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Effect of total flavonoids in Apocynum venetum leaves on rat hypertension induced
by high fat and high salt and its molecular mechanism
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Abstract: Objective To study the antihypertensive effect of the extracts from total flavonoids in Apocynum venetum leaves (TFA),
and elucidate their mechanisms. Methods Fifty male SD rats were randomly divided into five groups: Normal, model, TFA high- and
low-dose (32 and 8 mg/kg), and positive control (Luobuma Tablets, 0.4 g/kg) groups. Except normal group, all other groups were fed
with a specially-made high-salt, high-fat diet, and 5% salt water, in addition, animals in drug groups were respectively treated with
different doses of TFA by ig administration and the blood pressure of rats was observed through a non-invasive blood pressure
measurement system. After six weeks, the protein expression levels of TGF-f1 and CRP in vascular tissue were determined and
observed by immunohistochemistry and Western-blotting methods, the levels of HDL-C, LDL-C, TC, and TG in serum were detected
by spectrophotometry. Results TFA could significantly inhibit the damage induced by high-salt, high-fat diet, and lower blood
pressure via adjusting blood lipids metabolism and controlling CRP and TGF-B1 expression, increasing HDL-C level, and decreasing
LDL-C, TC, and TG levels in serum as comparing with the model group. Conclusion The antihypertensive effect of TFA may be
related to regulating blood lipids and inhibiting the expression of CRP and TGF-f1.
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Fig. 1 Effect of TFA on blood lipid of hypertensive rats (x +s, n=10)
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Fig. 2 Effect of TFA on CRP expression in hypertensive
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