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Abstract: [Objective] To explore the relationship of serum uric acid, renin-Angiotensin System and nondipping hypertension
in young and middle-age. [Methods] A total of 187 essential hypertension patients (aged 18 — 60 years) were enrolled, and
defined as dippers (126 patients, 67.4% ) or nondippers (61 patients, 32.6% ) by ambulatory blood pressure monitoring. Uric
acid, hepatic and renal function, fasting blood glucose, lipid profile, plasma renin activity (PRA), and angiotensin Il (Ang I )
were measured. The relationship of serum uric acid, activity of RAS, nondipping Hypertension was analyzed. [Results] The basic
data in the two groups had no difference. Uric acid, PRA, and Ang II levels were higher in nondippers than in dippers and
positively correlated with the risk of nondipping hypertension, which revealed by univariate logistic regression (P < 0.05). Pearson

r coefficient analysis showed that uric acid was positively correlated with PRA (r = 0.349, P < 0.05) and Ang Il (r = 0.296, P <0.05),
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the logistic regression model improved by principal component analysis showed that serum uric acid levels (OR = 3.136; 95% CI,

1.897 - 5.403;P < 0.01), PRA (OR = 1.451; 95% CI, 1.127 — 2.389, P < 0.05) and Ang Il (OR = 2.343; 95% CI, 1.804

- 4.076; P < 0.01) were associated with the nondipping pattern. [Conclusion] Serum uric acid level increase the risk of nondipping

hypertension. This may corrrelate with its activation of RAS.
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Table 1 General information and laboratory parameters

of dippers and nondippers

Dippers(n = 126) Nondippers(n = 61)

Age(years) 50.8 £ 7.5 512+ 6.6
Male[n(%) ] 72(57.1%) 36(59.0%)
Smoking[n(%) ] 24(19.4%) 11(18.0%)
Alcoholic[n(%) ] 10(7.9%) 5(8.2%)
HTN Family history[n(%) ] 20(15.9%) 9(14.6%)
BMI(kg/m?) 25.6 £2.7 26.1 £2.5
Total cholesterol (mmol/L) 5.11 £ 1.55 479 +£2.34
LDL-C(mmol/L) 2.80 = 1.03 273 +0.84
HDL-C(mmol/T) 1.21 £0.35 0.97 = 0.46
Triglyceride(mmol /L) 1.92 + 0.64 1.75 £ 0.56
FBG (mmol/1.) 48+ 2.1 50417
Glycosylated hemoglobin(%) 49 +£24 48 +19
Creatinine(wmol/L) 7527 69 + 28
Urea nitrogen(mmol/L) 54+15 58+19
Total Bilirubin(pmol/L) 89 +45 94 +39
Serum uric acid(wmol/L) 291 =70 368 + 75V
PRA(pg/L/h) 0.60 + 0.29 0.93 + 0.31V
Angiotensin Il (ng/L) 40 + 17 55 + 18V

BMI: body mass index, HTN: hypertension, LDL-C: low
density lipoprotein-cholesterol, HDL-C: high density lipoprotein-
cholesterol, FBG: fasting blood-glucose, PRA: plasma renin activity

1)P < 0.05 vs Dippers

AEAT Y I R B8 B TE] SF- 34 SBP DBP \MAP,
24 h*F-¥4 SBP . DBP )55 FAI I R (P < 0.05,
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2.2 ERER.PRA.Ang Il SIEAIEL N [ERI & XU

Pearson FH /#4785 IR /KF-5 PRA (r
=0.349,P < 0.05),Ang Il (r = 0.296,P < 0.05) &
1IEASE, PRA 5 Ang /K FRIEAFE(r = 0.464,
P < 0.01), FNZE Logistic [AlIH4Hr#i/R ML R
2 (OR = 4.160;95% CI, 2.157 - 6.405;P < 0.01) .
PRA(OR = 2.160;95% CI,1.547 — 4.025;P < 0.01) .
Ang I (OR =3.316;95% CI,1.604 — 4.883;P < 0.01)
AT AR A B i i e & RS, 2R FE
Logistic 973 #1475 IR (OR = 3.136;95% CI,
1.897 — 5.403;P < 0.01) .PRA(OR = 1.451;95%
Cl, 1.127 - 2.389;P < 0.05) Ang Il (OR = 2.343;
95% CI,1.804 — 4.076;P < 0.01) 34 IndEA) % i [
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Table 2 Blood pressure measurement in dippers

and nondippers

Dippers(n = 126) Nondippers(n = 61)

SBP (mmHg)
24 h ABMP 1355 + 16.2 140.4 + 15.11)
Daytime 145.7 + 20.1 150.0 + 17.8
Nighttime 128.5 + 13.3 138.6 + 12.71)
DBP (mmHg)
24 h ABMP 83.0 + 13.3 87.4 + 12.51)
Daytime 90.4 £ 15.3 91.9 + 14.7
Nighttime 80.2 = 11.1 84.5 + 10.61)

24 h ABMP: 24 hours ambulatory blood pressure monitoring;
SBP, Systolic blood pressure; DBP, Diastolic blood pressure
1)P < 0.05 vs Dippers
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