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WE W#EERIUEERFRRETHETREEH NS ERTTERERHTHENERR S RBIESEN — KK EKR,
FIRFWE R EERR MMERRE. FHRNEAS THEBTERFAERSTREETIEIEXEAR B
ftERRWAEBRITURFNEERERLZ —, SRFANAEREXRRZET, T RS E HK 00X 345 4 f0 ™
B2 E A BT 2 BAT MR o B AL A B AR B 1) 58 Ak B 7R BE E12A(synaptic vesicle protein 2A, SV2A)HYIE
H,F & 4T W E 49 # (positron emission tomography, PET){E 5 — F# #1 >X 8 0 F R B A, RAET H B0 0| 7 R R fik
BEMTE BB ZNATHEBRTHERFNERAR, TERNRANENTZGRENZ — AERARARE
TSV2A PETEMZRITHRAEFHAAIR, H Bl FANFEAF KKK E T HETT RIS, EENEEZ

FRFRERSE
KA

FZE IR AT M5 (neurodegenerative diseases, ND)
& HH T PP 28 o B BE B ik 1 AR AR 1T S B 1 iR A7 1
FHEE R T REFRAG I — RSB, ALHE B IR S 3R
(Alzheimer disease, AD)+ 4 #%J#% (Parkinson disease,
PD)FILZE 45 | 22 1 /L. (amyotrophic lateral sclerosis,
ALS)5E. PR iRAT MO HA ™ B Be sk,
KRR SREEHYIME. B I8 6 A A KT IE
KRN FERAL I I g, Fh 2R AT VR 5 R (1)
G BEFIA: 22 i SR R S 3G I, A R Tl
HISIT SRR 2 e s AR K 77 ). AP ERIRAT
PRSI IR ARV 2%« A b b, I R 2 W ) 4
JEEAN R BT B A i) i Ap 403, H AT T m &
ABAT PRSI 12 W A RE I I PR IR 2R F A R AR AR TR

MERATHRR, K% E, RAEEEZA2A, FETZHEERE, ZESSH

PEFR EMFAR R BT, HhegyRaEnE
M AIAE B B A AR R I S T2 RO T
P IRAT B A B2 . B E R AN B R &
X TR 2R AT VB I HL IR R Al R 29T R
B, Hor ik B R ST E A& (positron: emission to-
mography, PET)REWE{EE /A i & e A A I 2H 21 2
HIEY), % ks is 8 A g A T4 B2 rPDAIB-
TERFEER A B T A2 TADSE, PETIEMIZIRTT
PRSI (12T Sk rh R AT 5 kbR g o £ 0 )
Al BT — PR UG T, &7 I A )
i BE 61 55 (12 A(synaptic vesicle protein 2A, SV2A)
X 5 i 2 B AT BAS. SV2ASE—FT V2 340 T R
RPN E AR, EME TR i R T i ik
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T HAE I A B b R R, BT BN, R B 4
ZISV2AK -5 R A FE AL G brac ¥ % ik 32 7K 7
A RGP, ST SV2ATF R MPETA IS 5 3L
A LAHERf R B 2 SV2AIK T, IXffiSV2A PETTETH
PRI 2 B2 AT A B2 S RN T AT RER. 124
ik, SRR Z AR FEIESV2A PETHE /R T % Fiifi
ZEIRAT VR 1) R ik 5 RAR X, Horb LADAIPD
FEHE R iR 7R B B MR S (dementia with
Lewy bodies, DLB). A Ji & (frontotemporal de-
mentia, FTD). HHATMEAL b1 RS (progressive supra-
nuclear palsy, PSP). JJii2& i ™54 1 (corticobasal
degeneration, CBD). A #fi/)Mii H: 51 2 1 (spinocerebel-
lar ataxia, SCA). = &% (Huntington disease, HD)F/l
ALSEE PR A B e A A A T
SV2AIRHED RE X HAEPET UG E AR TR, £
R T AR Rl FE AR S EA ZRAT PR (1)
I RS B & R PR 2 5 HL I BT T RN, SV2A
PETHIARMI AW A JE, FRATH T & Fhbh £ 1R A7 M5
R A 2 R 7 BN HIRA RN, ARRIE
TG TR AL 1 AT e

1 SV2A 55l B iidg
1.1 SV2A

S fi FEVLBE 2 (4 2(synaptic vesicle protein 2, SV2)
FEATAE T A2 ORI N 40 WA D 43 1 B30 v 1) — 50 2
FISK M, 02 I A S b B o pe A s 2 (>,
SV2 I VI D REFIALEI M ANIE 28, (R AIEEM AL
R AT ER. SV23 SR Mok FE
TR, S i A1 R 5 3 0 1 0E N B 22 326 R T
A, BhAh, SV2ikilit 4 &R, fE N
T2 rP T PR SR A2 2%, B A b 22338 OB U TR
EE(EM. SV2E AL =AM SV2A, SV2BAI
SV2C. Hr, SV2BFISV2CHI A HCA R IR, MSV2A
YU 732 AR TR 4 A A o [X 3 e )

SV2AJ Z 43 i TR A RGN R ik e L, 78
T Sl A R H0 A #eik. SV2 AR I H C i 1 5 i s
JE I N B R AR PRI, 2 5 S A A4S 2 T
P 203 PR G AR BESUE R I, SV2ATLER i3
MRS MM RES P RS T REEEMY. Hik,
SV2 AR A A 1 22 528 J5 R I B R YT (R, X

KARGHIEWRE R R EE. SV2ARBAAT)BE H Al
PR TE B, BT DR BURR 24 /2 A vEE
R S AR T SRS TR FEE SR, ENI A A — A
Aoty 525 (e LRI A G I X, A PR
OB T35 Tz R AR IR T 2
PHIH 5 SV2AM EAR IR bk, BB SRR T A
RANEE AR ILS V2 AR 78 (i REM PRI RAB A 7T
H R AT A,

1.2 SV2A PET

5t 7 Zpr VEIE 5 SV2 AR BAE H BE 7R 42 3 T
B XF SV2ARIBUR PR ERFRI I . 22T A2 L FrvE4E K
HRUMM SR, SRR TR A
UCB-A, UCB-HFIUCB-J#! ixue/y1 B A 5254
AGHFARR T, EEWAYAGEFTERNES
71, 338 TPETHU A7 e . Hrpr, 'C-UCB-TA
A RAENRBI %, BPGE R, AT &)
J1 R BAR A 5 AR Rk s A a5 Y Ve-
UCB-J PETIHAHZME 50 M E5SV2ARE—8, EAR
U B B AR

7' C-UCB-1&5 KA BT 258D 1 23 B R i 700 e
By E AR b, AR ER T SV2A PET R B 14
Fisi 20 47 5 fi 22 B fy ] 477 Finnema2e APt — Hh
#E47"'C-UCB-J PETHI#i/G 45, RAEPET EHZ I &
f{1" C-UCB-J43 0 R A7 538 1k 4 3% 465 4 52 36 F 2R 1
B 320 S8 72 1) X 3RS V2 A A S P FE O, BB &2,
TE o 5% B0 S50 AL A B AUBE S I R, SV2 AR fih
L bR E R A R 2 (M R A rAHCME. 1T
FLUEBISV2A ] DE AR Ml = 1 &AM, SV2A PETH
FH T B A3 A o 2H 2R 5 e 5% 2. ()N, A R XoT HE R
i B T C-UCB-] PETHM, &oReE Ak C-
UCB-J5 KN HISV2ALE &, AR B3 g i
A 5 fish 25 2%

75" C-UCB-JER 13 BT (R 3R b, KB e TR fh s
FE AR IRIF 95 5 S . (R C e 3 A (4
20 min)fR# T HTZMAH, FiEEA R
(K1 FARAC S V2 AR o B 70 51 ke T AT i 2 4m ),
Forb, F-SynVesT-1(X 4 "*F-SDM-8)F1'*F-SynVesT-2
(4 "*F-SDM-2)7E N\ h Bt T AR S HORRAE,  ARE
T C-UCB-TEA E KIEZWI(L1105 8. H
B PO AT 3 J 2 A i EE I A
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WK 5 25 AR (92A PETAEMN SR AT M0 i (1

DAK ST SV2A R 45 S 2 37 U A% 77 F
TR NG RAF S P4l 7 SE AR5 . B s B 7 ¥
SV2A PETHU& C.4 oA — M A 11 T A, fEHH 5T

RERS B INVERfR L T IR T A R G b 5 fil
AR

2 AD

ADR B fm K PR IRAT VPR, F E R 24
N, WRHERAER I H W 2 —. ADFIRFE M7
S UUR B AEBUE R AR BE B . R i A o 2 4 R 5K
fil B ST e S B, TS Ak A
ADH —Fh %3 11 2 3 ()95 32 Y. ADIA RIS
L5 ST B S R0 % 2 45 v 1 R e ok B Uk ),
I, VA ADS N A A 5 ik 25 FE AR A0 A R T2 EAD
HIE IR FE, FHA N iaTT I3 (A 8 0 A b &
Mg R, EADBFFLH, PETHUG K& Tkl B-Ve#
FEERE PR, tautk A8 VE -5 B0 10 28 2 4 2 45 A0 B
A (B *F-fluorodeoxyglucose, "*F-FDG), 31415 T 12
i AD[7“A-T-N"(Ap-tau-neurodegeneration) 4 41,
“F-FDG PETH) 2T X /> ADAIFTD, it il &
M2 TR VSR B B DT SRT, "PF-FDG A %
fis 2 FE I B AR AE AR, RN, 2R pE K
FRIFEME. SV2A PETIA AT UL EL#E4G 7 ADH A R it
5 P T A AD I PRI FE I A )T B

2.1 SV2A PETHEADZHFLRI il .

A LI 5 AE AD B B R BR 2 T R A % FE (1)
A DL SV2A  PETIE AR IZ W ANGIT AR £
FIATAT M. — IO AL JE R FE AT AR B A 2 R 1T
B FL R (APP/PS 1) /) RS B BT Az R 56 HE A 30 00E T
SV2A PET 157 *F-SynVesT-1 PETff) ] S 407 53—
3 LA C-UCB-J  PETF iU 5545 771 (4 s PR 117 9%
TR, SHERUCES R AR RN AL, AD/N AL
MZHZR" C-UCB-I45 & W Big by pbab, i — it
T F-UCB-H PETHUZF AAE P A AR BT /R 0% i
BRI 3 FRARRAE 1) S DR /D BRUASE 28 o el DA 0 281) 2 f 25
539 ke Sg T A () S A B I PR R 1R 6
SV2A PETHEME7EIX L5 1) /] FRAR Y o 4R G-t w41
AT 25 2. X MR AR X A R U o AT DA
RUPIRAS I 25 G IR P R 28 DG EE
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ToyonagaZs N\ "%t APP/PS1/MNER 4T T "' C-UCB-
J PETHZIN, AINEEF RN AL, APP/PS1I/NRTE
5 X IR R A P R AR T R R R AR
J&, A/ RIEE O R R R B BT, XA
T ADIRYT B IR A R 20 ML B I BRI 7). 7EVR Y7 11
e — RIATIRIT R, IFIEIRIT 4R — B a5
BEATUEMOM R, SRR, EhRE RISNETT
Ji, APP/PS1/NRRINHE S XPET(E 5 &3 m, et
AR AE R FIAPP/PS 1N 2 AR H B 2 57, $#enid
PR e HIAIT SR T Re L. K, 5 — Tl
PR i BF 98 76 AD 22 45 /N BB th i i ' *F-Syn Ves T-1
PETH N ZHZASV2A S0 AT, K INEAR U Y 23 2 B SZ A
SULERAS R FVATT J5, o0/ BRI 2 21 5% fnh 25 155
BE TS, IFHZIER S T RO Rk
R, SV2A PETHAG I w4 0% AR 1k
KATAE ADIRTT RCR 7 7.

2.2 SV2A PETHEADH Il A M H

ADJE HATSV2A PETHE AL MR —, 18
PIRWZ W I, %50 K A Ho At s PR AR A 55 5 T
I MSHRE. ChenZ Ailit " C-UCB-J PETYEAD
Z 5 F FINENIEH S 5 5 1) ORI 2O X 3 gk 4T
SV2ARUE 5 E oM, 4RI RADEE 5INVAIER
Z5EFM, B XSV2ARF Mg AERE T BER
K, FHEBEFACZVPr IEPRBR VS APl 2
LA e B G2 2 X 3% B VAt C-UCB-T
PET AL FLAD AR P9 5 fl 5 B B 5, 2 SV2A
PET/EM &AM I RO FU R S IS . 52k 2 I
KT ADIISV2A PETHFHE— 7R T ADE# x4
UG il 2 B B P g 1) 2 (Al A 2, R IAD BE 3 1)
L. R RS2 W B R R SV2ALE &
P AU A e R TR L A R B RS (mild
cognitive impairment, MCI)FIADZ [AI/£7E 2 %)
TATHE M BRI St I, 2538 1 Sl B 5 i &
o T 2 0 R i 4% 2 IRV AE B 2 OV TS V2A
PETH £ (£8Pt A ] B 2 PR AEAH S FE R A5 21 1
BAES R IRBF AT, SR AT AR AL S A s g
M E R, I e A 3 ADRIR N A Vs E9),
TCHEAE 5 9\ 1) W0 D B AE MR R S ik 4 v 156
145 R Fabr.

SV2A PETS HAh 2 Bef& 1% bE BRI 78 32 22
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AIEREARB . B-UEMFEE B fltau R 945, Cheni N\
LA T 1444 ADAINL 14 fik BEX IR 14 C-UCB-145 & s
S fuh % AN F-FDGZ5 & TR AL EVR W, )5 T —H7E
PR B X 1) — 50 sk 2, (ELTE 5 52 52 R 7 5 X 3k )
N5, RUEADRRHE A AR S b f A4 Q
BN 18] 190 RAEAS R X AT Be A BT AN AL BUE ¥ i B
e & AD 1) 5 B H SRR A 23 7 S SE 2 —. XT38
4 AD/MCLEE P EPETHM(SV2AFIAB) & T AR
DR b 25 FEIRAIR 2 TRI I DR R, ABTE IR PRI 3 - 1A
FRELAR R BE A S A 2% P IR, (H ABRE & s it
JRIZWHEIT AR FR e 1, MRS ABRT RE 5 A AR VET AR
(BLFE T ) 7 Bt ix — 25 BTN ADSE Ja 1 5%
fi 2z 155 L ABTE A ¥ F1VE N R AR 64, AR SR B
FORLZIR N T ABYTRAN S fish 25 2k 2 1A B[R SR 0 &
E— TSI TR 72, 108 MCLER 3 AT 1045 {8 JE X 18
FH12 7 ZEPETKN, A45''C-UCB-J(SV2A). "°F-
MK -6240(tauli B)Fl ' C-IC 2% LR Ak & WU B(B-VE M FE 2
F), SxtHRAA L, MCIE ) 9 i3 kb R 2R
AEAE NN, R X 380k Biltauds 5 1 T v T BRI AR
S, SH R B U S T 12
AZMCLE F NP WPET(SV2A Htau) 2 A W 58
gt — PR T RS OCH,  RIAE A S ik 2 ok
IR T & X 8, kS Bt g, ©EIER € Ftau
FEo R BRI B (R 6 1044 AD i
FH AT WPET(SV2A Stau) FIAE T 0 70 7R, tauZs A
55 9 fih 5% P AR 5y X3 R AE OGP i, o R SR
FERI R E, (HIESE 2% L (=-0.58, P=0.06)"",
eI N RS REA T IW N = € N = N R R E Y= S
BT — R 45 & SV2A  PET I Fi% 4505 3 25 A
PETHUE, RIS % [ 5 ADF“A-T-N"AEWhs &
W2 1 ST, S AD 5315 WA 155 4 4t
TR, AL, AT SV2AFI P SRR
EWo1 TR EPETHE, NEIHADHF T 2. IR
PR AH 2 1 241 o 97 330 RN A= ) R B i FR A T AR N R
?E[Sﬁ]-

WA TESV2A PETELA AR 2 e b J i AR 3 4
PREE AT THRE, MIRErIEYR. ik B (mag-
netoencephalography, MEG)F19 # 7K & i {4 (diffusion
tensor imaging, DTI)%%. Zhang%s A" FI(18)F-Syn-
VesT-1 PETiFA43344AD. 314 MCIRI3044 X} [ 2 1
i 25 23 5 fi 2 B oAR, A8 A O AR 3 T AR R

fh s BE X IR Th R E R, $R 4t T R TR AL E R T
ADAHIBEHS (1) Ty B8 FIAH O 25 74 3% 12 1k 2 A% 1) =5 EHIE
P 15— WU FOE L B Artau s (A RISV2A PETHUE
T B 95 N R AT taudps BE L 5 A 5 B AN BRI B
PEAL, 25 R EHIEAD, taulps BE 5 il 3% FE PR AR AN 58
T ReRErs AR . BkAh, B BEADTIFISV2A
PETATI AR BN, AT T 3404 SR E 39 0 5 58 fh 2% 5
/b RO, $E7R T AD A S A 2 O 5 K T 45 4
AR JE T AR R R,

Zx BT, H RIS AD A HL ) R AR TSR
B Ve AL R AR IR LtauE A VTR, S EEk
PRI Ab B AR . PP 2R3 TR LA AP o0 B R SE
HER AR, SV2AA AL R 7T n] LA B4R 7R S i 2
FE (PR Ak, 2 B ML R B AG, e it e A
7R A M E R ARIL. 5 2 AU PR B
PET A% 7] 5 HoAth 75 =0 (WIMRIEAMEG %) Bk & i
FHEINHTRIBHZHE PE IR PPl A OGIEG, LA FLADIKI 43
TERAEFIRRIZTT.

3 PD

PD ) 3 B BURFAL 2 2R 2 G Rl 2 e K
AR TR AN B A 2 o LR P B S I B o- R
fukz 2 A I RE R I G IR AR, BIEE /MA. PDI #
RERTRELE I PRIZWTHT I LHEE0T 46, BR 2 BIE R4t ik
WAL Z Pt o As, A TThe H PDIK B 3 2L
FAAT AR IFE M. 2 ORI IR 2
R ¥ iz | A PET & AR H AT 8 A Tl PR EPDI
LIS SRS M Sl B A BT B,
SV2ARMGA B T B A PD B 1 PR R A AR 1k, $Ev
XHBRALEI LR, iR _EA 02T BT A de
ER.

3.1 SV2A PETZEPDZhHHLRI i 57

M ARS B B irEE R A 115 S EHE
LD BT B £, AR R — R T
FRILPDE:— 5 THI ) F ZE A B, R ELRFE, SV2A PET
A] DAFEIX 28/ ERA A a0 AL S i 2k, IO T B A
/IN BRS040 RH PP 3 B3 A& 1 24 W i 36 )
RO 28 S B . Thomsene Nl 1 6- 55 %
EL 1% (6-hydroxydopamine, 6-OHDA)#F % 8o 28 il % &
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WK 5 25 AR (92A PETAEMN SR AT M0 i (1

R4 45 S PD KRR, I H"'C-UCB-] PETiT
ity L o 2H 2R 52 fi 25 B AR Ak, WL SR B A X Ik SV2A L, &
HIUINE > . HAth X 6-OHDA 5 5 K B I HIF 78 .75 51
TR R, BN TR R (RS A 2
7K), PDIK FRAR AR 1y [0 SR A A 22 5T [X 3 A5 7] 45
HRERD, AL TARE(F-FDG PET)HIM L
] HAT AR S TS 3 AT A SR S SR SO A
G 72 B XiongZ NPU g 7 PDESIE /) B
BRI A" C-UCB-J PETHEAT T ¥F4E, 1iEBA H Ak
FIRR AR 47 2 B0 1 PD S 8 i S0 f) 9 R4 AAE .

SRS, HATCA MIPDaY)RR T AT s B (195 4%
5PD & FrR B H FURE IR A B AT AR A AR B SE 2
PD BRI (1) A 250 5 45 R ml R MR A AU
PHEFBL. SV2A PETHRL A v LA B A W PD 2 )5
M 5PDEE FIIGARER 2 (M WG A FE R, [E]RS ] DAAE
IPDI AR FIF S A 0hs E4.

3.2 SV2A PETZEPDH il A& K FH

S b2 R E R APDEL B ZBE M AR R4t
AR 2 AN S — AN BB AR (L. MatuskeyZ5 A%
Seffi " C-UCB-J PETXH2 B XU 5% B ({PDZ Rk % #1
(8RR E AT 7 R R A . 4R T
INFHE T XTI, PDEERE . 4%, EBZSE
R R XA S s Bl W SRl HE FE A B 5 A
& NN AR B RS T2 2 J2 X IR R B 1 5 A 2%
IR, oAb DLBR SR 2 A% X SRR oK, T 2%
filh 2 B 512 BN KNP S 2 (B AR R IR 3 e, S — I
SV2A PETHFFLXS EL 25403697 (1) - BAPD &8 25 Fl g e Xt
HURIL, PDAHSUIRM ey T WPEaEi %A i
' C-UCB-J PETHHUE A%, AR T HIH K
A&, 1Z BN R G I RIS BN B AR T DX ) 5
il B 5 45— WA G AR VE o B R ER =40 S g3 2 1]
HA B3R sk, A —BiEPDEF hit 719" C-
UCB-J PETHFFU I, R 19 fih 2 B A K i B o 45
B X R %, R H XM TSR E S E
PR RIRBT S SRR FIE W], SV2A PETX
PDIIG K2 Wi A B E RN E, (2% T PDIIH
155 W R Re IR Rt — 2D VP

DelvaZe NVl R i@ " C-UCB-J PETHLE T304
PDEE F20 4 (R FE 5203, FFkd TR, BgeiR
ENS=N N R B AN Bl [ S RN 1
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FE SIS RFER 2 [MAFLEAR DG, 75 5 82 N AE I
MY F, PDEERIHESE—HERRITEERE S
AT B Ak (H ' C-UCB-J PET S /<PDE %}
R ZH 2 4F YA AR AT IX St R A x4 gk
B, 7EIXANGERIE ISV2A PETANRENE AL WIFRIE
PO RS R, SR, X TPDI S, AW RAEARE
/N ELBEYT AL, ' CUCB-J PETA A5 1 B Al i
Ja AR, HRA, A AT LLE T AR IH £ AR
TR (N=21)~ WAL AR LR R Bk 5 R 981 2 (de-
mentia with PD, PDD/DLB) & (N=13)F14E#3 UTEC 1K)
il HES B AL (N=15) 2 ) 5 fi 5 P py 22 U0, 45 SRR,
5 i gt B AR LL, ARSI PD £ 3 3R T HH BB 5 i i
Ji 2 2 AR i DLB/PDD 3% 75 S 5 A ™ R R T X 35
FRER SR H S i 2 R

27 b, XFPDI S 35 B 50 T8 A2 I R BT 3B A2 s
RERE T ORI AT 5%, (HA2 HRr It Mg v 2
REZHE, BEFEE BRI AL T G, 55l
B 55 I PRE PR I IE LA A 9N 1) A8 A0 &5 7 THI 5 A+
TAEEAEREAR, B ATH 2 EKBE U5 I
] BA B A BEAT IR AR R AISGAE, X B 87 ©F R 8
RIATZEZE AR T3 2 E R HER . SO0 =
I PRAF 4.

4 HAMZIRIT P
41 HD

HD R B A B 22 p e R R, VRS R HIHD &
AR P T A A7 B L AR A 1 %o e ALl P 2R Rl
RiZ)7 B EEE . SV2A PETAIIUH A B8R, 1
TR R A P 9 e e R R LA 5 5 A (I HD S PR A A A Y
th, SURIKSV2A BAZFILE A kY 5 — S5 e
HDRL RS, M7 3 43 o0 At B2 T8/ B 3R 43 10
SV2A PET#H#E, LATRUN Z fik i % B2 % £ (pre-synaptic
density networks, pSDN), 3 {78 T 5HD % 3 fie — 2
¥ JLAS pSDN Hfv 5 958 955 7™ B i JBE A O 1) 4 35 s 72
BertoglioZ A i@ it C-UCB-1/N s IPET A4 F
Ft 7 HD/N R AR AR R G0 5 i 2 B (AR Ak, WF FE 1
S A 7R R DRTHID /N SRS TR ) I R A S B0 B B (3,
7, 101164 )BT EIASV2A PETHG, 45 R KW
SV2A PETYEZ & /NSRBI AN B, 78 KM fE
BE PRI BISV2AGREA, @ BU B B MSV2A4R
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FETECUESE T A4 4 I %

— IR AL 18 B HD AR 15 5 (74 I AR R A, 11
AR B )R 5 4 /8 B IR % 14647 | C-UCB-J PETH:
W, BoRHDEFEM T BIRZ. BEBR. MK PLK
TR R R B ) C-UCB-I4s Sl 5 10F-
FDGII LM Eon, Ja#E RAA A R IRAZ AR 4
Wb, FHISV2A PETH.F-FDG PETH H-#IHDH 4L
SHRAR S S5O PG I 5 SRR B TR T IR,
WEBISV2A PETHEHERHLEHD & # 5 1E 5 6 41X 7
TFke. % HIBNE J5 8 A B4R R m B vy b e 7 C-
UCB-J PET. "“F-FDG PETFIZFMRI=F LA
FER I 555 33k F 77 T iU, e C-UCB-J PETE
ez il L HAHD B9 SOR A4 49 77 Th 5 oAU AL, SV2A
AIREIE AR 2 A T X & R 40 1) 5 fh 56 B8k
HIBTARIL, 7R 3k e B 1) R A2 1 v 7 e il
EHD B SR il

4.2 PSP/CBS/FTD

PSP, CBDAIFTD— % I3 4 Ji & P Tau sk 1994, T
HERRAIE S #2870 5 5T A4 e P 9 B M tau B 1 7 o R
&, VIR, B RErEEESH R R ED. HR
PETau s 9 &9 Fl 2 8] s PR 2 300 BE A AH AL RN 8 &
RS E R RAE, 15 o FEIEASBA A, IR PR % A7
PRISE. AT TN, i 1) — RA M & A BRI T e i 25
/D HR A R S e S 8 SR U, A 0 R v
R A, IRR R AR AR SR &
W FVEITARED T AT R B 75— TURE i
e, 154 CBS. 144 PSPHIISH M IRABER T
SV2A PETHZMl, 7EIX PRI 1, A, B, T
AREH S 7R WAL IS AR R X
WA BEW D, B FORAIESZPSPAICBD ) 2 it %
SRR 5 0 P B AR P R AE LB AR R R R 4 1
BN, PSP SEUY & EF A B E Ak, 5
A A OGN A D Re R BE AR DG, I BRI A A BR
#"'C-UCB-1 PETHIR AR, #gIERBAR IR R
Tl R WA SE A KN 7 JE 4, 25 SRR, TR
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Application of SV2A PET in neurodegenerative disorders

CHEN Dali & JIANG Hong

Department of Neurology, Xiangya Hospital, Central South University, Changsha 410008, China

Neurodegenerative diseases encompass a diverse group of disorders characterized by progressive neuronal or myelin degeneration,
leading to chronic dysfunction of the nervous system. Alzheimer’s disease and Parkinson’s disease are among the most prevalent
examples. The advent of new techniques is crucial for the clinical diagnosis, treatment, and assessment of neurodegenerative diseases.
Synaptic loss represents a pivotal pathological hallmark in these conditions, intricately linked to disease onset and progression.
Evaluating the regional distribution and severity of synaptic density loss is instrumental in unraveling the pathogenesis of
neurodegenerative diseases. Positron emission tomography (PET) targeting synaptic vesicle protein 2A (SV2A) emerges as a new
molecular imaging technique, offering a direct means to detect synaptic density in vivo. Its widespread application in clinical research
on neurodegenerative diseases has positioned it as a leading imaging biomarker in this field. This review provides a comprehensive
overview of SV2A PET’s current applications in neurodegenerative diseases, while also addressing the challenges and future
directions. By synthesizing existing knowledge, this review aims to offer valuable insights for future research endeavors in this
domain.
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