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Protective effect of low salt diet on vascular remodeling induced by high-fructose
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[Abstract] Objective

Methods Wistar male rats weighed 180—200 g were fed for 8 weeks and randomly divided into 6 groups: (1) control group was

To investigate the effect of low salt diet on vascular remodeling of rat induced by high fructose(HF).

given the normal fodder and distilled water; (2) high fructose group(HF) was given normal fodder (0. 5% NaCl, w/w) and fructose
water(10% ,w/v) ; (3) high-salt group(HNa) was given high salt fodder (7% NaCl, w/w) and distilled water; (4) high fructose
combined with high salt diet group(HFNa) was simultaneously given high salt fodder and 10% fructose water; (5) high fructose
combined low salt group(HFLNa) was simultaneously given low salt fodder and 10% fructose water; (6) high fructose combined
with spirotaclone group(HFE) was given 10% fructose water for 4 weeks and then added with spirotaclone(50 mg « kg™ ! « d™! by
tube feeding ) for continuous 4 weeks. The changes of arterial blood pressure, vascular wall histological evaluation and expression of
(1) Compared with the blood pressure[ (111.03+
9.17) mm Hg] in the control group,the blood pressure in the HF and HNa groups were (133. 9425, 86) mm Hg and (128. 09+
7.56) mm Hg respectively, which were significantly increased(P<C0. 05); (2) HF mainly caused the hyperplasia of vascular wall

a-SMA and fibronectin in vascular wall were detected in each group. Results

middle layer smooth muscle. The o-SMA expression results in the HF group was (0. 006 34+0. 000 21), which in the control group
was (0.004 640.000 31) , the difference was statistically significant(P<C0. 05) ,moreover which promoted the elastic fibers increase; while
HNa mainly stimulated the elastic fibers to thicken and extracellular matrix deposition,the fibronectin expression was 0. 002 640, 000 2 in
the HNa group and (0. 004 74-0. 000 2)in the HF group,compared with(0. 001 3=£0. 000 1)in the normal group,which were significantly
increased(P<C0. 001) ; (3) the blood pressure was (106. 04=%9.59) mm Hg in the HFLNa group, (103. 9947. 12) mm Hg in the HFE
group , compared with(133. 9445, 86) mm Hg in the HF group.,showing that the blood pressure in the HFL.Na group and HFE group was
significantly decreased compared with the HF group (P <C0. 05); moreover the vascular remodeling in the HFLNa group (0. 006 8-+
0.000 2) and HFE group (0. 004 240. 000 4) was improved,and compared with the HF group(0. 006 34-0. 000 2) ,a-SMA expression
was significantly decreased (P<C0. 05). Conclusion Low salt diet can effectively improve vascular remodeling induced by HF.
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