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ot b Bz = S e W e 38 AR B AR B
oFE Mg RARE
(PO RSB R A e, bR 400715)

B &R TE R T Sl Na HOm I & BE AL IS 8k 1 (SGLTD) M 54k Hii &
WEFZ 3R 2 (GLUT2) SE8l. V22 500 7y 1 i 4 9 IR UL 2 e 1 18 3R T a4 SGL T
M GLUT2 #:3%7KF mRNA £ 5E M K 8 /K-PRSEI A o 38 ik o 4] 460 W8 2 32 Ak 45 44 R T
REAIAIT T, AN NSRAEEAE ARE PR3 S8 AH S m B B AE 25 WO HE 5, IERE IR Sh e o7
VoSSR S S o AR T I b e T B B S B M SGLT1 M GLUT2 B Dfe Al
S AR I8 b R R 2R 15 18 732 THI5 73 T 46 W 1 i T P W A LR A 7A) 3 2 1
R .
RERI]: AN FisaUe; WHiE BB Na HOSIER SRS 8RR 10 S B RIS A
& 2; HL
HFE 955 S852.2;Q786 SCRRFRIRES: A LET:

RETE i T8 RS AR SR R IS B LIS IS i, AT ORI = RS R e A R
W, 43 N Na (i 1t 8 & fE 4 12 8k (sodium-dependent glucose transporters, SGLTs). %)
b8 & B E 84k (facilitated glucose transporters, GLUTSs) LA K f i 76 W A 4 i o % 58
R ILHIBE SN HERE 32 5 (sugars will eventually be exported transporters, SWEETs)[2), SGLTs %
PR RIS OB T NaWREERR L, SHE0E. LAMEE LI FmiEE, Bt K 6 A
A, b i b 24T SGLT1 A3 &1 WE A FUNE I 25 15902 . GLUTs J& T £ XX
J%& (major facilitator superfamily, MFS), Jj&—K&HE) 500 MEERME A, SR 14
A~ GLUTs & A, MR35 EIERR 5 5 EIE 7 A 3 MR, 251 28 (classl) fL4% GLIT1~4
14 5523 (class2) GHE GLUTS. 7. 9 F1 11; 55 3 2K (class3) f4f GLUT6. 8. 10,
12 A1 13(HMIT) o e GLUTS 32 ZEAEAE T/ i b B A TR, Sk 30 SRm (085 i e 32 , GLUT2

FERE AN LA AT 0 SRPEAI L FUNESS s . X SWEETs HUBIF 7t 1 SR th AE AN iR AN AE )
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A R FLEN N T SWEETs $I8# A (A 45 M A Th REAIE Fu /D, JL T 8 2 AL I8 s p
g /.

TR AR A T AN K BRI, 8 E M A T AR SO R P S o B M
i bR e IS R KT SGLTL, HAERERS, Wl &Mk SR @, SGLT1 ik ik
FIZHE, EFHZAEIIM GLUT2 2R 1] Py SE4E 5 id b i i TiE 2 55 A A i . i
Wt FiR ], GLUT2 524 2 T i 17 R Mg T d B Cp 1T (PKCBID . MLk I
— g AL ) S 2 RS BB R A o A PR R A I SGLTT A1 GLUT2 (R SIE g 1E
NG S IR B R BT T AR ) R e A — AN IR P IR, B — A%
1o FEE TR S R AR 2 5 T A AL O PR 3R S A S R e 1 A T B R e KT
mRNA FaE A& K FRIEERT . A SCK M SGLT1 I GLUT2 HI45H . Thg Fszm L
FIB I R FRK T UAN I T 508 H A W AE 1 18 Bty s bL o
1 il bR B i H Ak
1.1 SGLTI

SGLT1, tHFRHy Na'-Hi &Mz 8k | 5 Na' /B AR EE 8k 1, A2 SLCSA1 5
K%wfd, J&T APC (amino acid polyamine) KM, FEA RIVFhE EVEEE . 45409 1,
SGLT1 &4 14 NMEMIZ)E (transmembrane helices, TMs), &4 1 4> APC #F IR 045
#
8T SGLT1 (S E Ly, TEME A VF 2 ARk, XS U RIS b 55 7 0 o
THEED, XML Z SGLT1 #izThRe i 2kat, SGLT1 ¥z i e 1 Z AR T 4h i T

B, TM2~6 1 TM7~11 ZHH% 1 XF<5+57 2 [ EE 741, iXte T™M H L[

JRI R Coutward-facing structure) APy [ FF A4 Y (inward-facing structure) 2 Fi4 B 454k,
W 2 PR ARSI Nat 58 AR B0, SGLT1 1EBSESI N B F i £ 3%
1%, WTER B AR RGRIAT . SLGT1 12/ IR K KPR IO 2 >+ — e >, 78
KW £ B SLGT1 335 . SGLT1 1 = % i W) i %7 A1 = 30 0% [k K% £(Km) =~ 0.5
mmol/L], A Na*: #j &) H 4 2:1 A1 Na®: FUHA 1:1 (04022 1k & b S2 ol 5] 1395 i 4% 12 . SGLT1
LIS 1) BARE L AR ML HE R T G5 T2, Db Bk L 1~6 MR IR 2 F# K 5 SGLTI
FRMEAN S 5~200 £5 LA b, BEIR B LE R B4l 5 AR5 2 B35 B MIK 5 SGLTI IsEA g,
W& HE AN L FURESL, SGLT1 i B8 B-Bi/K VERE T R, WK JE-B-D-H & . 734k,
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SGLT1 i& o B s AR s i ok o 1, TR IR, BEEAE
4.5x1010~2.7x10"3 cm¥/s Z [8], LACGEIEM 1~3 MRS, HET SGLTI fEHiE b &
RiE, SGLTI Al REAF /KA i (1 3 B OR R MRS H & T35/, 72 SGLT1 i fH
SEFVEAER, SR T SGLT1 DhRemt Fo 0 — B0 JRIv R T FIVE T o
1.2 GLUT2

GLUT2, tFRA G HpERIE 8 T 2 5L Na AR Rl s 8 2, A SLC242
RS, J& T EE G (MFS) 5% &5t b, GLUT2 &4 12 M5B alZ g, N i TM1~6
A C 3t TM7~12 HAHL R 1 A R 7] 8 52 45 ——MFS 478, GLUT2 Wi It A O ZU S BRI ik LA
TS E ) TA S, W R SR T B R P, GLUT2 KI5 Bk H /N
M JHE cDNA FEo &) Z AR N A 20, OHFHIE. M. BIE. RS pAE,
AN I AEAE T AN A0 . TR o A P A i = 4, T HL D e #5510 GLUT2 fE i7i&E 1)
T Re SR A T b i 200 JES N 67 B LR A o B, AR S AT RS S T, R
SEEE BT 2 5 40 T R RS o L2 AH B A R T R T Ak, e 0l 0 48 1) W 5 A 0 ARAR
(Km~17 mmol/L), & HELLEFANE (Km~92 mmol/L). H#EW (Km~~125 mmol/L). HHk
A (Km~=76 mmol/L), {H 2%} % ¥z 145 5 A7) (Km==0.8 mol/L) Bl Corpe %51
i, GLUT2 iBReRIz4Ed R C AHANSEARETIA MR (Km~2.33 mmol/L). 4
FAih 2 b FIR K % 2& GLUT2 [ dI7] .
2 B IS AR D Re S A T AL
2.1 SGLTI

PR FURECE Nl b KSR SGLT1 #8Mlit, SGLT1 @it 44t i Nat ik
FEST AL B IR BN R 70 75 Na 3Lheis, 40 A Ak fe Ak 2 B FE AN A0 A 32 32 TR 1
i 3 2@ Na K-ATP B FRAERFI2, 95, A IR g S AL hr T 1
HRAEE TMs (TM2~6 Al TM7~11) IS5 s, FEBENE W1 R L O AL
FEILJHELIEA 2 DAFSEA JJH Nat85 & 07 1, X 28 TMs R EA IR 2 OR 57 1) s R IRk 5
EANTRZ BRI T REIERR, WIS RIS S S BRIk as G, iR iRa
P 5 M MR A A A HE B, X U TR ke i R AR o 3 B50™ B 0 70 260 AN - LB RO s SR
SR R K PR I IR AL T TMs BB A A1 99 i T2 B AT ES) 1717, R BB 23 60 L7
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96

OO, TERL “=BRR” 458, ERigidfid, SGLT1 B4 Mok m T AL, Nat WAl
BEN SGLT1 I 545 &AL &, (2t T™s IRIVE R HES, BRERRWEs &0, K54
B> T HIZRAN Sy, A &R 145G Ja HE— 0 51k T™Ms EHHMERAMI T3 b1 Bz, TMs 44
PP Fr Bkl RO AR B, R T 5T R TR B ) DT TSR 2 1) 240 B AR TSR 23 1A N
BeJi, SGLT1 [MF|RZ TR, BT #F A R S AL, S8R — Mg i el

BEE G, A T HERR MUK FE AR , T A8 2 WA I RE A% 20 B P Vs (i b Ik B 3R 7016,
HepimE ik (GIP) FBEFEMAEREZ AR 1 (GLP-1) MI{EH & #E. GIP 5 GLP-1 {Ef7iE k&
RS SGLT1 55 GLUT? [ ZhfE % DA ¢ - Roder Z51HRIE , SGLT1 i/ B GIP F1 GLP-1
IRFEY PR T3 6 A 10 £ . HERJE, Mot & bk BT 55 GLUT2 SHEE ST 5
SGLT1 Jt[AZ S ALY, — 7T, SGLTI StHSES &R/ TR Nat, {807 L 4000 242
e, REIIHE Ca? lI&FTIT, Ca* Wil JH5I K40 A Ca?t WES R, H¥ GLP-1 g
Mt AE R (I 105 53— 7 1HT, 360 &0 BE HE 40 J5 A 2E (1) ATP i ATP U K il
EOCH], RN SN2, BN GLP-1 R4, Wi 24k TIR2+TIR3 REW 55 iy i 1 4
P BRI A &, Pk T RGN, W TG 981525 GIP M GLP-1 KRS,
HSE b, R 2 AR R R WA ) B R R B R (CCKO B Ik (PY'Y) A1k ey LB
FEZ IR 2(GLP-2) LA B o 28 [ s 22 5575 fi P4 0 VA 4 D F) 2 b AR T _E s L sl 17, e,
SGLT1 Al GLUT2 FIZhREAMUEAE A HME A 18 3R, 38 RE AT D 7 i 67 A AR P2 A A0 ) A S
R, BRI R, 4R IER MR, SGLT1 R a1 2 ilia T — Ak

0 = o |
O ﬁﬁr: IQAQJ 1 O Gilucosy
Tﬁ{ﬂﬂﬁﬁ @) 0O 2 Na' ®) —
Y /\J{[l GLUT-2 \
| Lavpe Cae

© O O

/ channel
\ ] N, channel
__________ ' Na K -pump
-/
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PRI AL 53 o

Enterocyte: i8I 7 Aiifl; L-cell:L-4HHI; [Glu]: %% R B ; Glucose: i % §%5F s L-type Ca-channel:L-
RHICa*iBIh; Nay-channel: FEJEURPESNIEIE voltage-sensitive Na channel; Na*/K*-pump: Na*/K*-%%; CICR:
% MR Ca-induced Carelease; GLP-1: [l LBEFE £ iK1 glucagon-like peptide-1; Karp-ifi&: ATP
fRURPE A I ATP-sensitive K channels; Ay: Hi3%42 electric potential difference; Kir6,2F1SUR 1K arp-itl
2T Kir6,2 and SURI were subunits for ATP-sensitive K channels.

K1 SGLTIMIGLUT27E/IE b Thag
Fig.1 The functions of SGLT1 and GLUT? in intestinal epithelia'*

2.2 GLUT2

K 18 D- A B 32 AR XylE 5 N GLUTSH #520%~29% [ [R5 7 51, XylE4h i1
MFS i SR IR R WT 7T . GLUT2H$2is L S XylERI AR IS HLHIA AL, s fe
AR HNE FUEE — MR FEE AR IO, RSO R R RS SRS

X LG IR IR IR FE AT — AN R A SUR AR 2 58 IR AR B 6 1, 2 JRGLUT2 K AEM R
B, I G R AR R 4h L i S0 B R AR S AN, AT 5 RO RV s, 3K
— R RECRAI T TMs I EET HES . A2 B AL S M TMs I A S BT ORI BT 22081, AH EE

SGLT LX) % %7 Wi ¥ F- 3hig %, GLUT2il3d ANFERE I 7 2R FEAH FE 6 38 51 4 0

TEH B FER O & SR T, DCHGLUT2 RAE N TE bR A FE M i ik, F M b
B 20 e BB R N MLV A SR 8. GLUT2J2 15 fie 53 4 31 il b B T i 2 5 740 26 A0 R
BRI — ELE AT 17 HAR 22 A MG 11 18 IR AE TN A I B GLUT2,  8RGLUT2%
FEARMG, X nIAE A F B 2 5 . TIGLUT2 A8 18 ik 4 Fh i ik 2 591 76 2L 45 46 1) C g - N
DX I3 DL 200 i P9 A PR 2 A 0 2, (B T 5 Clim i 448 S22 2 234 252 J7 VR AN RE ARG I 21 Tt JE
GLUT2), BEfrJa, i s 3 2 B FE ) ORI T v RES 15 3 GLUT 2% I iR\ 3l L 2 48 10
f5E, BT GLUT2A e ia B 3 RS By N RE i, RE W% B[R] SGLT LI bR 36 461 B PR AL 1200
GLUT2 534 2 B B A BB AR B S, — 7 1, I M 1 v YA 52 2 W 72 o T 2 % 10
W, S3—J7TH, WHIE R A EAS Sk Ul, GLUT2X %) % 8% 1 Na  HE OB M 4 sh e A o
25 T A0 MO T R T SGLT 14638 i R I 1 AiBIE 1 dH .
3 RO A R s AR IR R
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3.1 JEYIKF

YRTERE TS, s E BRI ER, BER)E, ST BROK SR &
ORI, 5 s R R S TR . ARECIEETRT, SGLTI1 M GLUT2 fEJiii I
90 I T P 2 0Kt S 25 T, DU SR 0 4 R R e i i T R B 2> 12 SGLT1 AN
GLUT2 FRIE RPN O . M &1 5 i b R vk 58 52 & TIR2+T1R3 454, @idigik
B G B (oS 2 BN FIFE 5%, — i, Boswiials Cp2 (PLCR2) miEH
WlE A (PKA), PLCPR2 F2A4ESE —EMHM =0, &5+ 1 Ca> L FHEL PKCBIT, &
AEH) PKCB 1T & GLUT2 53 4E 2 TH L 2 ) S B 1221, PKCP T 35 Bl 1 A Bl AN 2 2R AL P A ik
I J 0 A WA P, R GLUTT2. H 200 i PAY i % YU 3 i e 1 ik o 8 N 281 i 1L B 4 P T
JBER3 Sy —J5 M, TIR2+TIR3 Wi, SUEMREE F5% NilEfE 587 @i, 350 GLP-2 B,
GLP-2 Jld 1 F Tl b 22 70 14 52 A e LW 3R IR 2 52 448(GLP-2R), il 15 545 S 3/
bR R, A S ORI A R, AR R TR L R AR G R PRI A, A
WA B IR T (cAMP) 7K F-JHE124, cAMP ifiid RNA 2548 1 HuR 55 mRNA JE4fid X 37
B &R IO (URE) TR cAMP #RBE R & 401H 7 mRNA 3], #)10 SGLT1 mRNA #3
sEME, R SGLT1 25 [ 10 FIA RS, HLAE i it 41 8 (B A% SGLT1 (1 & R A it R 1% o
WAL, SvE kR ARl SGLT1 44 1 H3K4 (15 H AL A H3/H4 )5 LML 75 %
KIS SGLT1 kP20, [ 4ii i & i) SGLT1 & [ 25 2/3 f7E T BN Y SGLTI it
SGLT1 Hififf £ Jth 308 5 Jf ek 3 A2 ik N 3810 4 e P 3 2 D i 6 0 D WRWSCHR 4 ) — b il 1 7K P
Tigtt. BTMTEEBL, SRS E A RST (HAJE RSCLAT1 D) 1 N ik
AV 2B AL 5, ASF R I BEIR A LA L 5 AR 2 Ak 46 6 5 A [F) e iz 25 3 DU 77 50
BB O, ML IR R A R, B AR R 0] RS1 5 H I8 R B A
AR AR RN (ODCL) 454, 38 RS1 X SGLT1 %Eifl AR & 2Rl SGLT1 |
YA L RIBRAS AR, RN B SGLT1 HH HIFRIEET,
32 WEKF

TS P Rl S 1 R O A L, e S O R T () A B A LR R 1
WRSCR A 45 MR BE 1P« SGLT i 8h T A 2 st R P45 ootk HhiemtE a1

(specificity protein, SP-1). 4% K ¥ (hepatocyte nuclear factor, HNF-1). 1% 5%
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175

176

177

F—«B (nuclear factor-kappa B, NF-kB) 54 /75 cAMP N2 o i /& B 2 (1) SGLT1 33
TReAIRE2), REEKE T (EGE) i AA TR R, REW I IE FR M se, PRI
RAE L. EGF il 5 H 26K A K 7524k (EGFR) 454, #iH EGFR A LR ERE K
WY, SR NS S i8R, 1 cAMP AN 45 A A (CBEP) BEfR{LIF15 SGLTI
MEshF4i6, WM SGLT1 5%, CBEP G RETEL4ERF SGLT1 ARl bl SR E FH B,
Lane S5EBUZEM) AL/ BRERAL B sPids e e 2B K R (IGFY 1. 11, RIIGF T, 114
FEIT 2 B SGLT1 A1 GLUT2 mRNA (#3315 & . IGF % SGLTI {15 5 EGF £zl
L, IGF 5B BRI S AR I 5 A AR KR 7 T 524k (JGF- T R) Z54G J5 15 SGLT1 3 [ 1)
FTIEPA, AR FE A KB FER W FE 2 1la (GHS-R1a) LULBEARES C(PLC)FIE (1
C(PKC)i& 22 SGLT1 Fl GLUT2 Btk FB3). Jigg TEAFAE ARG M AL 10 o) 0 B 3 - L 2 o
R ARG, Casselbrant FFCPVE 5B 20 kL, M SRR (Angll) 2 BB IR &
T SGLT1 A1~5 102 i 5 MEC 8 267 B (0B, Ang T 1 2R 2 A s UL RSt £ FH o i o R 49
YRR T R 5T SGLTT % 35 UL R A 35l B R SR8 75 ik — B e . disi b, IR
Z 5PRR B S HIEER (B R sl R A IR IR 2D #l i f2mg SGLT1 1%
SRR 1Y i T A8 R 353,
33 RIE

JV 38 9 E e EE M GIE R, 2 HE (LPS) %S I P 28 E BN I e AR 2 o
NF-kB Fl 22 245 35L& (10 (MAPK) CELHE 3 AMEJE: p38. ERK Al INK) &2 5] K T ilf
PKC Hl PKA {5 5i& 1255 — RIVGIR N, (et e RE T A4 2-1p (IL-1p). H4HL/
71-6 (IL-6) MR RFER T--a (TNF-0) DAL HARAN i — S A &K P 24E 87, Horfr, LPS. TNF-a
AN TL- 1B 2 00 1) 1 2 W R~ L ARl XA 15 F 2 J2 PKC. PKA. MAPK Al NF-kB

AT LA R R AR AN SGLT1 4%, Horfr, PKC MK SGLT1 & A A Sz A, W15 &

SGLT1 BN AIEM: 5 PKC MR, PKA BUERESSIEm SGLT1 A MK IEHEE, X
FFEAE H 2R AAE SGLT1 8 H/K-F IS G M K-FB8, tf il RAEKM TN, SGLT1
B[RRI T [F SP-1 1 HNF-1 5 SGLT1 8 3 F o R tE 4 & A R,
3.4 N

TR BRI AR PR A 08 I f St B KA UL B 4% 4 T, GLUT2 4B (IR
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204

mRNA 7K-F7E %3 iy b S 40 B ToUI o S 22 580, 10 SGLT1 ) e K12 3 2 mRNA 7P\ 2%
B, & EAKP RSN, 5 FRIRIEAIR], Shepherd S5U2HRIE, AT N UM H 28 K AL 15
SRR, GLUT2 A MREE KRR L EMRTEZmb, S2rEHNeY
GLUT2 ¥4 51y PKCR L FRIA AN I, F34h, AR AN A TR BLE + —48
A7 [y SGLT1 mRNA Fik 3514, 7E Ebrahimi SFHIEHRGE b, #1555 RIS =R b
IR, SGLT1 Al GLUT2 mRNA H)ZRIEH R Z RS B TR B BOER A, 3h4)

B S e AN [R] (RS2 L S, FERDECRAR T, RN - TR - B R O )R
TEOHE B2 SR o W B TR R AR ) R A 6T W 1) 2 SRR Reiichardt S5USHIIE, 4 R
JoR U8 3 A TR S 4 SR P AR R R 2k (GR) MK IE S DNA B3 7 Rigs & oot
it igte BIR SGLT1. MLE AR B2 SR 75 2 R LN 1 (SGK1D) RSz 1 3 2L A
{1k . SGKI1 A3 7 SGLT1 H [ HH B = e L, & i@ b SGLT1 [z %=1k
BEAR S I LR KT, NS 1 3 5 SGLT1 #ig g k.

B2, ERERES T, — L FEK B SGLT1 A5 (0 & B FE AL 532 19 72, $28 GLUT2
A5 1 G AR X S A R
3.5 i NAEE

B IR AR 3 T, i 1) P A S5 B e o i T ke 2 B (R o

VE R A2 1 A B VAR K A, e AR S T AR I e RE I (R DR £ L e
PR S P4 A, b L FRE B 22 ZF 8 () TR SGLT 1o o3 b i R JRE -2 2 i ) T il
G E S INPRVE R oM = A K T W o AH R o e M 25 5 SGLT1 45 & #4225
MR, XA BE S o—TE B 5 SGLT1 454 7= A AL A XW), (HAMHIER M E 1, o-vEh
i 2 3 A A A A R AN R 2RV R AR, ERR T SGLT fMef] fF FIUS1, XA R i (]
AL Ko 2 B R A PR AU P e LA 2 AR B S, — T T B S A ) DR A AR P
BT ST, o e R A A R T R AR A AT N A SR SR IR A 75 . SGLT1
TE T AR Na R AR (¥, T8 o ey b A 7 ST 47 R B T 0 SR B SGLTL (Y532 T
At. Kane ZHR I, SGLT1 X i # (K152 A1 Iy B pH A4 s hn . Jitd S L0 i W 3 oy
RERI—PB70, UM IX R BB 2 51 B R T RERI B« Diao SR A RIS M
EWAEYLE R KT EAAEVRER, REERSFHIIETLSM SGLT1 HFRE 8.



205

206

207

208

209

210

211

212

213

214

215

216

217

218

219

220

221

222

223

224

225

226

227

228

229

230

231

3.6 HAth

SGLT1H)ZRIXIEZ B AT 2 A R4 o Fatima %55 I/ B/ ISGLTIMIGLUT2 & /K
SELE03: 00—09:005K W AF o X Fft AL T 1] g b5 AR P B B DR AL O, 3k e ik PRLE I 1 1) 47 1)
SRR R ATESGLT S 21 1 X3,  4EH524 WA FLE I, SGLTI MR IEIE 53 E K B
Ko T4h, BRI IEREER AR I FA, i mmaR. BEBIER.
MR B AR W R YA AR AR G IR S, o & N OB i b R R SGLT1 R
GLUT2 )31k 1354 Horr, [ g ) B A @ 2o 18 o 1% 1 i) o 9, 2 R ¥l 45 5 3842 I 1T SGLT1
MGLUT2FIE, K20 B TS M D e AT — € RIFEMT, YalcinZFBOHRIE, FhEiEit
R R AFTRUNT 18] L 58 A U 52 R 2= B e A7 XS i AL L A2 Hh SGLT1 3895
4 NG

J¥ T A A R SR P BB PR 3, R A R AR E L YR T IR BEAE A
e MR A 2D 50 DR T S& L s A PR B A /0 SRS R, HLARTE RS . mRNAFIEE (&4
KF SGLTIMGLUT27E I8 b R T )2k, (H &R A IS S8 5K
o P AR, B R THE—E A GARRIE & SGLTIMIGLUT2 ThRE I 2 A,  H
HISGLTIAIGLUT2) i IR S5 WIE R B3R, Z5MME AR RIE T LR, 5i5h, Resid

ST A MR R SE EAR R R T, A T AR i T AR TR AR FE AR AT R

SR RS T E IR E T o S, T R b R R B 1S AR i 1 F A 1
S TG R HIR R X, B RE NS F5 i FE RS 46 A% S 4L Lk
PR
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Intestinal Epithelium Major Glucose Transporters and Their Action Mechanisms

LU Yao SUN Peipei SONG Daijun”

(College of Animal Science and Technology, Southwest University, Beibei 400715, China)
Abstract: Glucose is primarily absorbed via sodium dependent glucose transporter 1 (SGLT1) and
facilitative glucose transporter 2 (GLUT2) in intestinal epithelia. Many factors involved in the
glucose absorption in the gut are acted by regulation of SGLT1 and GLUT2 at the transcription
level, mRNA stability and protein level. Through the studies on structures and functions of those
glucose transporters, not only for human relative disease including obesity and diabetes to provide
potential drug target, but also can provide ideas for controlling animal nutrition absorption. This
review summarized glucose transporters SGLT1 and GLU2, their functions and factors affecting
their expression, and conducted to elucidate the process of glucose absorption in intestine and

regulation of glucose homeostasis at the molecular level.
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