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Abstract: Objective To study the influences of aluminum exposure on the expression of glucose trans-
porter protein 4 in rat’s liver. Methods Totally 30 rats were randomly divided into two groups:the control
group (15 rats) and the experimental group (15 rats). The rat models of aluminum exposure of the experimen-
tal group were established by intraperitoneal injection with 8 mg/ (kg » d') AIlCl; solution (AICI; solution was
prepared with distilled water and sterilized by high pressure). Every rat model of the control group received in-
traperitoneal injection with same dosage of 2 ml NS, This experiment lasted for 30 days: continual injection for
3 days, rest 1 day, then repeated injection. On day 10, day 20 and day 30, the rat serum fasting blood-glucose
(FBG) and fasting insulin (FINS) were measured and the insulin resistance index (Homa-IR) was calculated
and analyzed with Homeostasis Model Assessment (Homa). The level of GLUT4 mRNA in liver was detected
by Real-time Quantitative PCR technique, and the protein expression of GLUT4 was detected by Immunohisto-
chemistry. Results The levels of FBG in experimental group rats were higher than those of the control group
at day 10 and day 20 ( P <C0.05). The level of FINS decreased with the prolongation of the rats exposure to a-

luminum. The rat FINS in the experimental group was significantly higher than those of the control group at
day 10 and day 20 ( P <C0. 05), but lower than that of the control group at day 30 ( P <<0.05). HOMA-IR of
the experimental group was significantly higher than that of the control group at day 10 and day 20 ( P <0. 05)
with the prolongation of exposure, but it decreased at day 30. The differences between experimental group and
control group were not statistically significant. The expression levels of GLUT4mRNA and protein in rat’s liv-

er in experimental group at every time point were significantly lower than those in control group ( P <{0.05).
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Conclusion Aluminum exposure can reduce the expression level of GLUT4 in rat’s liver and affect blood glu-

cose metabolism.
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1.2.1 ZyeH MeisRE HEPE Wistar KR 30 H (K&
180~225 ), KELAr M 77, & 58 5 H, ¥ i i B 0
IR HMPEE ROk, BN RS R, BEALS AL 2
1L RIZS X BR AL (15 FORISEIR gl (15 HD . 2 B3k
M AT 8 mg/ (kg « d') AICL % W4T
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AALYEEE G YL AT R 6, —$h GLUT4, A%
FEREBUR BV EE 1 ¢ 100) , 2 BRI & BLAK A0 3
HEAT , BAE XS DL PBS 2 s AU — b, WA g R
JH Image-Pro Plus 6. 0 ¥ fF#E47 2 & & 73 0, HF 34
T AR . TE A EALEF (X 400) T W5 AE 20
g GLUTA A, ok bl R BEALAA 8 5 9k I8 v
b7 i TN OO 7 N 3 = B S e o VO
1.2.5 itk SRHA SPSS 19. 0 Gt 8k #k17
G M AT A IS A EAE L) (o) R WAL L
BORFAPIREA ¢ K50 5 2% I i [B) R BRI 22
ST CANOVA)EAFRE R . L P <<0. 05 BanZERA S

TR

2 HR

2.1 HBRHENKE FBG.FINS,HOMA-IR /K5
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1 £HAKXAHE FBG.FINSE HOMA- IR BMER (x=E5)

FBG(mmol/L) FINS(mIU/L) HOMA-IR
P ] X JH Al X B4 JH Al Xt B4 I A
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GLUTA % F1 263K B0 SRR A8 C P <0, 05) FL B2 I} %20 d 0.6040.10" 64.24+15. 54"
% 30d 0.4840.06"° 43.16+11. 00"
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A1l A4AABRMNEAS GLUT4 mRNA R & & %3k A F 0t
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t % ,e: P <<0.05
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EAE A B % 10d;C: % 20 d;D: % 30d
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555 S R 5 R A5 5 10 8 95 WA 5 7 ) 5% 4k 1 56
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