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1 2.4.8.12 ATRA  AS (x£5)
TG (mmol/L) TCH(mmol/L) HDL-C(mmol /L) LDL-C(mmol/L)
(n=5) 2 0.94+0.16 2.38+1.13 1.04 +0.40 0.15+0.36
4 0.87 +0.59 1.95+0.58 1.21+£0.26 0.80 +0.13
8 0.77 +0.38 2.56 +0.55 0.88 +0.17 1.25+0.96
12 0.60 +0.28 1.53 +0.37 1.48 +0.35 0.62 +0.27
(n=6) 2 1.41 +0.84 14.86 £2.97" 1.03 +0.59 2.95+0.62"
4 2.43£0.917 32.47 +3.36" 5.97£1.92" 12.93 £5.49"
8 3.93+3.62" 43.57 +7.76" 8.61 £4.04" 17.31 £2.39"
12 6.72 +2.31" 55.95 +11.09" 6.28 +3.47" 18.99 +2.78"
ATRA  (n=4) 2 1.05£0.19 8.38+1.39%4 2.32+0.89%4 1.67 +0.25*%
4 1.25 +0.64 21.90 £5.97*4 1.30 £0.33% 8.05 +2.02"
8 1.65+0.74 27.84 £6.58* 4 5.14 +0.82" 17.20 £4.00"
12 6.09 +2.31" 44,14 £1.56* 2 8.48 +1.54" 14.43 +1.40* 2
2" P<0.05; :4P<0.05
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2 ATRA Ach
(% n=3 x+s)
Ach
ATRA F
(mol /L)
10°° 23.87+4.62  16.37+4.55 23.52:1.17  3.717
108 25.85 +5.01 18.66 +2.81 25.72+£1.90  4.159
1077 57.95+2.35 22,01 +1.68" 33.29+8.79" # 35.559
10°¢ 87.94 +8.24  40.22+£10.02° 47.99+9.61" 22.635
103 81.73£5.96  38.03+6.79" 47.42+6.33" 39.125
104 62.88 +8.54  27.59+3.58"  40.79£9.29" 16.640
2" P<0.05; 1#P<0.05
3 ATRA SNP
(% n=3 x%s)
SNP
ATRA F
(mol /L)
10°° 23.70£2.62  16.12+2.86  21.743.45  5.176
1078 30.86+£7.59  22.22+4.83  24.76+5.74  1.556
1077 52.069.07  43.05+15.25 38.566.99  1.170
106 87.99+11.12 78.79+15.37 82.59+11.76  0.386
109 102.98 £5.57  96.05+6.40 101.44 +3.68  1.393
1074 107.92 £1.42  104.56£2.99  106.89 +3.30  1.218
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Effect of all-#rans-—retinoic acid on endothelial-dependent

dilation in atherosclerosis rabbits
Ding Yanhui Ding Junli Zhou Qing et al
(Laboratory of Molecular Biology Dept of Biochemistry and Key Laboratory of Gene Resource
Usilization for Severe Disease of Anhui Province Anhui Medical University Hefei 230032)

Abstract Objective To investigate the effects of all4rans—retinoic acid (ATRA) on endothelial-dependent dila—
tion in experimental atherosclerosis rabbits. Methods New Zealand white rabbits were randomly divided into 3
groups: the normal group were fed on standard diet; highfat diet model group were fed on highfat diet (standard
diet supplemented with 1% cholesterol +5% lard) ; ATRA group were fed on high — fat diet and 5 mg/ (kg * day)
administered orally. After2 4 8 12 weeks experimental rabbits were sacrificed to get blood and blood lipids
were tested with a kit; the formation of lipid plaque was observed by oil red staining and the change of endothelial
structure was watched by HE staining. After 8 weeks 3 rabbits of each group were randomly assigned to detect en—
dothelial-dependent dilation and non-endothelial-dependent dilation on isolated arterial rings. Results Compared
with the normal group after 2 weeks the concentration of total cholesterol(TCH) and LDL-C in model group in—
creased significantly (P <0.05). The concentration of triglyceride (TG) and HDL-C increased significantly after 4
weeks (P <0.05) ; Oil red staining showed that in two weeks lipid plaque was not obvious; 4 weeks later the
lipid plaque was increased; HE staining showed that the intima was thickened with the passage of time; the foam
cells increased; the vascular smooth muscle cell polarity was disordered and migrating to the intima; the change of
EDD indicated that the model group attenuated conspicuously (P <0.05). Compared with the model group in AT-
RA group there was no difference in the concentration of TG. The concentration of TCH decreased significantly (P
<0.05) ; the concentration of HDL-C for 4 weeks and 12 weeks significantly increased (P <0.05). The level of
LDL-C for 2 weeks and 12 weeks reduced (P <0.05) ; Oil red staining revealed that the lipid plaque was visible
after 4 weeks; HE staining indicated that compared with the model group the intima of ATRA group was slightly
thickened foam cells were reduced and arrangement of the smooth muscle cells was more neatly; when the level
of Ach was 107" mol/L the EDD of ATRA group was significantly higher than that in the model group (P <
0.05). Conclusion Hyperlipidemia is a cause of atherosclerosis. The damaged artery endothelium makes endo—
thelial-dependent dilation decreased and ATRA might improve endothelium dependent relaxing function by reduc—
ing serum lipids.
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