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Hypotensive Effect of Salvianolic Acid B on Spontaneous Hypertensive Rats
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Abstract: Objective To investigate the hypotensive effects of salvianolic acid B(Sal-B) on spontaneous hypertensive
rats(SHRs ). Methods Sixty—four male SHRs were randomly divided into four groups, SHR group, enalapril group,
high—dose Sal-B group and low—dose Sal-B group. Sixteen male WKY rats were selected as normal blood pressure
control group. Systolic blood pressure was measured before medication and every two weeks after drug administration.
After ten weeks of drug administration, half of the mice in each group were given the examination of blood pressure,
plasma renin activity, angiotensin [ (Ang Il ), endothelin (ET) and atrial natriuretic factor (ANF) contents, and
serum nitric oxide(NO ), total cholesterol(TC), triglyceride(TG), superoxide dismutase(SOD), and malondialdehyde
(MDA) levels. Two weeks after suspension of drug administration, the above indexes were examined in the left half of
the mice. Results Blood pressure and plasma levels of TG, NO, renin activity, Angll and MDA in SHR group were
significantly higher than those of the normal control group(P < 0.01).Sal-B significantly decreased blood pressure (P <
0.01), reduced blood renin, Angll, TG and MDA levels (P < 0.05), increased ANF levels (P < 0.05), which were
remarkably different from the SHR group. However, Sal-B had no obvious effect on ET, NO, TC and SOD levels(P >
0.05). Conclusion Sal-B can lower blood pressure of SHRs, and the possible mechanism may be related with the
regulation of renin—angiotensin—aldosterone system(RAAS), blood ANF and TG levels, and anti-oxidation activity.

Keywords: Salvianolic acid B; Spontaneous hypertension; Renin—angiotensin—aldosterone system; Rats
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Figure 1 Effect of Sal-B on SBP of SHR rats
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Figure 2 Effect of Sal-B on DBP of SHR rats
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Table 1 Effect of Sal-B on serum TC and TG levels

TC/mmol - 1" TG/mmol -1
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Table 3 Effect of Sal-B on plasma renin and Ang—II levels
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x4 FHEAES B XF ANF.ET BISSME (x+s, n=8)
Table 4  Effect of Sal-B on plasma ANF and ET levels
ANF/pg*mL™ ET/ng*mL™
2510 A 152 2 BE 10 5252 J&
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Table 5 Effect of Sal-B on serum SOD and MDA levels
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=+ EBEEX 3T3-L1 A8 A4 5459 Th e Ry 2200

XA, B B2, R3] (LIRS AERE, T4 kil 5282265 2. TN EA KRS, TR M
510405)

ME: B ME=LELFF3T3-L1 @iedg s, 45 1fe 5k Leptin, PAI-1 #9%vm, 3R HAREAER 69T
BedLEl . FiE R ITI-LI aaie, A RRRAEN =LELH(5, 50, 100 ng-mL™")#ATFH, AT iEAB
S 3h (MTT) kA smfe 3 5d; Aiksr O e L Gk TR e ey AL E, Mt R S REGIKR
(RT-PCR )4 5 5 48 i, o AL A8 5% B B i B AC 4 Bl 38 78 807 24k vo(PPARY,) . CCAATSE3: T4 46% 8 o(C/
EBPa)mRNA #) %A ; B ELISA x40l 28 it Fc LA ¥ Leptin, PAI-1 8948, &R =L X 23K, PiRE
2R AL A 20 38 S PR 2% (P> 0.05), 2R EMAAR S aa it a3 78 (P < 0.05); P ZRE 400 B Ak A
e ey A, JEREIrH] PPARY,. C/EBPa A B 69 £ A (P < 0.01); Zh¥afAEA 4nfie 5t Leptin, PAI-1 ¥ 2
WHAER (P<0.01), it =B 25 Tae@ddph) 3T3-L1 77 5 My 2m fe 6 AL Ao 3 4] 2o 55k B F d 34 2 3R]
REAE R, VAP R ZA4E A AR AT,
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