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= # & AE 432 & B 4(glucose transporter 4, GLUT4) 2 Jit 5 2 i o 21 21 & 85 Al
PR AL N R A H RN ZEE, 5 ANBRERBIREIEX. £
JH B UL JiR B 2 A R Y 2 AURE OR FRMIERR T, GLUT4 e, RZ,
GLUT4 o &b th 7% Ab A, 86 3 i AR B RE MK AR SUBER 7 GLUT4 #4148
AT R 7 R LK GLUT4 e/ N THhemis Rt E, Wit T
GLUT4 R MmN, HFRE T HARFR T .

B H MR EEH 4GLUTY)
i

YE R
HEBE D EAREEMN

1 35

BILAA PN A6 25005 7 ST 100 T 1 450K Al R 4, DR g o
Tk N T T v T 460 26 0 2 A DR 2 s 2 4 i o A
MR IE 5 M8 K P (5~6 mmol/L). 45 i 412 5 1
4(HEK 4 SLC2A4; H 4 GLUTA) BN FIXA
MR —AEERIEEAD Y. GLUT4 2 12 KBS
PEHIS B KR — 0, UMK ATP 1thihia
fr(facilitated transport) 5 =K i 20 IR 1 o6 1
FEIE 28 SH 2R A0 M P . GLUTA ENE T « B 8 JURTC
(B 5 Z e N ZR) sy 3Rk, 0P R LR T A R
K, XPPH A ATRY] GLUTS S —ANi 3 i 5 25 34
WM HE 8 . WEFUR I, B T B I, K24
1) GLUT4 {EMa P g A B0 5 phaitu b, JUE /b
(’bF GLUT4 &&= 5%)4E 4/l (plasma membrane,
PM) b JES ZRIEOG, K1) GLUT4 & RkANE
fi7 (translocation), ML P FRISE 45 Ry 7% 2 40t st 101,

FEPR TR/ BRSSO WF 5 1E— 2D 30 W GLUT4 75
FEARHEAR W R R RS R OE . GLUT4 i

B3 1 2% 4 1 /N BU(GLUTA™ ) vh i % LT g 7 2 2L 11
GLUT4 £ [13RIA W 5 BAARR, 46 280 B IR A o 20> I 3 IR
R AR BT AR b, RS S IR A
21 GLUTS PRI 57 78 i 59 o) 3 A A Qi 1~ 1t A 52
BV S PERE R GLUT4 /) BRI B B 4 23R AT 2 27
B 5 2% 00w N /g 0 98 Y iR B 412U EE S i R
GLUT4 2 FCJHF 20 20 B s L A6 i ) 400
P B v 1 2% i i DO i AR R R ULA S R R
GLUT4 /MG AR g RIA GLUTS fecds i
B TR o A1 2 A i 2% LR Y. S SOk o A IR
GLUT4 [MIhRE. AL A DhRe s J7 XL A 4%
GLUT4 Hfe /Ny Ao & o ik g, Wi
GLUT4 £ Aty b i N, I s AR WF 5 7
If].

2 A% GLUT4 Thagry {5 i

GLUT4 3k i J3 B & 2 0, 0 BB o7 2 4
e b he 5 S A8 A R IR D e, DR L A% R 1 R A A
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(RRE S I RE M EE N R —. BRbZSh, &
0 8 1 2R 5t B DL AR G, Biltn, iz
g LIHEEULT GLUT4 ik, M B LA I
BEU2L DRk, %) GLUT4 ShAgM AT H a7 3 SRR
RIBACT R AN X BRI 3 AR 1.

2.1 GLUT4 FEiXmiH

L5 GLUTA ¥ s AT AR S I T N 3 22
S AR SR TP (4 1 D3R — SE AR Z AR B S R F

2.1.1  BZARR GLUT4 Kk piaYs

K% 52 R SR M A — S e 55 M A i S TG AR &5 A AR
Jo NAZ R 1 DR s (1 e s PR 0%, T, GLUTA4
JA BT b O RS % T H— R A U R RS LR R
ZARM N IO, X RIZZARE GLUT4 RIA ) %
PR, AECHER AT, X GLUT4 #x A
HIEW A EHKARET X 2 oliver X recep-

tor o, LXRo)+ HHR i 25 52 44 (thyroid hormone receptor,

TR)M% Jelig X & (farnesoid X receptor, FXR); 1fij
X} GLUT4 %% 53¢ B A 870 1541 FH 1 2 i 40 0 il 1 T
) ¥E 5% K y(peroxisome proliferator-activated rece-
ptor v, PPARY).

5 LXRa/RXRay(retinoid X receptor o) Y —
RAKREE RN A0 GLUT4 I3k, (Edf e & %
SR 1 2 A I A T T AL,

HUR % 25 (thyroid hormone) BE 2 32 F % L i
KOV R By 5 S s A Rt B GLUT4 i 3)
T E=517/-237 DXRT LA B HR R SR, e i
GLUT4 ik, 7EiX 281bp 11541 ip %52 & gy /1
PR MR 2509 B Te 4 (thyroid hormone response element,
TRE)'® 7. TR [A¥§ R4k TRE SRR, i
TR/RXR(retinoid X receptor) i 24X} TRE f) 45
B,

£ JE Wi X 52 A4 (FXR) WO Be 175 -5 15 107 A0 T4 A v
GLUT4 {131k, GLUT4 Ji 314 52 t FXR Wi o
(FXRE), fH RXR i[5 S B IE R S50 K B, FXR J&
LA TE R g5 &4 7F GLUT4 Ji3) 7/ FXRE X1,
RXR 1% 5 FXR %} GLUT4 #% 3% fl i #:0%),

BOE PPAR y/RXRoBeI il GLUTS [#%5%, X Fh
e S AIAE I 75 2 PPAR y11247 22 & 1R K A W5 1R
AU SRR IE, PPAR yIf UGN 7] 15 A -PGI2 J&
GLUT4 [P #5451, {2 PPAR y& 8751 27 4 41

1 (rosiglitazone) 1 F I H 55 U i 3)) FIAH B 1 24CR,
ATLABE I GLUT4 [ #%3sM. GLUT4 A T %
PPAR yZ 1 41, B 8 WL it 815 PPARa . BE 11 il
GLUT4 IZRIA/KF, T PPARP/SIFIE 2R 1A i@ i 15
AMPK 1YL 4H 2 38 58 DA -7 (MEF2) 1) 3% 5] 48 FH g 1F
GLUT4 & [ %2021,

HAFEFH T X GLUT4 Rk a1y
X GLUT4 Ji 8) T IR AW ST R L, - 5% LA
JI5 L ZR ik A Ak 22 oAt e s DR . JE e ] e R 4 e
4548 H-1¢(SREBP-1¢/ADD1). CCAAT/3 58 145
4 % A o(C/EBPa) L J2 KLF15 A4 o 184 5% K] 7
2(MER2)fefe #t GLUT4 )Rk, 1MAZH ¥ 1(nuclear
factor 1, NF-D)JU| Z 54 GLUT4 % 3%.

SREBP-1c sz JHFT g iy w1 =75 fE [ 1 A g 54 ik
{1ty 5 A 722 Tm PR I GLUTA 8 71X &
A7 [ W% i [ 76 AF (SRE) S S [K 7 Spl 45 5 4 A1,
SREBP-1c¢ /¢ Spl L [AIfEiE GLUT4 Kik.

C/EBPouE: g 5 404k IR R B IR 7 22—, A2 I
I A 2R ) R B 2% ORI YR T 2R R ) e 4
F Y GLUT4 fi3h 7 X5 % 5E ) CCAAT % & Spl
455 r 5, CIEBPaie4i& 1 fH3)11X-258 iz
B, o Bh LR . SEARSLIGAE W], IX Pl S B
VEHI T 3 C/EBPo21 7 22 & IR (MW IR AL (1 2 5124 2,
FANEEWE I U T Ew O AR,
C/EBPo 1] LU W B B 25 R, 3X 0 GLUT4 R4 H
A7 U8 1 2,

KLF15 J& Kriippel-like % 5% N K06 — I, 7ERK
R 5 2 2R R LA AL 2 b 3RO, e RS B R U
GLUT4 Ji 3l T [X -499/503 [f] CACCC JF 41 {i¢ ik
GLUT4 £k,

KRR RN, B R 4 A
GLUT4 & [ [ -706/-676 X 45k (1) g & 2% iy v o £F
(insulin response element, IRE)fI+i] GLUT4 ¥ 3%, Jf
H NE-1 7] L4547 IRE X383 5% GLUT4 (%
SE A 29,

MEF2 25412055 s M ARG B 25 1) GLUT4
(R 23k 3 GLUT4 B 0567 15 1T-473/-464 11
— B RS MEF2 45 & 3 ((CTAAAAATAG-), &
GLUT4 2 2VFF Sk 3A (1 00 B4R 78 20 4 AFBY. 0o
FF#sNLh ik MEF2 AT A, C, D,
MEF2A-MEF2D 5§ k45 &4 GLUT4 38T

2.1.2
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DR g i FE AR AN AL R B SRR B TR MEF2A
M58/, MEF2A-MEF2D 53 %A L GLUT4
JAE T IS AR Es Y. RN, MEF2 RERI A AL Yl
BT P BOE 2 AR ILWOE N (PGC-10)« ILAH JfFE 5
GLUT4 34 5% [A ¥~ (muscle-specific GLUT4 enhancer
factor, GEF).bHLH ZJ% K MyoD /& KLF15 i 4.
VER L REE GLUT4 fy % 56127330 2 5l AMPK
s 1 I e F GEF B4k, JLIEGE N+ PGC-1a3k
%% MEF2 IR ERLA T GLUT4 /K 733351,
7T, A HIE UL IS S e A GLUT4 3¢ 11
Y1 11 % 2 AL B (HDAC4 #1 HDACS) i %P7,
AMPK Ht— 52k HDAC A H 25 3% I g [ Ho0t
GLUT4 [ 5 3m 108,

22 GLUT4 EERGET

221 REFEESERAT GLUT4 LA Ry

GLUT4 I S A 10 3 280 B W S0 — > g [
JoE 5 2 R L R, DR SRR B A S A% 4 oy
#B 2 GLUT4 b i () = 290 1 N . e B & e ik
GLUT4 kA5, [R]IE BEFIH] GLUTS ) i 1%
%[3%42]_

JoE B 25 4 A RO I B 2 AR (IR), AN 3552
IR A (IRS)BS 2 IR B IR 1L, AR5 30 S iih AL i 1R
ULIEEE 3 BE(PI3K), 724258 A5l — W iR UL (PIP3),
PIP3 i o 3 R L BE AR 880 (1) Wl PDK 1 K&
Rictor/mTOR 3 £ 1 B(PKB/AKT)AIE #it 84
14 C(atypical PKC)™. AKT ML 1E IR & £ 5 S
(1) GLUT4 b # v R4 H A . R alius Y
(constitutively active, CA)AKT BE{EHF GLUT4 JFE#%
7, TP X K 35 (kinase dead, KD)@k & 1 61 AH
(dominant-negative, DN)[1] AKT 5845 14 JU 2 i il iX —
RS S AKT [EYH A4 160 KDa [
TBCID4(X 4 AS160), ‘&4 B GTP NS &
(GAP)IE MR TBC X, ffi—RA/Nr+ G HEA
Rab(4, 8a, 10, 11, 13, 144k -5 GDP &5 & 58 € K3
RSV ATK BERERR (L AS160 M A 1 253%, Rab
AN Y RA N T (GERWEH N B GTP
gitr it e, S5 RN R IZ, W1 Rab8a 5
WLEREL 1 V(IMyo V) AR FLAE 568 F GLUT4 323
NS R (122 BRE B DI G, BERIX Rl B4
P2 PRSI 5 265 kI GLUT4 FsES 78 PI3K R,
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Rho-GTP B Z 5 — f1 Racl #HGE, AT N2
IENE [ EAH S 5T GLUT4 B A9

Ji 5 b BE WO — 457 T PIBK Il R, B8
5 c-Cbl JsUe 56 [N s = IR IR 1L, c-Cbl ST
(adaptor protein, CAP)JEH Cbl-CAP & &) T4 2|
JEE RS DX 8, 2 k4 S5 B 1 CrkIT AT C3G,
R BT G B A TCL0 P75 GLUT4 Lk %051 {5
S A PP SE K T 5 GLUT4 BT %,
L H A HIE 75 ER AN AT

222 REBFESERANTETY GLUT4 L&

N1

JiR 5 200 B A ORI R IS — RANH 7 & 5
e R AR 2, T Y RN A7 AR TE HIR B F fRE
P, A SO R 0 B A S SRR K.

FE M I 2l R, IRS (1 & R TR I Bl IR W1k
FEBHAE SAL LB R, 1M IRS (K HAl LA 2 IRk I
A7 B BERL BERR AL I 2 5 65 Sl (1 R 3. IRS B
265, 302, 325 FH 358 {7 22 28 IR I 5 1R 14 B BHL 1 1ok 1% iy
ot HG P R R 1 L IR A A Y. HiAx 302, 307,
312, 318, 408, 570, 612 S5 22 23 R [ IR 1 70 8 428 fik
By 23 B PY dn oy 5 RN B4 (ER  stress) BAOTE
IRE1o—JNK, INK HE R IRS-1 1) 307 A7 22 5% &
B I 7 S5 IRS-1 1% 2 P Tl 1 e i 2> % ke I 2 8t vty
Msg[ss, 56J.

E AR B 1B(PTP1B)AE 2 i fR 1L IR F
IRS, T JBe i 25 30 % A e 5% 22 FIY GLUT4 |,
E S S U B BT, TR 2 OB IR
—ANVRIT BT

55 A A PIP3 70 2 I 22 W0 PI3K I i & #7
SLEH, 1 PIP3 W R 2 {40 /K i PIP3 471715 PI3K
TSR0, XREER: 7T 10 S3ak Lm
[) 5 M BRI 5K ) 2% (I (PTEN), 7 SH2 45 #3811
11 704 YL 5% 2 T (SHIIP2) A i B LRI ' s 5 1 L e e
TR [ (SKIP). PTEN 7EJIg i 41 23 /& GLUT4 L i i) 4t
WA, ORIk S 40E] GLUT4 L BRI # Z5 b Ay
W SO0 Ty R e 2 e i 0 2% AR B A A
AP O LA S SKIP 35 [ 9 £ 18
I GLUT4 230 1) B, 3568 SKIP 751 #& LA A2 Ji
AR ORI i SHIP2 f4E R k2
S 25 Sk i R

WIS, 2/ IRWEIRES PP2A ] DL L i
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121k PI3K i 8% AKT FI PKC, &5 45 it i 2518
B

223 EFHRME S E A GLUT4 B IESY

T2 B El UL PR WA 4 ) S e 8 i UL D R
F OB K B N ROROR B 1R A 2 R PRI
AMATRPBEAC PR B 04000 ) I A HR I A, 2R R
AN AR R I 25 R RS2 B, L DL
245 SR 540 R T 0 R R IE LT, S s L R WL A
AR AN R I 5 B B 25 U (R iE GLUT4 | JiE,
T CAASR S 5 25 L 1 GLUTS 54

JUL A 46 2 5 | I P 465 R, 6 S I T
iy [T THFE ATP fLREMF MUy AMP/ATP L4 Tt .
0PN “RE RN 28”7 AMP B0E I 5 1105 (AMPK)
eI, AMP/ATP LU 51188 Jin 5 e 28 s %), i L
£ 5 AMPK ) fg 1 2k 45 5 SUL AR A 310
GLUT4 o/, H AMPK #4571 AICAR BEAE3E 7
B L GLUT4 #3281, (H L % Ff AMPK 3 fig 3545 A1k
RAE/DN R SERR 85 R A e E, JFH AMPK 54
B Wi MG, 75 AMPK 8 #5 4 B i R 1)
YEFIAR SR, B2 (BT R BL, AMPK 351 5
GLUT4 FJEEAE LUAR 5 BE A e 4 32 I UL 4 b A
S, T AE LA I R o fiA £k e 10 8 JULZT 4 o A DG
BN, XN AMPK 0] BEZEAN [ ILEF 4 bl i AR [A]
g R FE D RElY. A SCiR BT, AMPK A S
W42 AS160 WAL I L J3E, Uil AS160
A% 5 AMPK %} GLUT4 [JEifiH 4. AMPK 155
TH % T 25 DS 1R 4 2 T Afi AMPK 7 GLUT4 ikt 4
P AR T RE.

35 THT UL VA SO 4 B N S B T s i AL —
LG A8 (0% 1) i g 1475 34 2 1 (calmodulin), 56 ] X 48
HALE GLUTA R R — e B, 8581 a1
CaMKK ()35, CaMKK & AMPK [#]—/>_F i ik,
E ] REEIEAL AMPK 25 GLUT4 64217 LA
Wi R CaMIKIT [R5 Pt 25 T g, T 4002 57 Ak 2
LA S R GLUT4  EB/KSERR 4 R e, X
i) CaMKII 1% 545 85 7%} GLUT4 #5074, [5] i),
12 834 BE BT A 22 79 2K M (neuregulins) 21K, izt
WHEART EEEARKK T, o LOE e 5 o
JULAE A 1) GLUT4 _E IR A A i i),
R A 11 i R B 1 Rl 5 | AR A 22 R YT B

BT, SR G P2 U 15 B 11 52 1K (ErbB4) I 28 IR W [X
BRI IO 2 GLUT4 (sl s sh el 8k WLtk
i B A A 5 00 B T R R — DRI T T
K HORIE IR A GLUTA AR A (K4 .

2.3 GLUT4 fapy X Byt iy iy

GLUT4 b i 5 168 I Roa W g 368 o i) AN DR C A
B W2 VST 8 o i B 6 A S AR A IR 5 AR, SR B
GLUT4 R 5k 7 RIAM EREAN, GLUT4 Py IX 3%
PR AR AR b 5 LR T R AT ST T8 b e gl e g %
R A0 B AR LE, SO g e ) GLUT4 ) (] 2R
X (middle loop)Fl C A ¥ 58 57 T Pr b n, i i g
5 25T BEAI GLUT4 i py B &5 40 e 5 5 A 25 1
(AR ELAE T R AR AR A5 SemRaiiE, A 3-i e H
T i S (GAPDH) & 1t 9> S 7EAS 52 GLUT4
JIE 43 A BRI 00T 93D MR I 2R I B R, X R
GLUT4 PyJEYE 424t T2k R0 LHRikm -
JEC RV AR LG, % GLUT4 i P 3% 1 10 R 5 45 50T 9%
AR AR B By, 75 BT 2 S B SR IR
ECNNE RIS EREINES

3 IR GLUT4 Thaery/har 1 it sit e

B 45 GLUT4 DhREMIBF TR N, R 11
INGY TR W AR S T 3 GLUT4 (358 2 4 Py WA
VIO B B B KT 2 OB R S A (R R AR . X
YN rf LAy M BLR 3 2% GLUT4 Rk B S H. -
JEEAE BE I GLUT4 Kk f E X sh A7), T
GLUT4 g N DX BG4 M 0F 98 M E R dn B B, W
GLUT4 Hd P9 35 PRI /N 93 MO AR WLARIE, 1% i 42
GLUT4 143 18 6 A1 /N 43 FHF 50 1058 7 Tl

3.1 GLUT4 Fikifi S5

GLUT4 ik iy 5 AL i 5 A% 52 AR sl AR %2
PRSI S DT B PR IE IN GLUTA4 (R SR AN SR IE 2
NI EHERRC. WATTiE, LXR, PPAR, TR, FXR
SRS AR GLUT4 Sk im v, e H%s 5 ke
RREME I 52 GLUT4 [ 35 K 5% Wi Bl W s o 7 (]
1).

LXRo %) 7#]-T0901317(N-(2,2,2-trifluoroet-
hyl)- N-[4-[2,2,2-trifluoro-1-hydroxy-1-(trifluoromethyl)
ethyl]phenyl]benzenesulfonamide), 22 -2 3 [H {5
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R MRS E 4 DhREM I S

M i S AR 25T R AR N

220051 5% Fp RENH S

{5 1 PAM-1616

B 1 GLUT4 Xi&%ES7H

I ((22R)-hydroxycholesterol) i] LYk & Jik &) 2 i PUIR
AR M40 A AR Y. LX RS B 3 7
GW3965 HEfEiE LXRa/RXRo IR - BAKR I 454
GLUT4 Jizh 7 Eff LXR WM G (LXRE) J3 3
GLUT4 %6k, B GLUT4 133k K K g 15 4
I ) WM #E&%@k@iﬁ%ﬁ@ﬂlﬂﬂﬂéd\ﬁﬁﬁﬁiﬂﬂﬂt
Bl 82 AT R IE, GW3965 i g i i 35 420
B A1 300 4 R e e A I T

B4R PPARY/RXR i ik 454 GLUT4
JA 81 1-66/+163 XA GLUT4 %k, Hit
PPARY 1 25 S I8 2)) 771 e o~ 1] 248 (L 2 4% %1 Wi, DT
% B 45 BE AT i 45 4 PPAR yIic A4 45 438 e 2 B L3
T R/ 830 ) DAL 7 16 AR B AR B R 928 PPAR y 4
GLUT4 J&3 87 i4miI/E -, ¥ GLUT4 &5k, &
I e I 1 R I R R (R R B 3 3 GLUT4
R84 e s A I B,
BB IR A FE 0, R Ok L A e e A 5 A 1
e 5ePE PPAR yIMB) AT 52 GvE. — R IEBEMELE 2K 4L
G PAM-1616 LI IR 3 £8 1% 1 77 556 43 3
PPARy, {2 [ GLUT4 K45 il IE B /0N B it 5 ) 1)
I, 15 % AU L VR NS I PPARY 2 g
(12 2 VERN 2 FEPE, 584238 PPARYIIAL G W) 43717k
JH- g PEFIAR G 107 20 3 o A S B L, i e AR
Ui DR JB 1 PR 8 90 s 7] T e 4 3 e X e 1A P
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CF4

5

Gw3965

RN

0

)“\‘/\O O /ﬁ"\,COOH
\\ S

CH{ H
H I i H
o” H e

CDCA

FXR WIEBEN 7] CDCA 34 hn T A0 i 11 40 i & vp
GLUT4 % 3%, & R PE ) 4 0 110 5 5 1E % /0 Bl b
GLUT4 [y 73081,

3.2 GLUT4 {35

3.2 JREBFEBEG

ol Iy 2R 1 ) it A R M Ay 3R ) I 3 K B
SR A B A 2R P SO A D B I 2R
SH GLUT4 LK 1), —MmrEmii i &9
(4-{4-[2-(5-methyl-2-phenyl-4-oxazolyl)ethoxy]benzyl
}-3,5-isoxazolidinedione, JTT-501)i i £r 5 g 1% ZHE
PR B IRS-1 A PI3K (18 H /K P FBE R AL K1 2
F ORISR L0, PEERLSY 3, 4- IR N R
1477 4= ) (naphthalenemethyl ester of 3,4-dihydroxy-
hydrocinnamic acid, DHH105,)1H i 3 fin £ 4 IR-IRS-
PI3K-AKT Gl % 1) 35 14 B AW Ja< Jod A1 I JRF /)~ Bl F) I
BECT A4 S1S511 3R BB ILEF 4 o i 1 32
S GLUT4 L S W ie, i o 2 JULET 4 v A7 52,
BE— Ui W] GLUTA4 {5 Py Rl ULET 4 n] e A7 A [ e
W7 B Jr i, S15511 X 28 i 1 2250 i o
PI3K, AKT il AS160 (¥ 3l P ¥ A1 5w, R WAk
G W) NI e A O 4 M B A 1R LA A MR R
10 GLUT4 L BEES. 2500 208 L2 7%
PE/ANIR 1 3BTl 2 SETEMF RESG N IR P 2 IR VAUl X 3
WAk PI3K % Pk S AN MM F 1Y) GLUT4 AP iy
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F1 GLUT4 FJE{eiks)

el Rt/ EX S ) A FH 0 57 B3 1% STk
o]
JTT-501 Q_QNI\/ ’ i IRS [86]
B (o] CH, PI3K
o)
S
o IR-IRS-
DHH105 N @/\)k O RIS .
3B A PR RE PE:K (891
g
Al AT AMPK [90]
LWHE AMPK [91]
dysidine PTPase [94]
i~ 1R PI3K [95]
SR W P:g; [96]
el
IRS-1
JIot 2 5 I I})ngkz [99]
Ca2+
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DESE: MATREROSE A 4 DhRE 6

T S A 25 B R R Y

g2EE
2593 B S 4k A F S 25 B0 it Sk
o] H, cr
. \3_CHs AMPK
PRI NHZ)J\O/\“‘-/EI\ Ca** (1001
CH;
OH O
B O‘ Ca [101]
=
- OH O OH
1355 B z
-~
WK T Py Tl 0”0 © AMPK [102]
0 \
© 0
AMPK [104]

/

n B o
R TH G \ 3
5 3

i (thujone) A1 22 B Ji 43 22 3% 2 (curcumin) il i {2 1
AMPK TR AR 384T0 e I 2R AU SRS i) GLUTA4 (1 Ji
A ACTE TN G PR UL, KR
dysidine T LA e 0 1) e e PR Tl 12 G 11 e A B 3%
M, IR ZE AT GLUT4 B £ 294,

322 JREZFBERG

Jo Iy 2R AR TR T e T R I 2R T i
R O N T 15 3 A RCIRAS NI GLUTS 587 70 A1
(F 1). ¥R (thioctic acid)n] Lg% PI3K J# A4k
B 5 2B 40 . GLUT4 b s it B>, 3 W AT A 4
Ze 15 1T (sennidin A) I i B R 1k PI3K-AKT 1 E
IR-IRS B %155 GLUT4 L0 128 B2 p 45 12
(pachymic acid)iliid #i% AMPK 1 PI3K th 8 H 2%
LU 15 206 GLUT4 JEEEA7 i T4 P, 44kl
FI7E P e T8 i O TR-TRS-AKT 3 4% o4 35 4 R I A2 7
{1 1t B 7K PP, &% I i (degydroepiandrosterone)
PO IRS-1/IRS-2 A1 PI3K, 14 i p 455 85 1 v Ji il
PKC-BiF 1k, HI%iH S GLUT4 L5, M el 5504 &
N HIBEA I,

323 fERTHAMESE KK GLUT4 bR 37

AT — /Ny T B B AN A0 T I B 3R T B R
GLUT4 (P54, AR R 2 28 sk 330 At (1 |
JiE B s SR (R 1), ZWERHRE A2 A4 IS 7
B (carbachol) it 5 GLUT4 JREENT, iz 5h0E Wy
AN G S AMPK RIS 12 5 T xS o, 4
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i (shikonin) il ik £ 25— AH JC (1)l % 1 1% GLUT4 |
s R W A, AR AT PR K L P o ST DO ek
i AMPK (1708 R B 20 WK 193 FE Bk (osthole) 11 5
FUF 235 71 It (arctigenin) 5 7 H #% UL 41 e GLUT4
OB, S AR ZR AL /N B A S R e 02104,
AMPK. PGC-lo}, PPARSS: 1A I F S BEL AL 15 5
1R BN, A 1518 B A5 P ATE 50 BROR R 22, s LA
Wi PR 5 12 S AU A i) LA T GLUT4 A&
BB, 3 T DA oS 2 b Ak D BE RN T ARG, REEE A
BRI AR T 5

3.3 GLUT4 EEM BB Eh 7

GLUT4 &1k F1 b 5 X003l 71 2 B W] 1) 75
GLUT4 F£iEJHEit GLUT4 LR/~ F(E 2). Bk
PPARYV 85 8 [FI 15 GLUT4 R IA R4y A 4,
AT — 28/ T IR AN AL R I GLUT4 Rk Fl
SN R, BRI T BRK1/2 BFR1L
M35 MEF2 5 GLUT4 J33) 71454, 7] LU
I GLUTA4 [z 1% 55 35 (oleanolic acid)fT
74 NPLC441 J& PTPIB 3% £ 40 751 ) i oS A
LXR:RXR F¢ 6 — AR Eah#, vl LLIL R iy
GLUT4 [ 35 Al bl KR 77 ) 25 7 35 %
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Abstract: Glucose transporter 4 (GLUT4) as a mediator for glucose up-take in skeletal muscle and adipose tissue
plays important roles in whole-body glucose metabolism. Impaired glucose disposal is always observed in metabolic
disease (such as obesity and type 2 diabetes), and glucose homeostasis can be impacted by alteration of GLUT4
function. Here, we summarize the function, tissue distribution and regulation pathway of GLUT4, and highlight the
chemicals in restoring glucose homeostasis via modulating GLUT4 function. Finally, we also discuss the possible
research focus of GLUT4 in the future and the association of GLUT4 with other diseases.
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