g rmd EVEM AR E RPLAH S
3B Pk BT PE 0 stk AT 0 s A eIB AR cndp e b AP RO & AR
(theta frequency) { if & # % X PFFApM o 57 |4 o



Neural plasticity

yyyes
HAA L

BN~ X E PR AR R ST .

Bl % 44 p Fell and Axmacher, Nature Reviews Neuroscience. 12, 105-118, 2011)

v

o  Hu@ mipti A#F KR H 4] (complementary phase-based mechanisms)

W ES4F 5 2_4p =-3= 7548 & (cross-frequency phase-amplitude coupling)
MR T e B ¥ - B RTTURER D > HA BRI R MR T AL ER g
AR R e TH S A B EN > Fa BB - TR BRI RS ) o
E R ILEAY > T BART T B PR R T R ) ¢ RMER e e

FE2EPeRhHEB4pH o

W g0 5 2 4p -4p =48 & (cross-frequency phase-phase coupling)

T F T 2 B RS ORI 0 Blhed 3598 i (SHz)$ #3547 i (40Hz) 14 -
NN GRS 2 AR AR B S > MG AR e ROVEIZ ALY ¢ BT o d
TR BPAEFZ TP RS o dp B EFR L py "lﬂ&;ﬁ Bl b iE 2 AR S 2 4P -3k
g SRR R o Ao MBS 2 PIR R B iien A B )]*‘4 gxXI T -
Haw - BRIV HEHEBA BOEiza 2 3 pRE -

Lower-frequency
/\/\/\_/\/ oscillation

Phase—amplitude

coupling

Phase—phase
coupling

B4 ~(2)HE - B MR T (7 )M IR chip =8 ¥ - B4R T iR tg R 95 (phase-amplitude coupling)
FAFY B AR IR IR FIR e S R IR § 9 AR i R B 5 (T) AR I i
2§ - BAE4R T chip = # (phase-phase coupling) > 7+ & Bl ¥ FHIEF SIRIFH T HE A RIFE 2K
AR IR e e pET B A o

(] ¥ 44+ p Fell and Axmacher, Nature Reviews Neuroscience. 12, 105-118, 2011)

ﬁﬁkﬁiﬁ%”wﬁﬁiﬁﬁkﬁ#%iﬁﬁﬁﬁ“&i*m%*

BT LR e A g BE s R g eV PPk £ R ok d ’?A}a;ﬁ“d
Tﬁri%*iﬁ% SRR b R E RO R ke g TEA T KRB R B GRS R B T A
PRLELH T RGNS FARRLTRRGELTAL R LRALD - RE L
—Qllif’r:#d,%“"? Bt o gttt d - R A PR E BB IR SRR HArt TS
B IE  sefh o 2 FHRIRIST AAM 0 T Y A 473 R 2 B iR nAp 48 & RGER - R (e

b A AT R A )2 B (B )2 L A REAL S 3 o g+ Fm 22
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Tk TAREL R R L R

FLEA SR BMAY
Boa ArAvan Yy R K R % B (Resting state network, RSN) -+ % & “"5 o e ik B (IMRI)#=
i°%ﬁﬁi%%ﬁ4%MlDﬂ%&ﬁﬁiﬁﬁﬁﬁ%ﬂ@%ﬂﬁ X L R
{7 RSN A9 s i fﬁhfw@Af@F@% A I D P L R ar
B & F 4 WAoo Mantini 1% 2 R dRE B £ T T AL E RSN o =8 (thythm) 2 B e
%[57] - % 3 = B RSN > RSNI1 Ff K R (default mode network) L & # it F_ P A 2 (internal
processing) > F# fi 4 (alpha) ~ P 35 (beta);d f= RSN1 & 3t 4p B - RSN2 # )73 &, 4 4§ (dorsal attention
network) » 7 3 ~ B 3k fv RSN2 & 3R f 49 B o RSN3 ARAL e i 0 sk ol @ 289385 B - RSN 4
BT B )it b ¥ (delta) ~ & 35~ B 5 %4 M RSNS R &6 e pefr b 54§ M > RSN6 p 2t %
PR < 485§ (self-referential activity)frcdf ik 4p B -
T 7 ek BRI R L L SR BA[S8] et it BB AR B R R L 4 B R
TR PR Mol ek Lk B R BT O (F R O3B B 2L ¥ (nonstationary)
PRpF R 0 5 A - R el g o Dol A R “fg’;ﬁt{fr% RILR A B M@ &

e Bk L TR R R A F&é o F AR A AL N AT ELL A (spatlal attention) > #* 3 % % & 57
e ]Elijlézﬂi e R A RR Y G RGR AR M (AT BT ) @—i R F TS BT PR s
=
‘E}‘

AR R FRAIL T - S 6 EEIRE DR T LR B RS R RR R A
'4‘ m\ﬁ&m/i‘g °

Stationary MEG Non-stationary MEG

LplPS  RplPS

11

W:#LEF R4 ®E - (B %448 Francesco de Pasquale et al. Proc. Natl. Acad. Sci. USA, 2010)

% Walton & 4 2010 & 44 % — A]4F 32 & %7 7 J¢ & ¥ (complex regional pain syndrome type I)sik
a#@%@ﬁp*,Aﬁ%—ﬂﬁﬁ%mﬁﬁﬁramﬁﬂi%*ﬁ*ﬁ%mwawmmmﬁﬁ’%
TLH A MAE GHE F (dr delta [< 4 Hz]% theta [4-9 Hz]) s S Ap ot i & X WG W AR ‘?<(5L T ®)
%ﬁ d b= = & & 47 (independent component analysis) ¥ % JLp B ¥ ig Ji;l R AR S Sl R
R B AR & i st R SE A B (primary somatosensory cortex)% 2% R = A AP R epEEE R - 7 £
A i (orbitofrontal-temporal cortex)[48] °
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—r

1505 —— CRPS Mean
— Control Mean
125 —
g 100 —
o 75—

LI R N N R L R B B R RN B B B |
5 10 15 20

Frequency (Hz)
Bl 2 Fgehwt 5O ¥ (power spectrum) A 0 S8 G AT % - BIAF SRR IR R R FH B L
Lo, B LT R ;?é—%‘ e 39 o (] & 445 Walton et al., Pain. 150, 41-51, 2010)

AR eI 2R FRT T AT GG 2 - TR R E A FTEER Y IR o

ARE-A B & 22 ¥ (thalamocortical dysrhythmia) £ & 7§ c4p B [

RE-AFEEREY RpRE B AL T2 FFARFhp 2 BT HEE A A2 7 0§ iU g~
¥ if (neural oscillation) » = 244 55 % 47% & (neuropathic pain)[47, 48] % 3% % Tesk i 40 M [49, 50] -
X SR SR SV =T }%’vj # BEAR © §2 % (spinothalamic tract)§d AR5 KB+ 3 < "u4p
Mg EA T o A ek s L QAR e 2R AR < e T2 B enpeIi A X A 3R I (gamma
neural oscillation, 25-50Hz)@ @3 » & F cf2;7T 5 b - BAEHRIBHN ST € ;ﬁ“f G BES R
(neurotransmitter) y-aminobutyricacid (GABA)&4 i » e % Bl 7 4p M = P L B el ib > 7% g 4 chipe
WA EAET LD E A G B3 Mt R R A 2 0 gt a3 cheh e (lateral inhibition) ks
o S PREEE R A LR RO py ER(LTR A) e B AARE - TEER Y SRER
AT o ARE B H AR < B B2 B el A 5 4R i (gamma neural oscillation)Ak i MO a3 R
(theta oscillation) *72~ t* » 4oyt Ap B g LA B4 S5~ GABA cha i il €8 » ¥ 2 4p M~ oL B oo
Pyt ¢ T E o TR RD L T gRF A AL R R RoIEH § AT (ectopic gamma
oscillation) » FJytA) = 7 2240 Soms A R A EORA B oA Bk (LT B B) 0 gt T erEf e VS s
Je(edge effect) > Fgd s @7 2 A QR RMEA A s L L1 Sfe g NI poALE #FF R g
(pain and allodynia) - I ** % ™ &ARE B AR chx oA B2 B € 5 2 & 4 hMOEA A R T DR R
I e BARE A G i & 1 (hyperpolarization) 7 B [51] o

(A) Normal Neighboring Cortex without gamma (B) Normal Cortex without gamma oscillation

oscillation GABA t Inhibition Gamma oscillation in the edge

/' Positive \."‘I

Core region of cortex Core region of cortex . Symptoms

Gamma Oscillation
Thalamus Thalamus Coherence between low
and high frequency

W D ARE -4 F & A 5847 & R o (A)* fl¥rd](lateral inhibition) 1 # 7 X B 5 (B)if % »% fls(edge effect)# 4 7 2. B

WE - R % TORARE B AL T2 A2 R chMAEA 2 dR I (neural oscillation)
12



b i A5 RSB IL%{ %;?:‘f.rimig 4E('r

B)51] -

TR B AR 8 AEA S5 R T 0 H -~ &R (coherence)}

Controls, average

Patients, average

5 w0 15 o 2 a5 ] w15 e 25 a0 &
Frequency, [Hz]

B : &% FOEs# (power spectrum)efdp b thliea 5 o T 2 4 F R A7 R B ARM Rlicen® M GRS AR A D ApM
BB GRAT AR LM RELS c 2B A - REEIFE CRIRE-ATEERAVRL
(] ¥ 44 p Linas et al., Proceedings of the National Academy of Sciences of the United States of America. 96, 15222-7, 1999)

BRER iff’ﬂfff"ﬁgﬁi'ﬂ

FHA P AF YRR R D R R Tl PR B RR R o R SR BT R
B R A #B&émﬁﬂﬁ CEBFAT L) X AR 2EF[60] - A Hm%ﬂﬁ A A A
Wk s APl o A RT A ST SRR =
BB BOA K &P RO)ER A T e £ # 3 (transduction) ;
BORAL A SRR B BT 2 44T i iE (sodium and potassium channels)4p B ;
# #g(spinal cord) ® 1% i i ;
HaiR R R AL AR S

o=

Gene

Protein

Phenotype

Disorder

References

Experimental pain

CYP2D6 Cytochrome P450 2D6 Altered analgesic efficacy (Stamer and Stuber, 2007;
Caraco et al., 1996;
Sindrup et al., 1990)

COMT Catechol-O-methyltransferase  Altered pain sensitivity (Diatchenko et al., 2005;
Zubieta et al., 2003;
Diatchenko et al., 2006)

FAAH Fatty acid amide hydrolase Altered pain sensitivity (Kim et al., 2006)

GCH1 GTP cyclohydrolase Altered analgesia (Tegeder et al., 2006, 2008)

MC1R Melanocortin 1 receptor Altered response to pain and (Mogil et al., 2005; Liem et
responsiveness to opioids al., 2005)

OPRD1 Opioid receptor d1 Altered pain sensitivity (Rady et al., 1999; Kim et

al., 2006)

OPRMA1 Opioid receptor m1 Altered pain sensitivity and (Fillingim et al., 2005;
response to opioid Lotsch et al., 2006)
analgesia

TRPA1 Transient receptor potential A1 Altered pain sensitivity (Kim et al., 20086)

TRPV1 Transient receptor potential V1  Altered pain sensitivity (Kim et al., 2004, 2006)

% 1 BPR A R B (pain sensitivity) ek F) ~ #h3-5 F A4 2 2 £ 3] (phenotype)

(% &4 4 p Ritter and Bingel, Neuroscience. 164, 141-155, 2009)

W oA 5. COMT

’ Op101d receptor mu-1

“*‘%#”T’f’%ii’gﬁ,
» BDNF (Brain derived neurotropic factor)

LAFLTEY A PREHE A
(Cathechol-O-methyltransferase)
(OPRM1) » 5-HT-transporter-linked polymorphic region (S—HTTLPR) in SLC6A4 gene (serotonin transporter

gene) % 5-HT2A receptor (serotonin receptor 2A) gene % 7 &5 F|§ (F34:m ¥ % o

Brain derived neurotropic factor (BDNF)
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A 5 % & F] 5 (neurotrophin) A ® R4 S IIF F D A G %n"a;}_ HFAEZo0nER L4
BDNF £ H ¢ - 4 S5 % 7+ (neurotrophm) v B R S R P eV ¥ M (synaptic plasticity) 2 & #p 5 1t
(long-term potentitation, LTP)4p & [20] > £ H §_% /% B % (hippocampus) ~ *& § (insula) 2 # -7 ¥ (anterior
cingulate cortex)# e © BDNF & F]i=3t % 11 4% ¢ #8 ch&A* (chromosome 11p13) » Val66Met(rs6265) =
BDNF A& Fl&0 % A+ (polymorphism) » % % BDNF ¥t 2k Fl(allele)d & A = Val & & (Val-Val, Val
homozygotes) » # # - i & 3 i Val(valine) & F]44 Met(methionine) & F]#78~ % o &4 § Met &£ F] ¥ © §
EHALw [21] P § [22]% mded w[23]dhig b g o P R T F R AN T e s
EAREE R Met ZAFH AP A § Met AFH (T Val & F) Hd 5w 5 ARG SR %[24]

BDNF ¢ 482 i 127 i (affective disorder)dp B » bl 4chF 4t & &2 [25] - £k * & 8 5[26,27) -
@ BDNF &8 A&Jeend & 5% F § o Mukherjee % £ #2011 ﬁ;ﬁd % BDNF ek F]4] £ e &
M -4 2@ en4p B 4 0 3% 2 BDNF Val66Met polymorph1sm RGN g R W Ff:ﬂ Badid
R AEEIL DR R [ ETH P )% @t i PR Blie st l“*‘-’”*%'“ ° #ﬁ@*“ Val &
& & (Val-Val, Val homozygotes) 1= ;éiﬂ" v % 3 Met & F]ehx ;é‘vi‘ e fpuk’ T E AP B e R pE 0w e
F e RERE A RIS S G BRECPREDNIR(TRA) I mded v I 2 A5 ¥ (hippocampus) i
i g e TRE(THB) P BN aRuAva 4 T 2 BT #EF 7 BDNF Val66Met A F] §
A ferr € B o T UL [28] o

(A)

W F 5 Met & F](Val-Met & Met-Met) 5 W R #OT Val B £ 3 (Val-Val, Val homozygotes) 152 38 ¢ i s? & 4p
M e d2pE o mded w2 A Rlenfe h 3 ARG Rk DIR(A) A o ded v 1 2 B]7s 5 v (hippocampus) £ & 5
# W (para-hippocampal gyrus)eizs i f2if % € T ' (B) o ® ¢ & 5d § £ 4t i (multiple comparison)# & chp B/

52 0.005(2 %) 0 fmd R AT 5 F B READ Shp ]2 0.001( 3 ) o

(] ¥ 4 4~ p Mukherjee et al., Psychiatry research: Neuroimaging. 191, 182-188, 2011)

x/% TSR 5 B BrigagZip b ob > AP dRA (¢ 3 FBEE M0 K F 93 & (pain modulation)
"OBDNFARAER > FFLL ¢ H 503 27 F R (hyperalges1a)rr1t‘ F%AC R 1 (central sensitization)
B 11291 - ?zi d WRFRAGRERLEFET PRG0S L H B g B T

T R A S RN ey r+ %2 > ££24 BDNF Val66Met &J? S A Pde BB R B S R
HeE R 2 BDNF Val66Met A& %] 5 Al w2k (&g ~ R )t b1 o

Cathechol-O-methyltransferase (COMT)
Cathechol-O-methyltransferase(COMT) £ % = "&(dopamine) % & %} Hﬁ‘c,% (noradrenaline) e & 4 {2
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(degradation)4p B » # Zw §f ¥ (prefrontal cortex) f # 4 60%:5 5 = vt 38f > F|pt > COMT fw §f £ %
W5 TR R AT j‘!f‘.i 4 & o COMT % # 7|37 % &2 & #(conscious)* T &, #(unconscious)4p i
DT A o Aot B s 1 TE R B A 2 ST 2 $[60] - Vall58Met i COMT A F# Leh- f&
H - e 5 4] (single-nucleotide polymorphis,SNP)» * £ % 158 & fk ]+ (codon)d i & 52 valine(val)
# methionine(met)#7B~ > )t f 5 A2 € A 4 = f4 7 & fﬁﬂ F]4] »  Val-Val~Val-Met 2 Met-Met COMT
Vall58Met £ & = (heterozygote) 74 = ehf% % 48 14 % F 4358 COMT Val-Val &5 5 i1 ]t >
COMT Vall58Met £ &+ # % = sk B € % *> COMT Val-Val g &+ o COMT Vall58Met # %] 5 4|1+
© gzelnat i [30]2 A1 s AR -

Fa¥RFE 3K 4 B (default mode network, DMN) P 5 8 #g T crin it > @ dr g £ 3| B W A F1 % B Al e 58
[32] » T4 Liu £ 4 £ 2010 & % % 1 #24 COMT Vall58Met fh F] 5 2] | 450 76 30TF 2% e B o 38 » 5
I COMT Val-Val f & + 4p #.° COMT Val-Met £ & = e 284 > 7 4 # 22 {4 3o F w (postcingulate cortex)
2B R e THE(TR) Y R ES RN R RERA Rl gy TR W
EFeH P TE oy Mj BT o A aE A T Bt @ e T e 4 T A4l COMT Val-Val
BLF XX ﬂ PRATF G T 'R G BE[33] o A R AP M cha 173z i (verbal working memory)iBiE P 0 F 7
Met % 1 34 #] e ﬂ;,g/% #HH A B COMT Val-Val B4+ > ie— HEF 1 5% § 7 %k i

REREN. ;;&frmfﬁ'%f_[ﬂ]

R.SupF R.LatP
2 (&)

L.Sup.F

W : COMT Val-Val & + & COMT Val-Met £ & 3 & %G FR PR » TR QEH BB EDLR o
FA k4 COMT Val-Met £ & & # iy (218 2 COMT Val-Val & 3 % > =2 & & COMT Val-Val # & +
i (il & % COMT Val-Met £ & 5 % B # ¥ & COMT Val-Val £ 3 # % g £ (PFC)# {4 3o % w (PCC)
2. [ ehrt iy 1id B COMT Val-Met £ & + 7 *% o (B ¥ 454+ p Liu et al,, The Journal of Neuroscience. 30,
64-69,2010)

Jogpen o A% iﬁ‘f’hﬁ’ ﬁf%} ML d Et R PR M 2 SR IR S A 0 R PSR €
PoARAY 5 R A S B FE X B @ 52 & e ¥&(catecholamine) 4ot £ “}t % (noradrenaline) # %
TR E BT l“im/'i 5 #r4 & bi(descending pain defense system)® & F & & 4k ¢ > F)ligi T
Tk gk seens Gy 6 X PR B T “ﬁl% 2 5o e COMT 2 2 B 58 § B ¥ g
LAF L eng i gt > COMT Met-Met & + ch 34 BB g € H 4 0 @ COMT Val-Val
BEF g R E SRR 2[35,36] b4 LA % T COMT &.¥ tpil 50 433 4 & enk & o &
2010 = Mobascher FAQI T HFAFRE > B B A MBREPRR NI § kR % (blood
oxygen level-dependent response, BOLD response) > % I COMT Met-Met & &+ 4p #3% COMT Val-Val &
COMT Val-Met e 3% + & bt de® v & 2 BBt § R R R (0 & B3 e i dof w e ft - 4

30 5 H_COMT Met-Met B £ F $H73 F SR H8 B 07 i & FI[37] °
5% 2 > COMT Vall58Met A 7] % At ¢ B¢ et SR F A & > 2 FIRBIEINE L

ISR }{:
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“%(resting state network, RSN)eridt & @ F 3pinsmenfffe » L L g™ F & BAPM o £ 4 3 1R 5o ;’;5
;fﬁd AT EE LR e R UL > B COMT Vall58Met & %1 % A4 2.3 € #ain# L i ek
FTe bR SR 2 B R gt 2 B andp b2 7 dRd i O hip] L8t COMT Vall58Met

75 AN RUp B 47 0 % COMT VallS8Met & %1 5 3 M4 R4 M8 55238 7 0 2R R 0
_zg_rso

Opioid receptor mu-1 (OPRM1)

#pef r24x & % (Opioid receptor) ¢ £ 78 =(morphine) 2 #f +§ r=22F 4= (opioids).g & @ A& 2 1 Jf ek >
PR ELBNRANGY DI BERLS S MR AR E A AT R R LA e e i T6l,
62 o ZErERdE X B RV A 5 u(mu), S (delta)® «k(kappa) = * % » @ p-afreEedE X B L Tkt ¥
% 2 R R g 2 B 82 Rl 63,64 0 B i OPRMI B Ak R 447 7 0l — P e 5 3] 42 (single
nucleotide polymorphism, SNP)Z_OPRM1 A118G 65, % % 118 B { & d adenine(A)#t 5 4 =
guanine(G) » ¢+ - H - P A g e RS B R T %£4f§5139: % % 40 ByRApL ¢ o
asparagine <% & aspartate > "F M p-ZErE R X F A =0 MR S A T (secondary somatosensory cortex) 3t
Lifeoed o Fla B MR R AR R A T66 0 1345 Sia B A S HIPEA L L @ B AT
7% 1t 77 (patient-controlled analgesia, PCA) &%= 5 % 3 » 4p > A F14] 5 A/A eniB 88 > A 713 B> G/G &
H_G/A hip ALY % F TR 1 (pain sensitivity) § 3 4v ¥ HaEeE 2B o)k f 2k € T (T
B) 67, t Chou % A & ¥EZL B+ ¥ 4 “ﬁ%jﬁtﬁiz‘ﬁ—‘* L F A e s e S U bR R
BT68 o 4t iR sl KRR R SRR ER AFAL GG FE T FREDHEA R ETEA
135 A/A F AP AR b f 2k T69]

40 1.2

3.5 4

® — 104
" @
; 3.0 4 ‘ +
] '. = B4
2 254 : ]
= X , =
Ej 2.0 OPRM genotype L g OPRM genotype
2 I 3
= 15 L) < 2
&_ ¥ AA o v AL
g 1.0 4 I Q 1
B . T GA >, & GA
s . = = I

0.0 ThTGG n.o “ATGG

4 & 12 16 20 24 4 g 12 16 20 24
TIME (h after TO) TIME (h after TO)

W : OPRM1ALISG H+* 3| A U4 & % B LA TN LA (PCAZ FFHEL AR RRPLE - 2
iEEe > %L 2 5L o G/A %2 G/G AT BEHE @ * morphine (3| £ 58 F 33 A/JA £ 7]
AeEh e LB I ATE S 2 B AL G/A 2 G/G A TR OB A BEA G AR F B A/A LT
B4 o (B ¥ 44 p Siaetal, Anestheology. 109, 520-526, 2008)

Fillingim ¥ 4 7 2005 # & {7 7 — 7 #£ 31 OPRM1 A118G ¥ — $1Hfk 7 A| 0o 35 2 4 o
B E A n R AF BT o AFA 5 G/A & G/G m»%J c HEUR Bk g 7 cR F B E AP ROT
AR AVATERFF L aF L3 AR L GAL GG RH A RA PR ERHF o &
FHRFG AR T E(T R o IFJF":}MEJ PP IR A {r‘J - A118G].t RErH e X BTG N e
(B-endorphin)ifiig & M & 4 H 4v > iﬁlfﬁ%@f AR fE T 'E o gt ¢h S OPRMI A118G . § 4 2. FF 43t 49°C
B DR AR T 2 A e B 2 49°C m’t‘bﬁ"lzﬁf" ’ &Jﬁ Al 5 G/A 2 G/G 1§ % Fé‘vJ -3

BoffARR MK FAl 5 A/A 0§ l“*me:QJ A %A 5 G/A & G/G et l“*”’$4 JBLR R ARR R B
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AT AA sk Ry 1700

g1 _ 3 AGIGE
| Trapezius (p=.002) —
B4
B -
| i_L
34
o
1 Masseter (p=.023)
=D 4-
=
=
[“EE-E
£
3
= 2
£
0 ==
. Ulna (p=.049)
8
6
5
Za
D -
Male Female () # # 47 Fillingim et al., The Journal of Pain. 6, 159-167, 2005)

d T A ARG AT AA DB ATIAS G/A ® G/GF 0 B ET RIS A
ORGSR o YL B AR WA TR L R 2Rk o A N R R
AR P HARAEE A TR - - RABERFEATZ A R OR KR DAk R T orid
o BAR KRS PR AFFOR LB AL SRR TG P

5-HTTLPR (5-HT-transporter-linked Polymorphic Region)

& % (serotonin) &2 i 2% F cdp B fER A AT TRA P B IR R Y ER ML R £ v e dl#(selective
serotonin reuptake inhibitor, SSRI) ¥+ |+ % 5 f B G ipfgva%k o SLCOA4 AT 5 i A8 & 79 A&
F](serotonin transporter gene) > # i & ¥ iy 5 #-R% ff A M (synaptic cleft) ? e & £ wolow B R G
(presynaptic)m?z ¥ » I 3k GF e G g BiE o Flpt > SLCOA4 A F] ¢ B ETF F  H ok gt
4 B (monoamine neurotransmitter)4p b Fzi (7 5 0 blde & & W > %1 (obsessive-compulsive
disorder) % 3¢ 7% § {jgrenk Jis % [71] - 5S-HTTLPR (5-HT-transporter-linked polymorphic region)4p 4_
SLC6A # Flerfr 6 F (promoter) & £ VI endE K -& & % 3|14 (repeated-length polymorphism) » ¢ — %
A f & B F R EE D R [T2] o F M AR R P ehE R A 7L R fE(short allele, S allele)F# » B
&R o0 A FI(SLCOAd) i s WatE § T > A RAIAN Y ik F A B v o § T

T73 > 7]t 2 #14] % long allele/short allele (L/S)#¢ short allele/short allele (S/S)= 3 48 » B & % g2 M. 7
s % £ W e € # long allele/long allele (L/L) i 48 5 £ -

e g (fibromyalgia) &P 0 ¥ 4447 § chli 278 7 2R3 > H 4 Rk G 2 B R LR Guep B
R0 F RV R FI P W R0 73 5 - Offenbaecher ¥ 4 & 1999 & 4 62 i 4 i~ i s & 2
110 =i B X 38 F 8 7 5-HTTLPR e F1 3| 2 47 » #F IR RVeR m[ﬁs B> SIS A 1A et 51(36%)
FRRELRFE(6%) 2 SSAF g Ep LR BHARREFR LS 2 LL AF3 s
R e B [74] o T R EHE e g m B0 Cohen ¥ 4 %2002 £ B f iE- HFEzno S/S A FA&
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B G 4p BE e 4 12 4% T (anxiety-related personality traits)§ 8 ¥ Ap# [ 75 ;-

5-HT2A-Receptor

"£7 + a2 S-HTTLPR b A %S A AL B(S-HT2A-receptor) sh¥ — 13t 5 4147 43
» B YUR R AP M3 B SHT2A-receptor T102C R £ 5-HT2A-receptor ¥ — % 3 fik 5 3|14 chH ¢
- i A& % 102 B ped thymine(T)Ak 5 4 = cytosine(C)» ¢ — H - PHE 7 3143 7 ¢ B N4k
2 AR AL d 0 Tl R g B PRE By TR 0 XA SHT2A receptor TI02C & 443EF
#2444 & % 5 (schizophrenia)fp B 776 | - Bondy - 1999 4 ¥ 168 =4 5w s ey B % 115 ik b %
;é i# 7 5-HT2A-receptor T102C ek F] 3] & 45 3 JLG v B B> C/IC 2 T/C A F)A] et
BB LR T RTINS RS EHPFE R FpaRR L e pLOREER 0 @&
& FAl 07 e g QK})% BOBGOREFARR » A TR 5 T/T angd avey E_;}% BH AR R RN Y B
FAFIAG T/IC 2 C/ICHF 1770 Pata % 4 {2004 & &4 54 = < # e (irritable bowel syndrome) <
k2 107 i B 32 & 17 5-HT2A receptor i& 7 & F12] 4 45 > 3 % % jeig o & 2t C/C 4 7]
ﬂmwhﬁﬁi%*ﬁJ’ﬂﬁqlﬁocmﬁﬁmﬁﬁﬁﬁﬁm%ﬁ»@%%*&W*<Tn;Tm
ko A AR FII S T s A8 LB T AR RIBE 3RS T/IC 2 C/C 17850 47
ﬂ;WTﬁ%@ﬂﬁﬁ@@ﬁwﬂ%ﬁﬁfmwﬂ&@ﬁﬁmﬂﬁﬁ?*—%%%iP%ﬁm%himm
BT A m A AR B 0 AT S TT o BTS2 E S R KBS AT
A5 T/IC 2 C/IC Fups £[79]

Imaging genetics

& Kkd a3 4 P & (molecular biology) % #¢ 51 82 # #F(neuroimaging) e:g 5 » i 57 A s —
P HF f%rﬂ CeItH R BB E 75 = F 2 BARM M £ AT L [15] - Imaging genetics fx ¥ Hif
Mg F R R ' 5 & Al (phenotype) k3 iF A r‘]ézgﬂl chPL B 77 4R 3 A F] 3] (genotype) & A A 2
Fctp B 14 o B % imaging genetics ¥ & * SR i R BT B B RT R 0 REFF P
& Flehsg B ¥ A B 5 (psychopathology) s 58 o r4re = AL B o dp B 2L F1 20 B 3o A FI[16] 0 B W
¢ f£ > DTNBPI1(dysbindin) % NRGl(neureguhn)¢5 i# A Fler 4?4 B (schizophrenia) 3 B & F4p B
LTI T &) o fad 20 p 5 &5 > Hof A Bopdp B A FIARFE S o < 3 il A o B RE B R
““i”’ﬂ“ﬁ‘¢&mﬁ”f%m€’%*i“ﬁb%%ﬁﬁwméﬂ P RTETY BURE g

PG RADPF > & B (false positives)eHd A% E & 4 g R 4L o = @ > Meyer-Lindenberg ¥

i 2008 & &% imaging genetics M IR GZE BB F T T F IR > TR A MAAMOAFIFTHRE LR

A px#f'(”mré BFA2Z B g% A * familywise error rate(FWE) & false discovery rate(FDR)# & = /% »
BH AT BB R LA 0.05 o R 4'ikmﬁ3 ¢ ¢ M3 5%(0.2%-4.1%) » F]pt > i * FWE & FDR
e 2 > BIR S 0 imaging genetics ST Y ¢ 0 38T § smendy ] % - 4] i P(type 1 error rate)[18]
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Table 1. Schizophrenia susceptibility genes and the strength of evidence in four domains

Strength of evidence (0to 5+)

Association with schizophrenia  Linkage to gene locus  Biological plausibility  Altered expression in schizophrenia

COMT 2211 +++ ++4++ +4+4++ Yes, +
DTNBEP1 6p22 +++++ +++4+ ++ Yas, ++
NRG1 8p12-21 +++++ ++++ +++ Yes, +
RGS4 1921-22 +4++ +++ +++ Yes, ++
GRM3 Tq21-22 +4++ + ++++ No, ++
DISC1 1g42 +++ ++ ++ Not known
DAOA (G72/G30)  13g32-34 +4++ +4+ ++ Not known
DAAO 12024 ++ + ++4++ Not known
PPP3CC 8p21 + ++++ ++++ Yes, +
CHRNA7 15g913-14 + ++ +++ Yes, +++
PRODH2 22g11 + ++++ ++ No, +
AKT1 14g922-32 + + ++ Yes, ++
GAD1 2g31.1 ++ ++ Yes, +++
ERBB4 2q34 ++ Yes, ++
FEZ1 11g24.2 ++ +++ Yes, ++
MUTED 6p24.3 ++++ ++++ +++ Yes

MRDS1 (OFCCT) 6p243 ++ ++++ + Not known

Revised after: Harrison and Weinberger (2005).

0 ¥HEA & B £ AT 2 (susceptibility) s F] 0 0 3| 5+ £ Fp 4 05533 o (% $a4E 40P Straub and
Weinberger, Biological Psychiatry. 60, 81-83, 2006)

Pk R ATE RO AN TS A R OBMET G AFAY DL B AR SRR DR R
- ARy PR 2 FNRFEF S SRR R FREARE AR B ] Tk
Fre 8@ FATTmEe P ERETNL &ﬂmﬁﬁ ﬁw4@%*§ﬁxmﬁ%MH£%W%ﬁf§
Pk Rt e %ﬁ d ¥7 R ROR ﬁg Feodl KBRS o A S B E D it 2o e R Rk
% B {7 % (pain behavior)e? & %\ 7.4 (intermediate phenotype) » © E AT 11 2 5 2 zl_\ _rﬂi"?r%? PR
HE e PR 9] A T & ¢ 2 P k-4-4 COMT (Cathechol-O-methyltransferase) ' BDNF (Brain
derived neurotropic factor) > Opioid receptor mu-1 (OPRM1) » 5-HT-transporter-linked polymorphic region
(5-HTTLPR) in SLC6A4 gene (serotonin transporter gene) % 5-HT2A receptor (serotonin receptor 2A) gene
BT B B REE R G RJDAARAP B 2k FE 7 2L F] 3] 4 47 (genotyping) 0 £ ;ﬁ d P B enF R

PR R T R B T el MAR(L T ) -

% 1.74] (Phenotype)
v AR . S RRARREHKERFRE
E:
’ 2 ﬂ‘](Ge:lOtYI/)e?) (Intermediate phenotype) 2. Fo AT
SAAAMATINS B e e 3. 4 Tk
Al s P . — T=FN DU
At TR AR | |4 2Ea
5. AAARET |
By

AL FOFTL AT
(1) FA4c# (Data Acquisition)
Lo FF3td— EXpe D5 5070 pA P REER G F SRR 22 iR £ R
ﬁiiW@%QFAﬁ”%vvﬁﬁiﬂméﬁ %r%ﬁﬁiww%wwﬁﬁl

F) B2 R IZRE ~ ARG RE%RITE T ERERE B ERREE

P o

& wHXERPINERRD  RFEA BERFELER N0 = B¢ B ERRIE
ﬁﬁﬁ48&’ﬂﬁ?%§5ﬂﬁﬁ38a\%$ T4 ARt 25 o B HRE
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REFSA B BERRER DT 36 PEFHREF hf 36 s m AT
3R kR 22 10
& CEmFRE R UPREL PR 2 B IF R E -
EEFEEIATRE 2 24

EF TR RRFSEETATHREZ 2B mit t e o
Yo B TRk s B /TR /R R ST/ T RA/CERER Jfﬁ"?‘ HE YR
%éﬁﬁﬁﬁﬁfﬂ%“ﬁ%&%? R EFTOREEFY -
3N R BB A
(2) FHALY (DataAnaIySIS)
1. Y #wRBFER ‘35‘,,&*—95’133:%—“'1““?7» B ir 8 2 k= m /TP R/ 5% T/ T
B/ RERBRBIZT R o
2. PR KRR RRGEREHEET S
® LB el
& FHPEINFTF RS
& kR HE A PR RIS A T IR 2 A T R
3. BRI NEFRERE LAY SRR ER
€ LB RJRE A
® Bt A= ﬁ“zﬁ&ﬂﬁuwfnﬁﬁﬁ+m%
¢ EHEITEHEE N TR G SRR
4, B A GE L ERRE TIEES G RRRG BN

SV

PR e 2 M BLR E B
PR A 47
LA

i R
B S 48 & AT
R e 2
5. AI* eI T AL RAL
® M BFREILAEEF L BRI SRR LA
® A SRHATE R ﬁ’ﬂﬂgé WHEEEEAF R CAL BRI
° &%ﬁﬁ%&i*lkgﬂwﬁﬂwﬂ CH)FEFLEN CrRR ST %
Lo REFERERR Sk CERREE S ERAET M.
(3) #H =& 447 (Group Analysis)
Lo % A3 25 5 73 RREEAITEMBELAY >  FH 2 P EHD AT E S REFEA SR
ﬂ;rd Gl S EB A PR B A &
2. JI* BFREIFFFRELSAPFTEMIBE LY FH 2 AT R RFER SR
ey R A L R A e S S

000000

- AR LA RAEBF T 1T AAE B AP TR REM G e B s
FE R (F38 P 2 R SR ¢
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T b

BERFEREEFS
TET

T

T E /TR R e TR §
/R EHRF /R A/
LR

BH 7 RARR 2 SR 5%
ﬁﬁma /ux%ﬂw%
AR

1

B wh L
B Z ZIrIEF 74 4y

L4 B iR R

RNt Y e
MELFiE R

PEAE A 47

BLEBFREZHF T
et g R R R L T
I B

Bh- eRAE %

Id’_&,—k,w}‘a %7 z“ﬁo
Bk T E
ﬁ%ﬁ%ﬂﬁﬁﬁ%)

]ﬂ]‘ lu;P—

Ea: T
(}%a— & R

Hif AW
7 g+ RE LA
mgiﬂm$5
“i.'e’/il? Fec

Jl* st s
+ %8
AT 8 R B

Y s e || B

Bl 75 e i H

G AR W
BT

PR BT el

A

Fit 7 F A7

I #F L EE

%éﬁﬁﬁﬁ
> A LR =S )
Mg gd A

'f'J * Vf‘fu"i‘l‘ig =
IR EE S
SRR N Rl

. AT A F7

A,
lg\\#gﬁ’*

F TG

A

F1* % LS Pepei Rl
o A ATIE T g B
R I EEANT )
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31 B3l h A

1).3 ﬁ_x ;\;,.r-g-‘gs;].]gr_«ﬁ DRl F N BRE G SR EE Y
e FEFEHES iDa~Ga-Wa>\) TREZFIRFH I THE-THFE£5) k2

S R LEA- I R
APLEREEEVROR: S F R m%* =AY #B Faé gt eng 4 g T A
HEFATFHEDRFE L ERI0EFY > T AFR EL SR AT FSRET 0 R E
?ﬁﬁﬁ?ﬁﬁﬁﬁﬁ*Z&&Mﬁﬁﬁﬂ{c“oaﬁ’ﬁfkyﬁﬁauﬁigéi BT R Bk
S oo g w0 A PRPBERED IR DF PHEEFAZALNTR LI PF o4 B
FEF AT AT FFEEE R 2 3B24 § (Angry) ~ % (Happy) ~ %« (Sad) ~ 7% 3 (Suffering)
2 ¢ & (Neutral) & o #75 BF A L R-gAAITFI el <) c AP RSN BEF & FF (40
Da~Ga~-Wa ") £RE=ZFIAFFH I B FTP L3 )EEN T FDFE - 73 F
AR H#-E & 760048 (104 kS FEX4BHEF & k3B F A ) 2 R a o
Z PRI OFEES 2F E RA
BRI T e A F‘%" (e T Ry B S A A Y AN A U Ut
(3222 FFIFHR - Gy ﬁ%kmﬁ*ﬁ*&aﬁ%%ﬂﬁmaﬁﬁ»ﬁﬁﬁww
FHEEF A1 - T 1'&@%};1‘7@?5&%&% .

312 #3% 7 ¥ & (gynecological screening)
1. &&HE“ E kR E
WRBFLTEGFPFREFEIAMZIT AL AT I AR R SRR Ph DR AR
gLi=% &%m%a.ﬂﬁ Fie e mRE RO AP E 0 FINF F 0 bt X A R P
B Foo Fpt AR LKA F12 # 52~ & (Heinrich-Heine University ) #73 & 2. G*Power 3.1.2 %
(http://www.psycho.uni-duesseldorf.de/abteilungen/aap/gpower3 ) &7 F S esrF A Feehip & » s = =
ERFY O FERFHELATRE > Bk E (effectsize) 5050 @ ep A plE 2 4 il
0.8z fFm™ » €4 A £ %2 €417 (analysis of variance [ANOVA], repeated measurement ) i& {7 = f¥
(between factor ) & T_P¥ » 4rgx 2 kg ¥ -k # (significance level ) 0.057T » 3 %2 4& %34 (statistic power )
$5]08pF » & w2 & 7 3394 o
Tyt o Ao ELE PR FS0IT0 L EH 420230k 2 RE MR SR F R 0 R SRk
PRI
VR R - BIEE A27-32% 2
2) ”,.g;—s ﬁ.—.fﬁ?;&ﬁ x I_]p)‘ 3}“—1;‘*?:& ; r,;i.
D) FFZRFHRENL OAFRFAI D - AL BFELE L RELA LY 2 B4 2

Br PN TIER AR L A2 BieF = F & (numerical rating scale ) 3% 3t w & o

Z tw
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ncentration

W et B AR A P RERN BRI - ¥ T S0 28 AP §
i S R e R S (R SR L B R R N R ﬁ‘iﬂﬂmaﬁ“H—%(#&‘PﬁFF‘*)

2. EBEHRBEEEE
%&—Eipfﬁﬁﬁ\ﬁ?ﬁﬁﬁﬁﬁﬁmﬁi%%%%ﬁﬂhﬂw’ﬁwaﬁﬁrﬂﬁﬂ“
AR AGHK » 2 P S E R GET R

3. BHiE:
Lo 2RFAERF T LWpE - BFEY 2% #4252 H(DSM-IV Axis T or Axis 11
psychopathology) ~ % ¢t i & H s A i Iﬁi
\gr‘]vg“l& ]‘I%rﬂf;\—’kia
FLASK WA SBEREF o FEBF G ME DT A PIFRT T RRRE A

%&M#

P ERBE Y FETIIREES wn&m¥£ﬂéﬁ£‘%ﬁ§%§ﬁﬁgﬁ
?’5@’*"7*'1?‘ NE R CIRER FEA R UM A F k- B ERY L ARG ESS
o Wga4a@£ R R RS R A R R Efﬁ

&l

13\1-\3*-
\\?{.r

PR

=

>‘I\

“h EREIDF RS

=
LCE R URL ]

tmk-
tmk-

Biooa LA AR §RAPED

ﬂ\mL

3.1.3 4 F)&# (genetic screening)

S E R R _-..5."’ 2R R Fi‘“*’ » 4-% BDNF > COMT > OPRMI1 > 5-HTTLPR % 5-HT2A
receptor & F1h8 — P AL 5 AL (SNP) Rk F1 2] 4 9 (genotyping) » # PrZ 3¢ iz @ % B 8 hd §
¥ P+ L 5 P~ 8] 22 (DNA extraction kit) % B~ DNA > &2 4718485 & * K & f% % 4848 ¥ & (polymerase
chain reaction, PCR) % *24|f#/j i* & J&(restriction enzyme digestion)[28, 33, 38, 39] -

K& P% % 484 F B(PCR)Y1* DNA X & f% % (DNA polymerase).? B #% DNA 7 34 %] i #or
(template) % & & 37 DNA 4% o 3 5 d (1)% 25 Ji(denaturation) i DNA e 954 3t o (2)3% 4 fe ¥ F &
(annealing) & 51+ (primer)&2 P # DNA fie $F o (3)% & & Ji(extension) & = #7:0 DNA % o = B 4 F g
BHe (T5 7 @ DNAhE e - B FEFHJR TS 0 G 2385575 DNAF{ 4 chE 44 2.2 (n
A EAF R (T eh ) o

PCR % (TiF#73 & & & = % Rix:(— )11 B8 (92°C-95C) i g fictx DNA 4 #t(denature) > (= )i 31
+ 28 H O DNA #% 4 fr $1(40°C-52C) » (2 )+ ﬁ-*-m_)iip’% I DNA R EfZ v i >l B m &
F AT DNA L o — i % e DNA R EFEZ g »aiv* F R A 37C » Flot B if A SR pF ¢ Bk
DNA R ez gl Ra g Rl ;;](Thermus aquatlcus) ¢ dgd ke DNA B & B2 2% (Taq
DNA polymerase) % 95°C ¢ H /& {4 0L % #p (half life)& i 40 4 48 > &7 & PCR 4% i@ * - Taq % & fi%

FenpoaniE* R T2C i AT 0 & 2487 & 2 2000-4000 i 4% 4 fis (nucleotides) o
23



3.1.4 tem £ % (psychological assessment) £ % J§ & %

d A PLAR Gy FIR RS R SR ﬁ EHERER FER - B E R LA g AT A
EfPER A FR AP E R YRR ¥ Y 28 X BB E 4 (Spielberger’s State-Trait Anxiety
Inventory ) - B ;% & & # # (Beck’s anxiety inventory ) % E ;* &4 £ & (Beck’s depression inventory )
RAUGER R REE DL R BERE o A LR U %R Y $ AR K% (MCGill pain
questionnaire ) * i & ;éiﬂ" SRR SEHKRE @ Kog HF £ (Pain catastrophizing scale ) k3=
T RFADR e TP e o | ﬁ » A LA A .8 & (Basic Personality Inventory ) % 2 E & F & %

( Quality of Life Measure: the SF-36) 4 %[5 % ;éiﬁ" R M RBETE S EEE -

315 A B ER z-2 R £# 2 (quantitative sensory test, QST)

P RE R SR AR L0 RS IR o AR R 2 A R R (2F
A T 0 A &[dermatome]¥) 5 H - 3 AR @A pBRA Rl 28 (FHAEOASYLE LD
LoD XeHwE (TR ) % E R KRR (Quantitative Sensory Test, QST ) > 14 ip| % ;éiﬂ"
Al ST 2R EES o pES N5 24,2 (ascending limit method ) - 1432C 5 A
BEONEHISCEFEHALAATERIIRBERLEA AR 5L 2B RYR D ARE
BoBRAHERLTIR LRI ABFTHEXIEARARE 4 bRTIREARARE
2 AP G AFRERRBE AL AR EMRTEBER AR EFR > 2R R
Bl g 510 2 AR R R St R R

. Abdomen
Thigh
(L.2) (T10 —T12) Arm
(CT7-C8)
i . _ I —
e = S B g
-,\\“ R B
e = e wq.“‘“‘*—--____,J—G.—-'—__:,?__A B

|

L.ow bhack
(S22 — S4)

W:eFI iR ERERETAR  TERHRERA AR SFDFT - 2 AR U2 008 R &
(ERFes) Z2F 0 % (28) &7 MRTERFFLAARE

3.1.6 2 @A FHKR — <% R (Heart rate variability, HRV)

PSR R ARERARRET o CERRPERG PR R E FEAAM 2 SRR A
(A= F )b Fhp A fermy B 5t AR R RAEF R EEFR Y2 P P H o
EREPORL > LERARE(ZERTRAL) - AATA(FARARE2 ARG HPT L) AAAR
B2 0 AESTEAZHELFLEARNEREA RS EREAZZLNBHE L) A 4T 0 1
B E I B agog 1 %ﬁ poaA g ks B2 AR R (quality of life) s 58 o

317 FEFERRE R
F oA ;é‘vﬁ FTERIAZLY S TH 2 EMEL > 1T PR FM (Testosterone) -~ #pigrE
(Estrogen) 22 % %2 % (Progesterone) &7 ¥ SFH 2 ERF M o2 ! B TI35L 28 % izt o

Fo XA SR Yy - P2 (P EHFF) S IR G P s Lo (R

24



321 &M
rET G
ﬁif;éﬁ?{sﬁ
BgEE B
mFé"J‘rffoJ’f%
Bz

32 33 4l- RAHR
#
£a

FRFEEF T RREAT R

B MR KL R Emm“ﬁ A A AT o—*—’*,a B BRI hITE & B
%%‘oiymﬁwariz TR (LF BB R RT) FAF TRNGR B
AN e Ry R uch'#&;*vzwn[%%% FIR600 EF) 0B BEFFE G 950~1050 £ )
tgg AfEY BB D0 15K R BFEV R BEFEOES  BY LBk
- BEGER o ¢ AR €4k 200 K (50%) 0w A LR B € L p4Eik 50 =X
(1225%)’ BE €T 400 e (e BT EREBE RL - Ao F HE AT BT o

TG e

o

F_*

Istening to auditory

stimuli while paying
attention towatching a
silentvideo

+ Auditory stimuli presentation sequence

neutral happy neutral angry neutral
tone i) tone &) tone W) tone ) tone g
600ms 600ms &600ms 600ms
950-1050 950-1050 950-1050 950-1050
E ms ms ms

BRI HF 7 T REEAR BRI ENEHEERESH -

322 & RlFar L B

FEEFY X ?{zi“—‘ﬁ RARE RUEIRDEF ok h Y b5 BH IR 5 B (shielding room) »
Fﬁz&ﬁi;ﬁ‘ﬁﬂﬂ%‘ﬁ%ﬁi EHEEAERE TR SARARE M E o - Py L% DR
FU RS B R R 3 03 e % (shielded room)A e % & ALY f R & £ e
TR E R AL ZFY D R FRPN B e S o TR G TSR 100 E4 T IR
{5 500 ) o 2 FREAREHPLTW IR 3 TARE N2 Fenpr B o g F %KL 323 -
AH AT R A S HTARE BT OT A AP RS T RGL AL PR R 5 1000HZ (sampling
rate )o kR BIRA K- ® * 2 LA KRR L P AGH T Y o] B2 "o B k(306 channels, Vectorview,
Elekta, Finland)!Z % 3% ik BAp % 2. *o & A F B~ -

Difference
Deviant

1004 Hz 1004 Hz —=—————

_%nﬂ‘
*ML

1016 He 1016 Hz —LAVL
MMN
1032 Hz 1032 Hz —va
NASION -y
— s 200 200 ms
v

standard ( 1000 Hz)
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W2 TR 2 %R bl THRE B2 TR BT TREAFE-
(B % 2 22 p Duncan CC. et al, Clin Neurophysiol. 120 (11) :1883-908. 2009)

3.2.3 " P ELW AL
§OT TR EL S A S T R B BRI AR L TR A B o Bt
kR mgmmkwm%ﬁ%“%m%“ﬁﬁﬁﬁ%@ﬁmﬁéﬁ* PR
SERTES - A0 CHMEDPTTRAN R §f TR T A
BAEA A F L E D LR L F 2 2 4p B UEE ﬁ%~&9*§%m~é}$ 2 %3
447§&%_b,hﬁ;ﬁ’m%ﬂs."*lii\ﬁthli oo T R

L pA T A LT R I por g # i n M AL TRPSAB0a A S GRS
2R el %%i— P ] T (time-locked) ~ 47 i+ #] ¥ (phase-locked) 2 {2 » F]pt
?ﬁ%ﬂ%&%%@%@Mﬂmmmmmmyﬂ%’““P’Fﬁlb%*iﬁﬂﬁﬁ’
ok UBLE F ATREIURIE 0 MR R LR -

2. A4+ 27 (baseline correction ): ¥ b > g E R A KET > X Fge A Bk FEH o T
W%%ﬂ@ﬁﬁ?*%%ﬂ@ﬁ%% JERFEAIM A G AE AR 0 RE T 4
e N O T e P w{fﬂffwﬂl THE- By HA% AT
% gl\.L(basehne) 1@ Mg RS AT OPE BB 2 AR ST BEANTE 5 ot [T F P R R
o8 F HApM 2 Mo SR F S

3. = ﬁé;ﬁff (eye movement/blinking rejection )¢  ** £ ip| & "ok ik chle 0 X Ef fd R 3
gruﬁaia" FGER EF D DT A A TR ,s‘q‘iﬁﬂx‘ﬁhdﬁ$ R T8 %?ﬂ““%{
AR R D AR P R B TR R E BRI B R T R
R A RLA o

N

8
(DJ\
o

3.2.4 # T RAGRARE A 7
AP AN BRFEAFT AT 2%ET THRE AT REE Eﬁé/gkéflfuﬁﬂ— R K-
4 'r%ri:s*—“ AGRREDFF LA S FHETAEF R G A FH Y 2 o) FF Rl R

TEEEF TR A BRI F EFEAeT BT
— Standard
% 5 — Deviant
£s
© Q
E o
0 100 200 300 400
Time (ms)
EEG (N=1) MEG (N=1)

)
magneetic field [fT]
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URNESES TR S Sk N RN GRS E-2 7 S R 7 P Sk

325 BAHARFEIRLSFT-ERT B ARG IR

Fxe o BEER G EFEI P AT R L R AEFEE R OT R B aEL
LR ERRE AR L

min
G,q

A U F-egA T /BELEREE > G5 RRDTIMBRESE i aflF el
(gain matrix ) o 3548 & ik B A 30 u;g.idaa’rri‘g;g#jf;ﬁ s R G R IRGE ALAR
RETEROEE R o B PE o NS S ERECRPEE TR - B o d R
EALEMNEF I RE - AgER o a RS S AERE TR Ik AR A;;;@
T4 8 TR i A A R R A A o At RR > F L E

¥
T IE R | 4 lf'i%/»\ TR F oA s it 2 B (source space) toeE - BLo 35 B —,—zd
, § g

-~

~

minq" W, subjectto V =Gq >
q

HY W i- @ 74 (positive definite matrix ) o 3547 = i i LA F S Al (LB %

) P E RS NET AT R e V=G§ it constraint #7 i & ha > f200 £

underdetermined » F]#t g ] 1+ qTWQ iEARY o ¢ 3 B F RE L ROEHER B
i3 o d T AT A R B D e ] foti A e R I BESET S K L T e e 2h
T FEHLER A FUT RTE VR o) o FlRt e 2T R iR g e

N 7’ > + - - N Ly 1 5N @t Nass , 2 2 N3
CRERMERAG o A R TRER ERIVEE SRR ] e

~

326 "G AELFE R £ £ 22

A E R AP RS TE 2 B E AR % A4 % 2 (beamforming) i #1764 B A 50A 1 2 BE
FH s TR ENE - B SEci0={r q}H =% {&unitdipole) H ¢ r& 7 BRI @ q#
T e éﬁ-ii%ra»ﬂ(leadﬁeldvector) o7 F o mimis pF o 0N B R R B £ R F 220
5.l = Leq, LA 1% & o B340 8 8 IR 8 rensf 4B (gain matrix) o Fog 4 3 5im(7)
Ed 3 ipared: m(t) =me(t) +m,(t), B¢ m(t) =lgse(t) % 7 0 %8s Fsy(t)* T4 2
o By, ()& R d el B AR R A L TR e e B E AN R A2 E
TR R RAEDLE LR ARG R § BRSO ik
Bk Bwe™ o siy(t): y(t) =we'm(t) o 3 RE BT EHRASEs(t) > 7 1% H = i‘ﬁ
(unit gain constraint) £ & - % R # i ¥ (mlnlmum variance) (R PE A 0 b BFF 41
y(t) = wo'm(t) = se(t) + we m”(t c TR AE R F LT > BR AT i T R R s (1)
7 5 IH 8RR R wolm,, (1) 2 E Bt Eo] oy () B B T b e BRI B W

L
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Wy =

(C+ al)™
lgf(c + (I:I)_llg
B¢ CEI m(t)REhx R gL > 10 8 2" (identity matrix) c "o L F 4 G L 2 BEFHEF &b

{WHrCuCrawa}
{Wﬁ!C,.C,.fWH} '_

TR P RODPER B 7] 2 yp(t) = wo'm(t) -

21 E B ¥ d —r—\)J-ﬂe_:r [ sad Fy =

o o o U Efenkc ik ohy gk BweT £

FAPNERNER R FT AR RPN R EFPARAGR s - FRTEAG
F 7| Bl(spatiotemporal map) » F Bl 5 B % 2 {7 4 * $c3F 3= iF (gamma oscillation) &4 ik 2 BLIF 3T BB
WAL FARY RJLE F AT RAZT LN SRR IFLAGRE L PREINT FROFEFFT D
EE gL o A A nra%‘zﬁé? O 2E S NGRFREEE AT TR SRR F A G

B -

Angry facial expression
70 ms 75 ms 80 ms 85 ms 90 ms 95 ms 100 ms 105 ms 110 ms 115 ms

PLPOOPOPOPOP
RRRAIRE % ‘%@

W] : fomak o 4R S B L F PR B 5k % (T0ms-115ms)id & 4 47 e B s B 75 o

S

33 +33-iei7Hh I

AR AT EER Y ORF I > AP RREIT A 2 kAT "ﬁ' AT 200 SR
/& 1 (neuromagnetic act1v1ty) enFh F8E 3 4 7 (power spectrum analysis) @ B A R MR SR ﬂ * 7
FOFIMAEAR S AR B i SOOI (de theta M) F P A G % o £ RGEd b2 S /,,\/,,\ﬁgﬁ—%
2o L ARG R R R R o A PR AP RO RE R O S s RO IR SR B MO
W e F A e 0 P T RN E R ) 7}5 B A~ g X s B R S A B (primary or secondary
somatosensory cortex) ; #t ¢b > i A 2009 & 12 3 #F F5 (positron emission tomography, PET) &g 7+ & #
tR SR F GARE -pRif ¥ (orbitofrontal cortex) 7 ¥ ¥ % (prefrontal cortex) e % #& S #= B o F]pL A
s FEH T :Ié’:—ii*iﬁ,fiﬂ EARFTIENERFOFR ALAPM O R ENREGE > BRRMMEAHN EARTE
B e et B -

3.3.1 # F 47 3 & 7 (power spectrum analysis)

A -1+ multi-taper * 3% 3 {7 i = ¥ #& 4% (Fourier transformation) >
23 K E ﬁ“ -G ZERBEFVRERFRER )P FERF o T f’)‘ﬁié - HERERATRLRGE S
oA AL d B REHR LN E TR BT R AT RS T fs F’S‘Mw A
¥ FE B’*‘ﬂ“ﬁx%ﬁﬁ ME TR RE LS FE R £ s X R e FHR & 1Hz e

”Lr)a ERLL AR 2

ﬁ: ﬂvﬂ iw:;
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it 2% v (normalization) s7#% iF » 11 & f = -'é‘vﬁ GINESERIR R BEEA T oA 2 hF B(L T
i)

A . _ Controls B e CRPS
300 <
200 -}
E 250 | g
i 150 —
g 200 Qc:
150 — 100
100 - I
S04\
50 4]
T T T 1 T
5 10 15 20 5

B : 2 gehwt A E(power spectrum)L 354 Fd M o FhiN M S > KR A H# F o SR ER MmN L
SRR R R nH SO S LW E S MR A S R - ARk R I 0 R & enrt SO o
& o (B % 44 p Walton et al., Pain. 150, 41-51, 2010)

3.3.2 bz = & & #7(independent component analysis, ICA)
A g% * Infomax EEGLab 048 k8 (7 2 "efe@ A A gianfh s & 4 247 > & B4 s gt ke
)} TR (1ndependent component, IC)3% § F M2 7 3t gt NTRAGI M & B2 =4 F0¢

- B e+ £ B (projected variance) > b % £ B ,4 k&iﬁ" I A | (R WAR & Ry =) 8 IL%'{
?}?k)ﬁﬁ X oo

;‘ifa ;‘»}Pg%j b A A (IC)Y > AR T SRR R PE oz A A LR FI R R
IR spfw * B:

) 3&7 N AR AR R B s T 5 iRei 4 @ (bipolar magnetic configuration) e

) oA A S A L MR HE A (theta and delta frequency) & 40 ® E2 > Y enst FAE A F B

AT B E o

(3) st ibz F A crfR S B IF M G E bl R A PR B ek A S A
A2 E T A B PP SN A 0 P RO R R (PRI T R -

C ccicrs D

80+

(1
2

0=

& Power o,

20

I I I 1

B emi -z A A S AT b e 2Bl LB PGE il 4 (ICI3) S A b SR SO E 2 %G enat S A2
(o SR)PIAF 4 A 5 & 1 L Bl et b2 & A 12 FOCUSS algorithm 8402 48 ch 4 5 4 it &
¥ g3 pEgf £ (OFC)2 = il #&(temporal pole) (] & 4f 4~ p Walton et al., Pain. 150, 41-51, 2010)

3.3.3 B -4 & & 45 3 £ (time-frequency analysis)
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WE R PERF I SO 4T 2 0 2 R L Bt A R T B 2 PR B wa iBARY RITRS R
WG BB R o ST B2 SR R T B Dl L e PR B 2 F 4 (short-time  Fourier
transform, STFT) » #2084 & #ic B e ? @ F hph I % B B 7| [ ehPei# & = ¥ #& # (fast Fourier
transform, FFT) » 5o $t % 2 7 % k4t 5 557 BB M5 &4 > it 8 Arg? ch: A F
B-P1 AR IF % R 3% (frequency spectrum)4efe % #F 4 (alpha band) 2t B is #7 ¥ (beta band)i& 3" § 99 5 4 4
ko R LSRR SRR S U HRUBLR 2 4 i o S22 R % 8 103 (equivalent current dipole
model)fe & PF - 47 3 4 472 2 B W 2 AR R TR 0 fRA BT (epilepsy) s R 2 e i (epileptogenic
foci) T+ & jiFan 321 (4o @) o

Btk s - 13 f&en? %o po 10 R B 48 2 R o B A: " % Bl(Electroencephalography, EEG) % Fz
2 Cz Risir LR ¥ ameq (v § HEky) - B B: *wBv LAt RZGERET B4 ard o
Bl C gd E»cq inBiRena 72 27 B % ez § T304 2 4 %8 # % (primary motor
area)[ " = B % 3R] o (B ¥ 4E &+ p Shiraishi, Brain & Development. 33, 276-281, 2011)

334 BHFAMEATERE P

AR R B AR Rk 4R 202 3 BRI 34 4 (coherence)? Hﬁu/}ﬁr £41* -] it (Morlet wavelet)
A AT E R s KRB - ST SR 3 PRI (time-frequency) #° [l 0 £ 3R E B B UL L Tl
AR R o B RITFE DT 5 AP AP Y o AT 2l :T“P“{%?fifg’i?’/”\
Trenfip st ® v ? B jApl St Bl i %ﬁra T AR T R T L R
FoF T - 0 - BiEse(trial) o A T2 o A B AR A ke E L AR EH
AT e 3 Bl B o

AR L AR R A R (e D R AR R2UEL)  BE AR GE P 2 ¥ (short-time
Fourier analysis) 4 17+ £ F &7 B gL v d StEpid » ;; A5k S BE_H T R AR T B
BARERE < F S #rr s ir L R o % o] g3 (Morlet wavelet transform) 735 2
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Vref :(D{S:;af

Vy=pMT} >
Vi %7 T XFo)Xle® 0 & 3 %4 28a ] Glca B RBIPEFEG T AR S48
4R B AE . o} 7 ki oM T M A E — 55V, £ (T, xF)xN L5 » &~ 7]

Fom & — B s B(sensor) ]k fh e o $HE - Bsk(trial)m 3 0 ol AR P A B LA

(auto-correlation matrix) D, ;¥ 4355 =

Inlwt

24 -

22 -

20 0
¥ =
%m T e

T (=]

15 mwt S
i o=
£ 14 £

i
R

10

0
timefsec).

0
time(zec).

(a) (b)
Bl AP EREERH AP o] o 8 BN - SR RPPER > EEE - AL EPRE FEERR RS
Mt (@) T XFo B> % - (b)3 BREROEEER I EF - B C AP A7 EHER 7% FAPE
PP AR R A ¢ AR L Tl o

TR e BEL e %4 5% < 4p B 'L 7 (cross-correlation matrix) D . F 0 Bl R P F Y

ref Vref

T yT v
Dc,mwt,i_VMiV \ VMi

-

SOFETEApMEERAN APEFE A pM LD, ~ RIMEIND,, AT F TN
1
Dlez_Zmeti
N 5 '
1
Dc,mwtzﬁch,mwt,i ’
Vi

% %;# ’%-met —fr’Dc,th o B = AR BE Sk ‘#\f#—’?\'/z%-i Lé—z’f#_ﬁ 5] ;%%,{E’f‘lﬂfﬁﬁf})&‘ja ERCE -2
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T PO ] ¢ % 4B 4 (% Bic(interesting wavelet coefficients) d Bl 6] o A E 3E 7 e Rl
Vi 03 R {(met,l X met,l +met,2 X met,z) x1 0 Ffkd o Vy ’S‘L(met,l X met,l +met,2 X met,z)>< N (5] o 34

AT R E AR B A R R T o it BI(b)RT chic e fe e Bl 0 etk 25 B LR
A LR ik 1 B2(Dynamic Imaging of Coherence Source)(Gross et al., 2001) °

BE- TEERABARRE PO F A SR PERE A S, LA {5k K
PN A Tk o AR B ¥ AE - s 0 MM, M, o dek K Bk e PR S

EE GRS EM, 0 F - BT o RN P2t E met,i % Dc,mwt,i o ¥ T et RBP4 M i 7|

2R AR FFID % Dy A o £ B IR o B BRI AR R R R4S 0 Y e

mwi c,m

A BARREAT R T e AU BB o A AT

Morlet Wavelet Transform TF component Selection

S ' - MWT ' - Interesting
ref |3 E> :| Coefficients of |: E> : | Coefficients of
i E Sref i E Sref
M. |: MWT Interesting D
1]: E> Coefficients of |: E> Coefficients of .|
E E M | E E M . c,mwt,1
M MWT Interesting D
2 1: E> :| Coefficients of |: E> : | Coefficients of 2
E E M ) E E M ) c,mwt,2
M, MWT Interesting K , .
: E> Coefficients of | : E> Coefficients of Maximum normalized
: M, : M, c,mwt.k correlation beamforer

4

e - N\
Imaging the coherent
sources in the selected
TF domain

ol Il =

Bl% 2 4p b g e B8 R AR o
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3.35 fhA KT i 4 o SRt

AR ERPRIELSIERE bﬁ,\(sensor—level)ﬁ WELRFE B (source-level) » R B~ 2 ik A
G e Be FR > 1 PR (time-frequency) 4 47 1F 47 & LU S (bl4efe {384 8-12 Hz) > & F 1+ F
I“EL—A\’}‘Y; R a4 102 B =g b oo A S BelE s il R TS o F N IEHR A T oo £ fIF
AERAAR A E 2472 BB AL RE R R o {1 AR BAL N F O LR S
Bl I* S E RS2 R RIGA TH SR ZHFL TR B preTHT ARL R RRGEER
NS I "'F‘*ﬁ’/‘ SR R R R S P A LRI RER) RS G (T2AEE B T B (clusters of interest,
COIs) » f1* % £t jF 4~ 47(Multiple Regression Analysis)> i# » T & COIs A& % 17 p %35 » ¥ b g 4 H @
%&(V'ﬁf.‘a& BLIE Al 8 T RS E)TR R A RE B EFRE R
Al csr b & 7 B COIs ¥ PRI 1 e §F (hdfe(Beta) 80 A 5 ML & i 1232 S5 (linear fits of
functional connectivity) o 3+ & % W % ficeh one-sample t-test ¥ fe A7 % & chFt fy M 5 (Rotarska-Jagiela et
al., 2010) «

34 341z 1T H B

341 L i B B REF

Pt RO o FAFARE - LRTIEERF > I RPRFEATRORS RTHFF# 0L
B d o AR IS B AR B F oo B B RS BT M b4 5
A it g (Cover et al., 2006) ~ & & 7@ (Mild Cognitive Impairment)(Stam et al., 2003) ~ 7 %% /% B
(Stam et al., 2002, 2006)f-#f 4¢ & 2 & (Rotarska-Jagiela et al., 2010) « #7120 #F 7 BRI AT (osc111at10ns)
EE= R c AR fi‘u{#& Py Z AP o JU* A s 473 2 5 Bl de 2 4 (coherence) ~ 4P = ¢ # (phase
synchronization)frisg 5 8 & (cross-frequency coupling)~ 477% » KiE = & gt 5y (i BB o

3411 A E I B 1A 702
BT RO K F o4 3 b 33 M (spectral coherence) A 7 famiik R EEH A A R o B
B 4p B 1 #ic® (Rappelsberger et al., 1988) o Jt e 24 M BB - 8 2 58 4o

f,
f (ﬂ)f (/1)

Coh,, (1) =

Xy

- 2

AF e g R EEBELX 2 y i R ¥ (cross-spectrum) f 0 AZ AR 0 A * AT ELX 2y

L p hp Ap B AE ¥ (auto-spectrum) (f, 2 f ) PIF A M dcEdp 5 >0 AP B G BcR enT 2 o i ¢ 4

BO0X 1204 7aApM 1 &2 T8 XA o 4ok b 5 973 > SR et i i i]-%{

B 3 R EBARLREETE D AR 2R EEDEL > X - BRFAMRERE 3 & Tl

T2 R AR AT

® F- BREHVESHEREDEAMEE S TIFFFFA S delta (0.5-4 Hz), theta (4-7 Hz),
alphal (8-10 Hz), alpha2 (10-13 Hz), betal (13-20 Hz), beta2 (20-30 Hz), gamma (30-40 Hz) -

o FIEmEABEETD.

® IRFEEY FAPEKEAT AT IHRFLE -
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3.4.12 3R 4p ke A 45
(a) 1p =4 T (Phase locking Value, PLV) [59]: #.% — B#F S & F ™ R 3 & LR 3 {5 4p (= (phase
lag)snfg et > L R a s engeprdp =g (f,t,n)feg (ft,n) > f &2 FHF >t L2 7FF >n
TS R AT KA
o(f,t,n)y=¢ (f,t.n)—¢,(f,t,n) -
BFFE D g XHE(PLY) » #97F sRsedceidp A Ap 4 15 R0 T 0

N
-1-j§:exp(i9(f,t,n)) ;
N 7=

NZ78R%E FRap g THELA>03 12/ 276 AL FHEDER -
(b) ¥ i24phf 2 < F 2 14 (Event Related Phase Cross Coherence, ERPCOH) - 2 ;% _& 4 (Delorme
and Makeig, 2004) :

PLV(f,t)=

i Fka( f at)Fkb(fat)*

ERPCOH&%fJ)zl- - -
nig | RS (FLOFR(f,1)]

FO(f,0) %7 FO(f,) L rafdce 2 pAMEES EA0fc 12 F 027 &FHE 1
22k H e

3413 BIEF B E L7
- PR - BE 0 7RI S(f, )2 B ehk 4k 0 fL 5 B4 549 & (cross-frequency
coupling) - BS#E 5 48 & = /2 5 3+ B 3 L7 e 4 5 7 5 ¥ (power spectra) 2. & e0Bf % (Bruns and
Eckhorn, 2004; de Lange etal.,2008) > & 35 1 * e F4p 2. B enkf Tk (Palva et al., 2005; Schack et
al., 2005) > £ 7 4 5 MAE 4P ¥ B 4 AF 02 Z(Canolty et al., 2006) -

(a) B4 3 4p -F= *5 48 & (cross-frequency phase-amplitude coupling) it M4 & i chdp =7 7 £ v
BAEAR ol 0 B g e B ATIRAGI H o — B Ao IR f EUNE Ras B v oS e A T
B o P A AR 2-FRA45 48 & (phase-amplitude coupling) & % ST A F Sk~ F R Il o BEAR P g A
PUIR G e T2 Bt F FoetRrn F R RTACF PRF S NFHE o T e hm g o
2 FIP N EBEEM TN RERNRRT IR AT EHEY B % 4p #(Modulation index,
MDA * k47 &d B2 Pwi;' Fz2_ BP 2% 48 & efe & (Tort et al, 2008) o H 2+ 5 AT

® H kv MRS EE X, (O RTIPE fR BT, 0 £ M8 AN X () 2 Xu(t) » 58
# i (Hibert)f# 3% {5 > 7 3| g (1) MAE AP 1= > A, (1) B #F 4R 45 ¢ % & (amplitude envelope) °

® EATEEAEHL [dp(D),An(®)] -

® Mg () FIE20 K- Him AL I8BOARII0R) i - BEE|] YA, 1D

i_’gf:é,; o ?—i %;uga é" < AfA >¢fp (j) ’
® - % ¥ (entropy) & H» % &4 :

N
H=-> P logP,

j=1
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N=18 ¥ P, &

<Au >, (0)
N

D < Ap > (J)
j=1

® I B AT WEH,, B HET P30 k(M) > #5355 4 fe(uniform

P =

]

distribution) P, =ﬁ v H o =logN -

M|=Hmax_H o
H

max

MI & 0 % 77 4 £ 4p 3R IGA B F S ot ML B4 7 £ 5+ 4p 3R I5A B F5 o

If].ﬂ‘:

b
180

140

100

XIPUl LOENPo

Frequency for amplitude (Hz)

2 4 6 & 10 12 14
Frequency for phase (Hz)

R B4 S 48 & £ 7 enb] 3 3 7 1 172z i (Fell and Axmacher., 2011) »

(b) ESHE 3 4p *-4p 48 & HiF(cross-frequency phase-amplitude coupling)(Palva et al., 2005) : 4p iz

B ¥ A PHEFDRT > AT D ﬁﬁﬁﬁl”m:n AT mn g R 7 o dp i
W A AT B T R 0 4 T AT RO R AP g B - ) odp (o) - &
Ao A AT RAE S AR 0 blde SHz & ¥5(theta);d - 40Hz #r% (gamma)i 2_1:8 4p ==
8L o ¥ - BHF 0RMEAIPEEROR 45 R ~90 & ~ 135 & ~ 180 A& ~225 & ~ 270
BRAc31S R & AP g Lo g LIAp RS > § n X MR T frm X Z AT =4
ﬁ&ﬁ%{ﬁ&mmﬁ@@“mS%ﬁ%ﬁw&ﬁl%%ﬁﬁw&%

a

Lower-frequency
/\/\_/\/\/ sscillation
coupling
coupling
W3 B B9 R o i R AR dp B e0gE 6] AW
EZAa BFrREFELEL > Fe P itL i o,=n0,-m0 L3535 ~ % (uniformly
distributed)/* - 6, %2 0, 4 % 5 x 2 yiofpiz o PRE S f 2 f Apit F5onf, =mf > fL 5
nm A4p e A o i G 3 2Lt ficdp =X & (nonrandom phase ordering) i@ * ip =4 € ¥+

(phase-locking factor, PLF)>#g & 1t %5 2 n=1 2 m=1-6"%¥ N #4f # Z, > | PLF 3 ZZ% °

34217 B A AP MAEA RS 2SS B R A R B G W
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ARG EET T BRSSP R RER RN e S s i

1
t t 9
{wﬁ Cmncmn wﬁ'}“

Ry = T
{wo'Cowo}? Ea(t)*}?
;F"\ ¢ a f){tj i% * :}:“jjé Z m%ﬁ(—‘" B %';'-» Cm{ ( ) ‘;‘; m+ %_ﬂ.ﬂ;“ﬂ_ (:um{1 /? ; bm('(t)fr
¥ A ELa(l)eh R £ B R 4 (cross-covariance matrix) o F] 4t ;ﬁd Rgmﬁftm i 4p KB E

@ﬁ%%?ﬁﬁﬂﬁ,ﬁ%uuﬂm%%ﬂﬁw*MW%W#ﬁﬁéﬂi”' R T T
CRIEFEIF PR 2 B2 A M AT o E LA 1A SRR S fL AR B B T iE
k5

s S MR R E frm (DPEFRRERF 2 SR H IV E
fa B IR ARACT B AT e

Choose the reference region

Choase an interval from source signal at the
reference region as reference signal

Apply to the entire brain

Caleulate a optimal spatial filter
Calculate the correlation between the
filtered source signal and reference signal

Next time point?

Finish

(a)

B AFRE 2

-F)»E%Fnlpkv : E] F“A%r;u’

Bl: (a)tp B 1A 7 R AR o F i Jﬁgﬁ
& peiF
cRY RS BF A ELGF 2 H I ) BRI

ES LN A R A g e m%*um@f;
M R 3 R R - PR R R UL

e g KR BN dost ® % 5 T @ PI(b)F AR B G R -

—"*“"n‘i
™

343 Bipiiedrid MR IR a2

ARl S R RMAIVEE 2 15T & 3T @R BRI LR RN R e 2
R BERMERTY AR TR IFL L RIT LA R REREE S (4
FH+) ¥ ﬁﬁﬁﬂ*ﬂ%%‘ B E oo R SlicheT

Images Pulse sequence Parameters Resolution

Structural T1-weighted, 3D gradient-echo pulse TR/TE/TI= 88.1/ 4.12/ 1. 5x1.95x1.95
sequence (MDE T, Modified Driving 650 msec mm

Equilibrium Fourier Transform)

A A SPM (Wellcome Department of Cognitive Neurology, London)#ic 8 » 4 47 #71% 2 o lg H
EARRERY =S SR A S A TN

3A4ﬁﬁ%%ﬁ%$%“w“‘f%ﬂﬁ$&ﬁﬂ
g Vo TR 2R BREARS 0 AT FDFEEE A AE P TR A EL > d A
w%%u%ﬁﬂ?%ﬂﬁ%;amﬁﬁﬁ;ﬁﬁ@%ﬂ@%g\m@,mﬁ iﬁi@wm@%
* SPM #7#k i1 E R @R HRGE 0 R AV H g e b B ERE P A E
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GRS > pET B E B A (voxel) SR R 5 B4 ) Talairach 7 B ehiR g 0 U
ERPK gz R S A

FrEfr et a4 0 1% 3-way ANOVA W a7 %® 2 FHEES (L5 f] FERIN
B RE) RSN PGP R S D AL T R el B e £ A1
post-hoct-test ¥ S T A T2 A T LR LR - A LZRET T RFFF BELCFFELI DERET
peis 100-175 F 4y c0% A5 Meik 1 )T Tc(s 250-280 % ) et 8 oF 4 "ol (P3a) » o LB
FERA DT EFEFRRE R S ) T LR R &IL 42 (pre-attentive  auditory
processing) % a4l SR 2 B0 R PR AoR £ FIFEEI B P8

Vo BERE AN < RIS ZNAETFERE BT > R B EN RS RRIAT
AEEC2ZFLLGER RFEASRT R SEFNRGRTH BRI E LT BB
AFFATRT > EABFRA LI FEHD T > MR AEH P E K R TR o

“"3‘7@?‘}\«%( PP 7- pi;)

100&&”“’*%9‘ FEP RARE LA BRI o R L S0 270 RRERASL Y
BREHEE - & @H‘”#%ﬁ—‘?" LERFE L %Q#kkﬁﬁﬁﬁﬁm A% FPFE IR R Sk
iiﬁﬁﬁﬂﬁ@’%$§M%$w$~ﬂ%ﬁﬂéﬁfﬁ% RRRIGE 0 ¢ 7 IR R s u
FREPRA AT HRLERBEAT R - SHHEI D T RGBATRE FHTHEAELE
BARABBEER BT o %- 2100 2R ERFPFGFIEF R TEENBLAETFE 5 100
£107 2 101 # 7" BREFHBY ) AP EOREY A s WG DR FRORFE LA L
&ﬁ£$3lﬁn%%%%£¢35w:E%Eﬁﬂm@§ﬁ5+ﬁ4@*23&n@%ﬁ%£¢29a°
FURP O EI S RGE? A NG 2 A2 - R LG EREGHALRARES L HE - F EN
}?; SREY EG R BLET R ;gk;—fﬂm;zj;g B Flpt A a2 2100 #)RAE a8 £

PR ERTRL LS E(0l ER)hZ B F o P AA EX PN ek DA SE L Hop2 RE R
+'§» KAdcod P RHR A BE LY AT T TP AR R ARG SR K
Heb B R R B e TR AT R s B T

() 2RFFTEFH
L1 AR
A RELEREE G RA A L o G RGEE EHE R o R R e i
|;L .Qrv—l?

B 7 SR REY - BiEY A 2732 % 2 /F

R

B R REEAGREREA D SAEAEAN ) b CEAPL RS R A
FRE - TELAB P TEERARR S A2 8F = & (numerical rating scale) *f &
%’\m—,é,\ o

B EERLMEHRET PRI P ER S RTAERY T SR A B R T e o

LN N ﬁ.’ﬁ & Ti*%"'f,iaéq BREY2p% #4256 5 /EDSM-IV Axis 1 or Axis I
psychopathology) ~ %ot i &% 3 i 4 (o %
[ | ‘3 F B IR ¢ Px,gmf;lf’ T‘E—:;
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FAALK  CMASFRRIF  FERETME OV LM T RGO Rk E AT
% % il

B PG ERE F FRINEFEACEDSTEZ I RIBREFRADEL R
W F%w-BIPEF CRFEES FEFUR ARV - PR LA SRR ES
B OLAFIE AL BB S D S AP SRR

=

FEFRRFERRT AP PRSP LT ARAUMBRLJ §RFHERL
fh&W$%iﬁg%ﬁi@°

s@—i E(100 EBYF T HH ¢ ’}%":;"l”*f}‘a",.‘éi,&i%&ﬁﬁ’ﬁv’ﬁ 173 4 > A @ @& F gigidas 53
o FEPRRT BEITTRABPER GER éi"xw—mp 52~ ) Bk B A AT RER
I ﬂxu—l»mp 17 l“‘ﬂl§4q%1?3ﬁﬂp 27~ EREHBAFIEE Y Blbreng 412 ¥ by
15 4 g sk Flp A FI R AR SHEERA TPk o P RS RREERY e FH 1T & £ 9
FEiFEeny 71 FIgH R B Ay e fhe @ FiFxitay 20 = & &6 B4 53
*;%“a_frr?% BE AT R F;,;,,v}lgk.aﬁl mmﬁ 7,‘~\rﬂq;Arj~%7w»my 23 =5 ¥ ’*F 6 £

g7 TR AT AR R R TN PR PRI ALY SR 34X 0 K
RESFERE D - R(FFRF DR 1?3¢}%"1él“+}’a‘+ R S RLBRFALR T3 A o F B
ﬁfr&“%é’:}élﬂi?v’%(%%ﬁﬂ%‘Fla*v?’?..%;‘.%é\fwa—i’t F’%’i“ﬁ’f”"‘f*gt’??)‘ﬂfﬁxé‘%ﬁ'ﬁ%ﬂ%
Rle M LB 2/EIT/FATE B 2REFHMFT ~ 24 ~ FEAMRL HA i~ R ¢ N2
#0130 20 e A2 30 K] o MR R FRATORFA SR L 3] A2 AL MERE L 32
A A e ETIaL L 23552 24.09 & [t(61)=-0.89,p=0.38] -

R
'T)i)»f%‘ﬂ
Pt R R

FyAl* €7 g * £ 8 % (Edinburgh Handedness Inventory) & 3% X 3¢ ¥ & * =+ £ ki o
Al r 2GR 44 g L B [1(58)=0.09,p=093]

13 ZHFH

RAHA G s 1184 & HEE S 1234 &0 3 4 g5 £ 2[161)=-1.74,p=0.09]: A
%ﬁﬁ,mgn;imﬁ29ﬂ%,éﬂ@£;29nx,mwgﬁﬁy_1’ [t(61)=-0.03,p=0.97]; R %
Mg GelFfl (TS RpRIEFRHRE £)5 1168 £ HRw s 1175 £ 7 iﬁfﬂ T 4 N
(61)=-0.11,p=0911] -

B B G enT 3 e bk 9.68 & SRR T0L 1.97 % o ¢ T A #FTE NG 9 4
VRSP EIRE T 9 X o R bR e RE T 5 i i ¥ (Premenstrual syndrome, PMS)J" 321 =
3 5w % g (Premenstrual dysphoric disorder, PMDD)J‘ 3 OI12 1

14 $<BF K% (McGIll Pain Questionnaire MPQ)
AEIRENTHB LD R FABARN LR TFRLIRF LI ARIRAR LR P ALEXL
Wﬁ?lﬁﬁww éﬁ?ﬁo&%ﬁﬁﬁgéilﬂmﬁﬁ?&ﬁﬁmmRm@mﬁxmnéwﬁ
» % T B J§ 5% & (Present Pain Intensity, PPI) 5 2.90 & -

MR

imk-

FRARTH -
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LAHETAARTH

& ax = 4 M 2k ¥ 2L
EEFRITH Lo LR S E
- P
R A (L) 31 32
t(58) = 0.09,
BrE (F*r++F4"%) 81.8 £ 18.6 81.38 +£19.48
p=0.93
) t(61)= -0.89,
8 (&) 23.55+2.47 24.09 £2.4
p=0.38
t(61)=-1.74,
Ao iE E W () 11.84 +1.13 1234 +£1.18
p=0.09
j t(61) = -0.03,
PR (R) 29.71 £1.01 2972 +£1.2
p=0.97
o ) t(61) =-0.11,
£ W (#) 11.68+1.13 11.75+2.78
p=091
g MRSk (#) 9.68 +2.86
B R SRR (R) 1.97+£0.8
FABRFEL BR ;J‘-A#F #<(PRI) 30.26 £15.4
AR HEE FTRAREPP 2.88 +1.34
FA A Tk 4194
RGP R R L 9L
Foa g i #1045 1214
=R R #£ 019455 1124

(2) AL

Bafp- ENRREEREY 0 A CEWAPFEAL S RFEAEDIRFE 24P 0
49 et B E SR HRES A o U K- FFE TS T4 ? BDNF A F]3](% = A F1 GG~ GA ~
AA allele)tt H4c

Control . (£ 49 <) : GG (16 %, 33%) ~ GA (23 *,47%) ~ AA (10 *,20%)

PDM ‘& (% 54 %) : GG (13 *,24%) ~ GA (19 %, 35%) ~ AA(22 X, 41%)

d§ Fif et 2% 7 # R  Control 2 AA: (GG+GA)=1:4; @ PDM & AA: BDNF (GG+GA) = 2:3 -
%7 3 I BDNF # 5)4)ct 6] &t 7 (58 & (53 w2 ¥ £ 3 4p b BDNF AA % =2 7] & 4 B3 5
e T B o BDNF G 2 A FI e f K Sev bl g o &3P F 7 BDNF 9 A allele ¥ &t 5 5/
g b 'k F1F 0 @ F 5 BDNF e Gallele # iv & &30 F G enifd Fl+ o

SN NPRR TR Ry - A ;)i 7 FAE F & 47 (power spectrum analysis) % {7 & F AL (s IR E
A5 32 4 s %% b ikA 27 b BDNF 4 13 a0t 6] > & Bk 4o
B (%32 4) 1 GG (10 4,31%) ~ GA (14 4, 44%) ~ AA (8 *,25%)

39
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PDM ‘& (£ 32 4): GG (7 *,22%) ~ GA (10 *,31%) ~ AA (15 *, 47%)

B) ~BREFFELITES

AT R IRAE K P 2.8 B g & % (Spielberger’s State-Trait Anxiety Inventory) ~ B ;% £ g € %
(Beck’s anxiety inventory)% E ;% & # £ % (Beck’s depression inventory) & 4 %3 in X ;%:Jﬁ" Tt g E BE
AR o B PEF o AFT Y % B F M4 % (Pain catastrophizing scale) R 315 & J§ AP B e TRk AR o | 0
# & A & % (Basic Personality Inventory) % # 7% 5 € % (Quality of Life Measure: the SF-36)# 4] * %
PR £ kR R

3.1 EBERILRE BFILR

i Control .t #& MC phase 2 OV phase (& ) > % IR long-term anxiety (TRAIT anxiety),
short-term anxiety (STAT anxiety)% depression i ;X % between phase (7L £ > i&# 4R 5 & ¥ 7 menstrual
cycle effect > @ % PDM ‘= | ¥ % IR short-term anxiety (STAT anxiety)# depression level . MC phase &
% % > OV phase’ B/ ¥ 4L 5 & ¥ shmenstrual cycle effect 44 dysmenorrhic effect 7+ 3£ 7 (¥ 4R 5 interfered
menstrual cycle effect) » dysmenorrhic effect 7+ # & @ (G pFenie Bt o d BB F] o ¥ b5 ABDE > GE
% OV phase p¥ » PDM & 1 /2 5 54 0+ 37 > # short-term anxiety (STAT anxiety) % long-term anxiety
(TRAIT anxiety) i % % & *% control 2 > i&¥ 1 f2f 5 PDM e &0 dysmenorrhic effect ¥ % ¥ 5 .3t MC
phase » @ A3 &3 EF B ¥ 5 (F 4R 5 prolonged dysmenorrhic effect) o

% D EBERPLOIEE A5 8P2 2@ ViR TALIRTH 2 BRIVR)

Control MC vs. PDM MC

Control (n=32) PDM (n=32) P-Value
STAT* 33.63 +6.509 4275 +9.497 < 0.001
TRAIT 38.06 £6.705 44.16 +=7.688 0.001
BDI* 438 4070 925 +8.100 0.011
BATI* 3.00 £3.203 10.03 +8.114 < 0.001

* Nonparametric

Control OV vs. PDM OV

Control (n=32) PDM (n=32) P-Value
STAT* 32.66 +6.225 37.59 +£7.504 0.002
TRAIT 37.59 +6.608 43.47 +8.258 0.003
BDI* 4.78 +5.807 6.09 +£7.181 0.646
BAT* 331 £2934 553 £5412 0.092

* Nonparametric
3£t Control (it & $P8 %) ~ PDM(R 3 17 5.2) ~ MC(? 58) ~ OV(# P ) ~ STAT(F 5 £ &) ~ TRAIT(# ¥ £ &) ~ BDI(E.
RWEA)BAIE L ERER)-

2 BB ELIFEE(ER R FA L Control 25 T4 5 PDM &)

Control MC vs. Control OV

MC (n=32) OV(n=32) P-Value
STAT* 33.63 +6.509 32.66 +6.225 0.368
TRAIT 38.06 +6.705 37.59 +6.608 0.644
BDI* 438 +4.070 478 +5.807 0.852
BAI* 3.00 +3.203 331 +2934 0.286

* Nonparametric

PDM MC vs. PDM OV

MC (n=32) OV (n=32) P-Value
STAT* 42.75 +£9.497 37.59 +7.504 0.030
TRAIT 44.16 +7.688 43.47 +£8.258 0.380
BDI* 9.25 +8.100 6.09 +7.181 0.009

BAT* 10.03 +8.114 553 +£5412 <0.001

3¢ Control (i & %18 i) ~ PDM(R % 17 (2.20) ~ MC(? 280) ~ OV(# “r ) ~ STAT(HF4 £ &) ~ TRAIT(# 7 £ &) ~
40



BDI(} “ B ¥#4) - BAI(L A ERE%)-

3.2 % I+ BDNF £ %3] & Control 22 PDM ¥t 32p| § chfz 5 (Effect of BDNF)
% Control 2 # > 7 % &_f MC phase ¢ OV phase f¥ > BDNF £k ¥4 & 7% 8.5 % ?‘;ﬁi—‘ﬁ ¢ short-term
anxiety (STAT anxiety), long-term anxiety (TRAIT anxiety)* depression #% /& o
% :Control 227 7 - BDNF A 7|32 w BB E R LS (L 25788, T4 2P

Control MC: AA vs. (GG+GA)

AA (n=8) GG+GA (n=24) P-Value
STAT* 36.50 +10.268 32.67 +4.603 0.205
TRAIT 39.13 +9.357 37.71 +5.782 0.613
BDI* 550 +3.625 400 +4212 0211
BAI* 4.50 +4.751 2.50 +2.432 0320

* Nonparametric

Control OV: AA vs. (GG+GA)

AA (n=8) GG+GA (n=24) P-Value
STAT 3438 +£7.726 32.08 £5.717 0376
TRAIT 37.25 +6.819 37.71 +6.682 0.868
BDI* 5.50 |£5.555 4.54 +£5985 0.525
BAI* 325 +3.105 333 £2944 0947

* Nonparametric

3 ¢ Control (& & ¥R ) ~ MC(* 5.8)~ OV(# “#) ~ STAT(H 4 & J&) ~ TRAIT(4# f & /&) ~ BDI(E. <~ 4 # £ #) ~ BAI(R

TERER)

# PDM ‘= ¢ > BDNF £ ]3| ¥ 7 #25 ?{,ﬁi—‘ﬁ McGill Pain Questionnaire (MPQ):77 PPI (present pain
intensity)* 5 ¥ sub-scales 4 # > & BDNF AA subgroup # MC phase 7 depression 47 & & ¥ 3 %
(GG+GA) subgroup > ® # OV phase £ short-term anxiety (STAT anxiety)4% & 7= & ¥ 3 **(GG+GA)
subgroupe 12 F ¥ ﬁf»‘? 4 41 1(1) MC phase =7 depression #2 /& : PDM AA subgroup > PDM (GG+GA) subgroup
> Control all ; (2) OV phase =77 short-term anxiety (STAT anxiety)#% & : PDM AA subgroup > PDM (GG+GA)

subgroup > Control all »

% : PDM &*¢ %  BDNF £ #1412 McGill Pain Questionnaire (MPQ)su3t 4 47 % %

e iy v o

PRI_S 17.07 (9.38) 14.00 (7.36) > 0.05
PRI_A* 4.13 (3.25) 3.76 (2.75) >0.05
PRI_E* 3.20 (2.18) 2.76 (2.17) >0.05
PRI_M 7.87 (4.49) 6.00 (4.00) >0.05
PRLT 32.27(16.96)  26.53 (14.19) > 0.05

PPI 2.60 (1.68) 2.82 (1.24) > 0.05

3% : PPI (Present pain intensity)
41



% :PDM %£¥ % - BDNF A 7342 IR E A 78S (P 2522588 TLEE%Y)

PDM MC: AA vs. (GG+GA)

AA (n=15) GG+GA (n=17) P-Value
STAT 44,60 +0,003 41,12 £9.816 0.308
TRAIT* 45.73 49,020 42,76 +6240 0.248
BDI 1227 +8.844 6.59 +6.529 0.046
BAI 12.73 +9.200 7.65 +6373 0.076

* Nonparametric

PDM OV: AA vs. (GG+GA)

AA (n=15) GG+GA (n=17) P-Value
STAT 40.67 +B.566 3488 £5314 0.027
TRAIT 46.20 +9.337 41.06 £6.533 0.078
BDI* 8.13 +9.078 429 +£4.524 0.194
BAI 747 £7.150 3.82 £2.325 0.077

* Nonparametric

35 PDM(R 3 20 i ke) ~ MC(? 5.87) ~ OV(# 7r¥)) ~ STAT(F 8 & &) ~ TRAIT(# 7 & &) ~ BDI(E < £ 8 £ %) ~ BAI(E
REREA)

(4) 22FHEEBETFE
41 HE2FH
F-}'E*ﬁ:%6wj\g B2 o B FR g 92 Sk p R S Fge L g k84 iF5
AEHEER TR SARY o F R AFE Y sen},sﬁ% BT AL - By B F LT R F R
@% R RBAIE A A RELEATRI AT RRY oL AREF LT o TERL 2]
52 fi(E L F:20~22 f) 1§ 3 A s TioEE L 224 179 B (E &5 F20~25 )

4.2 éﬁr@ll"‘ B PR

*\.k'{n_-\;/" KRAFELEMNH R HRETDORAZT ) NI AP AFEERIE AP
3 F”"‘P\ B¢ %ﬁ P HF LR BRARFH LW E 3035 A4 OH LB AFEFHEFF S
ﬁé’b %w A @ B vk o drd T %ia‘%ﬁl’i‘*l@%ﬁ%&'*%iﬁ*%{i’ £ iE%*’m}ﬁ%?
F oo xr“ﬂ’* Goldwave @’E‘I’ﬂlf’f a0 TIRFFHER c AL EWUe B FREEEES 0 f 34
# (Angry )~ P-% (Happy )~ &7 (Sad) 2 ¢ - (Neutral )- 3% ,ﬁ R R F .&%3%(£V:He
Da,Wa,Ga?i...)%%@Ju wEA e & RE éﬂr’%}: G600 FF P F R ol R R

FI* Goldwave #i 48 i 5 T R > ¥ BE B EF A L BT d p e R -

WY TR LSS (2)2 B R ()
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43 HRPrer RS 2 7 it R A

B RITE L RN R L R R AR R R R 0B AR A R i
55 & (Arousal) » 2 @& * presentation®2000 # 48 ;%% £ ;féf ﬁ»ﬁ G SCALY NIy SNt gi
teipl B R > d 45 ERPFHEFFHLEG TPRRR SN B R R RFE o 2 BN F - X
PP iR E (TS 2 70% H)ymBg > YRR %éq‘ 28 X RFH T ¥ =% m%a;ﬁn] )
BT S TR PSR RAGE S S OIS o ek TR 0 TS AR R T

LA ARG RS

Happy | _Sad | Angry

Accuracy 78.05% 87.8% 05.12% 97.8%

—y B

I Imm}mmﬁnww@. =

it "\"{'—ﬂ""mwyfﬁf‘“"‘“““ .

Sad

RS DS S P LE

) AERALREFAEEHREFEPET ™ fropid e(MMNM) ¥ - LA T = %
51 ¥ F"‘%’é FRFH
LERERE X2 "'?‘J’*\E‘" e sl ok R D “o r N e e - - - €= F;én ¥}
P RS A Y (valence)fr g & (arousal) ermEit o SN BL2h 18 1 R MR ;,Z #FH 'f
20 HHER T 0 AP D SRR S 10215%  Ah i RS AR L 198.75% » hd
FOERER PR L 195.5% 0 AT BT e

rou M MBS "u";; 5l o + Z 3
PDM (N=18) |*** [ Control (N=20) | ™ * ¥ WmIF 2 Th - RFHLA S8 021824

ol Soeh M B S T458+14.14% ~ EH G ON ¥ % B
= 81.25+14.54% ~ # § % & 5 85.83+11.39% : # P& k2 (n=20)

o T I - T 1T F d B-#F &k 7120£19.0% £ G %% & 5
» < T L 1 76.40£19.13%~ 2 § M %55 & 5 74.80£22.0% ¢ o+ 7 % FALAE
g G R BB Y nz BRI BTG AR s
B #2 /& ° Error bar=2*S.E.
ﬂa Ll
kS

"

ho M e e S

Emotional Category 43



43 T e ark ik A 1T

LRk g R RERE RN L E e R LS
ﬁ%ﬁ(i$‘¢ﬁ‘*%)#ﬂﬂ%—’4@&%%%$ﬁﬁ%*
BAS 1S=0 2 b NSRS 2 RR S ES R8-S BRI LA L 600 E4) 0 53 B3
B (SOA) & F 950~1050 % s [f o i@ X3 F ¥ Af ¥ i aid  BF L Biohci g8y -
h- BEEPN ¢ MBS g%{{ 180 = (50% ZRAREFEEES 6L P HE%60 S

:(16 67%) > &
£ 3 360 = B flig(ded =) o ZREFEPTE BEY R ERERE AL Ao

P LERE E
TR R INE 8 R

r"\

F M T fergEik (emotional-MMN) R B 3 4

Standard Deviantl Deviant2 Deviant3

Emotion Neutral Happy Sad Angry

Probability 50 % 16.67 % 16.67 % 16.66 %

AR PUCH LE RS AP R SRR Af 6
!

B R RS R RINE R
- ")‘5 iﬂ o B REEBIIMELF o AP BRI TR S ,g@m

M OAT e IR % o (40 )

oy MEOEI! g
NEGEIT ,..! i"— ! £
e sl o AP T
st B '|“"‘1|i~— | ey —
- — | by — ol g
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B3 @B EREMN=20)%? SHF 2O CRBIAEE - 2 %F S Lotk S -

BAE RIE T AELUARLY > AP F R AT TEF ks £ {4+ 2 (MCB; Maximum

Contrast Beamformer) s 7% R HEE R BER AT b 2w (SR 22 Hkle) 2 FF Uz ! Sl
(MC/OV phase) 2. T $* ¢ MF S AREEFT (P ) S8 %A frz TSI N (25 ~
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Ho )T R PR B TR E R o (247 R AT R ) -

MEG signal Preprocessing (Raw data) ) " e

« Artifactthreshold= 2000 _ " T Statistical analysis (SPM8)
) g ° ; * Dysmenorrhea effects

* Samplepoints: 381000 Hormone effects

= Samplingrate: 1000 (Hz)

* Whole Brain (unc. p<0.01)
Source localization \L

* Coordinatefilefor T1l image
*« Maximum Contrast
Beamformer (MCB)

Spatial Normalization
* Build the Deformation field
* Normalized to MNI space

Time componentselection (Marsbar) \L
* Waveform of specified ROIs in
posterior-5TG

I T ek & SR ST SF TRCE ZEAVAS LRt I B I

53 ']%3"',. B XY SRS S 3 RES Y

KGAH PR LU BAL S R R R SR EHRES F AR Tk 80~120 F F5(M
IOO)m EREFFF RE 150~280 iR frgalk%@_(sensory memory) FFA% b iR G ELE Y
B Paid Bt il SPMS ¢ % % 4058 2% 2+ (Flexible Factorial Design)*t # % e 3 8 (between-group)
2240 e ¥ e (within-group) 2. FF enZ B (p<0.01)> W BLZRA B h 42 ¢ P % (emotional detection )
PR o AR PR B ELBE R 0 AP R IRER R FWL T ERVRARTEF A TIET %
WE R EEEReRL ) > FH AT KHE G Jﬂg o3 Vo LMY R RG]0 #HA RS
1 Jp] &g B (amplitude) % i o PR AP EER T A 80~120ms PF R BE b a3 BL % 1 H_% posterior
Superior Temporal Gyrus (p-STG)}+ > £ 4~ &5&‘%3/@“’ fEAzi= ¥ 7 B o Bl 150~280ms {5 > "IN &
e4 £ & { inferior Frontal Gyrus + » R fr® i v B R e i) M - TR ESFEH AR &
BREHRBREL P I RFERESERF LR

MC: Conltol PDM IMC: Control-PDM in MIMN
2 JEREE S - i T
» contrast(s) O conrast(s)
v, »
L3 < -h. ﬂ : o« H
L o
’ SPM SPM{T, .}
t K vin lT‘illH»} “t. Fu 144 I
. - -
246 ¢ 101214 246£1‘|'>14

Dlesion makix
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WA 80~120ms 2 TEHEINERZ 2%F AW o B ¢ % £8P 4 150~280ms 2 TR R 2 F RE -

BEFAPLRIFPFELDRRFESCF B9 > x uEe2 FFL B VREF > FR2OFED
RIAZR A CHRICEPE (oTH)-

Bl HER LB g0 0 300 g pR g PSR en i JRI(80~120ms) © Control-PDM (unc. p<.01; K>100)

bR & A 2t L B B (S (unc. p<0.01)> AL i L2 )I% #75% 4. e ROISs (region of
interest) 2 dF T_F ¥ I (small-volume correction, FEW cor. P<0.05 )4 47 {4 > T ¥ {8 3| ¥4t 5 &
BB s PR F K% 5 Superior Temporal Gyrus (STG), Inferior Frontal Gyrus (IFG), Caudate,
Insula & % A2 M %% °

Superior Temporal Gyms.

Candate

Bl D e LR o VT PR S a0 P](80~120ms) © Small volume correction of Control-PDM (FWE-cor.
p<0.05)

RS R M — 3 GRS E R ATRAL - A PR R P A o
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L, w ’&_l; l‘iﬁpﬁﬂ&‘:’i”%ﬂ {-ﬁi;‘% 9;&:;',#E¢Pﬁﬁﬂjjﬂ"7\J\ﬁ?%ﬁ%iﬂo%gﬁpm{‘%—}?}é}rga'rﬁ(sensow
EWFE R R TiEH R o

54 FHEIAAFRBALP R HH LRFSFTHER

FARARF - LR ER S 2RI RPREAT RO RIS FFF LR RENES - F2
FIERFIANEREDT L Ffo- BHGICABAFE BRI M - TUAFL ERBRT
(oscillations) e4& 14 > » ,T%{%E LR A 1 R B o VA L |4 e 34 4 (coherence) ~ 4p i ¢ 3 (phase
synchromzatlon)'fr&%‘ﬁ;' F 48 & (cross-frequency coupling) 4 7% » ki = % g i (i BB o it
ERS Gt AR AR R AT E B LR R AT .

ipimiwa%ﬁ%%%?ﬁ—ﬂﬁ% B o R ANARES SRERT A G2 GE
BEERSHRBEDREEIAFFHRR LA ERHA LEE (DI g TR G 2 QR H R %

I
EI

5.4.1 #p =4 2_ (phase-locking factor, PLF)
A AR R AR T 0 S S K trials (6% - BB/ ARFEHFTE B 407 Rk
"E,;’%)’ ik IELAR A RehiER oAbs(PLF)rr: EANOF 12/ 0 & A apF: ™ g RE/

TR TR S AT B A TR 1 R AT AR TS T o R R BRI
ERCES “‘;;i WEG B ARG ELOME > U TR HHBITRRALT RO LT B2

PanaN P R Mg S 46 A2 EEEG SHBE 3T A A3 S pirdpph o, X PR Jge
TR AR R IR % o TR R G464 )t wﬁﬂfﬂf ity ®2
THEART PRI A2 AN Y ARG - BY 2 BTE2NERRE L) B x i
PR FRAGFEE A NIRRT D05 I FER B NMEB DLy dsEF ,qjaffmu Hz % 50 Hz;
Z (S )5 AP 4k «Lm%;_)i(abs(PLF)) BT ¢ K0 T 0.60d ﬂc’ IR BR S ey m
B2 EFA R PRI AP TR ez RELF? S0k -

Gradiometers 1 and 2 Gradiometers 1 and 2

- i

Twme (sec)

,,,,,,,

Frequen:y hz)

Bl A EEM6 A )W SR HR ()2 &G (F)PFRAB T2 egzeahr e L BTE 2N ERBE
ERZ X PR FRAUTETANRDH0S HIFEFTAIRE D] f/}?y%sﬁ;?% =B 1Hz 1 50Hz ;s z
Ph(FE 4 ) % Ap 4 T A42 & (abs(PLF)) > A7 ## /0 2 0.6 -

F - R 24 R b B(MEG 1332 B B E) 0+ Fera AP g TR % S R 0 RIFGE
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B AT oA e R B(TR)F R SR RSB EE R S L AT B Ap
R B AP 02 0 e & A T PGP R R ATP BE e o

Control

W AR g TR EP O RIKER(MEG1332) ! » A HBREZ REEN) SHFHe NS A DGk pin
GERRG - VEEIAD B LETEE D DA S LR AR 070 T2 LR A T SR Ap g TR R A
B2k odd xdha MR FRATETANRPD0SHIFHEFTANRED Ly a3 #F/HEIHz 2 50Hz;
Z $h(FE I ) 5 AP =4 T4 (abs(PLF)) » &m # F1/L0 T 0.4 -

54.2 #p =k (phase synchrony, a.k.a. phase-locking value, PLV)

WA L A EEA T NE S A trials 2 0 AR REBLFAA AR THE-F 2
(Tl > 4o Paﬁm]%—.zﬁa—gga)ﬁﬂ’?%}iﬁ»%%i SEPER AR %0 B GukR o Abs(PLV)eniE s H 43 0 3] 1
R0 REAAFEMIT > GHERELN TS BV FHEEE T 2 g LT E4p 4 2
B sl Bl&T BT ST o ZHEARESN S Braw 2 B2 M e 3 Ak am g ;ﬁ
T RE - B IIPIIES el 2 B AT R P2 4 g it B (functional connectivity) ©

P Al R R R S 46 A 2 EE AR SHBE 3T A 30 Sz By Eate 7
W3 &ﬁi%ﬁkaﬁm%oﬂwiu%AWWﬁam@&m@mJ&&ﬁ&@EGBﬂaﬁﬁ)
FETREE RV AN NET 203 BEEFERSTREREEA A 2 FRAATA R T L o T
El,ab%";‘rﬂé (46 A )W SR R EB2EG S AT Fal’i”‘“;% m;ﬁ=%%*u#BI“Fﬁﬁ$Pu?< ° 1B

PERITE 2RER BT 2L AR ERESFTREE Bl x pho R %@4&]‘*‘&

ANRBD0SFHIFHEFINREANTLE ,yﬁhbpﬁ?% #%]/&1 Hz 2 50 Hz; z (a4 )5 & B &
BHRLT R BEL FAp =k # f2 & (abs(PLV)) » &or # 10 T 0.6 °
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Gradiometers 2 Gradiometers 2

- - o _mEEEy
e @--- m e - 5---
L R B L i L E L
--------!!-MHS--------E!-MHE
- e T, T,
= L. aom -ll-"- ol - TP
o aEEmE o e L T
= Il . — ez I I .
e o me"y =" " o Taa"y ="
=L saam= edsazha
] I ] o] . —
m . E =

Bl :REERZRME6 A EHFE I ()2 EF(F)I AP FPHRHIALRARRPERARE - BY L BT

PRHEREE 2R BB FIREE LB X FR R SRS A IRD 0S5 I EEF R NRE D]
Fioy i dEd o PR IHzE 50Hz: z9h(F ¢ )5 & B BB £F R B T2 FAp k% 42 (abs(PLV)) » 577 §° R0
306

DR PHERRFEA LR SHRE S FAPNLREER AT AR ZRRERS B
R aE R B IR G F A 0 F L 2L TG RS APl e ¥ 0h 5 AR g £ RIFCE ® 12 inferior
frontal gyrus ¥ Bl % 3~ BLER D% % (4P 6 3 % o

MR ERAp RIS > FUENT - P REBRARA T AL AT RS E AR &
ERAREFT > E BREFIREA AR 2 0 Ser R o - b DI A TR An g R
Yot & 47 (phase-locking statistics, PLS) = j2 » ri v g g f4og (e 2 R mog SR e F o 20 G
et He B RFER AR R A LR -

(6) REFERARSEREEHEREFLEN SRERY
6.1 E- M F 24 gppildir
6.1.1 #» FHFHE L 47 (Power Spectrum Analysis)

AEE G B G 2 BOEIE (7 SO 3 4 47 (power spectrum analysis)) 43t B T B 4 1247 A T
394p ¥ 7 3 (relative power > ¥R F|F X ;éiﬂ" 12> % 0.5-50Hz Ptk et saxs &) > 7 BAEF H 4p
$ s 5 52 B4 1§ (0.5-4 Hz) ~ 0 (4-8 Hz) ~ o (8-13 Hz) ~ B (13-30 Hz) ~ % v (30-50 Hz) = A 45 ¢
’?3’3?\? ¢ F A 3B %R GEFLTR) . BEFRAGMAL? K& AP - Control 2% PDM

B3R EZE SBHEI LTI ILaRFLIE (FPaeFLd).
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o
0 o aje
-
L

a L] OZU L)

p o Ja ® 9 al & 4

o L] 535 3 u-é b
. 4 . 9
L ¢ ° * 0 L
* ﬂ4ﬂ M
o L] * o ° @ o
o So

Wl :13B%%FTLH -
31! 1. prefrontal region; 2. central region; 3. anterior medial parietal region; 4. parietal-occipital region; 5. occipital region; 6. right

frontal region; 7. right anterior temporal region; 8. right temporal-parietal region; and 9. Right posterior temporal region.

# @ > f Control 2@ » OV phase 4p #.*> MC phase ¢ 7 whole brain beta power 33 4r (menstrual
cycle effect)> @ & PDM ¢ >OV phase 4p #*> MC phase ¢ 7 whole brain alpha power 77F ¥ 2 whole

brain delta power £ left anterior temporal delta power <34 4r (interfered menstrual cycle effect) -

£ IR F P58 % (Control 22 fmp v dR)

* Control MC vs. Control OV:

— Whole brain beta (WBB) power* (p=0.045)
» MC: 0.6808 + 0.0978
» OV:0.7029 + 0.1206

4 SEAA F RIS EE (PDM 22 Bp LK)

* PDM MCvs. PDM OV:

— Whole brain alpha (WBA) power (p=0.034)
» MC: 2.5339 + 0.9350
» OV:2.3403 £ 0.8636

— Whole brain delta (WBD) power (p=0.048)
» MC: 3.8567 +0.7323
* OV:4.0525+0.6725

— Left anterior temporal delta (LATD) power (p=0.045)
» MC: 4.4386 + 1.4241
» OV:4.6628 + 1.2550

6.12 # FHXEE wBRIE A% Pip ML
# Control % ¢ > MC phase ¥ OV phase 77 whole brain beta (WBB) power £« 720§ & 47 % %
(anxiety and depression) T & & ¥ 4p B 1473 & > &4 F] % Control fe e 2 p|§ 42 47 % % & MC phase &2
OV phase 2 & & # & % £ £ - 7 ?"Normal menstrual cycle effect”" ¢ <% whole brain beta power > & 7
PR p LSS -
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% PDM 2 ¥ > long-term anxiety (TRAIT anxiety) ¥ left anterior temporal delta power 2 whole brain
delta power & IR 1< & f 4p k¥ ; depression level &2 left anterior temporal delta power T JL 1< & f 4p B % &2
whole brain alpha power & R & & 4p b > A& 7 % IR delta power (whole brain delta power and left
anterior temporal delta power)¥ % 5 long-term anxiety (TRAIT anxiety) #dpi%k > 2 PDM ‘= MC phase 1p
$#.%t OV phase ¢ 3 short-term anxiety (STAT anxiety)s1+ > e 257 7 ¢ ¥ 23 45 3|- i regional power
1p 152 short-term anxiety (STAT anxiety)4p B ° 573 2 - "interfered menstrual cycle effect" & ¢ f i< % PDM

R TR R AT RS -

% !PDM ¥ G # F AR EL LS PM I

R = -0.288 R =-0.251 R=-0.273
LATD - P =0.021 P =0.045 P =0.029
R=0.254
WBA 2 5 P=0.043 =
R=-0.273 R =-0.300
WBD - P =0.029 - P =0.016

i PDM(R 3 P27 i) ~ MC(? 5.8) ~ OV(# 7P 8)) ~ STAT(H 3 & J&) ~ TRAIT(# 7 & &) ~ BDI(E < £ 8 £ %) ~ BAI(E
< £ &£ %) > LATD (left anterior temporal delta power) ~ WBA (whole brain alpha power) ~ WBD (whole brain delta power) ~ P
(significance level) ~ R (4p B % #) -

6.1.3 % = BDNF £ %3] & Control 22 PDM 2$"am ik ¥ 5 @ 8 (Effect of BDNF) :
(1) % PDM ‘7 MC phase f¥ » BDNF AA subgroup #p #.** BDNF (GG+GA) subgroup 7 % k& % 7
delta power 74 4c (anterior medial parietal area; central area; left temporal-parietal area; right

frontal area; left frontal area)

% (PDM =t SH ¥ b BDNF £ F13| 2 "k # F £ 2 (relative power)

* BDNF AAvs. (GG+GA) in PDM MC

— Anterior medial parietal delta (AMPD) power * BDNF AAvs. (GG+GA) in PDM MC

(p=0.005) — Right frontal delta (RFD) power (p=0.033)
* AA: 4.4679 £ 0.9438 * AA: 5.5822 + 1.7699
* GG: 3.5932 £ 0.6899 * GG: 4.3746 + 1.2737
— Central delta (CD) power (p=0.013) — Left frontal delta (LFD) power* (p=0.011)
* AA: 4.8395 + 1.2946 * AA: 4.5540 + 1.2082
* GG: 3.7388 £ 1.0658 * GG:3.4878 £ 0.9318
— Left temporal-parietal delta (LTPD) power (p=0.002)  — Whole brain delta (WBD) power* (p=0.044)
* AA: 5.3587 £ 1.1385 * AA: 4.1180 + 0.6904
* GG: 4.1454 £ 0.7290 * GG: 3.6262 + 0.7081

(2) % PDM /1 0V phase ¥ » BDNF AA subgroup ¥2 BDNF (GG+GA) subgroup 2. & » 13 "4 %
R R T AR -

(3) = Control % 2. MC phase 2 OV phase’ BDNF AA subgroup £ BDNF (GG+GA) subgroup 2 & »
13 BT e FaFLE o
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6.1.4 B2 7 k BDNF £ F|4|ch PDM £33 S s » Hrgmpt # S 2o mpl§ A 458 % g B |2

& ¥ PDM % & MC phase ¥ » BDNF AA subgroup 4 #.** BDNF (GG+GA) subgroup 7 % i % <3

delta power 3 4r > ® {7 5 T > & 773 3 BDNF AA subgroup % depression level % % B ** BDNF
(GG+GA) subgroup » & ¥ fen_» ig i 5 % 7 delta power & depression 2. fF ¥ & &7 ¥ 49 b 5 %

6.2 B2 & 4p =k % 4 #7(Cross-frequency Phase Synchronization)
CREL o XAt B G RE RA TR o R R LR e 'fr;&frﬁ WF B

E3 gi?]}l FRCAGFERREAN > P Ay o AHARRARI TS A EERY T AT
AR e 3 %% > Hpenf 51 A A RREFMAAN SB2E S B L o F R R EL] -
g TR ARGk i ek 0 ¥ L T cross-frequency coupling (3R %+ cross-frequency 4p 2 3
T 3 PR B S T A A iy I e A ) 4o theta-gamma < 3 T AR R €L F AL A
Htehm 5 o Fpt AT A1 AR #a e SHRL R RR BB ERALT ¢ FA L
ZIEHERE TR A O o APTR SRR S L B R LRk PP MEG 3UBL

BRI gl e g KR L R e S (T B]) ) 4 B3 2Hz~4Hz~8Hz~ 12Hz -~ 16Hz
24Hz ~ 32Hz ~ 40H {r 48Hz > £ 1245 n:m phase synchrony [2]73+ & = ‘\ P E AR - SRS B FAR
Fefp L B (bldeot 2Hz 5 4 AP CHE S ~ 12Hz SRR CHE S ) o & S AEF fe b £ A 2 36 2 &
e a7 3 - B AR & B (local-scale coupling) L% ¥ — | g BESHE g & £ < g%v R
2 (large-scale coupling)BL 2 ¥ 3 F 548 31 % > 2 2 % ¢F )% 2f E (left dorsolateral prefrontal cortex
DLPFC)§ # %% &% » 7 2% frtt & f*&%‘ﬂiﬁ T E iR R o AR 4Kk B e E5( resting salience network)
? DLPFC # % ixE & chd d > @ ¥ 4F 5 FR- I“*)i Reg By b » PRART %Jﬁ" DLPFC £ i # % &
¥ 7 ¥ ALE > DLPFC £ 7§ su4w2 s & 80 [3,4] -

| |l 5:28:

I I G:4Hz

I G(f, f) = €Xp I ¢ :8Hz12 Hz

L i I [ 16 Hz 24 Hz
R R~ ¥ 32 Hz 40 Hz A8 H=

Ex. 2Hz-4Hz

| Local-scale coupling for each channel 40Hz-48Hz

| I

Large-scale coupling | |
R ]
, BSKefafi—— Zexp(]é'k [ 1) |
| where N k=1 |
|
|

' S Lo =nd (. 1,)-md (0. )

W : Cross-frequency phase-phase coupling 7 #L & 5 i 42

TAREET LY RFE 2 MCY o d 5% S(large-scale coupling)4 17 F 0 AP ELE D] L R
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$2 53 e114 alpha-beta 48 & (8/16 Hz coupling)** #: £ % % > &% alpha-beta 2 beta-gamma &7 2 §S4F F +
@i "8 ¥ (temporal-parietal) # IR # 55 %“3: & o K H - B & B4 5 (local-scale coupling) # 47 + » &
alpha-beta coupling iz e F > iﬁ%ﬁn‘v ToXWH EMC 'fr OV LMmaginehifi - p = E 2 JE >
MC %2 OV #iv3 8 ¥ £ % £ R & alp- beta%&}b o % beta-gamma 8 & } > AW EF L B AR AL
PIgEE L (B]) -

MC # = OV # % DLPFC network § 3% £ & » &if 4 ¢ » & 4 & DLPFC £ g ¥ k Lk i
PRE - 0L o Aol HOR %ﬁ(perceptlon-somethesis-pain)’ﬁ B [S]o P I % BAE F AR 4B A 2 E
ZMEG R R ERRETEXFAETEFAR P A Hh SR T I A RERYH
posteromedial/sensorimotor i 2k fi e B = beta-gamma 48 & 3 X H W E FRE [6]

(a) MC oV Zawes ()

L
£

40 Hz (gamma) / 24 Hz (beta)

W : (@) ™ alpha-beta,® alpha-beta 2 beta-gamma ~+ § Fl#4 5 4p = 434p =% 3= 5 (D)8 7w &2 left DLPFC % 3RAZR &
AEFIHFLENZE-
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/.\rmua.;i (b) Zvaluos

(a) MC ov

16 Hz (beta) / 8 Hz (alpha)

- -

24 Hz (beta) / 12 Hz (alpha)

;" -
~

-
40 Hz (gamma) / 24 Hz (beta)

i

W : (@) ™ alpha-beta, alpha-beta 2 beta-gamma X - & Jis B B4f & 4p =3 4p =% = (Local-scale cross-frequency
phase-phase synchronization) ; (D)3 7 ¥ - R R EBHF LIRER b3 EFFHEFLRNZE -
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