I AT 228 2020 4F 6 H 58 29 55 6 ] ] Intervent Radiol 2020, Vol.29, No.6

— 555 —

- DJFES A Cardiac intervention *

MR KA SRR E S NN ARG
v I i T LA T f o S

At

&

(HE] BH FiT2MEERsh Bkes &0 (ACS) 88 2 Bt R S kA AR 97 (PCL) AR L 15 ¥ 1
BEEWLEE (LPL) K AR (b B X, Ak #EHL 2015 4F 5 A 2 2018 4F 5 A i = O — B B iR 1Y
203 ] ACS f& 3 A AT 5 o MR i LPT (B 3P4l ACS 35 WA A e A BT 23 (1.04 pumol/L) K 28 3
43 A LPLAL (n=46) FIIK LPI 41 (n=157) , K& 3 174 LPLAKSE i S BG R, &8 iy
LPT ¥4l ACS 8 35 5 09 52 1808 TAERAAE M 26 F AL (AUC) 2 0.851, R 4% 5 B2 43 51 Ry 69.44% |
88.02%, & LPT 41 A LPT 21 /8 3 [ ai AILAF LSS 88 1 T(Tnl) 6 2% I 45 4, 95 [ 21 290 IR P 25 (NYHA)
DRSS Y AL IL2T 2 1 (HbAle) JRZE A (BUN) 220 % 51 1l 4 80 (LVEF) \LPI 22 334 48 i1 23 X
(P<<0.05), % LPI 2 20008 R K3 0F (MACE) & A2 R 2 5 7% LPI 41, -39 A= 77 i 1) S 2 % T I%
LPI 4 , 25 R 394 it 2 X (P<0.001) , Cox 1R Z FZ (K 2 MU 401 7R, 9600 0 B0 4 JoEL 2 e i 9
5 Tnl W72 M50 LPT 5 ACS BEBUS B UM, ik 7 LPT 5 ACS &3 15 % U AH 56 , LPT 7K
SRS I AT 1 T AL R B

(X8R ] 2R IKEEGIE; &R R 3 kA AR YT 5 7w s e LR 5 10U

MBS E S R5414 XHIRED:A  XEHS1008-794X(2020)-06-0555-05

Changes of serum lysophosphatidylinositol level in patients with acute coronary syndrome after
percutaneous coronary intervention and its clinical significance TANG Rong, LIANG Jianjun.
Department of Emergency, Hanzhong Municipal No.3201 Hospital, Hanzhong, Shaanxi Province 723000,
China

Corresponding author: LIANG Jianjun, E-mail : liangjianjunl976@163.com

[Abstract] Objective To investigate the changes of serum lysophosphatidylinositol (LPI) levels in
patients with acute coronary syndrome (ACS) after percutaneous coronary intervention (PCl), and to discuss
its clinical significance. Methods A total of 203 patients with ACS, who were admitted to Hanzhong
Municipal No.3201 Hospitalof China during the period from May 2015 to May 2018, were enrolled in this
study. According to the optimal cut-off point of serum LPI(1.04 pmol/L), the patients were divided into high-
LPI group(n=46) and low-LPI group(n=157). The patients’ serum LPI levels were measured and its relation-
ship with the prognosis was analyzed. Results The AUC, sensitivity and specificity of serum LPI in evaluating
the prognosis of ACS patients were 0.851, 69.44% and 88.02%, respectively. There were significant differences
in serum creatinine, troponin [(Tnl), number of diseased vessels, NYHA cardiac functional grading, hemoglobin
A1C(HbAlc), urea nitrogen(BUN), left ventricular ejection fraction(LVEF) and LPI levels between the high-
LPI group and the low-LPI group (P<<0.05). The incidence of MACE in the high-LPI group was obviously
higher than that in the low-LPI group, while the mean survival time in the high-LPI group was remarkably
lower than that in the low-LPI group, the differenceswere statistically significant (P<<0.001). Cox univariate
analysis and multivariate analysis showed that the disease classification, chronic obstructive pulmonary

disease, Tnl, lesion branches, and LPI level were closely related to the prognosis of patients with ACS.
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Conclusion Serum LPI level is closely related to the prognosis of patients with ACS. The detection of LPI

level is very helpful in evaluating the prognosis of patients. (J Intervent Radiol, 2020, 29 555-559)
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