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[ Abstract] Objective To analyze the association of serum uric acid (SUA) with carotid atherosclerotic plaque
(CAP) and 10-year risk of cardiovascular disease in the people undergoing health examinations. Methods There were 74 539
people undergoing health examinations (including SUA examination and carotid ultrasonography) in the Department of Health
Medicine of the First Affiliated Hospital of Xi‘an Jiaotong University from 2013 to 2016, among which 34 473 people met the
inclusion and exclusion criteria were selected. According to the first results of carotid ultrasonography, the people undergoing
health examinations were divided into CAP group (n=15 818) and non—CAP group (n=18 655) . The general data and laboratory
examination results of people undergoing health examinations were collected, the first carotid ultrasonography was used as the
starting point of follow—up, and CAP was found during follow—up physical examination as the end point event of follow—up. The
follow—up deadline was 2023—-01-31. The 10-year risk of cardiovascular disease of 2 352 people undergoing health examinations

who completed > 2 carotid ultrasonography, aged > 35 years, and had smoking history in the non—CAP group was assessed using
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the 10—year risk assessment table for ischemic cardiovascular disease in Chinese. Multivariate Logistic regression analysis was
used to analyze the influencing factors of CAP in people undergoing health examinations. Spearman rank correlation analysis was
used to analyze the correlation between SUA and 10-year risk of cardiovascular disease in people undergoing health examinations.
Results The age of CAP group was older than that of non—-CAP group, the male proportion, BMI, systolic blood pressure (SBP) ,
diastolic blood pressure (DBP) , SUA, TC, TG, LDL—-C, AST, globulin, fasting blood glucose, urea nitrogen and creatinine were
higher than those of non-CAP group, and HDL—-C, ALT, total protein and albumin were lower than those of non—CAP group (P <
0.05) . Multivariate Logistic regression analysis showed that age, male, BMI, SBP, SUA, TC, TG, HDL-C, albumin, fasting blood
glucose, urea nitrogen and creatinine were independent influencing factors for CAP in people undergoing health examinations (P
< 0.05) . A total of 3 308 people undergoing health examinations in non—CAP group who completed > 2 carotid ultrasonography
were followed up for 7-9 years in the study, the results showed that 1 530 people undergoing health examinations occurred CAP,
and the incidence of CAP was 46.2%. According to the baseline SUA quartile, the 3 308 people undergoing health examinations
were divided into Q1 group (SUA <259 w mol/L, n=829) , Q2 group (259 p mol/L < SUA <316 p mol/L,, n=830) , Q3 group (316
pmol/L < SUA <379 pmol/L, n=824) and Q4 group (SUA > 379 wmol/L, n=825) . With the increase of SUA, the incidence
of CAP in people undergoing health examinations showed an increasing trend (X *yog=11.716, P=0.008) . The 10-year risk of
cardiovascular disease in Q2 group, Q3 group and Q4 group was higher than that in Q1 group, the 10—year risk of cardiovascular
disease in Q3 group and Q4 group was higher than that in Q2 group, and the 10—year risk of cardiovascular disease in Q4 group
was higher than that in Q3 group (P < 0.05) . Spearman rank correlation analysis showed that SUA was positively correlated with
10-year risk of cardiovascular disease in people undergoing health examinations (r,=0.223, P < 0.001) . Conclusion Elevated
SUA is a risk factor for CAP in people undergoing health examinations. The higher SUA, the higher risk of CAP and 10-year risk
of cardiovascular disease.
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Figure 1 Design process of this study
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Table 1 Comparison of general data and laboratory examination results

between CAP group and non-CAP group

TCAPA CAP# )
i 2
1A (n=18655)  (ne15g1g) (XD B PHE
W (x2s, %) 474+102 604+111  -112.877  <0.001

B (n (%) ) 10669 (57.2) 11411 (72.1)  830.673"  <0.001
BMI (x25, kg/m®) 244432 24730 -8.846  <0.001
SBP (x+s, mmHg) 11816 12718 -49.897  <0.001

DBP (xzs, mmHg) TT+11 80+ 11 -22250  <0.001

SUA (x5, pmollL) 330+ 88 345+ 83 -16253  <0.001
TC (2 +s, mmol/L) 463086 469097 5873  <0.001
TG (x5, mmol/L) 168137  174%124  -4154  <0.001
HDL-C (%5, mmol/L) 127£031  121£029 18436  <0.001
LDL-C (X5, mmol/L) 281£075  290£086  -10007  <0.001
ALT (55, UL) 255217 245:165 3291 0001
AST (x5, UL) 241111 28493 -2575 0010
BEM (T, gL) Th+4 T3+4 13402 <0.001
M&EM (x5, L) 46+3 45+3 29923 <0.001
HEM (35, gL) 28+3 28+4 -6.052  <0.001
ZE MR (2+5, mmol/l) 48+ 1.1 52+1.6 -14804  <0.001
JKEA (5+s, mmol/l,) 50£12 5414 28771 <0.001

N (x2s, pmol/l) 6317 68 £23 -19.576  <0.001

W CAP=#igh ks FEREfLBES, SBP=Ui4i /&, DBP=%Fik/%,
BMI=MJEFEEL, SUA=ITEIRAR ; 2/ x *H; 1 mm Hg=0.133 kPa
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Table 2 Multivariate Logistic regression analysis of the influencing factors

of CAP in people undergoing health examinations

AR Tt fE B SE Waldy§ P ORME 95%CI

B SEE 0113 0002 4941521 <0001 1119 (1116, 1.123)
Bl H=0, =1 0739 0036 413.697 <0.001 0478 (0445, 0.513)
BMI SME -0.022 0.005 19515 <0.001 0978 (0.968, 0.988)
SBP SME 0009 0001 51475 <0001 1.009 (1.006, 1.011)
DBP  SGlfE 0001 0002 0628 0428 1.001 (0998, 1.005)
SUA SSMME 0000 0.000 4015 0045 1.000 (1.000, 1.001)
C S 0270 0.084 10430 0001 1310 (1112, 1.544)
TG Sl -0.088 0023 14631 <0001 0916 (0.875, 0.958)

HDL-C  SClifE -0730 0.102 51676 <0.001 0482 (0395, 0.588)
LDL-C  “:MfE  -0.032 0080  0.157 0692 0969 (0.828, 1.134)

ZHEMEE  SEME 0068 0010 44409  <0.001 1.070 (1.049, 1.092
JREA SIS 0033 0011 8905 0003 1.033 (1011, 1.056
WUEF SEdifE -0.003 0001 13855  <0.001 0997 (0.995, 0.999
W - -5974 0455 172427  <0.001 0.003 -

ALT  SEUUfE 0000 0001 0017 0896 1.000 (0.998, 1.002)
AST S 0000 0002 0020 0885 1.000 (0.99, 1.005)
BEM SE 0002 0011 0022 0882 1.002 (0980, 1.024
H&EA S Sl 0036 0018 3897 0.048 0964 (0.930, 1.000
WEN S 0202 0087 L1166 0280 1224 (

(

(

)
)
0.848, 1.767)
)
)
)

T —FORTANRE



.52 - Pract J Cardiac Cereb Pneum Vasc Dis  December 2023, Vol.31 No.12  http://www.syxnf.net

49.39% (407/824 ) . 48.36% (399/825) ;
ThiEr, BRI Z CAP A 4 R EH
-11.716, P=0.008) , W.33.

f#E SUA
BT E AT (X

R3 3 308MERHAKHE BEVIIR CAPREASHL (1))
Table 3 Incidence of CAP in 3 308 people undergoing health examinations
during follow—up period
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