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Effects of praeruptorin C on blood pressure and expression of myocardial
phospholamban in spontaneously hypertensive rats”
Wang Wenjie™ ,Sun Liming
(Affiliated Lianyungang Hospital , Bengbu Medical College . Lianyungang.]iangsu 222023 ,China)

Abstract: Objective  To explore the impact and the possible mechanism of prearuptorin C(Pra-C) on blood pressure in sponta-
neously hypertensive rats(SHR). Methods 20 spontaneously hypertensive rats were randomly divided into the Pra-C group treated
with Pra-C 20 mg/(kg ' + d™') by gastrogavage(n=10) and untreated control group(n=10). The untreated control group and 10
age matched Sprague Dawley rats as SD group received gastrogavage with same volume of polyethylene glycol. Each rat in various
groups was intervened for 8 weeks. The lesions of ultrastructure and mitochondria were observed by transmission electron micro-
scope. The gene expression levels of phospholamban(PLLB) were determined by the method of semiquantitative RT-PCR. Results
Before treatment, the systolic pressure of SHR in the Pra-C group was (184. 3+ 19. 7) mm Hg, which was closed to (183. 3+
17.2)mm Hg in the control group,but significantly higher than that in the SD group. After treatment, the systolic pressure of SHR
in the Pra-C group was (149.3+12. 6)mm Hg, which was obviously lower than(201. 04+ 11. 0)mm Hg in the control group(P<C
0. 05). Compared with the SD group, the expression of PLLB in the control group was significantly reduced, but which after treat-
ment in the Pra-C group was upregulated compared with the control group(P<Z0. 05). Conclusion Pra-C has a certain hypotensive
effect by upregulating the gene expression of myocardial sarcoplasmic reticulum PLB.
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