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Abstract Objective: To investigate the relationship between the changes of serum uric acid and blood lipid in
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elderly patients with hypertension during 3. 6 years of follow-up,to observe the effect of serum uric acid changes on
the treatment effects of lipid-lowering drugs. Method: A retrospective study way was performed in the subjects in-
cluded 883 cases who had a readmission after 3 years of follow up in an original cohort of 1648 patients with diag-
nosis of essential hypertension in Fujian Provincial Hospital from August 2007 to September 2009, and the hospi-
talized information of baseline and follow-up were collected. Result: The average readmission period was 3. 6 years.
Compared with baseline values,serum uric acid levels [ (355.08+102. 66) umol/L vs (363. 69+118. 83) pmol/L, P
<C0. 05] increased and triglyceride [ (1. 674 1. 18) mmol/L vs (1. 52+0. 94) mmol/L], total cholesterol [ (4. 90+
2.27) mmol/L vs (4.56=£1. 26) mmol/L],high density lipoprotein cholesterol(HDL-C) [(1.20+0. 38) mmol/L
vs (1.1740. 39) mmol/L],non high density lipoprotein cholesterol (non-HDL-C) [ (3. 69=£2. 25) mmol/L vs (3.
392+1.18) mmol/L,all P<<0.01] decreased after 3. 6 years. The rate of decline on triglyceride [235(51. 20%) vs
267(63.57%) ], total cholesterol [241(52.51%) vs 252(60. 00%) ], low density lipoprotein cholesterol (LDL-C)
[213(46.41%) vs 226(53.81%)] and non-HDL-C [213(46.41%) vs 226(53.81%) ,all P<C0. 05] was higher in
patients with decreased uric acid than patients with increased uric acid 3. 6 years later. Stepwise multiple linear re-
gression analysis showed that changes in serum uric acid and changes in triglyceride, cholesterol, LDL-C, non-HDL-
C(B=0.114X107%,0. 103X 107%,0. 102X 107%,0. 119 X 10~ ?;all P<C0. 05) had independent linear relationships
while changes of lipid was the dependent variable and changes of serum uric acid, age, body mass index, blood
pressure. anti-hypertensive therapeutic intensity scores and lipid-lowering drug was independent variables etc. Con-

clusion : Patients with lower serum uric acid levels during the follow-up period had better control of blood lipid lev-

els,suggesting that appropriate control of serum uric acid levels may help control blood lipid.

Key words hypertension;uric acid; blood lipid
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13 S HE [ HDL-C LDL-C non-HDL-C
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Table 2 Decline rates of general clinical data in both groups %)
20 5 B /20 BMI 25 15 i b = B Hh S IR [ HDL-C
JRIR T K21 420(229/191) 174(41. 43) 161(38.33) 267(63.57) 252(60. 00) 200(47.62)
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Table 3 Stepwise multiple linear regression analysis

A AR PR AR 4 B SE t P
1M R R 7% Ak =W AR 0.114X107? 0. 000 2. 544 0.011
SR [ EE AR AR 0.103X107? 0. 000 2.135 0.033
LDL-C 754k, 0.102X10? 0. 000 2.134 0.033
non-HDL-C 7484k 0.119x10? 0. 000 2. 682 0. 008
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