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Abstract

Objective: To investigate the incidence of cholesterol crystals in culprit lesions detected with opti-
cal coherence tomography (OCT) and their relationship to 1-year outcomes in patients with coronary
artery heart disease (CHD). Methods: A total of 649 consecutive CHD patients who underwent percu-
taneous coronary intervention (PCI) and OCT imaging of culprit lesions were included in the study and
divided into the CC group and the non-CC group according to the presence or absence of CC, with
359 and 290 patients, respectively. Clinical data and OCT images were collected, and patients were
followed up for 1 year to determine the incidence of CC and its relationship to 1-year major adverse

cardiac events (MACE), which consisted of all-cause death, ischemia-driven repeat revascularization
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of target or non-target vessels, and rehospitalization for unstable angina. Results: A total of 525 acute
coronary syndrome ( ACS) patients (80. 89% ) and 124 stable coronary artery disease (SCAD) patients
(19.11%) were included in the study, and their incidence of CC was 55. 05% and 56.45% , respec-
tively, with an overall incidence of CC in the CHD population of 55. 32% . The baseline clinical char-
acteristics between the CC and Non-CC groups were comparable, other than in the prevalence of dia-
betes(P=0. 039 1), the levels of blood glucose (P=0.042 9), creatinine (P=0. 041 0), white blood
cells (P=0.027 3), and LVEF (P=0.002 6). CC was closely related to other vulnerable plaque
characteristics, including the presence of macrophages (P<C0.001), thin-cap fibroatheroma (TCFA)
(P=0.010 8), microchannels(P<C0.001), etc. The overall rate of MACE at 1-year was 20. 34%,
and CC was associated with worse 1-year outcomes, mainly owing to the higher rate of ischemia-
driven repeat revascularization (P=0. 000 6), especially non -target vessel repeat revascularization
(P=0.001 3). CC (P=0.045 4), TCFA (P=0.011 3),
(P=0.020 0) were identified to be independently associated with 1-year MACE. Conclusion: CC

and complete revascularization

was independently associated with worse 1-year outcomes in CHD patients, mainly owing to a higher

rate of ischemia-driven repeat non-target vessel revascularization.
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#1 CCHENon-CCAELBHITLILE [ (%); M(Pys, P;5)]
I H S CCHl(n=359) Non-CC 4 (n=290) P
R/ B 63.00(56.00,70.00) 61.00(54.00,68.00) 0.097 1
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#3 1EMACESEHHEEERSEE Logistic B 135 #7
—_ R ZHFE ST
OR(95%CI) P OR(95%CI) P
AE I 1.01(0.49~1.17) 0.394 0 — —
5 0.95(0.62~1.48) 0.822 0 — —
BMI 0.99(0.94~1.05) 0.8130 — —
WL/ RER R mIiE 0.82(0.56~1.21) 0.3230 — —
1L 55 0.93(0.52~1.59) 0.799 0 — —
LI 0.64(0.39~1.01) 0.064 3 0.63(0.38~1.02) 0.068 1
AT 1.67(1.10~2.52) 0.015 4 1.58(0.96~2.56) 0.065 7
WA s 0.97(0.66~1.43) 0.8810 — —
S A A A TC 1.06(0.89~1.27) 0.4950 — —
TG 1.01(0.86~1.17) 0.894 0 — —
HDL-C 0.86(0.44~1.57) 0.646 2 — —
LDL-C 1.15(0.95~1.40) 0.170 0 — —
1M 1.07(1.01~1.14) 0.017 4 1.01(0.94~1.08) 0.783 5
LT 1.00(0.99~1.00) 0.587 0 - —
hsCRP 1.01(0.99~1.02) 0.301 0 - -
200 i 1.04(0.98~1.10) 0.204 0 — —
I 21 8 1 1.00(0.99~1.01) 0.969 5 — —
LVEF 0.97(0.94~0.99) 0.009 7 0.99(0.96~1.01) 0.291 6
BEHURRAE cC 1.98(1.33~2.98) 0.009 8 1.55(1.02~2.40) 0.045 4
TCFA 2.37(1.55~3.68) <£0.001 0 1.79(1.15~2.85) 0.011 3
L W 40 i 9 Vil 1.25(0.73~2.22) 0.4320 — —
fife i i 1.62(1.06~2.52) 0.0300 1.29(0.82~2.06) 0.272 1
5 BT B 1.15(0.78~1.72) 0.490 0 — —
WEHE: I 25 ] ) D 0.89(0.52~1.49) 0.681 0 — —
LIREES 0.78(0.46~1.28) 0.3470 — —
ACEI/ARB/ARNI 1.20(0.76~1.85) 0.420 0 — —
CCB 1.00(0.64~1.55) 0.9910 — —
B-blocker 0.87(0.52~1.41) 0.582 0 — —
B 11 24 XU B 1L/ 0.53(0.23~1.32) 0.1457 — —
7T 2% 1.28(0.42~5.61) 0.695 4 — -
ACEI/ARB/ARNI 0.99(0.68~1.46) 0.966 0 — —
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