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(blood oxygenation dependent level , BOLD ) &} 5% fiik
DTS B9 F AR 2R A M 48 (Resting state
networks ) &5 i b T 17 IR 25 H 2 AR R AT St i A
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TIEM R . 5 AD ML, 18 SCHEF R 85 1 22
SO 2 A 722 Y0 R AR, HL 22 47 0 722 Y0 T i) 22 Rl
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“ERMEAET, IR EE < 14 mm [ XF2 W PSP A
ST SR ) ol FHZ PR B MR-IE 4 2R 45 5K
Q7 ROk SN AN S S U S DRI R D R S e
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= 4L 5% ( Huntington’ s disease ) 5L 7F & % Rif 1R 22 4F
AT LA BB SOIR R 28 45 o A CID 5 e
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R T o 5 000 PR A% 52 200 B AR A

[##]

MRI JZHEF 7951 812 Wi R4 2 W 1 RS £
XPRIAGETHEAT B DT AG 2, MR A Bl T4 00 9505 15

JE YT (A GRHERE)

= IIRE AR

AD G855 LT R ER 30 il Jeg 30 o 3 A A 2
MERE 5 A A 21k, T RESAAR R A
W7 AD BUH2Wr . ThEEsAR PR &S ot 1 &
it &AL R R B 12 4 R ( single-photon-emission
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5% , P55 L 42% , T 1-FP-CIT 2 1 % fiE
SPECT 1% (1% 5 2% 2 14y 5 & 43 0l & 88% #
100% " {FR 22 1 e fi A% R BB T 28 fil il 2 12
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e
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JET ™, LR AD fRE AR X 32 AR TR AR T
B R K R R KR . A % FDG-PET fiy
5 I % BRFSE % B0, FDG % T2 31 1E % A5 AD
FIETR LA 93% HHURE 96% FF 5% 90% 7 ife
IREE A PET AR AT LIS R Wi e . 44 B2
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