344 58] G Vol. 34, No. 8
20224F8 H Chinese Bulletin of Life Sciences Aug., 2022

DOI: 10.13376/j.cbls/2022114
XEHRS: 1004-0374(2022)08-1027-08

AEELEER AN IRERmTHER

HIEAR, XU
(1 IR A 2 G e 5 A ST B A0, Kb 410012
2 IR 2 B R 5 R B AR B T, KT 410081)

i E . FURKIGE (Alzheimer’s disease, AD) & —Fl P X P4 RGBT MR AD MR EREZ —52
R 5] 2 A B SDURR A R 7™ B gl /b, R A AT BB %02 8 1 (glucose transporter 1, GLUT!) J2& i %5 b 5 1fiL
BRBSE Y E RIS, HAE AD [0 50 I i B B 2 40 B b gt 48 H B GLUT SRaA 1 T 1 A1 Bl 5
o P RE AR 1 T % I BRI SR B, R A A S I B B L s PR AR AL, N GLUTL sk 2 ik 5 B iE
FEEE T (B-amyloid, AB) PUFA. MG 57 Bl IR . o P B 40 I8 25 B2 55 Iy B P A I8 i AR o . /NI JBR 4m
HOBOE S % VIA DG . 1% SOMIE ] GLUTI ££ AD &0 o IR - BLEIAE 7t e gk AT 2518, S AD TR 51697
FEULHTI AR

KHEIF) : PRIRIGERG ; MaMEIE®EA 1 pIEHmrED s MW sk ; &6E

hEDHS : R749.16  CEAFRSAD : A

Mechanism of GLUT1 in Alzheimer’s disease
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Abstract: Alzheimer’s disease (AD) is a common degenerative disease of the central nervous system and is mainly
characterized by a significant reduction of glucose uptake and metabolism in the brain. Glucose transporter 1
(GLUT?1) is the major transporter for glucose across the blood-brain barrier. In the early stage of AD, the expression
of GLUT1 is down-regulated in endothelial cells of the blood-brain barrier, accompanied by the declined energy
metabolism in the brain. It has been recently demonstrated that in addition to the decreased glucose transport across
the blood-brain barrier, intracerebral GLUT1 deficiency is also correlated with f-amyloid (AB) deposition, blood-
brain barrier destruction, reduction in intracerebral capillary density, blood flow and angiogenesis as well as
microglia activation. Here we reviews the recent studies on the mechanism of GLUT1 in AD occurrence, providing
a new perspective for the prevention and treatment of AD.
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PR b BRI RNCAZ A8 SIBERS . 18 5 A P
S, PEEEMAATER WATES TIE. SeEket
Xt AD FITTL I AR AR 56 R IS B AR i P i
WHORE SR, T 2050 4B A I 1121
AD B3, BERRALTAERRERKIEND, &
ARk, NI 564 [ B AD i) 00 R AL o

AD [ 32 BRFAE 22— K06 7 26 A P8 EDURA AR
fy e g e K 24 e AR ) 2%, T RE
() B B 240 4 B 120%™, 8 2 0 2 K 2 I R
WP, X5 &K R (early-onset dementia) F
HEAT R R I, K ] 287 R B T B 45%, i i
Tk 20%, ERERINE . £ RE AD i
£ B AN, T TR K2 )2 R4 52 )2 1)
AR T, 18F- S AU AT E E B R
Wr )2 %1% (18F-FDG-PET) 45 % 7%, AD & fix %
ECA] 26 0 1A ek 2D Sl T i 25 45 R0 22 o0 o e g
i T R I R R A A O b P
AD RN IGBE TR B, F N AR YRR 2 AT
CLE L T i e i /e A A A0 i fi o e o R e 1Y,
[ B £ B fid P9 A AR R B P DL A TR OR,
AD BRI RN AR R FT HH B of v o R D e
a0 5 7 T D0 P Ao 7 2 A 5 S B T e 3[R
(1B R 3%

GLUT1 == ZE A T ifi fixi B s 1 P4 B2 4, 76 2
TR R 20 Bt A5 /b B o AT, 0 26 W 3 i i o o 3
AN #HZE 248 (CNS) 75 2 GLUTI iy ™. &k
AR, AD B30 JCHE KRN B i GLUTI
FIk TR U 9 5 APP/PST /N B D Bz R 1)
GLUT1 & A RIE/K TS5 WT Xt 41 H b B 3 %
& " N2 SLC241 AR A L 8L S 5 2R
GLUT! i (1) 85 R I i 8 ) (CSF) w78 &) b
ARG, HRFFEER B, GLUTI S Z 2 5 85U
WREEA S, BRI & L R AR 4T B R VB Tl Rl
13 W, X UUHE RS AD B N P A BRI A A
SRR FC R L, GLUTL 256 0 N 7= A4 2 [ 5
M, PR ER 70 AD BB I N GLUTL b 5
AD M FREAR 2 18] 5% &2 46T AD K2 i fA I A
HEER L.

1 GLUT1H 92 Kk IhkE

N GLUTs ZK 1 14 R 4R ™, Ho
GLUT! 1 SLC2A41 R 4wty BY, 75 ifn fof 5 s 4k
IETANAEAR G e Rk, 70 Py R 4l i 3 = e e
B, N R4 R ) GLUTI W] DA 38 6 45 % 28 3o if

i B B I3 N2 *. GLUTIL 2 — MR i R
WOVE R R s B, AR U BF B Ak s
BERAE 2 S R KK A < P, GLUTL AR
FEXE 5 F- A R ] 0 PR RY, AX 731 i
BERCKIF) 55 kDa GLUTI 3= 2 20k 1 1L i J B A if.
BN AL, AR R R /N 45 kDa GLUTI
FERIETEBRFEAR .

2 GLUTIZEADX EHRIER

R0 W G P BB R T SRR, P R AT R T
T 3 MR A AE T I G B N R 4 i i) GLUT,
Ha BB EBER A& RS E ™. Rk
HA 0 9 BE AR B2 S EUI Y AR AR R £ B,
1M AP TE A FIFUR IE 2 S 80— R A A D) RE PR A
(i SR 2 i GLUT1 35 1 T e 2 e Ap
o IfL A5G % B A RBCER A R 7, T AR R AR L IE & AD
R BRI R R 2 — . X ST 5T R
GLUTI 7Efixi A A 1 N5 AD (1) — & 51l BLIE
RAEE T EEMIR. A M GLUTL 5Ky
R QM. AR YU, I i B By o P I DA S Aol
LA RIESF 5 AN JT N LAZRR, DA B GLUTI
15 AD K 55 AT Be AR AL .
2.1 GLUT15MEEER

M RE R Z AD RIRHImZ R —,
FZD RG] H BR800 /2 AD A0 IR OB 5
DR 2% e AL 0 AR = A i i 2 R e L
R P, B AR AR K Y RE R A TEGE O 4
AR, (EIXFEDLLE AD B R E N E - K
S AR RIS BRI OB IE ST, 75 AD R0 AR
I 555 Fii PN R8T 0 A B, ELAR A S Tl AR IR HY
P, HEEAHA PO, FEE AD Sh R
T2 006 P R T B AT R A B Y A R B
Z AN 2= M A 28060 5 IRRETBC B R A g S, I8
S0 IE B 5 21O B D) e R ™ E R R, T A
B ZAE GLUTL B35 BN 28 3 i i Be B A e 2 5
i 9 I RE AR Y

I A A & BE OSSN R 48 b 55 kDa 1)
GLUT1 #4746, — & 7 ik N P Bz 41 i 5 vl Jd ik
R AR AT 7= A e 1 DA 2 9 R 4T B & R e R 7R
K, AN SR B AR, S
PA R 4B A GLUTL £ BRAR i P R B AR U A 1)
FoPE B, A R IR R R R 2t S — 2B R
HIhGE. HAME @ 45 kDa ) GLUTI #ic &
BIERRAME, R84, REEAETT
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R AR P, LR T e B = e i IE
WIS A EERE Y w5, HEE ]
2 J0 4 SRR AT A A A e B An 2 BT )
AD SB[ 7R 2 SR B R I A 8 R BRI T B
EREABZ I AT e AD ROmALE]. BRI, 7
6 F8 Sic2al ™, Sic2al™. Slc2al™ APP™™ F Sic2al " APP™"
AN AR I MR 2R MELZ R, Sle2al”
M Sic2al” APP™ /NG5 Slc2al™ [ 85 /N RAR L,
CSF % %] ¥ /K 7 55 1 pE Le A 2 3% PR AR T 57% AN
70%" s FAHETITRIN, APy, 75 /N BRI K i Al
ZHEAC I (cerebral metabolic rate of glucose, CMRglc)
BA%, BBt GLUTL fohasmss, 1mH
AB BEIR TR R B 40 B GLUTI 9 Ji 5 A Y
SLC2A1 HAG A/ B i % BRI 33 5 AAV-h SLC2A1
Je Mo B R/ It I RE B R T, Hs shig ) R
et B,

S5 TR, AD FREE NP HE 3P R 4 B KT
6 A2 I figi 57 e GLUT1 &35 F A9 45 R, GLUTI
RIE TR FEN AL B 5 KT %
i, HETT 2 Py R 40 S ahRe, &4 33 CFS
R A BE KT R AR, S2 IR R 22 T A 198 A AR
b, S B 4 5 fioh Y A 28 338 TR 1 A BRT R T P
i FEAE R RERES. Fik, GLUTL &H
FIEM RIS S E0W A 1 Re R AABIRERE, JRREIE
LR LY EREE U P A TRt =B RTRL VA AN 3
AT AN .
2.2 GLUT15ABTH

VEMFERTA R (1 (amyloid precursor protein, APP)
JTRAET SRS, R RIE T TR A
i, APP £ B- 73 WilE 1 (B-site APP-cleaving enzyme
1, BACEI) #l y- 73 WARG /K fift 7= £ AP = 1 5% APP 1E
BACE! [ N7E B £ &% APP 24 H B-N i A
B (sAPPP) il B-C 3} Bt (B-CTF), B-CTF FiZeit v-
SRR AR AR B

WAL, K e = AR U 45 1 7T 2 = BACEL
IKF. A8 FH 2540 C57/B6 B AL BRI APP %% ]
(Tg2576) /N LA S S ERe B H0H], R ILAE = A0
Hil5E P25 7 BACEL /KF I H S8 APP 5L K /)
BRI Y ABy, & R R P 7E 6 H itk APP/PSI
AN SR I, R AL R T 2 R
o BE = AR B A R AR T A8 4k, 40 p-AMPK (Thrl72)/
& AMPK EE B MY, L BE R U N 2 0 )
AMPK 35 %, #E1f] F i SIRT1/PPARY/PGCla {5 5
W . WFFCIESE, PGCla & BACEL fy%: s A

¥, Ae B AU B I R 4 1% 08 % % BACEL F 41
TEFUES, 53 BACEL ) mRNA Fl& i RiA k-
P, (R T A AB AR B,

Winkler &5 ¥ Fi| ] Sic2al"”* APP™ /N340 Slc2al™
APP™ N R B, 5 6 A i Slc2al™” 4PP™
INEAHEL, RS Sle2al™ APP™" /N B, ¢ J2 At Ty
AP, B E W F MMM, XY GLUTI Bt = 2 hn ik
APP™ INERI A AB YT . MR35 R B (1 52 Ak %
5 M 1 (low-density lipoprotein receptor-related protein
1, LRP-1) £ I fix ¢ B 4 8 41 1f 5 P4 K2 40 B (brain
capillary endothelial cells, BCEC) ik, &M iTH
AR M2 5 0] A0 A i 2, IR D I A I
HIE R AR B EE#H A M, LRP-1 fefkiz AB &l
1L fi 57 B i 2 FL 0 i 9 O HERRL Y B SR,
W R 48 i s GLUTI 7K -5 LRP-1 7K1 % Y1 AH 5%,
B LRP-1 /K- GLUT1 7K F () B AR M PR A, 655 1
W TCAF 4L 5 8 2 (SREBP2) 5 H AT CLRIME— ()
LRP-1 % 3 0 i) ] 7 ¥, 33k — 25 0F 90 & 30 440 1)
GLUTI1 #] L1 SREBP2 )3 ik JF #i1 i) LRP-1 (5%
ik B, %F AD BAE B TSR, AU LN Y LRP-1
ik B35 T M, g b AT E SLRP-1 7K
SRR HEFROR B, AR BENS NI ik A 5 4
H H LRP-1 (9 [ 05 7 9 A B i ), T B IE S A5t gt
— A AR E N TR .

Zx BRrR, I BE R A R 4 GLUTT & &
(RS2 BOE AP I A RS 2 A5t HH B T i e AR
W R B, SE R P RE AR N, R T 51 AR P
e A PRAS (&l 1) AMPK J2 i 4 B2 1) Re AR
R R, A AE B A B IC 2 5 2 AMPK
TEPEFEAIL, 5142 SIRT1/PPARY/PGC 1o 38 B35 M R,
HETMT 53 PGCla %t BACEL KM /55, AB 4

GLUT1!

— N

BRP RE R AR v
SREBP21
[ p-AMPK/AMPKEL{E ! ]
SIRT1!/PPARY!/PGCla A4
[ ] LRP-1! |
ABT

GLUT123A T V38 i 30 A B A 72 2 Rk il 9 AB T 41
PR SBUNAABYIRIE 2, T ABRI TR &R IE
RFHIHIGLUT 3R 15 .

Ell GLUT15ABRIER X &
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B % . [EIRE, AR 3E 2 X LRP-1 [ Wi i 4 B g
(P 4 B0 SREBP2 # Jinsd LRP-1 %% 5% () # il /&
FASL[RIH0E] AP 171 il 70 4% 3 , 38 AB 751 P IR DTRR
UbAh, PGCla s& 2Rk A=W R AR E R EA,
J2 T 4 B BB B ARG AH D¢ 3 IR S SR 0E R
SRR S B 1 i DR Y R NG 3= R AW ] Y
A SEL I RE RS .
2.3 GLUT1SImNGRRE

A o i — b 2 AR S50, EEHR AN
YA, K CNS 540 MRG0 HF 5 BR Bk
Ihiesh, (i bE Bk e R YR MmN R, JF
R4 R G G52 75 AR AR K25 B Py R 4 e i
BB IELE (tight junction, TT) A% i%E4E (adherens
junctions, AJ) AH#ZE « TJ ¥ &) Occludin & [ $5
Claudin-1. Claudin-3. Claudin-5 1 Claudin-12, DL
JCREEHE G 1) & T R U e 5 % i B2 B 1 ZO-1. ZO-2
N ZO-3 3 ATV RS A /NG P 2 200 P 8% Bt
¥ (PECAM-1), VLJEHZ M5 T JAMA, JAMB
AIJAMC. F T BT 40 M JE 4 i 0 248 & 25 Joit
(ECN) Ay Ifu o b7 B 4 i 45 A AN Th e S RE BY. R
W3 B, AR GLUTL /K5 AD &2 1 40m
B 45 R I i B B T g R RS A % B, i GLUTL 9k
B RS BUR B I BE D fa A5 A i v B R 3 R
b fg ©, Winkler 25 7 (It 73R 0, S AERS UL 1Y
Sle2al™ A& /NRAHEL, 2 B Sle2al™ 71N N
Py 2 I HE I PR AT A VB R DA I AN I 4T 4k B
AR BREE G (1gG) AR, XM R E 4
BN T 10 F5 A0 1L £, O BE B A B
Occludin fl ZO-1 .3 k/b ; HHEEICELH) Sle2al™”
[ 55 /N AR EL, 72 2 AR Slc2al™ APP ™" /)N R
WLEZ B MG LF 4 B AT 1gG 34 hm 1 1.5 f5 A0
215, DAERRRAE R, EHILEE APHRL
AUk 2 LT I i B B T RE i o (ELH A AH S (1)
Wi Tang %5 ™ (IR FE R, 45 5~6 Ak SLC241
B A /N B K S 0 e AR e I B B R TG,
16 /N JE AR TE G 52 53 U) 1 AR oA I 21 98 o, 9 Bk
G K F| Claudin-3. Claudin-5. Claudin-12. ABCG-
2. ABCB-1B fll CDH-5 7£ ixi N [ 3R ik & AE B 1
Ak, FB GLUTI = R4 15 3% 3056 o i B¢ i 1)
SRk, Veys 25 PY 45 8 F /N B E B B PE 35 LA
5P B 4 AR B M GLUTL £2k, 7EVESTE S 8 K
S G 0 281 16 i o e e e A P R O A 0 T A
FEUA N R 41 L FR GLUT 7KF Y B AR AS £ 453 25 1 i
i s [ ) B o P R 1

Winkler 2 ®" 1 Tang & P £+ %} GLUTI1 J& 2>
XoF AT B B Th RE s (I 7243 H T AR I 4518, B
BORMR, ot T I i e B % ik 2
AB AL, PR SCHR AT A (0 38 BRI 20 b B R
Tt Veys 28 P9 fmF 7t oo R I I G 57 e e 3%
PEARA I AT R SR RO HoR T VRS At S B 2F S e
S, R BAEES RS 8 KT TR, 5
3 GLUTI B 2 Bk 2% 5 1 fixi B B 55 2 S 2 B
J AN B RIS I T AR DG, HAERA R Tdk—
T RS Winkler 25 27 (R 78 1T DL BB RO 52
I 5 e e 1 2= B AP FRIAR SR 17T 38

gk bRk, 78 AD B 6 GLUTL RiE Tl
Al 5|2 SREBP2 FRiAIE N, #E1f1 ~ ¥ LRP-1 13RI,
AT I AR TERN N RIAR R, T AB AR &R
AT GLUT1 950/ (R B AE FH s A 5K 7 1L o o 5 1)
BrEETIRE .

2.4 GLUTISRAMmME
2.4.1 GLUTI1 5 A I8 S I &

Winkler %5 7 SRl 4 Rz 5 5 1 7% o0 % 45 3% 0t
0GB 40 I AT e O g th, SR IR, 6 Hig
Slc2al™ F Slc2al™ ™ APP™" /N BRI 6 N R J53 A
w40 I RE KT 4 B A Sle2al” A
Slc2al™ APP™" /N B B AIK 50%, Slc2al™ APP™" #il
Slc2al™ /N5 Slc2al™™ APP™ F1 Slc2al™ /N2
V) i P 2 o R S B AN i 2 R, R A
XFF i Py AR YA, il BE R R 4 i HR GLUTI
Rk 2 of fii PN 2 LA T R VR T BEOR s I A
AR, 6 AR Slc2al” . Slc2al” APP®™"
N Slc2al™ APP™ /N BHEVE B2 2 B 40 L5 K % 4y
W) b Sle2al™ &) & /N B D> 32%. 26% Al 48%,
P ML BE o GLUT1 3234 i 8 APP i %35 /2
DN i SR W11 K= N = W S e ol v NV A
Tang 25 " (U 70 R 0, AT RIES WT /N, 2 &
W (1) SLC2AT B A /N U ) B 40 L8 i AR KB
B 22 5, AMBYHILE S A Ve R, 0 S i
. Tang 25 B )5 4L (0 BF 7208 R B, P 7 41 g o
GLUTL /b (AN 4 B 7K P AR AN AR, H g Ak AR
DA K fisi / A4 2 B sk

DAL BB ICHE IR, R 4 R GLUTI /b 22 %
R A B 4 117 2 FE 73 S B0 DA Ko PN D L I
T T A A P S SR T R 4 S AR I HE
SN G (1) 1E H AR BR TN RE, 10 HARXT T AB 7RG N 1
U, b GLUTI B9/ BT 5 3500 5 i Y
BYH M AP R H T, X R T O
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HAE AD BN AR B R AR R, KR
LT W R EORI P T PR
2.4.2 GLUTI1 5 i oy ifn 5 5 A=

MEA H A Foad i o 2 0 7 20 R /N i
B R AR O I A B I 2R I A
O, AE ML H 2RI HH A i P R 40 P 53 A Dl A i 4
Jid (tip cell), 7T Firfit H 23 S e o, e ml
2RO AL 51T I H 2E 1 T BT ERRVE IR
JoR P = T DA ik I R A, 3 T A2 2 2R AR g
. EME AR A, IEH IS um 4 ke B 2E
I3 7 [A) SRR B FR B Z B X, S A B A
EIFRA B R AR E TR RE, TS N R A
TE R i A B

PN RZ 40 it S B R B B 6 T O R A R A SR
g O B R, WP 40 GLUTL [ F
B 40 B DL K 22 4R 04 2 BH S sk Sk, T Rb e
GLUT! & [ AJ LAk 5 2 s 410 i (0) 2505 5 o3 Dh g
BB B0 ) /IS BRI Y 2 41 B bEND3 3E
AT AN M2 S, R BRAMH] GLUTL A3 Py Jz 41 g 384 5
Wb T Y 40%, FE I GLUTI F ¥k 2D £ 5 i 7 F)
vt 21 0 00 3 PRI, (RS 2 g 40 PRI 22 4R B
JEHCE D IR R EAR R P SRS P R
4H A A GLUTI fpid B 40 1) 77 BAY-876 AbBE &
I, A0 R0 0 P FARARS 0 P R T e A U 4
fo=E B Y, P B AR AN B LT 5 A I RO TR
et e, BAESLM A EE, Bl i 6-
ikt 1982 SR bR I -2 5] 8% 3 (6-phosphofructo-2-kinase
3, PFKFB3) k411 P Bz 4 i 03 2 At ek 2> 1 2 ity 41
Mg B B4 A e e R,
AU 7K V- BRAR A UF B RT A1) P 2 40 B 38 B A i 5
A Y I N R A K IR T A (VEGF-A) FIKFER
FER] LA I 2, T A 45 Ak um 40 il VEGF %2
& 2 (VEGFR2) & Ei, Fiid Notch 15 5 i@ i
2 A Ak 0%, T EL VEGF BEWS il 35 oy K 48
2 GLUT1 2 3A I 54 b e fg B4 7w su R, 2
Ji % SLC2A1 B /N RS RS R VEGFR2 7KF- 2 fil
%, H mRNA fI2 [ RIS N Y, Tang 5 &
B PRI T AE R /N B TH AE GLUTL & 5 252
W K i I A R e, 45 SRR 8 I FE GLUTI
1E 5 H RIS HB A H IR o7 B A i IR 2% (980, Ui
B A 5 GLUT FR9 AT T I I PRI 2 i 570

2k BRTIR, R4 GLUTL b AN 2
T BOGE LA S A B AR FH A 9 v 248 R HG 220K By
BB SRIRD, HH] PAY R  R TAAE M Aok S

B4 S HA A T VEGFR2 mRNA FIlEE (4 i K
SERFE, S AR . T RAEJE GLUTIL Rik K
YRGS i B 41 LR 9 265 PR s el 2 — N B ) #8952
ZMA R, BARHUEA R — 2.
2.5 GLUT15#EH5 R KTE

WFFER I, BRI A 2 1 GLUTL /)N BRI
PN BDNF & & (%%, 1 H BDNF [ 4E 55 A i 1 22
JLI/D A < P, BDNF 78 Kb sk, ERET
FE A M2 T A K A4k, e ERh L ol S,
ek A A 2 SR AZ 88 77 Y. BDNF B A FLER K
M, AE— e R b BE LR VR FE ) B i 3
T LR R A5 E L AH T 2. e 4k &2 A ¥ 1 (SIRTL) K
Bk, dEmiATY PGCla A4 443 F FNDCS 521
BDNF [{J33E ', i HL/INie 5 40 il it 6% i@ ik BDNF
55 SRS S S MR AT R ™ GLUTI
Yk 2 3] T M R A R A U, O R A A
3 25 4k 22 70 1) FLIRR 1T LA 2E K I R 3 58 (long-
term potentiation, LTP)"™, 5 B TicdZ#IE A 7™,

WFFER ], GLUTI Hf5RFEA L2 FEUE
TR ST M3 2, BUFRE R T35 4k 1R /0 s ol 41 fifg B
T %, T ELA R o AT 3 A R T 5 HE Y DX 3
ZTeh > B KRR (8 JERE ) N BRI b B
UL SN R4 GLUTI 45 5ok, RILIETE
WG 8 R/IN R 40 M R R R A e A= Y5 i
BRI, /DN A e ) B0 P e 2 0 R
JCIL-1B F1IL-6, 5l &ML 508 " shah, i
T EUR B PR 2 5 50RO 40 i Ak T ULHROIR S
75 AL 2 20 MR R - A R MR A DGR R SRk I,
IL-1p A1 NLRP3 25 "7,

gi LRk, 78 AD FWIETRE BT 2 i B 4n
Mo GLUTI sk /b 5 3 HORE I e e 70 T 1%, 2k
G R4 N LR B B PRAK,  H A 22 gt b SIRTL/
PGC1a/FNDCS5 il #% ¥ % 1t Jf 5 Wil BDNF (1)~ 4=,
KA FEMA Y RekERg, (1 GLUTI BIRMEES
BDNF J/b 2 [ ()0 RIE 75 B — 0 5t miEt Xt
GLUTI 7EJixi ] # 22 9 hE Hh /R W F R T %
A &R, JEARTE A I AD &
& i N GLUT] Fifi 47 & 28 A7 11 93 2D T 2 oK 1) 5 i
R I A 25 5 PG 3 AR B A BB T 51 % il
28 P LT FTIE K .

3 INEERE

AD B R RMEUR R, Ho A AU
JUTHEBONTAT U2 —, (HEXT AB IR Z
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Wi A RE AU ) N R 91 K AD R Z —, I
PR FEARAIE SELE AD i35 H I R0 Dh e B i 2 1 st
OB T Iae AR R, BRI 4 hE
Bep AR 7 B ) B T 9 AR IR

ARG T JLFEE AT GLUTL 3Rk i
X R 45 4 S Thae g2 (K 2), AHRBEFR R Z K

@
o. .Glucose

GLUT1!
®
.0&
@0
]

Blood
Hﬁk#iﬁkiﬂ,

R T R R RN B AL, (HEsEH AD B3 GLUTI
IR = FEAS RN ™ 5, DR SR /N RRABERL JER
Aese e et AD BE M E SN, JFH T GLUTI
TN P A AP B A 6 398 v gk skl S K 7= AR
s 1O AR ot BE A A R AR, BRI A
AD K &AL i) i #2 o GLUTI [ 5Tk ie A
Rk — 09T

otc
signaling

VEGFR2 1

Meu !
5 /\-

AW
Laeﬁcaem ij? \ E

2 GLUT1#£ADHE{ER

%
/?\g”\
(restlng) K /_*,?IIIE_? A% ‘K\t
¥ Microglial cell
[Z % X H#
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