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The damage of hyperglycemia to the neurons following traumatic brain injury
WANG Liang, et ol

(Department of Neurosurgery ,the First Affiliated Hospital , Chongqing Medical University )

[ Abstract JObjective : To explore the damage of hyperglycemia to the neurons. Methods : Adult male SD rats were randomly divided into 3
groups: normal control group,traumatic brain injury group and insulin treated group,the blood glucose concentrations of the rats were
measured before injury and when they were killed. The method of RT-PCR was applied to detect the expression of GLUT-3 genes. The
change of GLUT-3 protein was detected by western—blot. The changes of NSE and NSE positive~ Staining cells were examined by
immunofluorescence staining longa, balance test and screen test score were used to assess neural fnuctional defect. Results:The blood
glucose concentration only increased markedly in traumatic brain injury group. through the expression of GLUT-3 and single cell NSE
increased in the injured cortical both in traumatic brain injury group and insulin treated group, there was much more expression of
GLUT-3 and single cell NSE but less NSE positive—Staining cells and neural functional defect in the insulin treated group at 12,24 ,48,72
h after injury. Meanwhile there were no changes were found in the uninjured side of each group. Conclusion:The hyperglycemia afier
traumatic brain injury increased the damage to the neurons by decreasing the expression of GLUT-3.
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PR A BRI f R M 2T REAYZEAL , 555 TBI fa
IEEXT M ZTTRIREVER

1 MRRFE

1.1 EBsHhhR 54

WEIE G SD KB, A E (25049 £ 12.81) g, FEVLELF
HREE S BUIE % X BB 4L, TBE 4, RS BT 4, BN A
E#, 65 6.12 .24 48 .72 h 6 NBFIE) &, B A A
%10 H,5 RATFREFNFAELNRSE,5 BAHTF RT-PCR
K Western-blot FIfRAMRE . & BEBGEERT R AFCRTR
Fbkin, FH Johnson 2] One-Touch T B3 FY s S 00
ik 1= 18
12 ZENBREAA

s M Sk FRAT T 2% s 8513 6 BETH; PCR A BEBL LR
;2 FEEYILLEICA S4%%5;NSE, GLUT-3 Hl B —actin i
S FITC ARt 3£ 3 %R 1gG, Trizol X7 ; RT-PCR R H & ;
SABC B sH iR M) & s BCA BBk ER 2 AN & FECL
e E TS PRI EARRS E.
1.3 BB R el iei il E

HETSIEAZEK 8 he RAXIEE A ikflfEh Al
TBI ¥R, GiRsi B RARFAERRSE, BRERTHRR
FHEZETERPREEAHESE 10U, 5F 12
h BN 1.0 U, FB & X MIBEHLILRE 4 3K, 108 mofk RS R 210
RIS 10% BB T LA IE , A4ERE IS 4R IE %
WHE, EEWRAN BB, AE AR R RIR®
ME3E ] TBI HABES RIAITH . BEGHIHRGEE 2 mm
B A0 S FREAN ARG B J2 S A (X8, G BE A AL AR A 22 T
4% % 5 B [ FE T Sk B , DA/ R R b s gk
TEAR (T 4 mm B (ELLRHIS F 2 mm ) SERE R A #2% #0. %0
VERAEAER, RT-PCR & Western blot FifrAs T IR EE R
BEzhY) o WSk B, RGBSR A% R Bl 2 mm ¥ B P9 B gl
SHEREROL AR W E TR AP R
14 AREERGMEFT ERTR
1.4.1 RT-PCR #AMNM X Bz JB #1450 GLUT-3mRNA ik
WE ¥ Trizol IEAPEHE B BIEBUE RNA, S50 0605
HAMFAE S 80 CRTFE A, R Primers 31k 14k {4
#it GLUT-3 # B -actin E FWHIMI(RE 1), B LiFE
YIHEARERAF G RT ¥ 44 :30°C 10 min,50°C 30
min,94°C 5 min;PCR ¥ 1 &4 :94°C 2 min,94°C 30 5,55°C

%1 RT-PCR A GLUT-3 & B -actin 5|#1FFI R EX/NM

REBEKE
E %53 514575 -
(bp)
L% 5’ ~AGCGGAGTCGGTTGAAAT-3’
GLUT-3 206 bp
TF##: 5’ ~CCTCAGAGCCCAGAATAAAG-3’
% 5’ ~-TCAGGTCATCACTATCGGCAAT-3’
B —actin 483 bp

Tif: 5'~AAAGAAAGGGTGTAAAACGCA-3’

30s,72°C 30 s, 785 30 K. FYEHIEHEB RS HE; R
H Quanity-one BRI /4- 3 & RT-PCR P8 R H |
AR AW ER, T B &R %R, GLUT-3
KRN EHEE S NS B -actin B HEMEKERR
A GLUT3 mRNA IR KFE,
142  Western—blot 35461 & 41 WL X J7 |2 4 42 7€ GLUT-3
Fik  RALMAGRBFEIK %, % BCA BEEERE
PERFIEMEEEWE, A 2 x SDS kS shil , & 58
FBEREE, BL, B PKE B 50 pg BFH, #17 SDS-
PAGE BERRHL bk , S E AW T H% %5 PVDF B E A E
50 /L BE WM EY TBSB Bop i =W THAE 2 h, FiWA
1/300 # B GLUT-3 BX 1/400 FFRH B -actin HLiK 4°C 3
&, 172 000 FEREM L EST R S EIRHT 1 h,ECL %
B R BGRE ST RTRAE,
143 FREETORRININ X 5 2 A E T NSE FXB R
NSE PR EAMRE AIEEER S pm BERVT R, ¥
SR ZE K, 8 B AR, 3%0 Triton X100 B 30 min,
BSA EHI 37°C 40 min, R¥E, EEH I 1/200 FBERY NSE
LT 4°C 1% ,37°CE 1 45 min,PBS ¥E¥% 5 min 3
W, AN FITC AR LI EH5 1gG, 8t 37°CAEM 40 min, i
¥t PBS WEi& 5 min 3 1K, £ EHOLEIE BIAE T MARSK
FARTE , K F impro—plus6.0 BEURA M A4 4T B EBF -1
PR F (Mean density, MD ) Fl fHME S G 4R IS, FLUMLTTHE
H BT MD (B (RSP 5 R B/ PR A . &
A RRMExT B PBS A —i, AP RIAIRT .
144 KBMEZEDEENE RA Longa W4k, THARE
I R SCI IR E S SRR B, SR Longa
P43 E::0 4, IE% ;1 43, FER MR R, BEMEAT)
BRI ;2 43, AT AE RS mNEE B , M 2 DIREERR ;3 4, 1T
FERT B, B E A IR 4 2, ABBITERER
KFETHE. Pl LIAT R0 43, BEBk EEREA, &
ETEASBAE 1 40, BEBk PR, £ LT, BRE
2/NF 50%;2 4, BEBk L EREAR , FE FEITE, BRELS X
F 50%;3 41, FEAEME ROHS BY T REwk LA, (B3 RERE
5 AR B M BT 3034 4, R R L ARRATE (BT
AETE LTS 4%, H BURTE P AR LT R, MREERIES
FRME0 20 BITGRBIERR AT 5 s, AT HR; 1 4 EitiE
MR, \E—BEE AREE TR 24,ES5s AHT
353 4y MBS B, RAPZIH TR,
1.5 #itFEHa

THERERA x £ s 2R, SR A SPSS 13.0 G i3k 4#4T
AhTE WL RO B R A ¢ IR, H R R BUE LR R
75T, GLUT-3 358 5 NSE FAPEFRARIM & HER FiAE
F5HHTo

2 & R

2.1 AMGERERA G b T
FAGHTMEZE R AP B (P>0.05); TBI HidE T4
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TR

6 h FFHETFE ,24 h 53 T IE , 48 h JF44 TR, 72 h 38 T IE
WK s IR 8% ZE VAT 4EL RN IE B Xk FR 2H 495 5 4% s (] i i B A8 1k
AHE(P>0.05), WHE 1,
22 ARG R R E A2 T GLUT-3mRNA &4
DLEE 2, TSt BEZH A5 (0 SR [X Rz 2 0 ] 2 45 sk [) i Aot
270 GLUT-3 FiAAEEAEH B (P>0.05) ; TBI £H 475 Il Y] X
FEMZIT GLUT-3 F£iA TG 12 h FrERH N, — Eiese 3|
Bi)5 72 h ER RIRIT A LS 12.24.48.72 h Al L X B2
JEHZ0 GLUT-3 kB 15 T TBI 41 ; % 4H {00 52 J2 AH DL
AL R B4 I0 GLUT-3 RiXZEAAH 2. (P>0.05),
23 ARG BB E LR K ZEAP 2T GLUT-3 & & &k
L 3, TEH X R4 A% H] A GLUT-3 FRBABAAH B
(P>0.05);TBI 2 K GLUT-3 FiEFHiJ5 12 h FFEAFHE,
FrE R EE 72 h; RS RIRITHE 12.24.48.72 h #
2270 GLUT-3 ik B /5 TBI 445 J5 45 41 45 i [a] 25 {8
) Bz JFE A 2258 GLUT-3 FkAE LA 8 (P>0.05),
2.4 A5 HEARIA E M K & B AF 20 NSE & ik
20 45 Bt 8] R0 ORI X J7 J2 B $ 2825T NSE Rk 22

SR B ; IE 5 X BB 21 4% Bsf 1] & A M 0nil X e 2 A p o
NSE k2816 B & ; TBI £H A1k 5% 3367 40405 Ul LI (X pe
JZ AL T NSE R FHE 12 h FFER T+ FFge R
IEGE 72 h, BB RIGITAHGE 12.24.48.72 h A&
JG NSE Fis & & F TBI 4, 413K 3,
2.5 AG SR G VLR R & EAY 4270 NSE FabE 3 &, 4a e
K EH

E# BT ,NSE 43 T2 i3 , fpe sk vl g
Z I A ST AR, AE 2, 4005 R X g2
JZ NSE PHH: 4 5 40 i 55025 53 A B b 5 IF 56 XoF B 41 4% e []
0] B AERAR SR X J2 S22 NSE BH P Je 20 fa gk 22 R A 8
TBI 41 Fil i 55 23R 7 40 sh W A ) SR X B2 22 NSE FH 34 6,
YA F 155 6 h FFERRRAR, FFLERRRE )5 72 h, {HER
BZIBITHGJE 12.24.48.72 h NSE FHME S (0 40 o 5 B &
F TBI 4. Wk 4,
26 KRAMZHEIFTLER

TBI 4 K RAF LI REIFE 45 R TG 6 h FFIRFRAK, +F
SERRARE )G 72 h RS ZRIT )G 12.24.48.72 h KR

7 ~
AR a oiF X% B
6 Az Ax ®TBI4
—~.5 8 RS EIRITAH
s .
=
= g
1
)
= 1
0 N 1
1E % BR 4 #ifs6h 5 12h fiJ5 24h  f5iJ5 48 h HiJg 72 h
1 A IEH X HRZAH I P<<0.05;* 5 B4l AMA 4 L P<0.05
1 KRG IERRG G NEESTL
*£2 XxReMGMRIRGSMEEEE GLUT-3 mRNA RiX(x +s,n=5)
215 i H EE 6h 12h 24 h 48 h 72h
feequl 0.28 +0.02 0.29 +0.02 0.30 + 0.02 0.30 £ 0.02 0.30 +0.01 0.29 + 0.03
IEH X R4
sl 0.30 + 0.04 0.28 +0.01 0.29 +0.01 0.29 +0.02 0.31 +0.01 0.29 +0.02
feeful 0.30 +0.03 0.31 £0.02 0.30 + 0.02 0.29 +0.02 0.31 +0.02 0.30 +0.01
AR S MA L
it 0.29 +0.01 0.31 +0.02 0.34 +0.034 0.40 + 0.024 0.43 £ 0.024 0.35 + 0.034
HBifg i feef) 0.29 +0.01 0.30 +0.02 0.30 £ 0.02 0.29 +0.02 0.31+0.03 0.30 + 0.02
AbFHLH Hfl 0.30 +0.02 0.32 +0.02 0.38 + 0.014* 0.43 + 0.024* 0.46 + 0.014* 0.40 + 0.034*

I ASIER X RAM . P<0.05;* 5 B 4ifksMi4AH b P<0.05

F3 XRMGERIRGREHEE GLUT-3 BARIE(x £5,n=5)

215 mH EX 6h 12h 24 h 48 h 72 h
fem 0.17 £ 0.02 0.16 + 0.02 0.18 +0.02 0.17 + 0.02 0.18 +0.01 0.19 +0.03
IE# T iR
Al 0.20 + 0.04 0.17 +0.01 0.17 +0.01 0.18 +0.02 0.17 +0.01 0.20 +0.03
fedeqm 0.19 +0.03 0.18 + 0.02 0.17 + 0.02 0.19 + 0.02 0.18 + 0.02 0.18 + 0.01
BALE i A M 2
it 0.20 +0.01 0.19 + 0.02 0.31 +0.034 0.41 +0.014 0.50 + 0.024 0.58 + 0.024
BifE e feful 0.19 + 0.01 0.18 +0.02 0.17 +0.02 0.19 + 0.02 0.20 +0.03 0.19 + 0.02
Ab3ELH Ll 0.20 +0.03 0.20 + 0.02 0.42 +0.022* 0.54 +0.034* 0.70 + 0.024* 0.85 + 0.044*

A IE# R AH L P<<0.05;* 5 B alifij sMG 40 AH e P<0.05
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M INRE eSS R B0 T TBI 4. Wik 6
2.7 AR AR e L KA R #‘P 7 GLUT-3 A& &5 3
NSE Fat 3 &, fm o dAn K547

TBI Ji S X !)‘4' JZ #1250 GLUT-3

& IEAH G

L (5, 21 i 55 (r=0.901,

P<0.01)

#iAE 5 NSE fHME

W iR

ki PR AR DL %

FEARAE[3.3 mmol/(kg* Fl)], l"i“m(
AERF AN 5 min 2845 153 15 30 5 [R1AS 8] fing &40 B

N
AR, i 52

B2 SREWNEEN TBI A& iE R NSE PAtER L% (A.B.C.D.E.F #3IF%R TBI HIEE {5
J&6.12, 24,48 .72 h NSE &i% )

&4 KREMAMERIRGERE

BANMEZTT MD Fik(x +5,n=5REHHE x400)

EH

izl

(- # X B

gifill  0.002 5 +0.000 4

fdfil  0.002 5 +0.000 3
TBI 41

il 0.002 4 +0.000 1
7 E S fa@fil  0.002 3 +0.000 1
TRITH ffil]  0.002 5 +0.000 2

0.002 3 +0.000 2

6h
0.0022 + (ml) 2
0.002 4 £ 0.000 3
0.002 3 + 0.000 2
0.002 6 + 0.000 2
0.002 2 + 0.000 2

0.002 8 + 0.000 2

12h

0.002 3 £ 0.000 2

0.002 4 + 0.000 2
0.002 2 £ 0.000 1
0.003 0 £ 0.000 24
0.002 4 £ 0.000 3

0.003 9 + 0.000 24*

24 h

0.002 1 £ 0.000 2

0.002 3 +£0.000 3
0.002 3 + 0.000 2
0.003 5 + 0.000 24
0.002 2 + 0.000 1

0.004 4 + 0.000 24*

48 h
()_(7)71)2 2% ().()l)(rl :
0.002 2 +0.000 1
0.002 5 £ 0.000 4
0.004 0 £ 0.000 14
0.002 3 + 0.000 2

0.005 1 £ 0.000 24*

72 h
0.002 0 + ()_(’)1)(1 3
0.002 4 +0.000 2
0.002 2 £ 0.000 1
0.003 6 + 0.000 34
0.002 4 + 0.000 2

0.004 7 + 0.000 14*

L ASIER

X HRZHAH H P<<0.05;* 5 TBI 4

14 kL P<0.05

R5 BIGMERMRGERNEXEE NSE PRI E MK (x + 5,n=5, REIHEE x 400)

151 iEH
: fiftfil]  45.0 + 52
1 H X B2

Gl 40.4 + 4.6
{454 +43

TBI 4
fifill  46.6 +5.4
il 47.1+5.0

JR S ZIRyT 4

Bl 46.1 +5.4

6h

426+4.7

45.1+3.6
447 +54
36.4 + 4.94
463+ 4.0

38.5+5.14

12h

47.1%5.0
449142
46.0+5.3
2724474
459+ 4.7
34.6 + 5.44%

24 h

48 h

440+49

490+55
10.4 + 3.04
46.7 + 6.0

24.5 £ 4.44*

72h
46.9 + 57.1
46.0 + 4.1
454 +49
9.0+2.14
485+ 54

20.6 £3.54*

A TER R BRZIAH L P<<0.05:* 5 TBI ZHAH L P<<0.05

F 6  FH U MERRR {5 R A i it K R AR L

2 I BE YR AT

5} ]

IEH
f4i)5 6 h
fifE 12 h
il 24 h
fi)5 48 h

Y%iJ5 72 h

Longa 4

0
3.10+0.35
2.60 + 0.304
.79 £0.314
1.43 +0.354

1.01 £0.274

()
4.54 +0.45
3.79 + 0.304
3.01 £0.194
1.65 + 0.304

0.85+0.154

LHJJH 'MM)} ,}

Longa PF-43 A
0 0 0
295 +0.25 3.20 + 0.44 4.67 +0.36

217 £0.184 2.85+0.21 4.34 +£0.43

1.74 £ 0.234 2.08 +0.30 3.85+0.14

0.88 +0.154 1.84 +0.27 2.71 £0.37

043+0.114 1.36 +0.23 1.21 £ 0.29

291 +0.31
2.56 £0.24
2.11+0.18
1.39 £ 0.21

0.74 £ 0.13

 : AP<<0.05 5 B0 PR IR 105 48 Lt
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BEVR B Z TS 01 B RE 1A 55 , - 38 I R s A AR X A e
U549 B AR AR R, () Bt th (84540 5 B B A I TR A A7 i
— P4k BB BIAR IR o BB VE— 3 SR Y R R AR M 4y
T, HoA o £ BUOR AL SR S A B 2 B A & TBI
J& KB i B R ZE S R A VR R A8 E B R LR
SR FEEE R O, IR B B R R A SR R
TABEM R AR, N it TBI G B4R LR 5HE
TERE R R, o B B R 15 F i 20 2 BE S T 3245 S5 R AR
fRIEREIR A SE4E . NSE EpEmzad 2 bl 2- Bhle H iR
B A= BB 0 B N BB B — b AR, A R AFTE T
MG ITIRE , B BB R b ) L e, HR S B
(F3% BB T 48 TOME IR AR A3 55 ; W B IR oA R AR AR T
PP TTHIRE , Re JHL FE P 2 2 40 3 S0 ] T e B 22 T
SRR BEvO, TBI G MU, — T ) 384 0 475 ) ik ) 2 L
2 55— T MR PR 8 5B TR, A ) T (A% S 1
KB, R, MBS [ UF, TBI R & Mo R st LA E A, 4R
WM, Jeremitsky 25 APRITIFGY B 4ME )5 & MU 25 ikiE B &
P EAE A, XA Rl AN £ 90 GLUT-3 ik, Ik
R ITTRIF R, MEA SRR E IS AL, B
R MAEIRE

AP FORIR YT, TBI 444 5 {50005 GLUT-3 RikHgh,
IE &% A 40 GLUT-3 A #1 K W 848k, #/8 TBI 2
SEHM GLUT-3 B ELERIN . TBI BI45 57 35 7T ¢
BT —TE — F E R TR RS, AR KB
JRECE B R, MR BRI R SR 55 GLUT-3 ¥ #i A
B8 71, TBI J§ GLUT-3 % ik f) 3 J0R 45 W] B8 2 I i %F
GLUT-3 $432 B8 1 T Wiy — R A Ak B2, 1o A A
E¥H TBI M IS 50 GLUT-3 R k38 MEAH 8,
VLB TBI & B AU 65 CLUT-3 sy,
ATASE ST BORR B R, TBL /S 4510 GLUT-3 =ik i (¥ R,
@M #R 2: 7C GLUT-3 RiXZEMIF AR, R TBI FHE S
AR EE R S M E F, 5 TBL 58 s RYER A
B HIM5)5 GLUT-3 RIAMIEIN , RIS TE 2 i T
Sb S IR R T, T 2R B H X TBI J& & MRS GLUT-3 3%
ERTZE., BAT, 6T TBI SRS R A TR &
H 5 TBI 5 & MU6E U B9 41 TBI & #1450 GLUT-3 RiEM
FAEHLHIR A TEEE

AR5 FRIR R, BE TBI J5 & IS 7E 38 in GLUT-3
FIRM A FE BT, BSR4 5T NSE 221530, NSE BHPE G 6
20 B BR B B3 00, 3R GLUT-3 3R 3B 88 in ol #8975
NSE 23k (JoE BEAR SR 55 FIFEAR ) , iR R iR e B AL 1 [ BT
B R g TR XS S I Th BR AR A B B AR 1
FH A 22 S0 Y A7 B REHE T DR TBI 5 428 ) IS 4 15 DR o2
FAEO, WF i, TTEABIRE IR S v AT A i 2 R
PEAGEH P Y SR 42, 0 A P R v B R S 2 I T A B A A

AR W T 45 AR R, TBI MM v4 9T J5 Jo E AR i Ay 38
(NSE Rk BRI I T-15 5 M2 TTHARTE , SAHSEHL AR
B, ZEVCNTTRE S A TBI 5 W= RReE & 5,
X I FEA5 S5 Nat~K*~ATP B (Na 2%),Na*-Ga>-ATP ##(Ga
T T RIGHE T BoK 0 AR 45 5 AT
He R, AR XU AR N BR T B K

2 X x o
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