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Abstract Objective: To identify the correlation between YKI.-40 levels including high sensitive C reactive pro-
tein(hs-CRP)and the fibrous cap thickness of fibrofatty plaque in coronary culprit lesions. Method: We retrospec-
tively analyzed the clinical data of 60 patients with coronary artery disease admitted to our hospital from August
2016 to August 2018. According to the type of coronary disease, patients were divided into 3 subgroups:SAP group
(containing 22 stable angina patients) , UAP group (containing 28 unstable angina patients) ,and AMI group (con-
taining l0acute myocardial infarction patients). Serum hs-CRP and YKIL.-40 levels were measured before subsequent
procedures. The characteristics of the culprit lesions were detected by optical coherence tomography (OCT) before
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interventional treatment,and the correlation between hs-CRP and ykl-40 and the fibrous cap thickness of fibrofatty
plaque in coronary culprit lesions were analyzed. Result: D The serum levels of hs-CRP [ (6. 854 1.74)mg/L vs
(3.86+0.18)mg/L vs (4.12+0.52) mg/L,respectively,all P<(0.05] and YKL-40[ (65.16 4 24. 34)ng/ml vs
(38.65£10. 36) ng/ml vs (54.81=£20.58) ng/ml, respectively, all P<C0. 05] were significantly higher in AMI
group than in SAP group and UAP group. Besides, serum levels of hs-CRP and YKIL-40 were significantly higher
in UAP group than in SAP group(all P<(0.05). @The fibrous cap thickness of fibrofatty plaque in coronary cul-
prit lesions were smaller in AMI group and UAP group than in SAP group [(57.28+8.61) pum vs (68.56+
16.57) pm vs (130. 42432, 83) pm,respectively.all P<<0.05],and there was no significantly difference between
AMI group and UAP group ( P=>0. 05). Proportion of thin-cap fibroatheroma plaque [80. 00% (8/10) vs 18.18%
(4/22) vs 60.71% (17/28), respectively, all P<C0. 057, plaque rupture [40.00% (4/10) vs 4.54% (1/22) vs
32.14%(9/28) , respectively,all P<C0.05] and thrombosis [ 30. 00% (3/10) vs 4.54%(1/22) vs 10.71%(3/28),
respectively,all P<C0.05] were significantly higher in AMI group than in SAP group and UAP group. Proportion
of calcification in plaque was lower in AMI group than in SAP group[ 10.00% (1/10) vs 40.91% (9/22), P<<
0.05],and there was no significantly difference between AMI group and UAP group (P>>0. 05). @ Pearson corre-
lation analysis showed that serum levels of hs-CRP (= —0. 265, P<<0. 05) and YKL-40 (= —0.524, P<{0.01)
were negatively correlated with fibrous cap thickness of fibrofatty plaques. Spearman correlation analysis showed
that serum levels of hs-CRP were positively correlated with plaque rupture (+=0.462, P<Z0.01) and thrombosis
(r=0. 218, P<<0.01),and serum levels of YKIL.-40 was positively correlated with plague rupture (+=0. 561, P<<
0.01) and thrombosis (+r=0. 239, P<(0. 01). @ Multiple logistic regression analysis showed that serum levels of
YKIL-40 at baseline was independently related to thin-cap fibroatheroma plaque (OR=6. 341, P<0.01). Conclu-
sion: The serum levels of hs-CRP and YKIL-40 in AMI patients are much higher than that in SAP and UAP pa-
tients,and higher in UAP patients than in SAP patients. Prevalence of thin-cap fibroatheroma plaque, plaque rup-
ture and thrombosis was significantly higher in the AMI patients,while the prevalence of calcification in plaque is
more often in SAP patients. Increased serum levels of YKIL.-40 are independent risk factor of thin-cap fibroatheroma
plaque formation.
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FEir/ % 60.60412. 50 61.4049. 70 68.60=411. 20
BMI/(kg * m %) 24,5343, 31 24,1742, 57 24.4043.19
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TG/(mmol « L") 2.2140.92 2.2440.75 2.2640. 81
Cr/(mmol « L") 66.524-13. 74 65.8748. 20 69.172410. 55
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EAEB 1| I 17 ¢
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Table 3  OCT results of fibrofatty plagues in coronary culprit lesions BICY%)  xts

ZH 51 1% Y WE R BE / pom TCFA BEH %L I8 B BEHLA 51k
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