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Relationship between serum uric acid level and subclinical target organ damage

HU Yue-liang', MA Jin*, TANG Bi-wen', WANG Qian', CHAO Hui-juan', XUAN Yan', ZUO Jun-Ii’
1. Department of Geriatrics, Ruijin Hospital North, Shanghai Jiao Tong University School of Medicine, Shanghai 201801,China; 2. Department of Cardiology,Ruijin Hospital
North, Shanghai Jiao Tong University School of Medicine, Shanghai 201801, China

[Abstract] Objective - To explore the correlation between serum uric acid level and subclinical target organ damage. Methods * A cohort of 333 patients
were recruited at the Department of Examination Center of Ruijin Hospital North in July 2017, who were divided into two groups, normal (n=248)
and high levels (n=85, males >420 pmol/L, females >360 umol/L) of serum uric acid. Subclinical target organ damage indexes included glomerular
filtration rate (eGFR), left ventricular mass index (LVMI) and other indicators. Results - Systolic pressure (P=0.006), diastolic pressure (P=0.000), serum
creatinine (P=0.000) and LVMI (P=0.028) in the high uric acid group were significantly higher than those in the normal uric acid group, and eGFR was
significantly lower than that of the control group (P=0.000). Pearson correlation analysis showed that the serum uric acid level was significantly correlated
with systolic pressure (+=0.149, P=0.007), diastolic pressure (+=0.269, P=0.000), LVMI (+=0.172, P=0.002) and serum creatinine (+=0.569, P=0.000), and
negatively correlated with glomerular filtration rate (=—0.383, P=0.000). After adjusting to sex, age, and BMI, there was a significant positive correlation
with diastolic pressure (#=0.170, P=0.013), and a significant negative correlation with glomerular filtration rate (r=—0.332, P=0.000). After further
adjusting to blood pressure, there was a significant negative correlation with glomerular filtration rate (»=—0.291, P=0.000). Multivariate linear regression
analysis showed that serum uric acid was independent of diastolic pressure and glomerular filtration rate (=0.162, P=0.000; f=—0.058, P=0.004).
Conclusion - Serum uric acid is positively correlated with diastolic blood pressure, and is negatively correlated with glomerular filtration rate.
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Tab 1 Characteristics of population between normal and hyperuric groups

Zibi| B (5 /&) /n
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T R ERAL 85 (76/9)
() 18 38.111
Py 0.000

Zibil| BM/ (kg/m?)
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() 18 —7.250
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Ziki]| LVMI
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t(7) 14 —0.210
PlE 0.028

7 1 mmHg=0.133kPa,

e 5
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48.90£10.76

—0.560

0.576

SBP/mmHg *
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0.006
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0.615
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Tab 2 Correlation coefficients between SUA and subclinical target organ damage

TiH
rfd
SBP 0.149
DBP 0.269
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eGFR —0.383
Scr 0.569
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TARIE

P1iH
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HDL-Ch / (mmol/L)
1.62+£0.86
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Tab 3 Multivariate stepwise linear regression analysis of the relationship between SUA and DBP

Ak {13 % B ik 22 WAL R B tfd PE B 1) 95% CI
O 9.516 3.324 2.863 0.004 2.978 ~ 16.055
AENR —0.088 0.040 —0.080 —2.167 0.031 —0.167 ~ —0.008
SUA 0.020 0.004 0.162 4.584 0.000 0.011 ~ 0.028
SBP 0.507 0.025 0.755 20.219 0.000 0.457 ~ 0.556
44 ZILELRIEI AT SUA 5 eGFR )36 5
Tab 4 Multivariate stepwise linear regression analysis of the relationship between SUA and eGFR
B fh [l 5 =% B PRk %2 iR VEES ¢} il Pl B 95% CI
i 248.484 3.091 80.400 0.000 242.404 ~ 254.564
SUA —0.010 0.003 —0.058 —2.913 0.004 —0.016 ~ —0.003
PRI —20.475 0.778 —0.599 —26.311 0.000 —22.006 ~ —18.944
AR —0.371 0.023 —0.246 —16.017 0.000 —0.416 ~ —0.325
SCr —1.364 0.025 —1.199 —55.401 0.000 —1.418 ~ —1.318
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