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Table 1 Classification and characteristics of the GLUTSs
R 1 GLUT REpDEREMHE
GLUTs b Bilaiug  mpey  RWIGEAD) EEIE EEpLL R
(Km)/mmol-L
GLUT] 4 -#! 12 & T b 1.5 AR ILRE A AT 2L | I R
B, o v B R A AL EAE
Witz
GLUT2%#! IS i a. FEV a.0.8 W MR R M E, B R B o4
b. i b. 17 Wk s N L E R
GLUT3!#-#-4] I ® ikl 1.5 TGRS K RS
Ll e EE]
GLUT4 %4647 1% £ ket 5 JRS E A4 BRI IR L
BHTEEL L
GLUT5#~#! % & i 6 PSR i S N
GLUT6' ™ mzx ® a. HEIRE ENUIL By 2 Nt o2 I N 1 1 = 1
b. b eSS0 R
GLUT7PY [ & a. WA b a.0.5 HERE RhEE, NMa g5
b. o b.0.5 ARt SR G R
FREL
GLUT8!*%! mzxE & ikl 2 MBS B KIS,
AP RAR G Y
TG IRAR
GLUT9"*! 1S JRFR 2 PRI i JHERE B E iR
GLUTI10 mzk & T b 0.3 AL bi iR T BE . O AR R
PR I R ke 2
GLUT11%%! % w® a. b a.0.06 Wb/ RN, BELOAE
b. AW b.0.2 Al BE s M WL ARt
GLUTI12%! mz &5 B b PNk JR S 2 U N LI
[T N il
GLUT13"¢! m#* % ML 100 WLEE sz, VR an BT B0 i, pf
MBHES 20 B
GLUT14""! 1% % GEaLi N Uik TR A 29

T < K Ay oK PR R 2 B 5 P 0, AR RO Sk ) g R P — I F) R VR

2 5 AD #H%A7 GLUTs

HRA SCHR AT AFS 1 AD BIFSE RS2 e v 1
W s A GLUTI (23 5 3CHk, 26 iHF
SEAE AD PGk T B, 3 AT KA LI B A
fk) , HkJ&: GLUT3 (18 Jii 3Ciik 20 WAFFE LT
F) ,GLUT4 (10 & SCilik , oA 8 Wimf 5t 3Ri5 TR,
1 WtFE R, 2 WAk oe 8 T B AR k) |
X GLUT2 (2 fi SCHR , I8 h) \GLUTS (1 f 3
Bk, FIXRFEAR) \GLUTI2 (1 f SCHR, E B34 1)

WF5E4/0 . GLUTSs 78 AD 25 ik v 9 7 & D) fig
DARAEAL LI 1%
2.1 GLUT1

% OB iz A 1 (GLUTL) M%) &

GLUTSs ZK kA B Z 0, 25 — 9 | 4lifk
LR GLUT 251, B 492 D& LR A L, B
A 12 DA B, L (N) s FIR B (C)
viig 35 0 F B N, %k A A M R A R R R
(Km=1.5 mmol-L "), =% 11 ¢ Ffit 16 245 4 5%
B, GLUT1 ZEM IR IR IR 4, B 2 4 iR 1 32
JEFA A TR, A5, GLUTI R AFH 1R
TGN, JU A i v 5 B 9 P9 B 4R A 2 TR
2 J5 440 it R i 26 ik, GLUT 78 g P 32 5 LA 3 b
SERIRAEAE I N 2 20 P (955 kDa S5 44 14
LB BTV I 0T 240 M 2 J2 58 T Y 45 kDa SRR
GLUT! 119 3= %2 ) Rl 2 K 0 260 W 4 8 e i 2 2ok 1
i B>
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Al ﬂg\‘\\' ‘Type of GLULs and changes
Nt of GLUTSs in the AD brain.
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Mediate insulin-stimulated
glucose uptake

Note—Red letters for GLUTs indicate decreased levels of glucose transporters in the AD brain;green letters indicate increased

levels of glucose transporteps in the AD brain.

Fig.1 GLUTs associated with AD*®!
E1 5 AD#%# GLUTs™

GLUTI 1 GLUT3 & AD " #F5¢ f£ i #i %
WG B, Ik T RS2 bl 20 B A A,
{23E AD J5 B EFE, AD f# Kki v GLUT1 1
GLUT3 /KF- 1y R BT fig 5 Bk 415 2 -1 (hy-
poxia inducible factor-1,HIF-1) Fl O-# %k 2
Ak ( O-GleNAcylation ) 184 T 845 5, GLUTS &k
Z 43 T B 22 U A WE TR ISR AT RN A A e
AR K B TR B DT tau 2 1 5
WAL, A S5 AD BA1 . 7ERZ% AD
BE W RS AD RERLLL ARSI AD A
RIr GLUT1 2635 [ %, {H 2 Boyanova %5 H#¢
T AD B SARIE VO Y {27 18 A 7 J2 51
M GLUT1 By %k, LL& 5 x FAD /N5 4F
W4 UG E 9 B A A /)N B B 40 148 GLUTI i 3%
K, R A B AL, Wang T XFLE T 8
AD BH 5 7 Hilfg R 37 10 i i B BE Y GLUT1
35 .GLUTI mRNA % f%5H, K M7E AD &
H 1,55 kDa GLUT1 # ik & % F# ik, 45 kDa
GLUT! ik A% 46, 1T GLUT1 mRNA ¥ i
WA B 754k, A v fE GLUTI 99870 & GLUTI
FHEIE D B 45 50 (MR A i — 2 i SEIE, A 0F
FEFRMW, — e AT LI i 3 in K ik GLUTI
FRREMIN BT, 0 Wei 2&1°Y KB AT 4
(cocaine) A] DL 1 i P K2 40 it GLUT1 (1) 3%
K, B ) RE R A AT A ) 4R
K LI E miR-320a {48 PE GLUT1 Ak, N
7k A JHL i A S5 P T R B A RN DA T BE A, Yan

A8 PR SR AT T LA e I RS R E
I+ E GLUTI Ml GLUT3 % ik /K F 236 3 x
TgAD /INRYICAZ I 7 %G 0 A FH 32 452 AD
R 200 1 G B R 2R 2 —  {H 2 i T GLUT1 43
)z M, S R X I B B A GLUTL 1Y
IR B0 IR T AR — Y IR, R4S an it
GLUTI {382 AD HH ¢ i 28 1ML 48 Ty 5E F A5 A1 4
R TS B AR
2.2 GLUT2

HEEAE A 2(GLUT2) 1 14 PMIEE4R,
Y5 GLUT1 ZIERRIFHIA 55% M, 3 B1e R
AL IS A IEE | B I e A4t B AR 240 B e R R
I8 FEMGAL AL bt AT DAXRER B HAF 7R, GLUT2 X
ZPRERERA MR (Km~17 mmol -L~") , {HX] 7%
AR AN % (Km=~0. 8 mmol L"), HAE I
RS BRI R 410 HIEAREA Qg i 1 W s S i 22 3
GriiE b R EEAE N, U AR S g A,
GLUT?2 2 7 7 W5 il 8 JBe 5 22 43 Wb BT A0 55 1) 2
09T Seikg W, 7 AD K Bl GLUT2 fy %
IRHEIN, JF B TP GLUT2 F ARy innl gg 5
IR Y B R AR B JR 9% i BR A ( sporadic type of
Alzheimer's Disease , sAD) it & A= Fll & JBA &4
Salkovic-Petrisic 252! & P % 18 5 5-55 4L -D-%
ZH%(GLUT 2 FHIH)) il —4~H B 5303 H
iy Wistar KU BRI B I H 5 ik 2= 3 5%
IRA/E TR 235 T 10 sAD 190 28 4k 22 28 16 FIA R i
BRI
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2.3 GLUT3

WA 32 89 3 (GLUT3) % A
GLUTs —Ff, & 12 A o- iR e S5 5k, HA
JH 5 A (IN) S R ik (C) i, Xof 7] 4 W R AT B
EYSEM S (Km~1.4 mmol-L™") , %1z 7% b
(BT GLUTL 1Y 5 A%, BIVAH 76 Ik B2 F L mT
DIz ag b, B 1 4 bl LU v] DLz i H 8
Wi EFUBERIRRE, 5 GLUT1 & 267 57 1fiL i 5#
RS 1) 4 2 WG R R) , GLUTS3 (& 63k TR 404l
JRLREE |, U 5 fil iF | 5 fil J A 28 A A R /NS fi
5%, MLV T A 2 W 248 GLUTL 2 oo 1 i 5% s, 3
i GLUT3 #F A 2 e 40 g, 3 F s 18] 4 FH 3
F4ERs T R BE RS0 Rk 24k, &2
TR A E B AFAE GLUTL, S5#1 20 2[RI fFAE
F—FREE ARG, A A2 GLUTL ik A 2 I
T AR, 7 A R e LR TR S 38 A L AR, A 25T
WSE R ATP A 7= A RE SRR}, RV T Ji ot 4 it
- M2 T FLER 77 R {B Ut ( Astrocyte-neuron lactate
shuttle, ANLS) ') | GLUT3 ¥4k iz g Sl
REMETEAR A A MR EE T 4EF5 b 220 A9 1 H AR
Bl , N SERRZ il i 12238 S B LA 5%
AR AR

HI SCHR AT, GLUT3 78 1 05 28 s ) B A {k
SNMIRS R L K AE AD HR35 i P #ak B AR, Polis
AL Cardinali 451 & 1 GLUT3 1£ AD 3%
()R Bz J2 Fitg 1 3K IR, GLUT3 2R3 Ik
SR/ 28 O R A A I BRI, A 48 TT RE AR
NI SR 2 0 R 2 TE T, 9 FE K
Ky REER R tau 28 A9 I R, DTS SO0 R
[¥) 0, T 3 98 R B e Tt 2 1 20 235 1 AR 2 2
Jo I 75 2 M g A A R R 2 AR 5, U i i
W T AR I, AT R TR A ) AD B
TR A 22748 LI 224K B, 1L e DL Ry
AD AT R FUR b 22 T T RE A1
7 (HAE G ASRER HER 2 1T, AD ki 78 2 W5 H
AT T iz e | i 4 2 W e i AN U2
AD FUR IR, e AD KR EE N K Z —,
GLUT3 X 4Ep 28 70 1E # QI AR i i A Bl Ao s
HATEEER, A RENCNAIT AD RS,
2.4 GLUT4

GLUT4™ ) 3= 22 JiS ¥ J2 i % B (Km =~
5 mmol-L "), FEHLIA R 2045 T 5 85 WL G B
HAUVFLOAL, BRI LA JE GLUTS [ F 2%
TRFEBAL, AFLAE B 2 g T v 7 ml G N 38 A7 A

TEFERIMRS T , 29 90% 19 GLUT4 8 FE T-4RAE N iR
PRBEIL (U A T AR T, 422 3RS &R
FHABFRE AL A, 2 IR Y GLUT4 fi
AEBEIFEZ R AN |- (RN AR T GLUT4 340
2 ~10 15,2 )5 X431 5] GLUT4 A3 10T i ah 7
PR, GLUTA JEAFIRN 52 5 25 1 il 1) i A e iz
A, EXTEE S R A5 514 RS 0% by 4 2
FHIMRR A R HE (N) 3 FR 3L (C) I X 307
GLUT4 &g 3 R USRI ARz (A, iR B 4N
JL_E 1 GLUT2 1K #2884 A7 25 3 s i Jile 5 R
il R SRR B 4t | GLUT2 f3éik5 GLUT4
(AT PR LA AR D

TEMERREA A SR B GLUT4 J2id 42 4b
PR T 0 G L 4), BE T b 4o e 4R I 4 A
i, R AR R T L a2k 50 4R 2 RUBEIRIR
(diabetes mellitus type 2, T2DM) kK535 AD k&
R K%, T2DM B B AD AOHESRJE IE#
NP, 3 PRl 55 A 26 2 40 b il e 5 24K
U VIAR G, FEXFICRZS T, B P 2R E S0 38 3 |
SR I TR T 2ok A ) E 7 451 LA B e 1
BRI R IE T RS R 5 S
{75 PN JBR 55 2 BURR Y GLUT4 5 o7 o 52 ) 300 s
15, 5% i 26 70 8 A5 R L 3X AT BB 2 T2DM Al
AD i ge—HLHI ) g A BUARBEE
(adipoRon ) DA K Jl e fHE 2R 4 JIk-1 ( glucagon-like
peptide-1,GLP-1) "' 2l 45 25 4y vf LA 3 38 7%
B 5 R AN 538 %, 38 0 GLUT 4 5037 LA K Jig
5 ZE U | B K e 5 ZEARBOIRAS 4 A
e, HET, A GLP-1 5825t A — Wik
R %EF] GLUT4 1ERERACI ARG R 55
T A O i A, X GLUTS 1) T 10 56 g mf
RE[FIET X T2DM Fll AD 7= A 3397 ROCR , X i Fh
B LR A B TR B T R LS
2.5 GLUT5

FEfTA GLUTs H1,GLUTS % JE—Fiuis i)
FHHAEE T (Km~6 mmol-L "), FE A/ N3
ik ARAEN BEITZHEY L AR B Lt A
K- () 2638, 72 i N 235 T/ IR AL, 56+
GLUTS 5 AD MR MHGE R AUk B —F 3
$E5], Zhang 77 KB A S B AL 0 A A0 S AR
Mk 2 2 A 2 K i RIS R 40 GLUTS 2
I AR/ IV T 200 B R 25 T B R R A A 2 B
R, "I AD /NEUAIZNEE,
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2.6 GLUTI2

GLUTI2 /2 GLUT ZZ % M 28 p i, E AT
BN, FRIB TNz WA ERERAR I, 7158
S A AR RO RS RIEMF,
GLUTI12 &3k [, DA T 38 56 41 i 5% B0 46 7 1)
AE T 5 BRI, LA LA 2 THT 10 2 SR AN AR 1 ik
SR AN, BEZIRE ML AD B
I B2 2 GLUTI12 2235 bR, [ i 76 9 b
AD /NERBEL R (Tg257 /INERFT APP/PST /MR U
Kot i AL /N Bl SAM-PS fiY Jz J2 v i i ¢ 5]
GLUTI12 /KFTHi" 16 AD ## ¥ GLUTI2 1)
ThE S R — P EEEAE A, BT e, 0
E— W5

3 BE

ey =H

AD S —F AEA TP HI T BE A5 R AT 1Y)
P2 IRA TV , H E M JOAA RGA T ik, KL
KM EE T AD AR JURHI tau 5 H W R
b, UEAFR , ROR R 22 (10 F 4 2 B, ik B 2 £ 08 e
1, JUHR A AR FH 2400, AT BEAE AD iR &
Joa HL I RS G B8 /E . GLUT1 #l GLUT3 J& #£
AD WFIE I )  R  BE as R R IR
AD W E N V2 AN FRE T S Y
K FAEB] T #2% GLUT1 #il GLUT3 Y235 1]
Zff AD SRR AR ILAE R A i T
S P A i R ) A 245 40 TR I 1)
KERAY SCHk B GLUT4 16 AD %35 F %,
GLUT4 J2: [ 5 25 Uk A s A e i Ak e 5 2]
DL I 306 PIBK/AKT 42 (i GLUT4 [1] 4 Jifd fis
EERLYE TN, 380 A B, T JBR &) 3 PI3K/AKT
S BB AB UURLLL L tau 25 B R LK
T Fh T IR R -GLUT4 {35 538 % 2 Y A
7 AD WA THE S JUHORAE H (5 S i i
GLP-1 25U, © A7 2 Fh 25 iF A I PR A 551 IR
RIS, 2 RUREPRIE B A AD I XU AN 28/
B, GLUT4 12— GY7 T2DM F1 AD 2y, 5k
I A Bl 1A 3 R R L 2 A M 1Y) R
GLUT2 .GLUT5 F1 GLUTI12 £ ¥ %% 1, 7] RE i 1o
AFHLEIZ 5 AD #F & (0 EARAVE A 2 — 2
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Abstract; Alzheimer’s disease ( AD) is a progressive neurodegenerative disorder characterized by cognitive decline, for which
no radical cure method currently exists. Growing evidence suggests that dysregulation of brain energy metabolisparticularly
impaired glucose utilization, plays a key role in the early stages of AD. Glucose,the brain’s primary energy substrate ,depends
on the glucose transporter ( GLUT) family for its uptake and metabolism. This review systematically summarizes the
structures, functions and alterations of GLUTs in AD, integrates recent research advances to elucidate their mechanistic
involvement in disease pathogenesis,and evaluates their potential as therapeutic targets.
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