388 Medical Science Journal of Central South China,July 2015, Vol. 43, No. 4

DOI:10. 15972/]. enki. 43-1509/r. 2015. 04. 007 AR E S

Mﬁﬁmﬁﬁmﬂ L N R
(/\HEI H?é% E’J o [‘L’J

5‘(],' ﬁgl'z,;’& ] ,éﬁ g X’
(1. R A¥E R FRCME RE H 5 % 421001,
2. 7@]@%%&%5\&&7}{%&?}1@%%V\Jﬂ%‘k@?é)

H OE. BE WERFIARMIT TR T 855 %o i BB & 09 KT 2B By 28 27 18 B4 4 B 3 4K i T8
ZAR y(PPARYy) Fe g BE & ik & 69 AL e FT e XA TSN IR B AR AL G ST RE AL, ik 4 15 ReFrH 8
Z RGBS H 3 AT G EAE SR RGBT IRAFA I IR M HE 3 & RS Rk AE AR AL 5 3
8 TAC BRI R T e L R ARZ P AT IR AL R 9% 5 5 0 ) 18 4% e R G- B 4 RS BRI 2 g B 4w L B4y
B 35 54K 7 2 K mRNA Fe g B2 % mRNA 89 KA ; B T% %, 0% B I X 30 M) 52 o & BB IR A S W 4m IR 32 BRGR b g Bk &
WHE, SR MRATARZIHREFERETRE BT SREEA(P<0.05); %2 B B &b FIKE A
Re &G e B i VA2 B BE R R 2 5 TR B (P <0.05) ; FTAeR AL T 25 4778 77 J& AL A 2 AR Sk o 7 AR 58 B g
EG B B A SN2 E Bk E (P <0.05) ; & I B BE 40 S o 7 A5 % 2 5 Ao S By 4 27 4 sl 0 IS Bk 2 R 45 3 R 20
(P <0.05) ; IR THY BT EHRMEF ZRARKEREARIBEH AR LEREWRE(L&HEE
BELALER P <0.05) ; A PSR B RE S ISR 5 b e IR 2R E 2 EAM X (P <0.05) ;RT-PCR £ R 2+ &2
B 20 g s 48 42 3 AL B 3% ZH AR E 2 K mRNA A8 B & mRNA £ XK T 3 BB20 (P <0.05) ; BT F %48 7T 41 g
T 2B 4R 3t R AL My B 38 FA AR ISUE 24K mRNA Fo 585 % mRNA 9 R L 3 T 2B BE20 (P <0.05), £ig Mk
Ho 7T B AR 5 R SR B 40 4R A B SRS AR y AR IR E mRNA AA M At F e i e g By 40 42 iR
BRE G kKT T A T FeRAL T H S IR B AR AR ALAE A 89 % ROPEAULH 2 —

KEIR . REEFF R, FRAEMET; KBBEELZ; SRAWEEARLETIR Y

FE %S R4 SCHERFRIRAG A

The Influences of Atorvastatin on Levels of Adiponectin
in Serum and Adipose Tissue of Dyslipidemia Rabbits
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Abstract: Objective To observe the changes of serum adiponectin( APN) level , peroxisome proliferation activated re-
ceptor gamma( PPARy) and APN secretion in adipose tissues of dyslipidemia rabbits under atorvastatin intervention and to e-
laborate the possible anti-atherosclerosis mechanism of atorvastatin. Methods Fifteen pure New Zealand white rabbits were
randomly divided into three groups to make lipid models. Then the Aortic specimens were obtained and sectioned to make HE
staining and the atherosclerotic plaque changes were observed. The inguinal subcutaneous adipose tissues were obtained and
weighed and incubation of adipose tissues was made. Reverse transcriptase polymerase chain reaction ( RT-PCR) technology
was applied to determine the expression of peroxisome proliferation activated receptor mRNA and adiponectin mRNA in fat
cells. Enzyme linked immunosorbent assay was applied to determine the concentration of serum and the adiponectin in the ex-

tract from the inguinal fat cells. Results The aortic atherosclerotic plaque area in the rabbits of the atorvastatin group was
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significantly lower than that in the rabbits of the high cholesterol group(P <0.05). The concentration of the low density lipo-
protein cholesterol (LDL-C) and the total cholesterol (TC) in the serum of the rabbits of the high cholesterol group was sig-
nificantly higher than that in the contrast group( P <0.05). Atorvastatin drug intervention for 4 weeks can significantly reduce
the concentration of the low density lipoprotein cholesterol (LDL-C) and the total cholesterol (TC) in the serum of the rabbits
(compared before and after the treatment, P <0.05). Serum APN concentration and the concentration of the APN secreted
from adipose tissues in the rabbits of the high cholesterol group were lower than those in the contrast group (P <0.05). Atorv-
astatin drug intervention could significantly raise serum APN concentration and the concentration of the APN secreted from ad-
ipose tissues (compared with high cholesterol group,P <0.05). The serum APN concentration and the concentration of the
APN secreted from adipose tissues were positively correlated (P <0.05). RT-PCR results showed that the expression of peroxi-
some proliferation activated receptor mRNA and adiponectin mRNA in fat cells of the rabbits in the high cholesterol group was
lower than that in the contrast group(P <0.05) and the expression of peroxisome proliferation activated receptor mRNA and
adiponectin mRNA in the atorvastatin group was higher than that in the high cholesterol group(P <0.05). Conclusion

Atorvastatin increases the expression of peroxisome proliferation activated receptor gamma( PPAR<y) and adiponectin mRNA in

the adipose tissues of dyslipidemia rabbits,thus improving the secreting level of serum and adiponectin in fat cells,which may
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be one of the pleiotropic anti-atherosclerotic mechanisms of atorvastatin.
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