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[ Abstract] Objective To analyze the correlations of serum uric acid ( SUA ) level with severity of coronary and
carotid artery lesion in patients with coronary heart disease. Methods A total of 173 patients with coronary heart disease were
selected in the People’ s Hospital of Wuhan University from 2013 to 2015, and they were divided into A group ( complicated
with hyperuricaemia, n=57) and B group ( did not complicated with hyperuricaemia, n=116) according to SUA level. General
information, laboratory examination results, number of stenosed coronary arteries, Gensini score and Crouse score were
compared between the two groups, correlations of SUA level with Gensini score and Crouse score in patients with coronary heart
disease were analyzed by unitary linear regression analysis. Results No statistically significant differences of male proportion,

age, incidence of hypertension or diabetes, coronary heart disease types, smoking rate or drinking rate was found between the
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two groups ( P>0.05) . No statistically significant differences of WBC, neutrophil count, lymphocyte count, Hb, PLT,
ALT, AST, albumin, BUN, Ser, TC, TG, HDL or LDL was found between the two groups ( P>0.05) . Number of stenosed

coronary arteries in A group was statistically significantly more than that in B group, meanwhile Gensini score and Crouse score

in A group were statistically significantly higher than those in B group ( P<0.05) . Unitary linear regression analysis results

showed that, SUA level was positively correlated with Gensini score and Crouse score ( standard correlation coefficient was 0.141

and 0.006, respectively, P<0.05) . Conclusion Hyperuricaemia may increase the severity of coronary and carotid artery

lesion in patients with coronary heart disease, meanwhile SUA level is positively correlated with the severity of coronary and

carotid artery lesion.
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Table 3 Comparison of number of stenosed coronary arteries, Gensini

score and Crouse score between the two groups

i g R L (n (%) ) Gensini B4 Crouse

W WS s (MOOR),)) (M(QR), 4)
HUAZL 57 20(350) 16(281) 21(368) 585(655)  40(19)
JEHUAZL 116 60(517) 35(302) 20(181) 400(316)  22(14)
ASEE ! 7873° -3.985 5,535
P 0.020 <0.001 <0.001
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Figure 1 Scatter plot for correlation between SUA level and Gensini score

in patients with coronary heart disease
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Table 1 Comparison of general information between the two groups

. M ke - AR
A5 R ) ) "

LRI (n (%) ) U el

AT
(xxs, ) (n(%) ) (n(%) Jmmoshy raeEmosom arkopmse (%) ] [n(%)]

HUA 2 57 50 (87.7) 61.6+£103 42 (73.7) 13 (228) 20 (35.1) 15 (26.3) 22 (38.6) 29 (509) 15(26.3)
JEHUAZL 116 101 (87.1) 60.4+11.6 70 (60.3) 29 (25.0) 31 (26.7) 24 (20.7) 61 (52.6) 54 (46.6) 33 (28.4)
x> (1) {8 0.015 0.700°" 2.979 0.100 3.003 0.287 0.087

P{H 0.904 0.485 0.084 0.752 0.223 0.592 0.768

W HUA= S RBRINAE ; 4 ¢ {8

K2 AR LR AR LA

Table 2 Comparison of laboratory examination results between the two groups

Al PR 5 inme”/L) (x isl,\“i 10°L) (5= sL,Ylflog/w (x tI_;I,b gl) (x= s,PI;TlOg/L) [ M( 31%) U/L) o [UA;IL(]QR 5
HUA 24 57 8.19+3.14 5.67+2.92 1.76 £ 0.71 138.51 £ 16.92 205.22 +50.29 26 (24) 27 (30)
JEHUAZH 116 8.70 + 3.63 6.29 +3.37 1.74 £ 0.68 136.19 + 15.87 205.39 + 65.86 33(29) 35 (64)
t(Z) 18 -0.893 -1.200 0.178 0.882 -0.018 -1.491" -0.974"
Py 0.373 0.232 0.859 0.379 0.986 0.136 0.330
15 - Alb BUN (x %5, Ser (x +s, TC (x +s, TG (% %, HDL (x +s, B LDL
(x s, g/L) mmol/L,) wmol/L ) mmol/L ) mmol/L ) mmol/L ) (x £s, mmol/L)
HUA 2 39.61 £2.89 6.22 +£2.04 84.71 £25.22 4.39 +1.20 1.97 £ 1.27 1.06 £ 0.27 2.56 +0.89
JE HUA 4 38.90 +3.38 5.67 +1.69 77.09 +24.26 4.06 +0.87 1.74 £ 0.98 1.00 £ 0.34 2.36 +0.80
t(Z) 18 1.369 1.868 1.918 1.835 1.293 1.067 1.432
P1H 0.173 0.063 0.057 0.070 0.198 0.287 0.154

e WBC= 4T, NE=
FIREIE AL, Alb=

W, BUN= BRZEA, Ser= ML, TC= MR,

PR AN A, LYM= ke AN 4L, Hb= J]fllflﬁlfl PLT= [fil/IMRITEL, ALT= R FREEHALME, AST= K4

= =B HIN, HDL= % R, LDL= R EREM: " Z {4
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Figure 2 Scatter plot for correlation between SUA level and Crouse score

in patients with coronary heart disease
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