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Effects of Rosiglitazone on Serum Levels of Lipids and Inflammatory Factors in Atherosclerotic Rats

MAO Wei, CHEN Jun-zhu (Department of Canliology, The First Affiliated Hospital of Zhejang University College of Medicine,
Hangzhou 310003, China)

ABSTRACT: OBJECTIVE To explore the effects of rosiglitazone on serum levels of lipids and inflammatory factors in athe roscle rotic
rats. METHODS 55 male Wistar rats were random ly divided into 3 groups, the nomal group( N, n =20) with ordinary diet for12
weeks, the model group (M, n =20) and the treatment group ( RSG, n.=15) with intra-abdom inal injection of a single dose of vitam in
D, (400,000 IU- kg™') and atherogenic diet for 6 weeks, then be administered with nomal saline (10 mg* kg''* d°') and rosigl
tazone (3 mge kg '+ d'), mspectively for6 weeks. Beforeand after treatment the serum levels of total cholesterol ( TC) , triglycer
ide ( TG), low density lipoprotein-cholesterol ( LDL-C), high density lipoprotein-cholesterol ( HDL-C) and pathom orphology in heart
tissue were detected. The levels of serum C-reactive protein ( CRP), monocyte chemoattractant protein-1 ( MCP-1) and intercellular
adhesion molecule-1 ( ICAM-1) were detem ined by ELISA. RESULTS 6 weeks later the model group rats showed high serum levels
of TC, TG, LDL-C, CRP, MCP-1, ICAM-1 and low serum level of HDL-C than that of the nomal group ( P <0.05). Coronary ather
osclerotic plaques had been observed. After treatment for6 weeks, compared with the model group rats, rosiglitazone could significantly
reduce the levels of serum TC, TG, LDL-C, CRP and MCP-1( P <0.05 or P <0.01), which were still higher than that of the nomal
group (P <0.05). However, the changes of the serum HDL-C and ICAM-1 levels has no diffefrence ( P >0.05). The pathom orpholo-
gy degree of coronary atherosclerosis has decreased significantlyy. CONCLUSION Rosiglitazone can reduce the serum levels of TC,
TG, LDL-C and inhibit the production of CRP and MCP-1, which may account for the anti-arterioisclerosis effects.

KEY WORDS: rosiglitazone; atherosclerosis; serum lipids; inflammatory factors
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10% s >
, H-E )
1.2.5 SAS8. 1 s
, + (x=%s) ,
ANOVA t s
Dunnet ¢ P <0.05
2007 6 24 3

, P <0.01
2
2.1 N M (x=Ls)
D,40 u* kg
6 ., N . M TG. TC. LDL-C. CRP.
MCP-1 . ICAM-1 (P<0.05 P<0.01), TC

(3.20 £0.96 vs1.60 £0.11)  LDL-C(2.71 £1.08 vs 0. 83

+0.04) , HDL-C
(P>0.05). 1.

1 N M (xts)
Tab 1 The Comparison of parameter varieties in group N and M

rats after model making successfully( x £s)

N M P
TG /mmole L' 1.10 £0.36 1.95 0. 41 0.031
TC /mmol* L' 1.60 %0.11 3.20 £0.96 0.009
HDL-C/mmols L' 0.78 +0.15 0.69 £0.04 0.502
LDL-C/mmol* L' 0.83 0. 04 2.71 £1.08 0.004
CRP/kge mL™' 161.22 £21.20 235.65%41.42  0.020
MCP-1 /pge mL"' 46.25 %10.80  75.40 £14.25  0.036
ICAM-1 /pgs mL"! 367.06 184,43 541.89 £71.44  0.011

242 6 .

6 , M

TG.TC.LDL-C.CPR.MCP-1 . ICAM-1

N (P<0.05 P<
0.01), HDL-C (P >0.05);
RSG TC.LDL-C M (P <0.01)
N (P <0.05), TG.CRP.MCP-1 M
(P <0.05 P <0.01) N
(P/>0.05); RSG HDL-C
(P >0.05), [CAM-1 (502.19 £68. 42) M
(580.58 £82.15) (P <0.05)
N (383.47 £79.20) (P <0.05). 2. ,
AS TG. TC. LDL-C N TG
N HDL-C ;
CRP. MCP-1 S ICAM-1
2.3 N M
.M
, , N
R 1,2,
2.4 6 RSG M
HE .M AS s
; RSG AS M
3,4,
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Tab 2 The changes of the serun levels of lipids and nflanm atory factors of 3 groups after tream entw ith intra-abdan nal injection for

6 weeks(x Ts)

N4 M 41 RSG 41
TG /mmols 17! L09t a6 2 124 q 349 Q 88x a 30Y
TC fmmols L' L9+ q 26 4 16+ 1 39 285+ 121"
HDL-C /mmol* L' a8stais Q76 £ 0 06 Q81tao4
LDL-C /mmols L' Q91 % qo02 325+ 1 36”7 L97% 1 189
CRP/Mgs mL™! 182 43 127 16 317 25 *46 337 201 65 £30 12°
MCP-1/pg* mL™' 4531+ 8 92 88 77 *15 26" 48 45 £10 217
ICAM -1 /pg* mL~' 383 47 279 20 580 58 82 157 502 19 *68 42"

A N4, " P<c 03 ? P< o 5 MAL, YP<0 03 YP<a 0l

Note Canparison to group N, ! P< 0 03 2 P< Q 01 Canparison to groupM, ¥ P< 0 03 YP< Q 01
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Fig1 Coronary artery HE staining of group N rats 10 x40
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Fig3 Cownary artery HE staming of group RSG rats 10 x40
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Fig 2 Coronary artery HE staming of groupM rats 10 x40
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