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[Abstract] Objective

searching its influence on the plasma adiponectin expression and inflammation factors secretion. Methods

To transfect into mice with plasmid carrying adiponectin gene overexpression for re-
The con-
structed mice pcDNA3. 1-Acrp30 gene overexpression plasmid was transfected into the C57BL/6] mice body by quad-
riceps femoris and the plasma adiponectin expression after 72 h and the secretion levels of 1L-2,1L-3,1L-6,1L-8 and
TNF-a were detected. Results  After transfecting the pcDNA3. 1-Acrp30 oversxpression vector into mice, the plasma
level of adiponectin was significantly increased and the levels of plasma inflammatory factor 11.-2,11.-3,11.-6 , 11.-8 and

TNF-a were significantly down-regulated. Conclusion The constructed Acrp30 gene overexpression vector can effec-

tively increase the expression of adiponectin in mice and antagonize the secretion of inflammatory factors.
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ZR1 NRME Acrp30 FibKFEBLER (L5, A ,n=20) 2.2 /NRUMHE SR T WK A /N B TL-2 . T0-3
A TS % Acrp30(mg/L) t P 1L-6 11-8 S TNF-o Ji 240 M 0000 5 25 2R, WL 2. Johr i 4
NC 41 TE 4w 3.044+0. 34 —0.398 0. 700 J5 PA 4103 5 T35 7 7K 4 1 B R 2 R A% (P<<0. 05) , i NC
S 3.0740.22 YLAEE ST )G 22 5 G i3 5 L (P>>0. 05).,
*2 NMEORRERFHBAKFEZABFR(TEs,n=20)
NC 2H PA 24
A6 I 45 A
TS (ue/1) SR (ue/1) ' P AT (ug/L) AR (ue/L) ¢ P
1L-2 2.07+0.35 2.074+0. 34 —0.557 0.591 2.0740.26 1.3140.22 11. 891 0. 000
11.-3 1.5740.51 1.5640.51 0.198 0. 847 1.6140. 30 0.85%+0. 35 13. 861 0. 000
11.-6 1.7540.42 1.7540.45 —0.057 0. 959 1.7440. 28 1.1040.53 3.859 0. 004
11.-8 1.6940.57 1.7040. 56 —0.635 0.541 1.7240.33 1.0840. 45 5.515 0. 000
TNF-« 1.4740.51 1.4940. 45 —0.930 0.377 1.544+0. 34 0.83+0. 44 8. 500 0. 000
3 3 it 133-141.
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