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[Abstract] Objectives To investigate the associations of serum superoxide dismutase ( SOD)
malondialdehyde (MDA) , and uric acid (UA) with blood pressure and the prevalence of hypertension in a
Chinese population. Methods We measured serum superoxide dismutase (SOD) , malondialdehyde (MDA) and
uric acid (UA) in 506 randomly selected participants. For database management and statistical analysis, we used
the SAS 9.13 Sofiware. Results Compared with normotensive participants, hypertensive patients had significantly
lower serum levels of superoxide dismutase activity (P =0.0002) , and higher serum levels of malondialdehyde
and uric acid (P <0.05) . Univariate analysis indicated that serum superoxide dismutase activity was negatively
associated with blood pressure, and serum levels of uric acid (P 0.0001) : while serum levels of malondialdehyde
was positively associated with blood pressure, and serum levels of uric acid (P 0.05) . There was significant
difference in systolic (Ptrend = 0.02) and diastolic blood pressure (Ptrend=0.04) between three groups defined
by tertiles of serum levels of superoxide dismutase, with a lower blood pressure in the highest tertile than in the
lowest tertile. Furthermore, the systolic (Ptrend =0.01) and diastolic blood pressure (Ptrend=0.003) in the
highest tertile, which defied by the serum levels of malondialdehyde, were significantly higher than those in the
lowest tertile. Conclusions Hypertensive patients have a disturbed oxidative and anti—oxidative balance. Oxidative
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stress may play a role in the pathogenesis of hypertension in Chinese.

[ Key words] Oxidative stress; Blood pressure; Hypertension; Superoxide dismutase; Malondialdehyde
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Tab. 1 Comparison of general data of patients between hypertension group and control group (X=+s)

s mIMESHE (n=103) MEIE#E?H (n=403)
iy (%) 464 +7.7" 39.2+8.9
Yedi e (mmHg) 1459 + 164" 114.9 £ 10.7
& kE (mmHg) 94.6 + 10.6™ 73.7+7.8
MEH%HE (mmol/L) 5.6+19" 5009
SIAFERE (mmol/L) 57+13" 5209
M PRAR  (pumol/L) 405.5 +104.1 3444 +95.6
MWL (mol/L) 80.7 +17.8 762+ 17.1
EEAYE bR (U/mL) 704 +18.3 80.7 +26.3
W (nmol/mL) 53+2.1 4.7 +2.7
Wil (%) 39.8 25.3
WA (%) 55.3 36.7

HIMEE®&LE, “P<0.01.

%2 Ini% SOD. MDA 5E&TEMER
Tab. 2 The correlation of serum SOD, MDA and each variable

LUy SOD P MDA P
iy (%) 0.05 0.27 -0.02 0.63
W5 (mmHg) -0.20 0.0001 0.09 0.05
#5KE (mmHg) -0.17 0.0001 0.11 0.01
M KA (mmol/L) -0.15 0.0005 0.05 0.30
SEREEE (mmol/L) -0.09 0.06 0.13 0.003
MERER  (pmol/L) -0.25 0.0001 0.10 0.03
IL37 JULEF( mol/L) -0.24 0.0001 -0.03 0.57
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Fig. 1 The correlation between the serum SOD activity and the blood pressure level
S, "P<0.05.
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Fig. 2 The correlation between the serum MDA level and the blood pressure level
S5EHHHE, "P<0.05, “P<0.01.
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