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Effect of incubation time of hypoxia on the expression of adipokines in the 3T3-L1 adipocytes
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Abstract
adipocytes. Methods: The differentiated 3T3-L1 adipocytes were randomly divided into 6 groups, normoxia (21%0,)and hypoxia (1%0,)

O bjective: To explore the effect of different incubation time of hypoxia on the expression of adipokines in the 3T3 -L1

conditions for 4, 12, 24, 48, 72 h respectively. The mRNA expressions of hypoxia inducible factor—1lac  (HIF-1c), glucose transporter 1
(GLUT-1), adiponectin and leptin were detected by the qRT-PCR. Results: In 3T3-L1 adipocytes, the mRNA expressions of HIF-1a and
GLUT-1 in hypoxia conditions for 12 h, 24 h and 48 h were higher than normoxia—treated cells (P<0.05); furthermore, they were highest in
the group of hypoxia—treated cells for 24 h. Compared with the normoxia group, the adiponectin mRNA expressions of the hypoxia—treated
3T3-L1 adipocytes decreased in all groups (P<0.05) except for the 4 h group (P<0.05). Ttranscription level of leptin in the hypoxia—treated
cells increased(P<0.05), and it reached the highest level in the 24 h hypoxia group. Conclusion: The mRNA expressions of HIF-1a,, GLUT-
1 and leptin of 3T3-L1 adipocytes increase in the condition of hypoxia incubation, while the level of adiponectin mRNA decreases under
hypoxia treatment. All changes above reach the peaks within the 24 h of hypoxia—treated 3T3-L1 adipocytes.
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PCR(qRT-PCR){A ABI7500.
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12,1 4iffudsss AMAsAE H 3T3-L1 fifs 24
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BEFRMARSERGF% B 2 d BRI 1 VR SR A mT W7
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122 U RAREE CKdif sl 6 4, BEEH AU
FEAE A H R4 RAL (B4 0 h) BT 37 °C.
5%CO, i FEA P EE IR . BAE A S AL K A A4y
BB T 37 C.19%0,.5%C0,.94%N, 5 E 4.
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qPCR SuperMix /R R 14, 5414 94 °C 305,94 C
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Tab1 Gene primer sequences used for GRT-PCR

Gene name Forward (5" to 3") Reverse (5" to 3')

B-actin  GGCTGTATTCCCCTCCATCG TGTACCGTAACAATGGTTGACC
HIF-la  GGACGATGAACATCAAGTCAGCA GGAATGGGTTCACAAATCAGCAC
GLUT-1  CCATCCACCACACTCACCAC AACTCTACGACTAGGACCCG
adiponectin ACGACCAGTATCAGGAAAAG GCCAGTAAATGTAGAGTCGT

Leptin CTATGCCACCTTGGTCACCT ACCAAACCAAGCA GC

13 it 43 RS SPSS 17.0 Bt r 483t
SN, TR R s o, Z4H ] HUECR B A
E ) 2% HT (One—Way ANOVA), #H [8] [ 4 %
LSD- 555, P<0.05 H 25 S5 A 4127 .
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2.1 R BB B 4 B RS BE B 4 e HIF -1a
GLUT-1 mRNA &k K-F A S5 QUM 5
AR FRR IR A HIF-1a .GLUT-1 mRNA Fik/K
SFtE, T AR 24 h ik B E K. 72 h B4R
2 HIF-1a .GLUT-1 mRNA Fk/K V5% 84 T8
P12#22 5 . HIF-1a mRNA FIA7E 4 h B4 A
2019 (1.360.34) % ; B4 12 h A XF FRAL A (2.52+
0.44) 1% ;24 h Gl A2 X B2 % (5.82+0.52 ) 4% ; ik
448 h R E LAY (4.2720.39)4% 72 h B R
LM (1.76+0.61)f% . 4 h B4 4 HIF-1o mRNA 3%
RBH R TSI # 255 . 12 h 44 24 h G4
2H % 48 h Bi4E2H HIF-1o mRNA FERR0HE4H X 4 h
HEAE TR, ERA SRR L 48 h A
Ko 72 h B4 4H HIF-1oo mRNA i85 24 h A F
W, ZRAGIEE L, ILE 1, GLUT-1mRNA ik
B 4 h ZH 6 BRZH (1.1420.44) 4% s BRE 12 h BF R
AR A Y (2.18+0.43 )% 5 B4 24 h 2 H A 1Y
(5.962+0.63 )% ; 48, 48 h 41 W A1 (1.71+0.18)
7572 h B AL A H R ALY (1.2320.15) 6%, WA 2,
Hirp 12,24 48 h $t4A 4 GLUT-1mRNA ik T+ &
W RHAGI R AR, 48 h BAEAH K 72 h B d
GLUT-1mRNA ki 24 h 5 A T, EZRES
IES-9'8
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Fig1 The expression of HIF-1« at different incubation time of hy—

poxia in adipocytes
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Fig 2 The expression of GLUT -1 at different incubation time of

hypoxia in adipocytes
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Fig 3 The expression of adiponectin at different incubation time of

hypoxia in adipocytes
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Fig 4 The expression of leptin at different incubation time of hy—

poxia in adipocytes
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