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[Abstract] Objective To explore the risk factors related to coronary heart disease (CHD) complicated with carotid
plaque, and compare the effects of different lipid-lowering treatment schemes on carotid plaque. Methods The data of 335
patients with CHD, hospitalized in the Department of Cardiology of Wuhan First Hospital and undergone coronary angiography and
percutaneous coronary intervention (PCI) from January 2017 to December 2019, were collected and analyzed retrospectively. The
biochemical indexes of CHD with carotid plaque group (n=257) and CHD without carotid plaque group (n=78) were compared,
and the factors affecting the distribution of blood lipid levels were screened and analyzed in the CHD with carotid plaque group.
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Univariate and multivariate logistic regression were performed to analyze the risk factors of CHD complicated with carotid plaque.
Then the patients in CHD complicated with carotid plaque group were divided into four subgroups according to the actual oral lipid-
lowering drug regimen: atorvastatin 20 mg group (n=90), atorvastatin 10 mg + ezetimibe 10 mg group (n=51), rosuvastatin 10 mg
group (n=71), and pivastatin 2 mg group (n=36). The number and size changes of carotid plaques were analyzed before and one year
after PCL. Results The BMI, blood pressure (including systolic pressure and diastolic pressure), serum creatinine and uric acid
levels, low density lipoprotein cholesterol (LDL-C) and total cholesterol (TC), glycosylated hemoglobin (HbA,.) and lipoprotein
phospholipase A, (Lp-PLA2) increased obviously in CHD complicated with carotid plaque group compared with without carotid
plaque group (P<0.01). In patients with CHD complicated with carotid plaque, gender, age and BMI were the factors affecting
blood lipid levels (P<0.0S). The results of univariate and multivariate logistic regression analysis showed that HbA,, Lp-PLA2,
LDL-C, creatinine, albumin and uric acid were the risk factors affecting carotid plaque (P<0.05). The number and/or size decreased
of carotid plaques could be reduced by different lipid-lowering treatment schemes one year after PCI in the four subgroups, but

Biochemical indicators such as HbA,, Lp-PLA2, LDL-C,

creatinine, albumin and uric acid can be used for screening and targeted prevention and treatment of high-risk population. Different

there was no significant difference between the groups. Conclusions

lipid-lowering treatment schemes have no significant effect on carotid plaque.
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Tab.1 Comparison of demographic data and biochemical indexes between patients in two groups
it S LI TE ) K BRI (n=78) S L9 0 Bl K BE 20 (n=257) K/t P

PESI [ (%)] 5.23 0.086

% 48(61.5) 177(67.2)

7 30(38.5) 80(32.8)
JE A HB[ 11 (%)] 4.42 0.063

Wt 60(76.9) 208(80.0)

AT 18(23.1) 49(20.0)
B (2, wts) 53.3+6.1 55.5+6.0 7.412 0.079
BMI(kg/m’, x+s) 24.80 + 3.30 26.50 + 3.20 8.312 <0.01
(YK /min, x+s) 85.0+9.5 83.0+10.1 0.325 0.712
W4 FE (mmHg, x+s) 138 + 19 141 = 17 5.426 <0.01
#F 9K K (mmHg, x+s) 78 + 11 80+ 10 5.978 <0.01
1L AL (pmmol /L, X+s) 73.56 + 18.25 75.58 +19.23 1.425 <0.01
I (g/L, xs) 45.62 3.12 41.28 £2.48 3.539 <0.05

1L /R R (pmmol /L, X+s) 278.23 +77.52

313.26 + 68.69 7.698 <0.01
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ALT(U/L, %+s) 19.94 = 10.23 19.89 + 10.08 1.654 0.480
AST(U/L, +s) 21.25 + 12.45 20.89 + 11.97 2.436 0.312
TG(mmol/L, %+s) 1.78 +1.27 1.87 + 1.34 2.669 0.032
TC(mmol/L, ¥+s) §.25+1.11 $.36 £1.25 9.384 <0.01
LDL-C(mmol/L, %+s) 3.76 +0.68 3.84+1.89 9.157 <0.01
HDL-C(mmol/L, ¥+s) 121 £0.56 113 0.42 8.731 0.065
FBG (mmol/L, F+s) 92£33 9.3£3.5 1.248 0.360
HbA, (%, %+s) 71£22 73£23 0.427 <0.01
Lp-PLA2(U/L, %s) 598.12 + 168.79 645.67 + 154.38 3.924 <0.01
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Tab.2 Mean distribution of blood lipid level (mmol/L) in patients with CHD complicated with carotid plaque (mmol/L, x+s)

Er=20N TC TG HDL-C LDL-C

P

B (n=177) 5.12 % 1.02 1.98+1.18 1.22+£0.33 3.34£0.98
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F 1.426 2.563 8.439 3.147
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B FEARALTT 10 mg+{KATZZ 77 10 mg (n=51) 528 +0.36 1.85 + 1.74 1.39 +0.63 3.13+0.31

B &R AMTT 10 mg#H (n=71) 5.31+0.12 2.02+1.56 1.27 +0.74 2.94+1.14

PEARATT 2 mg#Hl (n=36) 5.06 + 0.48 234+122 1.38+0.55 3.07 +0.33

F 1.536 2.874 9.267 3.235

P 0.421 0.059 0.236 0.114
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Tab.3 Univariate logistic regression analysis of CHD
complicated with carotid plaque
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Tab.4 Multivariate logistic regression analysis of CHD

complicated with carotid plaque

BMI 0.062 0.008 86.743 1.034(1.031~1.053) <0.01
HbA,, 0.123 0.021 51.234 1.125(1.112~1.147) <0.01
FILERL 0574 0125 25371 1.812(1.539~2.223) <0.01
I JYLAT 0.189 0.134 2.895 0.756(1.574~1.961) <0.01
JRIR 0.003 0.000 93.412 1.001(1.000~1.003) <0.01
MASSHH 0023 0.005 78.659 1.663(1.334~1.975) <0.01
E4E 0.028 0.003 65.743 1.028(1.013~1.032) <0.01
Lp-PLA2 0.665 0.009 29.236 1.926(1.587~2.312) <0.01
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=70 1.000
HbA,,
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i
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Fig.1 Carotid plaque changes in different statin treatment

subgroups 1 year after PCI
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