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[Abstract] Objective To explore the influencing factors of coronary artery positive remodeling in patients with cor—
onary heart disease (CHD) and type 2 diabetes, and to construct related clinical prediction models to identify high-risk patients
early and guide clinical treatment. Methods One hundred and four patients with coronary heart disease and type 2 diabetes
diagnosed in the Cardiovascular Center of Beijing Tongren Hospital affiliated to Capital Medical University from January 2016
to June 2023 were selected. The target lesions were measured by intracoronary ultrasound (IVUS), and the reconstruction index
(RI) was calculated. According to RI, patients were divided into positive reconstruction group and non positive reconstruction
group. Clinical data of patients were collected, and the data of the two groups were statistically analyzed and a clinical predic—
tion model was constructed. Results Low blood calcium [OR(95% CI) =1.544 (1.263 —1.927), P <0.001], concurrent acute
coronary syndrome (ACS) [OR(95% CI) =1.198 (1.024 —1.401), P=0.024], high glycated hemoglobin (HbA,,) [OR(95% CI)
=1498 (1.104 —2.032), P=0.010] and high and low density lipoprotein cholesterol (LDL-C) [OR(95% CI) =1.275 (1.139 - 1.
428) , P<0.001] are independent risk factors for positive remodeling of coronary artery in this population. Based on the above
risk factors, a nomograph model of positive remodeling of coronary artery in patients with coronary heart disease and type 2
diabetes was constructed. The predicted incidence rate was basically consistent with the actual incidence rate. The area under
the internal validation curve (AUC) of the model was 0.937, And it has good clinical applicability. Conclusion The nomo-—
gram model based on the risk factors of patients with coronary heart disease and type 2 diabetes has a good predictive effect on
the occurrence of positive coronary remodeling.
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Tab.1 Comparison of clinical data between patients with positive and non positive remodeling groups

moH IEPER(n =41) FEIEME AL (n =63) X /1/UAH P

PRI 151 %) ] 7 30(73.2) 47(74.6) 0.027 0.871
4 11(26.8) 16(25.4)
AR () 56(36,77) 58.5(36,76) 0.988 0.323
PRI [ %) | SAP 11(26.8) 30(47.6) 4.495 0.034
ACS 30(73.2) 33(52.4)

W A e (45 %) ] 30(73.2) 32(50.8) 5.166 0.023
e IR 5 (4)( %) ] 23(56.1) 29(46.0) 1.007 0.316
TERRIESL [ %) ] 10(24.4) 11(17.5) 0.740 0.390
WBC( x10° /L)~ 7.19(4.56,15.80) 7.36(4.18,15.9) 0.684 0.494
Hb( g/L) " 140(125,179) 143(102,169) 0.391 0.696
HCT(x xs) 0.34 £0.05 0.42 +0.04 0.487 0.627
RDW( %) ~ 13.1(10.8,14.7) 13.2(11.7,20.6) 0.091 0.928
PLT( x10°/L) " 241(97,359) 195.5(130,475.7) 2.136 0.032
MPV( x +s,fl) 9.93+1.12 10.14 £1.60 0.734 0.465
PCT( %) " 0.24(0.09,0.44) 0.21(0.12,0.38) 2.294 0.021
£E( mmol /L) 2.14(0.99,2.50) 2.33(0.77,3.0) 5.085 <0.001
BUN( mmol /L) * 5.70(2.87,8.20) 5.40(2.01,9.36) 0.681 0.496
SCr( pmol /L) * 78.2(50.25,125) 79(53.57,251) 0.182 0.856
UA( wmol /L) © 291.2(222,950) 331.4(177,802) 2.227 0.026
HbA, (%) " 8.76(5.65,13.84) 7.30(5.24,13.47) 2.611 0.009
TG( mmol /L) * 1.72(0.66,3.58) 1.99(0.36,10.64) 1.068 0.286
TC(x +s,mmol/L) 3.99 £0.98 4.10+1.44 0.436 0.664
HDL-C( mmol /L) * 0.94(0.58,1.57) 0.94(0.58,1.65) 0.745 0.459
LDL-C( x +s,mmol/L) 2.90 £0.68 2.0+0.79 5.972 <0.001
Lp( a) (mg/L) * 1 811(293.6,11 110) 1 113( 1147 400) 3.025 0.003
CysC(mg/L) * 1.21(0.98,1.63) 1.05(0.86,1.34) 1.971 0.048
B th g 0.77(0.35,0.92) 0.76(0.49,0.93) 0.209 0.835
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Tab.2  Single factor Logistic regression analysis of influencing
positive remodeling of coronary artery in patients with
coronary heart disease and type 2 diabetes

pE| B1E SE{i Wald{i P& OR fH 95% CI

K AR 0.094 0.043 4.667 0.031 1.098 1.009 ~1.196

F & ACS 0.094 0.043 4.667 0.031 1.098 1.009 ~1.196

PLT % 0.004 0.003 1.577 0.209 1.004 0.998 ~1.010

PCT 7 0.062 0.032 3.789 0.051 1.064 0.965 ~1.133

1M 5545 0.355 0.105 11.472 0.001 1.426 1.161 ~1.751

UA®E -0.003 0.002 2.717 0.099 0.997 0.993 ~1.001

HbA, % 0.023  0.009 6.066 0.014 1.023 1.005~1.042

LDL-C % 0.160 0.035 20.41 <0.001 1.174 1.095 ~1.258

Lp(a) & 0.002 0.001 2.364 0.124 1.002 0.999 ~1.005

Cys-C % 0.014 0.054 3.699 0.054 1.109 0.998 ~1.233

&3 RO 2 BRSO B TR S BKIE T A ) 2

K& Logistic [F1IH454T

Tab.3 Multifactor Logistic regression analysis of influencing posi-
tive remodeling of coronary artery in patients with coronary

heart disease and type 2 diabetes

T H B  SEf Waldfli P{H ORfH 95% CI

F& ACS 0.180  0.080 5.105 0.024 1.198 1.024 ~1.401
MAEME  0.434  0.113 14.705 <0.001 1.544 1.263~1.927
HbA, % 0.404 0.156 6.725 0.010 1.498 1.104 ~2.032
LDL-C & 0.243  0.058 17.739 <0.001 1.275 1.139 ~1.428
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Fig.1 The nomogram of clinical prediction model of coronary ar—

tery positive remodeling in patients with coronary heart dis—

ease and type 2 diabetes

3
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Fig.2 Calibration curve of column chart prediction model
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Fig.3 ROC curve of column chart prediction model
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Fig.4 Clinical decision curve of column chart prediction model

it i

TE IR Bl K IE A FE AN 2 e AR Sl K S A A AL



SEMER 2R 2024 4E 1 HE5 23 B4 1] Chin J Diffic and Compl Cas, January 2024, Vol. 23, No. 1 © 35

B S FILR TR 4 ik RS 1 £k

Fig.5 Clinical impact curve of column chart prediction model
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