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Abstract : Objective To analyze the changes of serum oxidized low density lipoprotein(ox-LLDL) and lipo-
protein lectin-like oxidation of LDL receptors-1(sLOX-1) in patients with gout and their relationship with
subclinical atherosclerosis(AS). Methods A total of 68 patients with gout and 43 healthy subjects (control
group) were selected as subjects. According to the bilateral carotid intima-media thickness (IMT) and the
presence or absence of plaque formation, gout patients were divided into subclinical AS group(AS group, 38
cases) and non-subclinical AS group(non-AS group,30 cases). Serum sLOX-1 and ox-LLDL levels were meas-
ured by enzyme-linked immunosorbent assay. The course of disease, body mass index(BMI) , serum uric acid
(UA) ,blood lipids, fasting blood glucose, glycosylated hemoglobin alc (HbAlc), homeostasis model assess-
ment of insulin resistance (HOMA-IR) and high-sensitivity C-reactive protein (hs-CRP) were recorded. The

correlation between serum ox-LDL and SLLOX-1 in patients with gout was analyzed. Receiver operating charac-
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teristic(ROC) curve and area under the curve(AUC) were used to evaluate the diagnostic value of ox-LLDL and
sLOX-1 levels in gout complicated with subclinical AS. Logisitic regression was used to analyze the risk fac-
tors of subclinical AS in patients with gout. Results Levels of serum ox-LLDL[42. 37(20.77,181. 20)ng/mL ]
and sLOX-1 [7.66(4.43,14.03)ng/mL] in AS group were higher than those in non-AS group [ oxLDL:19. 03
(8.46,32. 44)ng/mL,sLOX-1:5.70(2.41,10. 87)ng/mL ], the levels of serum ox-LLDL and sLOX-1 in non-AS
group were higher than those in control group [ox-LLDL:10. 71 (4. 22,14. 74) ng/mL, sLOX-1:0. 98 (0. 49,
3.18)ng/ml],and the differences were statistically significant(P <C0. 05). Serum ox-LDL level was positively
correlated with sLOX-1 level in patients with gout(=0. 531, P<C0. 001). The AUC of ox-LLDL in the diagno-
sis of gout patients with subclinical AS was 0. 718,the AUC of sLOX-1 in the diagnosis of gout patients with
subclinical AS was 0. 769. Logistic regression analysis showed that age,disease duration, triglyceride,low-den-
sity lipoprotein cholesterol, HOMA-IR and ox-LLDL were the influencing factors of subclinical AS in patients
with gout. Conclusion The increased levels of serum ox-LDL and sLOX-1 are closely correlated with the inci-

dence of subclinical AS in patients with gout,the detection of serum ox-LDL and sLLOX-1 is of significance for

the early diagnosis of gout complicated with AS.
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