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Effects of Acylation Stimulating Protein on the Lipometabolism in 3T3 — L1 Adipocytes.  Liu Jing, Hu Xiufen,Lu Huiling ,et al. Wuhan
Chileren's Hospital. Department of Pediatrics,TongJi Hospital ,TongJi Medical College of HuaZhong University of Science and Techonology,
HuBei 430030, China.

Abstract Objective To evalute the affect on secretion levels and protein expression of the key enzyme of lipid metabolism ( LPL,
HSL, perilipin, DGAT) ,and the affect on protein expression of classical signaling pathways of insulin (IRS -1, PI,K) in 3T3 - L1 adi-
pocytes with acylation stimulating protein ( ASP) stimulated under the condition which produce insulin resistance by free fatty acids.
Methods The different concentrations of the Oleate and Palmitate(0,0.125,0.5,1.0mmol/L) were added to cultured 3T3 - L1 adipo-
cytes overnight. The real — time - PCR were used to detected mRNA of LPL, HSL, Perilipin, DGAT. The western blot were used to de-
tected protein of HSL, prelipin, IRS — 1, PL,K. Results  After incubated with ASP, comparing with that of Ommol/L, the levels of
HSL, perilipin, LPL and DGAT mRNA expression were increased. In insulin and ASP stimulating condition, comparing with the Ommol/
L,the levels of HSL, perilipin, PL,K protein expression were increased. And comparing with the insulin stimulated, the protein expression
of HSL, perilipin IRS — 1 and PISK failed to significantly increase with the ASP stimulated. Conclusion  Under the condition of insulin
resistance, ASP can increase the mRNA expression of HSL, LPL, perilipin and DGAT by increasing the expression of these enzymes to
improve the sensitivity and improve the use of the body's fat cell, to regulate the glucose and lipid metabolism. INS and ASP can increase
the protein expression of the key enzyme of lipid metabolism ( HSL, perilipin) , and the classical insulin signaling pathway (PL,K).

Key words Adipocytes;Insulin resistance ; Acylation stimulating protein; Key enzyme of lipometabolism and glycometabolism
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I pwmmol/L DEX [10pg/ml INS) ,2 K5 #e H & 10% B&
R ML ) DMEM/F12 1 7 R fl 10 wg/ml INS 85 3% 2
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0.05,8 1. K 2), (3) 5= X 4 (Ommol/L) LL 4L,
ASP IR, R 4L perilipin 3% 18 % 440 5 FHi5 1. 39
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F196% (P <0.05) perilipin & [ 335 ; 1 ASP 3l 3%
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%2 INS 0 ASP M AERA MRS RIS X BEEE G REMBIM(H I E IKIE/B - actin KL ,x £5,n=3)
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R 1.092 £0.234** 1.453 +0.185*% 0.754 +0.213*" 0.842 +0.203" 2 0.439 £0.130** 0.517 £0.145%  0.587 £0.213  0.681 £0.143%

FrAE R 0.737 £0.163 " 0.957 +0.164%

0.652£0.234*  0.796 +0.125"* 0.533 £0.152** 0.723 £0.182*** 0.530 £0. 125

0.568 =0.152°

+INSINS JIBOIR S, + ASP: ASP JISCIR 25 5 50 B4R LA, “ P <0.05, ** P <0.01; 5 +INS [t#,4 P >0.05
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