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[ ABSTRACT ] Aim To investigate effects of pioglitazone on the expression of lectin-like oxidized low-density lipo-

protein receptor-1 ( LOX-1) and Bax, Bcl-2 in aorta of hyperlipidemia rats, and also to study the possible mechanism of pi-

oglitazone , the effects of LOX-1 on pioglitazone regulating Bax, Bcl-2 expression. Methods 26 male SD rats were

randomly divided into control group (n =9) and high-fat diets group (n=17). High-fat diets group raised for 12 weeks

were randomly divided into model group (n =8) and pioglitazone treated group (n=9). After 4 weeks, serum lipid level

of all rats was measured, HE staining was used to observe aortic pathological changes. ~LOX-1 and apoptosis protein of

Bax, Bel-2 in the aorta were analyzed by immunohistochemical method. Results  After 12 weeks, the serum lipid lev-

el was significantly higher in high-fat diets group (P <0.01).  Intervention with pioglitazone for 4 weeks, compared with

modle group, serum levels of triglyceride (TG) , total cholesterol (TC) was decreased (P <0.01), and aortal endothelial

tissue was intact, proliferation of smooth muscle cells were few in pioglitazone treated group.  Compared with control

group, the expression of LOX-1 and Bax protein in aorta were significantly increased (P <0.01) , the Bcl-2 protein and ra-
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tio of Bel-2/Bax was markedly decreased in model group (P <0.01).

On the other hand, compared with model group, the

expression of LOX-1 and Bax protein were lower, the Bcl-2 protein and ratio of Bel-2/Bax were prominently higher in the pio-

glitazone treated group.

Conclusions High-fat diets have an effect on expression of LOX-1 and apoptosis protein Bax

and Bcl-2 in aorta, while pioglitazone can regulate the expression of LOX-1 and apoptosis protein, protecting endothelial from

damage and apoptosis, improving the process of atherosclerotic pathological formation.
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a i P<0.01, 5% BY A,
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Table 2. Changes of plasma lipid in each group at 16-week
(x £s,mmol/L)

1L g YR (n=9) BHH(n=8) MWIEIIEIH(n=9)

TG 0.798 £0.195  1.534 0. 172* 0.731 £0.319"
TC 1.690 £0.318  3.084 +0. 984" 1.720 £0. 249"
HDLC 1.187 £0.148 1. 168 +0. 065 1. 205 +0. 206
LDLC 0.153 £0.050  0.214 +0. 124 0.230 +0. 079

ah P<0.01, 5% A L ;b S P <0.01, SHIRILH LS,
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Figure 1. Aortal pathological morphology of each group ( x200)
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Table 3. Mean density of LOX-1 and apoptosis protein of Bax, Bcl-2 in aorta of each group(x +s)

A : | n LOX-1 Bel-2 Bax Bel-2/Bax
it R4 6 0.175 +0. 0153 0.314 +0. 004 0. 181 +0. 008 1.736 +0. 08
ERIUE| 5 0.220 +0. 015" 0. 146 +0. 004° 0.197 0. 007° 0.741 £0. 026*
A% 571 i 2H 6 0. 182 +0. 014" 0.187 £0. 012" 0.173 £0. 007" 1.083 £0.091"

a i P<0.01, 5% R ILH ;b 9 P <0.01, SHRIZE A,
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Figure 2. LOX-1, Bax and Bcl-2 in aorta of each group ( x400)
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