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WHZH , HIT J5 52 5 e OB 2L, T Ay o3 o MU 2H DA B HIT J5 B o IO 5 2 e IR ARV R4l . i A RT-PCR 7
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Effect of different blood glucose levels on the expression of cerebral GLUT3 mRNA
in neonatal rats with hypoxia-ischemia
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Abstract: Objective Concerns of the effect of glucose on perinatal hypoxic-ischemic brain damage are increasing. It
was previously considered that the glucose transporter ( GLUT) genes and their productions played an important role in the
regulation of cerebral energy metabolism. The present study aimed to explore the effect of different blood glucose levels on
the expression of cerebral GLUT3 mRNA in neonatal rats with hypoxia-ischemia (HI), and to evaluate the neuroprotective
effect of glucose against HI insults. Methods A total of 250 7-day-old neonatal SD rats were randomly divided into 10
groups (n =25 each): Normal control, Sham-operated, HI, Hypoglycemia, Hypoglycemia pre- and post-HI, Mild
hyperglycemia pre- and post-HI, Severe hyperglycemia pre- and post-HI. Blood glucose levels of normal, hypoglycemia,
mild hyperglycemia and severe hyperglycemia were defined as 5- 7 mmol/L, 3- 4 mmol/L, 10-15 mmol/L and 16-25
mmol/L., respectively. The expression of GLUT3 mRNA was detected with RT-PCT technique at 2, 24, 48 and 72 hrs and
at 7 days after HI. Results There was a correlation between increases in GLUT3 mRNA expression and postnatal age in
the Normal control group. HI significantly enhanced the expression of GLUT3 mRNA from 2 hrs, peaking at 24 hrs after
HI, and then significantly decreased at 72 hrs and 7 days after HI when compared with the Normal Control group (P <
0.01). GLUT3 mRNA expression in the Hypoglycemia pre-HI group was the lowest among all groups with HI at each time
point after HI, and a statistically significant difference was found at 72 hrs after HI when compared with the HI group (P <
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0.05). The expressional levels of GLUT3 mRNA in the Severe hyperglycemia pre-HI group were striklingly higher than
those in any other groups with HI (P <0.05 or 0.01). The GLUT3 mRNA expression patterns in the Mild and Severe
hyperglycemia post-HI and the Hypoglycemia post-HI groups were similar to the Hypoglycemia pre-HI group.

Conclusions

GLUT3 mRNA expression and the synthesis of GLUT3 can be down-regulated by hypoglycemia pre-HI,

coupled with aggravation of cerebral pathology, but up-regulated by higher hyperglycemia pre-HI, coupled with

improvement of cerebral pathology. This suggested that adepuate glucose supplement before HI can improve the cerebral

function against HI insults in neonatal rats.
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SRR A o VT R A A A L Rl I ke AUk af. ( HI
B PE I IE H 285 Z 21060 . A RS BT
WESE, HI ] BOH A KB A GLUT JEPH (1 255 F HI
J& 24 h B, R A 3k v T E A, HI
J5 7 d AR BEMR T IER A" . E IR B,
AWFFEHH RT-PCR J5 3%, i — 4551 HI 1% 00
AR TR] IR AKX GLUT3 356 R 365K iy 52, LA
HIRABS s AR 5 HI B5C R, B ITAl # 45
B HI G f 44 o

1 X&IMFE

1.1 R

1.1.1 SR o 7 H iy SD Ak K R
250 H, Jov o e, B v K- ISR sh A PR
DS FV AL BEAL A A IE 2 AT AR | ALl b
2H HI 41 HI g% iiop% 2 HI J5 % s 2 ]I fi 4
JE v IR VHLT 2 8 e A 2L L i 3 v I
MK HI 5B R s . B F R 2,24 ,48,
72 h FT d IS A RS B

1.1.2 EEZEE — ; GeneAmp
PCR System 2400 ( 2% [§ PERKIN-ELMER /3 /] ) ; GS-
15 VR 2.0 ML ( Beckman /3w ) 3 ZF-A2 BIZE AL
BT (K BIE AR ) s HH-W21-600 HL #4
TERAS (LR HE IR &) s TGL-16C & X B0
BLC B SR ALER ) 5 il Eppendoff fil HEAR
(T8 G AF]) s Pk DY-A #I( £ [E BIO-RAD A
A s iR A O A (PE 24 R] (UV/VIS Spec-
tometer Lambda 10) DA M Wi H 15 5 Bt & 48 314
(FR-200 240 50 WOt drde &, & HBHE) 5%,
1.1.3 & A RNA #2305 & ( L ig sk
Y TREARARD) § RO Sl & (M B4y TR
ZvH] :MBI) s PCR 2 W3R & (f 8 A TR A H)
MBL) ; 5196 B ( LA TAY TN o

[ Chin J Contemp Pediatr, 2006, 8 (5) : 395 —401 ]

GLUT3 mRNA ; Hypoxia-ischemia; Hyperglycemia; Hypoglycemia; Nneonatal rats

1.2 BRFZE

1.2.1 #A4H4& OIEF AR T2
QMR FARARL T FERAE— Y 1, 53 B A U3 Ik
JEAR TS5, P48 G BB Y] F s QHI ZARYE A 0F 57
#0752 AT HE @HL AT 4B 7 HI
FIAS 12 h R FET HEGHI S R ILEE4LBRAE HI
JEESE 12 h; ©HT {2 B & PR R/ HI i 2 h
5 KRS 25% A 1.5 g/keg, 3L 2 K, B IRIE]
B% 60 min; DHI [ij 51 2 = MBS R AE HI 1 2 h 46
B NS 25% HERE 1.5 o/kg, 3t 3 W, BRIRIE]
45 min; @HI J5 4% B @& M AURBEAUAE HT J5 2 h
S 25% MAMEL 1.5 g/kg, 362 UK, BRIRIE] IR
60 min; QHI Ji5 5 i =5 R ALAE HI JS 2 h YR
NS 25% HAMEL 1.5 g/kg, I 3 UK, BRUTEI B
45 min ; 40 540 AR 1l 4% 20 455 AL ZE AR N T HI A AR 2
12 h, 5 AF HI, W H5@4 ONE TOUCH TWO [fi
BEASCEE HI iy B 200300 7 45 26 380 A KBRS 38 1l A A
WIS Scmk” ™ 1005 4% 4 AR Rk R W £ 1
O3RN AERALS ~T mmol/L, B2 = ML 10 ~ 15
mmol/L, B & = M 4H 16 ~ 25 mmol/L, {8 Ifil B 20
3 ~4 mmol/L,

1.2.2 mtekald S4UE R0 T HL S
2,24,48,72 h 2 7 d fETC TR HRAE T WSk SO B
Wi s 1/3 ARG 22 100 mg (R NZHEURA) 5 1E
WA HT 4 HT 0 2 K% HT iR bt 4 4%
B 55 5 B i B2 I3t 50 mg (i Bz S bm A% ) Filifg
LhEH A2 30 mg(KIEF SHhRAS) , 7ol & T B 04,
HIEFAET - 80°C KA #5H

1.3 RT-PCRIZESEHE

1.3.1 %42 % RNA Fie a0 & 4 s 1 20 R
7, JEIBUS 9B RNA FR AR B0 T - 80°C K
FENRRI ., FhE L BRI T (O 450 mL RLT ¥ i1
FURGIRS,56°C R HE 1 ~3 min, i1 0.5 f5JEK &
B, FIAR S TR 20, 8% 700 mL A it K2 HC AT RE Y BLAY T
VE— M B E T 2 mL W4 E B A, 8 000
r/min, F B 1 oming (8] 5 W, B AT RTIs 4R
&, 500 WL RW A, L& 1 min, 10 000 v/min %
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TR B0 30 s, @ FEEW, N 500ul RPE %A
FEH,10 000 r/min i F 030 s, @ HE, @
FERIRW, AR I A48 N, 10 000 r/min %R
B 15 s, 2R B RPE VAW, & AT o Jo
1.5 pL B.04 N, W 30 ~ 50 pL DEPC-H,0 i
FERE P g 50°C ji B 2 min, 8 000 r/min % J& B0
1 min,

1.3.2 #H & RNAKRE W PE Lamda 10 %5
Ab/ A1 I BE - 5 RNA 6 B {8 (0D260)) -
0D260 MIFF(E x 40 x i BEAEEL, 15 1 & RNA ¥k Ji7
(png/pl) .

1.3.3  &itFo R34 M GeneBank 12575
SD KB GLUT3 JL[H ¢DNA J¥%1], i i Oligo 6.0 %k
it L RIS Y, B B T AN TRA R A
Mo 4r % K. GLUT3 i 5| % 5'-ACCAGAAAG-
GAGGAAGACCA-3', FiiE5| ¥ 5'-CGCAGCCGAGG-
GAAGAA CA-3', 774 630 bp; B-actin |54 5'-
AGACCTCTATGCCAACACAGTGCTG-3", F i 51 ¥
5'- TCATCGTACTCCTGCTTGCTGA-3", 724 218 bp,
1.3.4 ##3% (RT) &% RNA 4 1t 7 B 4 At
MHRAVEALBRIEAT o 43 A ROV A Th A Smg RNA,
1L Oligo(dT) , Fi-fI A2 DEPC kb 38 4l /K 2
A 12 pl J5 8.0, Gene Amp PCR System 2400
PCR §" 3 4% ( Perkin-Elmer, U. S. A.) #£47 & RNA
Wi, 270°C 5 min AF M A H G B0, 4
SR Sx W 2% w4 L, A% W8 A% 1R il 410 1) 51 1
pL,10mM dNTP 2L ,IRA) S 250,37 CHEE S min,
PG 55 il M-MuLV 1 wL(200 w/ ul) , 2520
AR 20 pL,42°CHEFE 60 min J5N#ZE 70°C, 10
min Z¢ 1}, 58 8 RNA-cDNA 285285378 P, A2 B
RT 724 ¢<DNA,

1.3.5 PCR ¥ %  PCR MZIWIAZ 25 pL, Hip
2x PCR Master JR 5 12. 5pL, f135 Taq DNA £
fit} 0. 05w/ wL,MgCl, 4 mM L) Kz dANTP 4% 4 mM, 31
ALETUWSI %4 1 mL, H# ¢cDNA 1uL ( RNA
0.25 mg) , IMZE F/KZE 25 ul, & Gene Amp PCR
System 2400 PCR 4 3% 4% ( Perkin-Elmer, U.S. A.) |
HATY 4G, 2 94°C Smin ABHE 5, 4k Z L) 30 KA
B, Hirh GLUTI i1 B-actin 7 :94°C 751 45 s,59°C iR
k45 ,72°C ZEfH1 1 min; GLUT3 4:94°C 284 1 min,
58°CiE &k 1 min,72°C ZEf#1 2 min, )G —XKIGEH)G
FRZE T2°CHEA 7 min, =Y & 4CORFENIRAF . 058
H B-actin 5|4 & H ) ¢<DNA #47 PCR §" 3, D)
B-actinfE N INSHE

1.3.6 PCR =4 sk fota st & ik &l 2 il

8 wL PCR =¥, in I 2 wL R85 ~= , 1 A TR HEEE
TEEFLIN , B TR 2= 80V, FEAT 2% B IS BRI (&
0.5 mg/mL %€ ) LK. W H EUGR 5381 2 e i i
(FR-200 $e4h 50T WA &, 52 HBH) 43 LK
g5 GLUT3 1) ¢DNA Z%7f I B-actin P HE 547 1Y
B LUAALAE R iZ 3k R B A 3k
1.4 SitHn

B LI BIEL + hRifi 2 3R N BRI R O 22
AT K Newman-Keuls £ 56 375 17 15 %4 (8] 15 9 LE 55
P <0.05 5 0.01 $2/R B4 = 0] i) 22 S5 At 35 1k A
e BENE L,
2 #HR
2.1 FHEFEXRRMAEEAFE

i RS & VW e (1| e Al 15 i
AR i HE AR 53 5 A IE R 5.9 £0. 63
mmol/L {5 F AR5 5.98 +0. 17 mmol/L, BA&E (% M1
FEZH 3. 66 +0.28 mmol/L, HI 40K 5. 66 = 0. 42
mmol/L, HI FiK B4~ 3. 66 £0.28 /L, HI 51
MBEZE H7 3.57 0. 21 mmol/L, HI R 5 B 25 1l A 40
J713.18 + 2.1 mmol/L, HI J5 4% B &5 if 4 40 N
13.38 + 2. 06 mmol/L, HI Fi 5 A & if 4 2H K
22.87 £3.22 mmol/L D) K HI J5 5 B 5 1M 5 4
23.44 +3.91 mmol/L, )3k B A5
2.2 RAKMEREMASL CLUT3 EEAMNRILER
2.2.1 EFMBIHLLE GLUT3 A B o £ K H L
SAGLH 2 GLUT3 SEPR B F iy 38 o i 208 s 44 vy (3
1E1,2) o BFARAFAATIMMEZ GLUT3 JE[H
(FRIBRTAE 5 1E 5 4+ 5 AL, BRAEAH Y F HI 5
2hiE K A £k & FE KT P LR m s A
(P <0.05) 4k, HAEEE 5 BT A 20 A0 5 2l i b
HrERIBEZHMESY LB EEZ XL (P>
0.05) .
2.2.2 HI 4% w4 GLUT3 & | 6 &k B ol
HI A BH g 389 i S i 41 40 GLUT3 LR (1) 355, 78 HI
J& 2 h HERIA B R W RN (P <0.05) ,HI J5
24 h HAAGIA B E i, 15 3RIA S T R, HI
JG72 h M7 d HFEREE AR BT IR 4 (2
P<0.01),
2.2.3 HI AT /Gt % st GLUT3 A K
8 F kI PiZ]l GLUT3 JE K 1 3R iA T A5 HI
ZLARRL, {0 HI GRS AL AE HI J5 24 h 13838 5 0
DI HI J5 48 h [l (4 3238 5 IR T4 ] B 28 i 4
SR, 5, Rk myE, o HL g
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F1 FABKAL GLUT3 EFEEXFRILZELLE (v x5)
25 331 2h 24 h 48 h 72 h 7d
EHA 0.936 0. 049 1.578 0. 081 1.847 +0. 027 2.072 £0.191 2.259 0. 130
RFARH 1.017 +0.152° 1.468 0. 147 1.783 +0.078 2.041 0. 144¢ 2.199 0. 655
FRATAR I A 1.399 +0.120° 1.625 £0.423 1.804 +0.214 2.065 £0.209¢ 2.272 £0.085
HI 41 1.430 +0.062° 1.900 +0. 040 1.509 +0. 123 1.460 +0. 133" 1.440 +0.031"
HI Fi I I 20 1.174 £0. 105 1.702 +0.071 1.333 +0. 181 1.020 £0.084"° 1.035 +0.099"
HI J5 AR 1 26 - 2.664 =0.070"1 1.708 £0.099 1.419 +0. 132" 1.088 £0.096"
HI Fir% & o2 1.146 +0. 178 2.468 £0.479° 2.222 +0.480° 1.423 +0.158" 1.412 +0.247"
HI J5 %% = iUog 2 0.970 £0. 093¢ 1.853 +0.208 1.564 £0.076 0.998 +0. 159" 0.986 0.246"
HI i 85 1= iU 2H 1.248 +0. 184 2.947 +0. 137 2.494 £0.2520¢ 1.761 £0. 048" 1.366 £0.087"
HI J& 5/ i 0.882 £0.3144 1.800 +0.392 1.370 £0.224 1.211 £0. 111" 1.189 £0. 045"

a SIEF AR B, P <0.05;b P <0.01, ¢ 5 HIZRIR B LA, P <0.05;d P <0.01, e 5[RImtE: H 41 HI BRI (HI 5% &2
MR LR, P <0.05 . £ S[R]I Be BT A AR BRI LLEL, P <0.055 ¢ 15 HI 24 HI A sl A% U 20 HT S 2 S e s 46 LU, P < 0. 01,
h 55 () Bk B A 8 22 S L2 FU R, P < 0. 055 i 55 HI FiAR MU A HI fS 42 b e B2 LU, P < 0. 01 j S5 [R) s B HI 21 HI Hif ik g 2 HI

J 2 R T e MU L R AT A R A B ML 4 e %R, P < 0. 01

72h HERHIGES HHAZHMEZERARITHE X
(P<0.05), HIJE{RIMBEZH N A HI J5 24 h 1=
FeR AR T HI F & oA, R 825 5 TR
B HI 2Rk 5 (P <0.01) , H [l 75 i1 33k f 7 H:
JE A BN IR HE AL, 2= HI 57 d, HA R n) £
I EEE HI FiIR A 4

2.2.4 HIWREG8H&GHmpEHEE AL GLUT3 AR
8 F A H L PIALE G220 GLUT3 &[5 1 3% 36
AP AHS HI ZARML, HI [ifs & oM ZH7E HI J5 24 h 1y
1o U 2 K B 7 5 B 8 i AR ot 2 ) R A =, R
KBS 4E % HI J5 48 h, 7F HI J5 24 h M1 48 h
HI [ e B 20 i 6 R 2 ik i ¥ W 35 v F HI 4
HI Al imobE 4 DA K HI J5 R 8% 6 & s 4, 9178 HI
J& 48 h 35 T HI JF{RIM L (P <0.05 5% P <
0.01), HIJ5 72 h J5 H [0 #& i LR ik i 5 HI 41
FHL(P <0.01) . HI J5RmEIMEATE HI J5 24 h &2
48 h Wl Rk 5 HI 41170410, 2= HI J5 72 h,
HFEREN AR A% E HL G 2 h (IEEKE, B2
AT HL (P <0.05) , FFORFFHARK -2 HI J57 d,
ST ARG AR S 2 AR HIJS 7 d IR R
g

2.2.5 HIWTR/GEFHhtpadmmsr GLUT3 AR
8 F K IL WA R FRIR RS AR HI 21, 5 HI Y
B2 e M WE ZE AR R0, HI HiE i i 2 7E HI 5 24 h 1Y
Feik AR H W3 = T HI 41 HI A i i s 4 LA R
HI J5 %8 S Fi s A 2H (P < 0.01) , iy A 20 53] v i
s, KRB M IEIFHF4L % HI J5 48 h, % HI
J& 72 h HRGR R [P PE BAT 2 IR R W
TR B A B4l (P <0.05 8 P <0.01) , &
HI J5 7 d, Heak i W an R B °HI 4, HI J5 3 1
BEZH GLUT3 A 7E 4 I B i R IA I AH 5 HI FifIC i

BEA oML, #F HIJ5 2 h 38 , H GLUTI JE[H
HFeIk m WEAE HI J5 24 h, {HF 85T HI 5k
ML A MR T A HL A RS 2 B S B 41, & HI J5 48
h, KA R R FYEEE HLE 7 d,
2.3 RAZWEKERMED GLUT3 EERRIE
=

A 4 53 UG Bz Jo AN S 2 2R 4T GLUT3 2k
PR 2R3 0 2, 3 4 2 4% [ 76 il B2 J5 /0 i o 3B A7
GLUT3 LR FA R AN T, (W2, 3)

2.3.1 EFLAREMAED GLUT3 KK e &k
A SEMGHZ GLUTL JEKH B2 38 A — 2, i

B J B Ty ;. GLUT3 2[R () e ik i 2 6 H i 184
T Ve AL A Ak h A ok T R, A
FI24F HIJ5 24 h,72 h,7 d BF BEAE TR T B 55 4
T FRA B Z I8 Y 22 5 8 Ge it 5 L (P < 0. 05
o P <0.01),

2.3.2 HIAEE AT GLUT3 K B 6 & ik 1ol
] 20 21 GLUTI S5 [R] 1% 2 35 B RH AR ALL , it 4L g5 1
AL R Rz 5 AR A GLUT3 L[] () 33k &t
£ HI J5 2 h ARG N, HI f5 24 h Rk &k
F/0, % HI J5 48 h Rk B TR, 2 HIL 57 d
EHEERTERHACP <0.01), 5 EATE HI
J5 2 h #1124 h RGA S TR BARAL (H 2 HI J5
48 h HA A B 5 kK S 1V 2= RO, IFRrek %
REZHIE7d, KD EHI 548 h )27 d
Kk o 2 M AR T e BB A i RaA B (P <0.01) ¢
2.3.3  HI a74& 4% 20 B % R A= 2 GLUT3 B 89
F &l HI i {15 i 4% 2 76 Fii B J5 R g 25 35 57
GLUT3 JEPH ) A mIAHS HI 41441, B HI 5 24 h
B R LA K HI Ji5 48 h g Hy o ity ek i HI 4
AN PSR AE LA ) I B [ 5 7 1) 2 ik 1 1 A1
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o BEBOHBAE GLUT3 BE P FKTE HL S 24 h 4 — M
: sw REGFAIE, BRI S E HIJS 72 b,
z 5 72h . RN
2, . md ZHIF 7 d s —wnyKF, BT HL 4
50" (P<0.05), Ml GLUT3 %[ %35 B 7E HI 5
24,48,72 h LUK 7 d R AR A 3 5 TR D
! iE ‘ & ‘ i H ‘ H H H H H H {jﬁgﬁiﬁi(f) <O 05 Ez; P <0 Ol ) o
R S N
Eil a il a 3 5000
§ 4.000
Bl 1 45416 I B INALZL GLUT P4 36 MR £ ame
3 1000
Ty oo op oo
B ACTIN GLUT3 t—? g 32 g ﬁ f;j E E{E ?[E
- - ——— I SR S
i =
L= 300 bp
. 100 bp B3 45204 i B R ORI Th ¥ iz GLUT3 KPR 363k
o
&2 HI 7d EfxsA 4R GLUT3 AEKE, 1, s Ly
| )= iz HEERIEBERE 3 itie

2,3,4,5 JKIE 0 S B Al AR o R 4 IE R 2 HT 4 H AR R 4
A HL R MAEA . 75 B-actin FihFHA—H AT OL T, Bor HI Al
MUBEFZEAE HLJS 7d (9 GLUT3 [N kB fik , HI i 2 M2 GLUT3
Fep Rk me T HI AR UL, 5 HI 43R0 M), 15 2 Fn sl
RN TEAE IS 7d DA AH LAY GLUT3 SRR ik it

T HI 41, Kb 7E HIJ5 2 h (9 Rk 5 HI 418 4ot
SN (P<0.01), MRz GLUT3 JkPH 42k &
FEBR T HLJG 2 h A Ho At st BE 2 85 9 T34,
die HIJ5 24 h F172 h fE P07 R ik =22 1) i 22
S GEE L (P<0.05 5 P<0.01),

2.3.4 HIWZZH oW E RiAfiL GLUT3 LR
ey FaA L HI A IR AL TE N R R
A7 GLUT3 &M (1 ik A5 HI 2RI, B HI JR
2 h A, HI i 5 e A AL e AR I B i ik i 48 B
AR B T HI 4 (P <0.05 3 P <0.01)

A SR R L P el 2 00 O A T ) A A SR il R SRR
Iy, (AR A AT SRS AR S, S BUILRE N 2
2 W 010 D S i 7 XS i EL 7= BE AR , A8 Ml P
AT RE B AU A A AT o 25 A R R
B, Dy Pk 20 TR AT G RR AR A R A R A AR, B il
BHES TR AL, A N A 2, DT S — FR 51
B S A (0 A M RE A S 5 [ IR P9 AR
S22 I LR VRS AT I N — A e L A ol 45
TP, B A B RAE T, A M AT
st AR AE A T, — RS HA PR A B
25 b i S 2, JU Vg A R A AL T 1) K A A
R T BE A I DAL T A 4 B R S0 i e A ik
i A5 AP H 455 DR EAL

F2 FHERMNERSEDS GLUT3 RiAHHFHILLE (xx5)
ik A 2h 24 h 48 h 72 h 7d
A KB 1.024 £0.052 0.969 0. 171 1.411 £0.019 1.543 £0.028 2.023 +0.069
W 1.347 £0.318 1.859 £0. 060 1.965 0. 624 2.125 +0.179 3.076 +0.059
HI 41 Bt 1.343 £0.137° 2.419 £0.221° 1.934 0. 063 1.072 £0. 199 0.995 +0. 188"
WD 1.707 £0.220 3.329 +1.580 0.660 =0.252° 0.529 +0. 042" 0.401 =0. 060"
HI i {0 i 26 Keff 0.715 £0.030%¢ 3.891 +£0.888"° 1.307 £0.271 1.060 +0. 094 0.656 +0.224"
W 0.754 £0.102%¢ 1.971 £0. 040 0.858 +0.076* 0.468 0. 054" 0.369 +0. 136"
HI i 8 = ifoB 2 J2ffi 1.046 0. 158" 7.268 £1.033° 4.598 +0.740° 2.582 +0.405° 1.314 0. 123&"
155 0.944 +0.233¢ 3.598 +0.384 1.276 £0.015 1.024 +0.019! 0.851 +0.084!

a HIEWHILE,P <0.05;b P <0.01, ¢ 5 HIHIEL, P <0.05;d P <0.01, e 5 [FIN B[R AAAY HI 4 HI BRI HEZH LUSIE % 4 LA,
P <0.01, f 5 [F)aBEIRIEAL Y HI 20 LA HT AR M2 Lo, P <0. 05 ¢ SIRIESBe[RIFRAL HI 20 HeAe, P <0.05;5 h 5 HI Bl Mg 2H LUK IE 3
LR, P <0.01, i SR Be R & H 2 HI Ak fusi2e LS E % 20 Lo #, P <0.01,
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GLUT1 #1 GLUT3 JE7EMiZLah ¥ N Tz ik
(R AR 12 R Y 2 AN R A N 1) A AR i
AERHER T o s VE . Hidh GLUT1 F 243
~F I S ) SRR LA P B A 2 i S A L L bk 45 AT
i % 2 A GLUT3 e fili N 32 248 A7 7 TR &0t
A . M B AT S GLUT JEIN By 3k
B o BESS B AR R R B GLUT JE[H 5 3k
S G ke 4 Bk 1t A3 405 A AR P 4 Y . HI S GLUT &
DR 2 TR SN S e 1 R 2 A ) 1 FR AR B ML

AR 3 A X S A St AL A7 25 A [ ) 2 A K
St GLUT3 35 R 30 (4 52 0, B 35F 1 1K Jfi A fe
SR G 3R, LA SR A 4 1Y) HLL g P 1 FH B AL
BSR4 2 A A58 e B £ 3] 1Y) GLUT1 Ak
R ) FRIB A AL (55 S0k 38) |, 1E 8 #7 AR KB
AEJE T ~ 14 HIBIIE iy GLUT3 B 1y % iA il
B H BN, R T B G ZH 2R R A 2 T B
H R B, 1 1 i A OB 5 SR o AH R 3G

ki 2 e 1 T B 1 GLUT3 JE R A ik i,
BT AE HI 5 RU8], B T A0 00 K AR, 51l
GLUT3 F[A iy & 15 1R, DA 42 v P PN 78 28 B Ik
JEE R 2N B R L A7, e 5 ) A %) JBO 3 i o
PRI o it k4 e L 488 43 10 Jin B, o 22 40 L T i
R HHE—2 Z 401, G P9 G St I 2 7 1 1 — 25 3t 2 | il
ZIEH A B E WS, FERNEFENT, 5D
TRALAY GLUT J PR 3R 34 1t 385 3k vo - K B A , i 7
BB B, B R B9 GLUT i [H 36 1k 12t )
30 1 U SRR, RN U I X Sl B i A I P R %
RS R I 0 1 U A B IR B, PRI B
Wz E .

BAA AR i B 2 AT R 419 GLUT3 LA (1 3%
AR AR 5 1E H AL, 4R 1 W 4 58 4 RE 10 BRI
TR G B4l I WS ZELAE S A 5 1) SC BT R AE
JI A RS 28 B A e il A 4H b, I e A0 X GLUT3
FIR R I B B, L GLUT3 JER i ik i 3
BEE T HAKH, Vannueei 2557 1189 15 H 25 BIAF
FEER,

TEH AR, i AR 5 7 25 0 Y R 1k
WM EAE B B RAS R , R AR i i
N 06 90 g Ay i A ) P 5 8 g IR G 2 R 6 i kg
R 1) GLUTL JE PR LA R i 22 503462 1) GLUT3 3
Ko M2 005 )5 , 25 i P e BE i R 1k & 0 1) %
SR/ R N — 2R 571 LA B A A RO AR 4 A
%5 AN MR YRR 2 oAb . RS 8 i P v AR
R AR AV 200 P 1 2 7 2, 42 1 Ao 28 J 00 1k 25 e ik
PG K s e (" AEFSE o HI fiE 5 I

WELLAE HI J5 4R — 2 i GLUT LR Y %3k, I
T HI i R IS O B 8% HI J5 2o TiRend
ZH, AR TR M TR

HI i i AR 2E 0% 6 fi 41 20 GLUT3 JE[H (1) F
VAR A W, e A R B 25 A AR R BT
FERYIRERZE R, o HI iR U5 | 8 A= A B A i
o5 AR F oA W A, 14— 2D TIE S HL iR afiA ] W
TR A e A e 840 . SR SRR, HT A b vl 5
A T R L 3 B 3 A ol SR e L S 1
S0 L7 P B S DR T L e
Ve H T H A oA b 2 AR AT ot 9 o, DA T B
S M) LA 3 o A ) 5 2 2 32 O 5 | R M P 7 L =
W AR OO B A LR B R I SRR S
IO A, AR 0 ) IE 5 DI BEME LA+ , FE R Rk N
PR I T R, B 2 B0 25 045 4 R v 2
ZURFE . X 0] B 2 HI A% o 4 B 9 fil oy
GLUT R FRIR ) FE LR N Z—,

HI J5 AR M5 [ 2 GLUT JEPA (235 T I, 44
7 HI Rl e DR 25 55 i P9 36405 R B 2 U0 A K o
Park 251 b 37 A2 /N BOBIESE ST, HT J ARG i B fd
BA-S0-ATP B TEPE T B 8 L A Ak = ss i, X
T AL B I 5 i A 2 108 ik /ol it e 4L 350 i #6349
FREEIE—5 Ak, HI i @ s B e HI J5 RLrpoty
B3 FH GLUT LR py ik (HH & 1 FRiEEA
REZEFFS] HI 511, vT B8 5 30 2 8 0 v BEAS IR AT K
A A 2 T A8 ) — R VR B A LA i AR 1R
HI™ o A 1T oI ok o m ifp4e , He GLUT 2£ A
FEA I B R B EEAMK T HL 4, 487 HI J5 45
BB AN FE A BEAR I 2% GLUT JE R Y 22 iR Ot o
TR0 O BV FH 5 ke 4 Sk a5 45 1) AR P A
5, BB PG 1 S, AR R R AR S, — 2
A T EAD 473 G A 42 o X A 2 G R RE 1R A
O, e HAE B AR et g T, LR B R A K R
PG AR U1 DRI T A A5 1 M) D T AR X 32 3 4
il —LLRFIT R, HI 5 F52E 40 78 i i ml fef ki
A IER A PRAE DGR AL 1 T R L X kAR
B it R A LA 43 DL DR A B i o
WETEAE B R A FE A

o IR T 38 s AT 3l ik A1 2R LR AR VR B
5| LU AL R R b O S B R A% A o FUBr
A B 2 2L IR Eh vk BEAR /D Ao T s A A BRI
LG FLIRKF-(>20 mmol/kg) , RIVHi A 54
HI 3 7] 5 Mo O A 5 i FL AR AR e 2L £k iy
ARG, PR 4 h R A S Rk E T
PR ZIER D o BN B4 ki 397 18], w25 0B A B
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