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Abstract Objective: To investigate the dynamic evolution of blood lipids and its influencing factors in patients
with rapid progression of coronary artery atherosclerosis. Methods: A total of 201 patients admitted to the Depart-
ment of Cardiology, the First Affiliated Hospital of Anhui Medical University from June 2018 to February 2022
who underwent coronary angiography twice within 10(5—12) months were collected. According to the progres-
sion of coronary lesions, they were divided into slow progression group(100 cases) and fast progression group(101
cases). The medical history, medication, angiographic features and lipid evolution of the two groups were com-
pared, and the influencing factors were analyzed by regression. Results: Compared with the slow progression
group, Gensini score increased and stenosis vessels were more as well as the difference of APOA1 decreased in the
fast progression group. Multivariate logistic regression analysis showed that the Gensini score(OR =1. 020, P =
0.000) and APOA1(OR =6.097, P=0.029) were the independent factors in the rapid progression of coronary
atherosclerosis. Conclusion: Genisini score and APOAT1 reduction are independent factors in the rapid progression
of coronary atherosclerotic plaque.
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1 BEMNEZER
Table 1 Characteristics of patients FC%) X +=S.M(Py ,Pys)

i H 221 3 R 2 (100 91D P R 4L (101 ) ¥/t P
RS/ % 59.23411.08 60.79411.02 —1.002 0.318
BMI/ (kg/m?) 25.2243. 89 24,6243, 21 1.182 0.238
B/ 2/ B 60/40 69/32 1.512 0.219
2 A s 27(27.0) 34(33.7) 1.055 0. 304
PRI S 18(18.0) 25(24.8) 1. 362 0.243
1R I B 57(57.0) 53(52.5) 0.415 0.519
WE DR 22(22.0) 25(24.8) 0.212 0. 645
560 B 21(21.0) 12(11. 9 3. 045 0.081
M#%/ (mmol/L) 5.46(4.96,6.63) 5.64(5.09,7.07) —0.751 0.453
WK i 5% 6] 491/ H 12.00(9. 00,19. 00) 7.00(4.00,11.00) —6.933 0. 000
A YR 2 5 [F] 4 24

JB & R 4(4.0) 4(4.0) — 1. 000

1R B s 24 15(15.0) 15(14.9) 0.001 0.976

B 22 1A B 711 55(55.0) 48(47.5) 1.124 0. 289

ACEI/ARB 2% 30(30.0) 33(32.7) 0.167 0.683

5 3 1 L i 791 16(16.0) 15(14.9) 0.051 0. 822

B /MR R AR 2 78(78.0) 80(79.2) 0. 044 0. 835

T 24 77(77.0) 80(79.2) 0.143 0.705

R2 BENMEERISE
Table 2 Angiographic characteristics of the patients M(P,;,Ps5)

S 2% 12 30 JE 21 (100 fi]) R R B A (101 i) ¥/ P
5k Gensini 43 /43 22.0(11.3,46.0) 46.0(24.0,67.0) —4.458 0. 000
9o A2 1ML R/ 32 3.0(1.0,3.8) 3.0(2.0,4.0) —3.148 0. 002
3 A8 R 1 R AR /4] () 21(21.0) 33(32.7) 3. 485 0. 062

*3 WAMBELER

Table 3 Comparison of blood lipids between the two groups

X+S.M(Py,Ps)

LR JE JR 46 (100 1)

e e gk R 48 (101 1)

ki
! 1 %2 ) £fH 1K 52K %
TC/(mmol/L.) 4,044+1.04 3.45+0. 73" —0.58+0. 89 3.95+1.13 3. 4340, 94" —0.52+1.01
1. 40 1.34 —0.22 1.43
TG/ (mmol/L) 1.46+0.73 —0.22+0.66
(1.03,1.99) (0.95,1. 86) (—0.47,0.21) (1.16,2.04)
HDL-C/(mmol/L) 1.03+0. 24 1.05+0. 24 0.0240. 14 1.0440.27 0.98(0.85,1.15) —0.01=£0. 21
n-HDL-C/ (mmol/L) 2.99+0. 97 2.41+0. 70" —0.58+0.87 2.91+1.02 2.4140. 86" —0.5140.93
L.LDL-C/(mmol/L) 2.3440.91 1.82+0.57" —0.52+0. 80 2.2940.93 1.63(1.29,2.24)Y —0.43+0. 84
0.52 0.50 —0.08 0.53
VLDL-C/(mmol/L) 0.5440. 27 —0.08+0. 24
(0. 38,0.74) (0.35,0.69) (—0.17,0.08) (0.43,0.75)
APOA1/(g/1) 1.154+0. 20 1.21-+0.21" 0.0640.18 1.17+0. 22 1.17+0. 22 —0.01+0. 20%
APOB/ (g/1) 0.7740. 21 0.654+0. 18" —0.12+0.18 0.7740.23 0.60€0.53,0.74)"” —0.1140.21
175.50 171.50 —3.50 179. 00 173. 00 2.00

LP(a)/(mg/L)

(77.25+386.25)(70.50,428.50) (—49.75,41.25) (90.50,442.00) (79.50,431.50) (—53.00,44.00)
TC/HDL-C 4,014+1.18 3.40+0. 847 3.89+1.00 3.4340. 95"
n-HDL-C/HDL-C 3.00+1.14 2.40+0. 82" 2.88+1.00 2.4340. 95"
LDL-C/HDL-C 2.32+0.95 1. 8040, 59" 2.244+0.81 1.68(1.32,2.12)"
APOB/APOA1 0.6940. 23 0.564+0.17" 0.6710.21 0.58=+0. 20"

SRMAS 1 WK, Y P<<0. 05; 540 ik R 41 e, » P<<0. 05,
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Table 4 Multivariate logistic regression analysis of influencing factors for rapid progression of coronary atherosclerosis

AR b SE Wald ¥ p OR 95%CI
5 Bk Gensini $E4> 0.020 0. 005 14.192 0. 000 1. 020 1.010~1.031
APOAL 12518 1. 808 0.828 4.771 0.029 6.097 1.204~30.873
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