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Abstract  Objective: To investigate the correlation between serum alkaline phosphatase ( ALP) level and
plaque morphology and calcification detected by intravascular ultrasound (IVUS) in acute coronary syndrome
(ACS) patients. Method: The imaging data of ACS patients who underwent intravascular ultrasound (IVUS) ex-
amination from January 2017 to December 2018 were retrospectively analyzed. Patients with History of PCI, canc-
er,and liver disease were excluded,and 234 patients were included in this study, The receiver operating characteris-
tic (ROC) was used to evaluate the predictive calcification ability and correlation analysis of ALP. Then ALP was
divided into high ALP (>80 IU/L) group,medium ALP (68—80 IU/L) group and low ALP (<68 IU/L) group
by the tertiles method,and to observe the correlation between different levels of ALP and calcification characteris-
tics and plaque morphology. Result; The ROC curve showed that the AUC area of ALP predicted calcification was
0.65 (P<<0.001). Correlation analysis indicated that there was a significant correlation between ALP and Plaque
burden (PB) (r,=0. 38, P<{0.05). Spotty calcification, Minimum lumen area (MLA) 4.0 mm’ and PB>70% in
the high ALP group were significantly higher than those in the middle ALP and low ALP group ( P<C0. 05). How-
ever, TCFA and calcification length were not statistically significant in different ALP groups ( P>>0. 05). Conclu-
sion: The correlation between ALP™>80 IU/L and spotty calcification, PB and MLA is strong,suggesting that high
ALP may be related to plaque stability.
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Table 1 Baseline demographic, clinical date according to tertiles of alkaline phosphatase levels (%), x= s
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LDL-C 8(10. 2) 18(21.9) 12(16.2) 0. 106
W B 34(43.6) 34(41.5) 24(32.4) 0. 329
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PEIR 12 W
UA 62(79.5) 46(56. 1) 38(51.4) 0. 002
NSTEMI 10(12. 8) 22(26.8) 24(32.4) 0.014
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Figure 1 ROC curve of ALP in predicting calcification
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