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Advances in Brain Glucose Metabolism Research in Individuals with Positive Amyloid—
Protein PET Imaging SHEN Jiani, ZHANG Xiaonan, LV Liangliang, CHEN Jinyu, ZHAO Yarong, LI Yang.
The First Clinical Medical School of Shanxi Medical University, Tainyuan 030000, China

Abstract Alzheimer’s disease (AD) is a common neurodegenerative disorder and the leading cause of demen-
tia worldwide, for which there is currently no effective treatment. The early detection and diagnosis of AD are
clinically significant for improving prognosis. Studies have shown that amyloid PET and "*F-fluorodeoxyglucose
("F-FDG) PET imaging are useful for the early diagnosis of AD. This article provides a review of the research

progress on brain glucose metabolism in different populations with positive amyloid 8 (AB) PET imaging and

the relationship between the two.
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EEkmmift, MLILZ T E A AD SR T AR AR LI
T I3 A A 24 4 AR 195 R (regional cerebral glucose utilizationr,
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P Z MAAAEAR ] SAHDEOC R, S5 S ABIE A & Wbrak
YIEAVE R AR 2 DIAS HE 508 - A B2 10 78] 248 WA 5 S Ao
2 U Re AT B SRR, AT RS SR ABTUB AT REAS 2R



364

WD RE S 09 LR . Librizzi ZEC 0 7E 10 451 5 2 P 19 30 41
(A5 10 915238 & Rl 5E B T FDG M AB PET) HIESE T ABYA
P2 5 i A QI R AR G, 7 10 952 30 vh A 8 il L
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TMj "F-AV45 114 (Rl "F-florbetapir ) B2 A A4l AD HE #2406
M ELAYIEE -
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KB 20 24 DN I H R BRAL A 40 2 RO VAR T ABFY
B2 T DX S A R A R 1 X, B 2B
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IR HL5 2 K Xl ) e 2B A AR A St
AT K 30 A BT AN JRy 8 X I 110 7 e A Rl =2 £ T s
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S, B AR AT DA I 5 5 20 AR S 5 R A B B A
o, AD SR ABTTR S R AR QI =2 (B R SCIATE AR B DD, ABYIL
TR Ro] J28 R DX sl 7™ £ B TS . 4%, Schilling %77
WEFE AT 3R Gk B 1% (diffusion tensor imaging, DTI) , 1£
PR Z IR0 FH LT R A A AR FIRORL, BF58 T ABULRR S 1
JFSERENE 2 ] B DI, AT B, WK ABTLRURI A R 5E 3
PEREIR Z A BAE T, & LR S 80T AD R % R 50
RN o Aoy B AE SRS S5 4 T RE RIS
AAZE Aokt — 5T AD SR 5 QIR B FALA] .

3 fERin A\ 8%

ARG SR 16115 Pl 22 L 1) AD SXEBR R ot 22 2T 24 2 245 B
2F | I 9530 FT AD 95 PR 24 280 fE AR NP RIS A
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FH . M in R AD 9 BB AF . 1 BT & R 5 (white matter
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AT, WMH Bif 74 75 0 4 Ok 2> 5 AB AR i e i A 2™, SR,
Gaubert %7 45 8 I GETTBIE T, A BT T AB i fir 5 X 3]
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ABRE TR ) — 3. WA IR 0 A A I P86 B 0o i
BB 5 T2 BRI A AS I 56, AT A 51 S 2k
LA RV B 435 A B G 14 B R DG BK

56 T 06 I A5 5 AD R Bl 22 a1 R BT ST LL /),
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