- 1124 . www.shengwuyixue.com Progressin Modern Biomedicine VoL11 NO.6 MAR.2011

*
12 2 1A 1 1 1
1 610041 2903 621700
R 2007
1061 N >420umol/L, >357umol/L < 420umol/L,
< 357umol/L logistic . ®
- @ .
N o @ N N N N N
- @ Logistic N N .BMI, . .
R589 A 1673-6273 2011 06-1124-04

Analysis of risk factors related to serum uric acid among middle-aged

residents in Chengdu city*
WU Kai'?, GAO Yir?, CHEN Xiao-ping'®, WAN Li-yan', LI Long-xin'
(1 Department of Cardiology, West China Hospital, Sichuan University, Chengdu 610041, China;
2 Department of Cardiology, 903 Hospital, Jiangyou 621700, China)

ABSTRACT Objective: To evaluate the influencing factors on serum uric acid (SUA) among middle and aged residents in Chengdu,
and to provide scientific basis for developing better intervention strategies for cardiovascular disease in Chengdu. Methods: We divide
the 1061 middle and aged people into 2 groups, who came from the survey for metabolic syndrome study in 2007. They are normal SUA
group and HUA group. The normal group means the SUA of the people is less than or equal to 420 umol/L for male, and 357 umol/L for
female. The HUA group is SUA more than 420 umol/L for male and 357 umol/L. We analyze the distribution of risk factors relate to
SUA. Results: (O The indices of age, the proportion of men, systolic blood pressure (SBP), the rate of positive history of hypertension,
Body mass index (BMI), waist circumference(WC), hip circumference (HC), fasting blood glucose (FBG), creatinine(CA) and uric acid
(UA) in augmented PP/PPI group are higher than those in normal group, and the difference between the two groups is statistically signifi-
cant. As to diastolic blood pressure(DBP), the normal group is statistically higher than that in HUA group. @ TC and LDL in HUA group
are statistically higher than those in normal group. And there is no statistically difference between 2 groups on TG and HDL. &) The
prevalences of metabolic syndrome, hypertension, diabetes mellitus, obesity, abdominal obesity and Dyslipidemia in HUA group are all
statistically higher than those in normal group. @ SUA was positively related to male, age, SBP, BMI, WC, HC, FBG, creatinine, uric
acid, TC, and LDL by using logistic regression analysis, and they are negatively related to female and DBP. Conclusions: The SUA is
closely related to the metabolic indices and renal index in Chengdu. It might be a feasible way to reduce the incidence and development
of cardiovascular disease and kidney disease by maintaining SUA within an appropriate range.
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Table 1 Demographic and clinical characteristics of participants according to uric acid groups
Group
Factors
Normal Hyperuricemia
Age (year) 60.85+ 6.14 63.31% 6.20"
Male/Female 1.36 1.62*
SBP (mmHg) 132+ 14 152+ 16*
DBP (mmHg) 76£ 12 72% 10%
BMI 23.24+ 3.32 24.12+ 3.47*
WC(cm) 81.62% 10.14 84.03+ 9.67*
HC(cm) 92.24+ 7.49 99.21+ 8.17*
CR (umol/L) 70.72+ 19.84 78.69+ 22.42*

UA (umol/L)

331.24+ 75.82

382.65+ 76.48%*
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FBG (mmol/L) 4.94% 1.21 549+ 1.62*
HP history 3.65% 5.28%"
TG(mmol/L) 1.75% 1.62 1.81+ 1.58
TC(mmol/L) 4.46x 0.94 4.73+ 0.88"
HDL(mmol/L) 1.36% 0.27 1.39+ 0.26
LDL(mmol/L) 2.84% 0.73 3.12+ 0.75*
HR(bpm) 77.21% 9.85 78.36x 12.36
smoking 33.8% 34.6%
drinking 18.7% 20.6%

Note: * P<<0.01, # P<<0.05. SBP: systolic blood pressure. DBP: diastolic blood pressure. BMI: body mass index. WC: waist circumference.
HC: hip circumference. CR: creatinine. UA: uric acid. FBG: fasting blood glucose. HP: hypertension. TG: triglyceride. TC: cholesterol.
HDL: high-density lipoprotein. LDL: low-density lipoprotein. HR: heart rate.

2.2 N

2 MS

Table 2 comparison of the prevalence of metabolic syndrome and its compositions

Male Female Total
prevalence
Normal Hyperuricemia Normal Hyperuricemia Normal Hyperuricemia
Hypertension 60.0% 64.6%" 54.8% 68.3%%* 57.8% 66.2%"
Abdominal obesity 43.4% 61.0%* 45.2% 77.8%* 44.2% 68.3%*
Obesity 6.8% 11.1%* 8.7% 19.0* 7.6% 14.5%%*
Diabetes 9.5% 14.3%" 6.9% 8.5%* 8.7% 11.0%"
hyperlipemia 29.5% 37.2%" 36.1% 46.4%" 32.4% 43.2%"
metabolic syndrome 20.0% 24.4%%* 27.8% 47.6%* 23.3% 34.5%*
Note: * P<<0.01 #P<C0.05.
2.3 SBP .BMI BMI | WC | HC | FBG .
logistic Creat . TC | LDL
4, Male . Age . R OR R
3

Table 3 Logistic Regression Analysis of the obesity prevalence and abdominal obesity Prevalence

Risk factor Male Age SBP DBP BMI wC HC
OR 1.027 1.179 2.352 -1.736 1.843 1.547 1.626
Uric acid

P 0.042 0.014 0.000 0.000 0.0150 0.005 0.017

Risk factor CR FBG TC LDL

OR 2.618 1.472 1.642 1.264

Uric acid
p 0.003 0.023 0.037 0.036

Note: SBP: systolic blood pressure. DBP: diastolic blood pressure. BMI: body mass index. WC: waist circumference. HC: hip circumference.

CR: creatinine. FBG: fasting blood glucose. TC: cholesterol. LDL: low-density lipoprotein.
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