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1 RHRA AR R RIUIR

P& 2 5B 5 2 DR S IR R S R 2Rt 2 —, T
LR 1% (magnetic resonance imaging, MRI) & %4035
PIREMER AR 2 —. AT T HAR AN R B R, MRIE A
Th. TEERE. BEE RSN, RN R
FRY N [E) A2 1] 7 # 2R  HLRR S TR AL 450 . DhRE. AR
WEZESEE, CHCNRAEW KNS WS D ReiE
AR = 57k A EE TR

i #5214 2 (psychoradiology, PR #5215
Y T SR, RSB ER B 7R IR
SEEREHURA DL OBAT NEE, FTiESMa
KA B A 2 W O A Bh e 2 R 43 a7 R Y
15 5K H AMRIF AN 3 1 BAZ T BPR 2 i 45 K4 F 1)
e, B RGP R A SO R A 4 A ) 2 AL,
IR IR RS TT SR I A B PPl HeoR, 2 —A
LR MERE, VRS OB HENLE
2 NLE RS2 2R X R R, I A,
%R RS A TN 718 % (neuroradiology) 3 471
PIGIRE T ), HEZEEH R BT AR
W 5o AT N BV S AL, 5 R &R M
MRIFE ARG 96 A WL R [F, PRZR IR S A
TEG RS I S AR, S 2 s i 248 5 o vk
RGPPSR LW TS R ST SOl B A AR
)

RET R G =R, R E 3 035 2 i
M) 25 46 5 T Re 52 B RAE K FLHLHI 24T 1 B N
FeIOT Mg T < SE M- T RE-AT TR R, SR T
1T BB UL, AL T AR AL 4y R T,
SEIL T T G SR AL X p R A 9 1 AN Ak 4k 43
o IT RTINS AR AT
P53 5 S BR 140 7A8 Se  J H 55 AR AR FOE IR 1 B B
P, DLRAE B4 L TR AR I nT se ik, H AT IR
FFRERHERMNEAAE — & W wm A, 4
REeHAETRE. ImRI2IT 207 WAL G\ 1 0 A
) F 2 B AT A, X — AR 1 58 BOKE X I
PREJAREHER ) B3 503 Il A o7 R0 s i o7 42
PEoR R IR, H 2 B IS E M A
IBAT MR VA AR VA S IR TR R, HED)
PR I RIS TT 1) A 72 12 73 Bt 1 3 R A Q0 A iy ok
L.

2 PDKHEAR AW SEE IR

PDJE X #H22 R G0 5 WARAT MRS, kT h
E N AW R S S RN IR A SR e S s SN 1]
BRI, BRI P, Bl R Er R
B, Z3iR%. BH-FEENG. U E S ER.
MRIBAR FT LA 22 A7 B A I 8 J5iT B AH DG 4 22 24 2 T e
BEAS.

He: N B ORI AR % (susceptibility weighted
imaging, SWHHFTTAI, 51X IRAHLL, PDEE W
0] 28 5T B 7S o3 X ] £ A% WA 2R A L S ) 8 Jo A
IFi) 5t T4 2 (R2*) (B W S T, ELXU S8 o Ak 224 5
BEIBINIEIR ORI R IEAHDC. BB S AR TR 41k
DUREPDEIR A A R BUR A, botn, BEE 7w it
J&, U DXZ g ™), PDA ) ME 7R i ik A
RN, TG 2 R RS (R, B
RAPDIB L ek B m ", A B IRE
AT 5] T RE X 2 P A A LA, 2 SCIR IR D e iE
PR 3D TNl 43 48 b AR 45 & SWIL i
T 50 H R A MR AR 2R 1 N T &N PD S AT MR
PERRIL e 2 2% 48 22 4 11 %5 0 BRIt T AN 25 2 1 35
B S R T, TR % A R U 2 PD Y I
JEEEW YRR CY), AT 2. el
8 R BB 3L R 1% (neuromelanin-sensitive magnetic
resonance imaging, NM—MRI)T/E N R S5 AG
BHOR, AR IR S MR LT E R,
ZROER T ES AP B R ECE, 2% ChZerh
ZILH. Lige NVR B, PDEE B2 B
FETRERIK, S5EEMPATIIRELZEMK; Mar-
tin-Bastida®s A"V IR, PD 3 B (1 4 45 R B4
G ERIK, 5 RR-SURE RGN 2 D is ik 2
F5E. NM-MRIGE S BEPD 58 4 A% O 3 o 48— J6 B
MR AE, W, HEENEAPDER:
RAEFE B R 2 B ORGSR R, A
Bl 9500 25 01 2 W

KA 2 077E", Suos AR BIPD
1 T e X 285 S A T IR0 A8 Bl ) 26 R ER DA Y
2%, i Th 6% 12255 FE B Hoehn- Yah 43 A Jii 25 1 3% 47 4
I, /7R 7 ASEEE 53 S Th ReRRAE AT . R
A PD I H WL IR, Al i R A5 )
%, BA SOk, Lite NPREITTEIE 70 % 0, PDYRES
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WA B FALBILIZ BN LS BT X2 FE Y 285
BT 2% 1) D e AR B R U8, X e Y 28 1 45
S S RO AR AS IS BE RN R BT SN,
DIRe MBIt B, JCH RS i, 5
PO AR K A R S5 5 BB Y. iz sk
4b, PDIIRFIICOFEAEIZERER, Al mdn s . P
FHIRMEARAT 8 . AR, ML IROR /G . B
ZIReRSSE, W TSR BT
AEEiAS(mild cognitive impairment, MCI)ZPD¥i R &
AREEBKRHEEZ —, 250%MEEHZE10FEN
FEA . Suoi NP i i M7 5h 1220 9T B,
PDHEA MCLE & BOA RN DI e 1E 5 PD & A1 Fexs 1R
AT s L 38 20 Wk o s s () B SRR, AEERIA X 4% Tl
90205 05 1 0 62 2 A 0 4 ) R 4 S g A,
2150% PD' HF: K INAR, PR EE AR IED)
B, Luoe APVJE T B ST REMRIFT 78 K B,
PD & 4T 25 35 o D B8 B RFAE 1t 528, BVHEZS A [X 3
T B3 N H A - 2% X 45 () D REEFRJAIC, JE TR
T PR A5 2 3 2 BRI A 2 S R B, i
- T BE A I 1) J2 10 5] BH PD AR L5032 (1) 44 22 Tl e Al

bEE N TR T NERIR &, HeT 885Xt
g BB AT AR W IO 2 AW LR R,
AT R AR i LAl B2 s Ut 7 %2
Hl. SuoZe NP*VIE HI S Fr I BHLAE & 2 BIEMRI, A
AT AX 43 PD & A IEH N, &7 F T PDAS[A] 7 2
R, WUARRBUREIR N 32 W B vs. LLIZE BiR 22 A1 U158 B
RNETH ., FEMCIEvs INFITIEEIEH . Guoss
PSR I B RS 0, I 1 5 4 M 2 Rl PR
REG AR B =2, W HPDIVAR M = 1l R E AL,
12 0 Y A8 5 i 425 A R 1) R T 24 4 1 25 R A7 AE 0 3 e
4. Langley®s N\ INM-MRIBF 55 & B, PD 3% 55
FUEFR2HME 2 Wi itk Re AL T 2B 5T R FBR2*E, 23 &
K B ZE B T4 G R AEE R SR R B 5 R
& L WIPDEIR 2 W R, NM-MRIRG: 7 & B T3
U HL B fFEPDYR ER LA, 7E X 7 PD A AR A Lt
ELAT B 1 R A e 0 R HLAEPD S T
BAREMBEME. BRI egs R E A e A
TR, HR AL HHLES % ) 071 MAME K-8 75 PD
SO RS RRAER IR R AT 1), I W 5T 4
SR [ I PR B FH 1R DG B A IR

HEl, PDEZERNGIT FERAIIZRAWIGIT, JATMLE
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S R] R AR 25 RIS B T RORE. MR TRAEEOR,
TR )38 (deep brain stimulation, DBS)AJ LAk 38 54
JAZ A P A S5 B B RaRg . JRTTDBS 75 B 75 R
M 2AE PR, & —MEAMEGRIT, RN m
TR HA I B RURS: . MR A AT DA 3 o 3 7 AR Tl
NG, ARJEIT RO, BILIRG 3 T R A
(MR guide focused ultrasound, MRgFUS) & —Fl
PR EOR, RMRIFAR S RER AR AR S E,
1RFRBESE 717, R HIMRIFATHE f5E A, R RS
P A R AN A2 A A B 2H 2 [ 1 SR B, R A S
TR, B FETT HIG. 20144F, Magara®s A\ V4
T LA I ER i AOA R X MR gFUSYR YT, 9fl g 124
YIAMEVR HEPD B E VR IT R R BRI B, 25, B
Fr o i A () A% A X MR gFUSHIF 78 4R I8 1 7400 3 G
P 7 B 3 AU PD SR A T R B R ) R o,
20164, MRgFUS IE2U# 36 B 6 in 24 5 1 B 2Ryt
W TRy I ER59R. 20184F, Martinez-Fernandez%%
NPHRE T 4 F R AZMRgFUSTS BIVA YT, 1061254
TRIT R AERPD B 318 B ERAEA J5 61 H BT
BB, [F4E, TungZ NIR LA A ERMRFUS A
JT, 8B ZIAEIE PEPD B IS A IRAE AR JF 6 F1121 H
YRR R BTk, 20194E, GallayZ ™ot i 7t
K, AMRgFUSHHRLEE FIEK MR 5, FREEUER,
HAIZZER, WEE. B3R5, sk /1RG5
B S, 20214F, Xiong%s N Wi T 3 EMRgFUS
BITPDIIIG IR 7, SR B R IX I ReS 5 B HE
B, B AT T T £ e R (R A2 MR g FUS 71
R S5 R BUEIRSGEE O, RIGREVT— KM, ImK
FEAR S S EIAROC, AR 0T 45 6 T2 5 B 2
£ it 5 o AR 28T 0 A HL S 2 L R 0 T 4 %5 U A
%M MRgFUSIHTTPDRIEHEHHE X e 27, 3 i
ST bR T B2 E A, ARTE EAMAZE S, I A T
HH 21 24 B 5 A R TRt e A i T i, Ak
MR gFUS AT #5521, ARG Ve 97 2458
FEA.

RS R % B (" °F-Fluorodeoxyglucose, F-
FDG)IE L1 &5 BT HE ALK Z 4% (positron emission
tomography, PET)J M & BEA U, WA —8k
I, A4 AR5 A i 5 (Parkinson’s disease-related pat-
tern), XA BT PDHEFE S RIX A, B4
B TPDE 2 241545 d AT VR RR S5 gL Y
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W14 ARG A AR 1 % 500 L PR R 1 1R 5 B RO
A58, K IR B TSR P A IR A 7T DA X 43 PD Y
5MCI, 35 BERIMAE . C12 % AT IRER %5,
Z EZREPET A5 B 3 R 2 U REAN 4 o0 & & S i
P, S MRl B S vk BAR AR e s i
BB E(Z BRE 2 kB4 Z BRLRE AR, FH
TPDRWIZWT . TG PR HAGH A . s b J s I R o7
RFRIE 0 BRI X eI 4t 22 2 M B — B R IT R AT
F, PET-MRIEN—FPH MM G H A, 57%h T PETTE
106 235 K S 7 FR SR BRI, WA 3 () ) A5 A AR 34
CERIFITESAS B, RRIREPDIZ RS, Aok,
AB-PETHITau-PET A% 1147 B FH T PD A K1 B i 1)
WA BSRPD R K0 B SO S o- AL R 1
DURL, (HBEE R, BE AR MBS, e
H HltausE A R VU, TPETH A 28 & 5t . %t
XA B AR R, RIS SRR — e 4@
iz hRUE SRR, B ATV R E N A S T B
Z .

3 ADIEMEZG AN R

ADsE— MR . #TERERME RGR
ITPERIR, Im PRI AETRE AL IZBERT . NN DI RE R
RN Z MORE AT 5, e N s W R R 2R
AION - ADAZ LI B 2 DU R IR P B-VE R RE 2R 1 (amy-
loid B-protein, ABWTRERIIEFERE . i FE R K tau
TR T 028 TE LT Y g 5 o 28 TE R S AR Y, R
1M, ADFE A BIE K, IR RTHIZIMCI, &5 FAD
iR, AR R, HEE MR ERER,. iz
I, PORATAE R 2 e, T s R ) T
W, T HH AT RGBT R i, I ER S T PAR2
MG bRl ) e N B 2L

0 25 FIMR 12 # 52 FH T- AD i T 2 54 F 10 5
BER, @ TARRIIEA 0 BoR b g i,
S o R A AR A B R A A AL U, s
JEIZHT R BN TR BRI K )2, e =& 0 [l
FER, 15t B ADN S5 R 5O R AT R ), AR RBRTE
XY, YangZh N T ZE R Mridk— B I0IF 1% 3
Wi, EPrbriE DB MRIN M 24651 NAD2
W (14 S RAIEHE°). 25 T ADNI(Alzheimer’s Disease Neu-
roimaging Initiative) 4 P2 A Fi I8 1 Mgt S Y 4%

BEIN KBRS (amnestic mild cognitive impairment,
aMCDR|ADRIM Z A5, KIEFENE S D
) 1IN 0wl (112 Q=13 o - VN I 1 e T G S e )
2 AN X AEaMC H Fifi 4 08 19 K 1 2 45 14052 LG A N I
RN R, RINAEZM 24, HIEEEE
(apolipoprotein E, APOE)Z Z&M% 5F#4XTaMCI[A]AD
AN I R P I S 4 P A A A RIS AR, sk
FESCARIR SR T o, HOVAISE UG 38 1 5 i Jiey J L 30
LhpP 2 T0 R B I ABER 1 45 & ik T s it Sy R, 3 n
aMCIIH AD¥E 16 MR, X FADIE#, APOEe4FE N
B IRREAREY R, APOEs4H:F it DA
AL R R R, AR s, TS
UMD L ST TR EMRIKIL, ADK
MCLEH FE AR BMRIAS 5y 7 [l 1 W0 X 25440 o5
AR P O X A AR Bk, A
AR ) By (A E AR, R, AR B A%
M HAEB IS5 R, 5 S0 70 U i R RS AR
BORRAE ST ADAGHHE iR . FIEIL AR PF
flifR 2. VU)K 2 e TG 2 e S B HAT L A 1248 g
SRR TR AL, CREZ T HEADLE N IR
T MR AT A0 P bR, Sy ST s L is
7 PRI AR 2 R0 B2 7 B Al

ADJF B AN R NK5, & AT RG] 5 2T
Uiy, FEAERIIRA . SR, AR, &
WA BGOSR, i 2 T amsl ™™ sEz e
W Tawps 28 M P IS IH £ 9 5 4388 5 5 410
AT YE R BRI BN 2 J5 A X 85, T2 S 4y
6], 7EABFATEANA X MCIAAD % o, B 27 Bk
DA 28 i X (R AT P A0 5 4107 180 (9 Taw T AR 5 3 H 41
AERGIOW S50 R AAH G, TAEABFI I TC N AN Tl e s fig
A B TEAE G, 1B Tawdps BEA 50 GIOW 45 44 1 56 &
AT AT ABUTAR™. bk 2 R G0 H AT AN
A T AR 6 IE RS, & A AR R HE R )
WERAE, EADSHIMGI T M, FEABA™,
il Ik L AR G R R S R . A R e T
A o] L2 TR 9 HOK B ARV A AD S I 2RI EE &
Guihisl), 4 AR AD A A A [ 1) B s I
LR EL R GBI B i R 4 S R A
T ADMZTEL A AL AR, Lige N2 8 0 Hrth s
Rz, BRI 2= S5 3 45
BT Bz =, P 38 T XCORT R AR
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AW 24 M R 80, B AR E BT
NERR AD KN 45 H A Sh e B R AL T — AN )
WA, He NPT 5 2 B B F g T 9244 ADFI97 44
fa BE AR ALK T i S5 M 48 R B, 5 fe B bk L,
AD B K T 25 24 W 48 (1 S5 1 R BORVERE i 2 K
FE S T, /N H TR PR PR, 3 0 R KR 45
W AR INE R B2 A0, SR, T 2 AR L Re E—
NP, 180 T MG K15 2. i il
R, Tijms 5 NP7 S 7 — Rl A A i 2 5% 0 24
PR TR BN, ADBRH IR RS MG s i
I BE AL 8 s fa 2, L5 A sh g o, 2
RIS, Tijms 57260 8 1Al 1R A 2 S T 752
L8 KNCT S BCEDASIFL, 17 X 4% O 0 1 25 R R 4552
W 2% N R O B — T T ADNIEUR FE (9
FeR I, A% FH Brainnetome P K 3 AN K% £ 4 246
ANIX, B EUAE AN DX 2K S5 465 K40 RIS A5 4 2 R A 7
AMERIKE A SR AE AR X 25, R ILAD B # I 2S
SSURATE v N b G b S S PUE IS ISRy
BEAF/E B A OS.  [FI A SR B0 B 3 1) SR 2K 0 B i
MCI43 R IE Y (P A-CTRIN-CT), AS[RIE 2 2 Al
ARG SRR RIE B R IEAA AR B35 % R, A-CLIE
TUEEN-CINE B EL A 50 2 AD AL XU A e A 7 2,
45 A NIA-AA(National Institute on Aging and Alzhei-
mer’s Association)fiff FLHESE, JK 5T R 28 ¥ + @ 1 5 =M
INEN R B ERMCT R 32 IO ABSMA TR BEFE FEAH 5%, WABRH
M R P 2 R R 2% 1) 4 R R L U AR T ABA
VMK, BEETRFRIEE, AP PR 3 300 1 5 45 4 I 2%
A AR 0 2 B AR (a8, IR R BE S MBI )2 08
i T 5 B S ThREMRIFIIN S BE M 45 iR AT B4
BIEBRIA L, . BTN % . 73 25 X 4 % o) 5 1),
ZERFI TN RE N 25 (I IE A 0 BT S, AD RE 5 Mo I 2% (140 R
TEM AR RN, BRI MR LR () ThBEE DR B IR, SR
MR EMIThRE R 2, fa AR R B 8 AR
SRR, WA, BN LR Th e BRI
HABM KRB, AMUBBEADEE, LR AET
ADRTIRIA R s R BRI, ST, BRI Th B Y 2% 4
T 2008 T NG B0 I AR, 30 SR 3 25 i T A
S D WAL N L L R e g O
BT R I, ADFIaMCIE # HLET H BRI W 2% 1A%
OV DX I Bh 25 T e X 46 4 B B DA, FL5 s A
FIThBE 2R AR T, SRT, BT RER 2% 204
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Wi R RS RE K EE RN, Sk, 5
fa HEZ A AL, AD 3 i W9 28 R IR /M L e &
R (19X 448 1 485 W 16T ) B AL X 4 )« A B2 ) 2%
Tl PO AR 25 A% 007 AR A

B 7 AT IR LR AE ADBIE 5T H B BN T2 MR
FB, 8 HASAG B AR M H M BERF 7T AD RN 45 #4 Th
REST 8, i Bk B ebs i G R A R A i) 2 ik o
VB PR S B S ) A S i S . TE R
M, ADEF JE 07« BRI i DX I fE 3 (g R X
RURAES, P D00 AT 000 £ L7 B R MR A", B 00
TIF 50 2 30 I 0 0 P 0] i 40P I 28 ) 6 i o 9 8 ]
PATRIIMCT I ADEE A6 78 00873, JraMCILE %
A AD B B aMCIG ML FE IR FE ™ 8, JE
53z O i AE AD I PR RIS I 37 A0 R AN, 3
ARG — AR MEAC RS, RIR DU I & T RE
Pt WP T2 187 A A i 22 oAk, ARk
RO 9B CR. WEFC R B, ADRRE RIS . T,
R VR TR UK T e R4, S
HNFnThReaR g i AL AL phah, BT
RIL, ADFIMCIFE AL A ADK H 3 Eb i 6 IR RIMCT
e BB W0 2 LT A R el o, A R I Rl o T
5 ADE A el Mt R R A R AL 2
B D5 kA R 9 AR KPR 1. 9L R, ADRI
MCI#E#HN- LM R 1T4 A R (N-acetyl-aspartate,
NAA). L& creatine, Cr)7K -4 fe Bexs i T 1),
FLAREH 7K T 7T 7 3 45 4 e B AR A 2 B A7 S U0,
HoArkbrh B JENAA/Crib A8 7T BLHUIIMCL R AD [#) 3%
ML R A R KT BT X AD R I R 2
Wil — ", % AWK B R 2 R
00 161 570 J T T e, R REAE BT R IE T S T RE K
g

Z A A MRIAN 45 F4 N T RERFE 45 A AL 882 ) J5 ik
AP ADIEAT T 5 7025, SOl I — R 2738 R G [al i 1
2009~20204E % T ADII N LR RERF 7T, 45 R BT
B RPN 8 TR B 4 ST R R AR, 12 Wi R R ]k
89%, i TARBANPhZ ML . BENLAAR. B HE[EI .
STHE )L S AR (412 W7 M R (76%~86%) 1.
) v o e DA AR S B T i D) R I R AIE T A D
SR AT, KIS 22 B A K i
25 S HORTER R A 1S B RS A A T ks Y,
20214F, Yang N"SRHI AR BB 4% B, BTN
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ZERIMRI AD S AR R A 22 A, S bE s
RINAS LY 2 Ta] e i R i s e 2 5. al AT
G, B S UERHE, 1B T HERIADRR IR S
IT )RS T 72 B BT B A O Y 1|k AR
I Bt JECH R HE B B 235 R A SR #5450 112 KO
PG P RGP AR VA £, BRI RS AR 30002 451,
FELEMIHE —Be 56302 KRBT HE T, xS IE IR 12 W
DR B, R A RS AR A T 2 4 () A N R T Ik
91.7%, BIE T8 FEAA5.(58.3%), [EII i A I 21
Fro i X g e R, RS A B T
SRR 2 W, R REIR AR M. E IR IR,
PRI T R P EAAR S e R % A S AN

AB-PETHGEIL R S NABEHS S, ©
AN B AL T AR o ZHL R P S M A B L IO AR s oL, F
TR RADERE KIfEEARE AR, BARFRIAB
YIRURE I B T AD 5 o fth 3E AD U5 5 iy 2 )
LA, BT R BUE ADYE R BT I B, L& A7AEBIE R FE
AR, HiiBuE R 5 ADM . i, AB-PETH
G mT DL R ke S0 o R 1 B AR 3k JE W AD I AT R
P DA R 3 v v fa N BE R MCTiS i e Y. Tau-
PETHUAG A2 55 —Fh 7 B FUR BR S AZ, v DAVPA find Y
Taus A IIUTAR TS, % % Tau-PETAIAB-PET R4 1 M
FIH AR, i AD B c k22, o it e
MU MR T R R A AR,
Tau-PETTEAD & % 79« A4 43 2% % 3k F 70 75 Tl
B AB-PETAA T i e ADB 71 % /2
Wi 355, "IEE 2 5 Tautk A £ ADE R
FE o A X e 5. FDG-PET U4 AT B2 7=
ADF AR Z ST A - 150, S 28R A2 3 T X RN 40
7 O FR AR, B8 52T & 1 2 7 )2, 7R 700 77
WL S A4 T R I DA B VA T et o 3 R A
HIRFDG-PETAL M (1) 7] 2] BE AR AR 12 B ADRRUBE 51
1£94%, (HEF R T73%!" i HICVE SRR S
G s 25 B B RTPET UL E AD IR 5%
ATY SR AT AT AR ASF A R 1P) 1) 8, LR s ARG B R FE AR
. BURI S bRAE . = R mr i S A
H 7~ BRI R B 45

Hai s PR B s = 107 ADRIA R0 . IE4ER,
E25MI6YT, GNZ iR (transcranial magnetic  sti-
mulation, TMS)%5Z 53 TMSEZ Sk 52k Pl il i
MR, WL T 5 AR RE A IS X AR 2 0 6 Ay 1 e

Ag e En T Es > MottaZs AT s Al
I 5 5 Bz 23 M 98 M R A N A0 ) DN 22 P LR R 3 2
KB, rTMS A FUADINEN DR R R pgt e, 5 gl
5k, Zi¥piayy 7 UM EE, TMSERE AR 2R
e R NS 1BE) 1 s L I S s & 2 IS 2 S b) |
PLEY  TMSAY AT BAYA T7 AD B 5 A 0 T g P i,
WA BT ADS M 2 i R . AR R 55 H A 2
BT R N AT TMS 7 ADW R T RE I
AR 5 P R R A, S i JC BB, Rk R AR
2 U ST IR . A IE 1 2R 1
Th. VU R 24 G 2 Be iU R LR 7 TP e X
EARBI A SR E RAER T H I SEB T, TR
FEF AR RIIMRIZTT — 184 % 4%, %R &
MRS L RIS FAR, 45E BN SE 5 sei
DIREMRIZATHIAR, HHE #i 52 AR RAE L k48 5
2 T AR AP R T T

4 HAH WEE MR PR R AR
20 STk

FXADFIPDAL, E4FE #4847 I 5% 16 0 45 14 5
PR B . WLE AR EGIESE. 2% 51k
Jii R (dementia with Lewy body, DLB)#& &I KK
T ADHIZFNERI R (=655)FA, 10 BEOUR A
JH P9 % B AR TAR, e RARE SN S A S RS . L)
W e A" T DLBRHE AL, K E
W5 ADFIPDIEI R AT B2, IR X 55 Ee R R v
AR EAER R AHLH . 2w, RS R
T EEFR. ETARRNIEESSN K, DLBHE
FAELE 2 (R0 5 AR AR ek N2, T Ay ) e 2>
Z R, Hrp B IO ET B4 E B TDLB S
il 228 S 1y 2 0T SR L e A I A A
BTG UE" Y, DLB & BT LA B2 0 5
CER TR REME AR, WBEIRAR. AESTE. Rkt
H 5 AD B 1 A 5 25 4 52 5 s OR RN i kg 2% 43
MR T DLBEEH L0 R w48 T g 2k
fill, W AR 2% . BRI 2 S e 1T py
AB-PET A Fi e s, S AL, DLBE
flortaucipirkr #E AL TR HUE B TR, 3228 R
WG, HS IR i RAE SRS VY T R
A5 I DLB H 2 2 I 9 4 G UG 2% 4k & 1)
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(Pittsburgh compound B, PiB)#IUCRIFAK, 1ZFFIE X 7
DLB 5 ADIIHER %=1 1£93% . ZHIAMRIE S £
B Gk A2 ("P1-FP-CIT SPECT). #riciekikeE
FYUR I PIB-PET & AR Ml ¥ *F-FDG 2y T 514 B
— R EDLB 5 ADKI S A Witk ae! " shah, AP
PET454 ' I-FP-CIT SPECTH#IFi KM, HAEDLBI O
I RFFIE FIMCLER # R I MRABTTA A 2 Lk REY
PR, BIABTURR I 3 I BEAPOEe4 547 0 15, A
FIVEr AR, T 22 EEL R 1 B AR 17 R8I B T g
o e B B R AT Ay b,

FH A R (frontotemporal dementia, FTD) & PAE
ITHEPATIIREIE . AT AR 1B SIS AT ERIM
HIFRZR IR AT PRI, 2 M R 2RI 2R (> 65 % ) I 23 K0
B FTDIGRRIE 2K, HATERNTE. g
W MKW T B D RE T, MRIA] R K 45
PR AE 1 22 45 AR, SR H IR 28 4 B A A Ak T
RIGHH, MWFTDWFZ RIBET FH3~44E, RT3k ek
B A bRl Y A T R B2 Wt v E
g w A AR AR L IS KR B AR
ARVEL AR R . A RE R AEBL-42. BEERfbtau
Tz tausik P HAd fnn i 5 A S G /0N I A
TER SFTDRIARK R 46 AH5¢, AT 5| 6 56 7™ = R\ R4
S USS0  J5 T A5 SR AE 7T U TFTD S AD. i
BRI S T b i 20 00 B 5 ST e i v R R
FPE"Y EEXTFTD R 5 H R AT AR, A
[F) 35k AT R A8 7. 29 2 (1] (1)1 PR 2 28 % R Joit 25 A A5 A7 AE
2 0 MAPTRAS 47 2 TORE R T 44 th IS i
JEEAR N, 3R RO R S R R R 2 e I )
Y FE 9 TR A RO T GRNAE A T
W EZ ARG T 2 2, dhz @it 22, mifeidt
ORI S At B B B ke, peah, midt
PRI BAR T o, MAPTZRAR 545 # 78 M To IR PR
FILET gk Ot B A B B A e AR AR A, HS IR
(9% A AR AR D% PETRI4R AL 5> T 2 TH A AR B2 A,
A TFTDER AL . ALK, E RIS 4%
T H B s = R RER MR T A,

AL 45 0 2 4k (amyotrophic lateral sclerosis,
ALS) 2 —Fhi K & 4% . i f2 8k Vil H. i e 2R
77 I E BB IE S M oY, R
WEFRNALSIN R L. BE A A T 5 VAl $e it T &
WE B Y =K. BT RIS R,
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BHNIGIX 4 5 2 B LR A UK, YT PAX
4 ALS 3 F0 i Bt R, 36 T LLYE HH 3B S PR 2 R
ZHTHE B BB Eh 2 e A IR TS T
FAEPRTEEFLE R SRS RAFIER, AR
Al R 4 WA I SR PEALS B3 D0 (X . F i
X 5445 2 B 7] ELIE 25 43 301 n 2 25 45 0 [X 33 1100171,
PRI 50 M- DR A B B AR 5 25 45 1 R 7T DL X 43 ALS 5
FTD!, i (B A2« IOV S5 I PR 25 26 2047 2 i (4
RIS RIIF, ALSE— A E RAMMHEIE
FFPERERS, ARIRTZEhX . KHFUEER, 0%z
ZHMX IR R R R 4 R ) 2% 4 T LA
Pttt . R B A TREMRIZMT 1, ALSH
T IR 3 B I 2% ) % VR /L B 7 AR
Rl R, X R 255 B LT AR BA
Sl T R AR AR T — B R LA LS
FH IS R INAA W, B 550 ik e o
WAL AT R EAE EU T 3 e s s BAR 2 1 R TR
E TR AR 2 HE A S AL S I PR 52 B 7 R 198 78
HERE.

5 BEi5REYE

LA IRAT VRS H T2 I AR SR I R IR
5, SRR AT Ju 2 B AN RET 2 s B 12 W, DL
ZIEAMREA L SRR EHOR BES IS A T BT
WroRmn R DhRe LRSS B, HHlE N 2
FERRZEIRAT VRS AT 78 BB IR N, W SRS oh 52
BB EFERK A USSR ASERN X
W AR . T 2 Fh S R R AE SR TR, A
PR ) B2 . ALK A IR
B SR K o s 18 22 e B s R B s 2 R B
Tl R B, MR 2 A0 B0 7% A2 1 R IR PR ARt 9
AR Pk, BETHEXONEE, i AT m BE Y,
RILEAI) B AR BEAT A, RN AR IRAT M K AR
FRIC RN R A R R 2., 2T & 2 R
AT PRI T R A R AR, R 12 TR A SR PR AT 5 B
M.ORE EETE NSNS ITR T RAAIBETL, i R K
BRI Z AR E T RIADNLL H ERA AT RO\ R A 55
FA%1(Sino Longitudinal Study on Cognitive Decline,
SILCODE). bx{ & g H {2k BA 51 (Beijing Aging
Brain Rejuvenation Initiative, BABRI)Z%, {HA[F]BAF
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Psychoradiology is an emerging interdisciplinary field that uses various radiological imaging technologies to analyze normal and
abnormal psychiatric conditions, neurophysiology, and mental health to guide the clinical diagnosis of neuropsychiatric disorders and
assist in neuromodulation therapies. Psychoradiology can be employed for the early detection, diagnosis, and prevention of
neuropsychiatric disorders and combined with neuromodulation techniques for brain function rehabilitation. Psychoradiology
explores the brain anatomy and function using diverse radiological technologies to uncover neurobiological mechanisms underlying
the occurrence and development of psychiatric illness, which provides a theoretical basis for the rehabilitation of neuropsychiatric
disorders and objective auxiliary evaluation techniques for clinical diagnosis and treatment. This paper first introduces the theory of
psychoradiology and then systematically reviews the current development and latest research progress on geriatric neurodegenerative
diseases, mainly including Parkinson’s disease and Alzheimer’s disease, in psychoradiology, and finally proposes our prospects for
the development of psychoradiology research on geriatric neurodegenerative diseases.

psychoradiology, neuroradiology, neuroimaging, MRI, Parkinson’s disease, Alzheimer’s disease
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