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The Effect of Atorvastatin on the Plasma Hydrogen Sulfide and
Nitric Oxide Levels in Patients with Essential Hypertension

LI Fu - ping
(Dept. of Internal Medicine, The People’s Hospital of Tunliu County, Tunliu Shanxi 046100, China)

[Abstract] Objective To observe the effect of different doses of atorvastatin on the plasma hydrogen sulfide
(H,S) and nitric oxide (NO) levels in patients with essential hypertensive. Methods One hundred patients with
essential hypertension in the People’s Hospital of Tunliu County from 2010-2012 were selected as research subjects.
Thirty healthy patients were chosen as the control. The patients with essential hypertension were randomly divided into
atorvastatin 40 mg/d group (n =38) , atorvastatin 20 mg/d group (n =42) and control group ( without
atorvastatin, N =20) . The plasma H,S level of was detected by ELISA and serum NO by nitrate reductase assay.
Results The plasma H,S and NO levels were lower in patients with essential hypertension than those in healthy
subjects. The levels of H,S and NO in patients given atorvastatin (40 mg/d and 20 mg/d) were higher after
treatment than before treatment. The differences of plasma H,S and NO levels between before and after treatment in
atorvastatin 40 mg/d group and atorvastatin 20 mg/d group were higher than those in control group, and the
differences were also higher in atorvastatin 40 mg/d group than those in atorvastatin 20 mg/d group. Conclusion The
plasma H,S and NO levels were lower in patients with essential hypertension. Atorvastatin could increase the plasma
H,S and NO levels in patients with essential hypertension.
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Tab. 2 The plasma H,S levels in essential hypertension patients after treatment with atorvastatin

[wmol/L, (X9)]
EAE | VRITHT I A 2l
40 mg 4 29.32 +7.61 4125 +10.38" 11.46 +3.35"
20 mg 41 32.35+9.44 37.43 +7.86" 5.74 +2.09"
X HRZH 30.01 = 8.17 29.19 + 6.21 1.42+1.03

5IRITRI LIS, "P<0.05; SXTHRAIELES, *P<0.05; 5 40 mg A HbEE, 4P<0.05.
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Tab. 3 The plasma of NO levels in essential hypertension patients after treatment with atorvastatin

[wmol/L, (Xx59)]
ATl VRITHT NEvigE 2l
40 mg 4 83.69 + 15.47 128.41 £20.19 46.27 + 13.38"
20 mg 41 78.26 + 16.63 97.30 + 14.28" 20.54 + 6.94*>
X HEZH 79.70 + 17.02 82.61 +15.52 2.61 +1.43

H5IRIFar R, "P<0.05; SRR LA, *P<0.05; 5 40 mg ZiHES, 2P<0.05.
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