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[ ABSTRACT] Aim  To explore the predictive value of serum osteopontin (OPN) level on in-stent restenosis (ISR)
after percutaneous coronary intervention ( PCI). Methods A total of 120 patients(68 males and 52 females) with a-
cute coronary syndrome or stable angina pectoris successfully treated with PCI were collected, who were followed-up for 1
year and reexamined with coronary angiography (CAG). The average age of the patients was 59.38 £11.13.  According
to the results of CAG, study subjects were divided into ISR group and non-ISR group.  Clinical data, serum OPN and oth-
er biochemical patameters were analyzed and compared between two groups. Results The level of serum OPN was sig-
nificantly higher in ISR group than that in non-ISR group (4.79 +1.09 pg/L vs 3.11 £1.13 pg/L, P<0.01). Mulii-
variate Logistic regression analysis revealed that high serum OPN was an independent risk factor of ISR (OR =3.034, 95%
CI; 1.532 ~6.007, P<0.01). Area under the receiver operating characteristic curve (ROC) for OPN in evaluating
prognosis of ISR patients was 0.872 (95%CI: 0.770 ~0.975, P<0.01). The optimal cut-off value of OPN was 4. 16
pg/L, at that point, the positive predictive rate for ISR was 56.5% , negative rate was 95.9% , sensitivity was 76.5% ,
specificity was 89.3% , and accuracy was 88.3%. Conclusions  Serum OPN level is closely related with ISR after

PCI. It has a certain predictive value for the occurrence of ISR, and its negative rate is especially high.
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B ficf, BT 10 mL AT F 08 E 2L 2000 1/min %
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YE#E4E 81 % (receiver operating characteristic curve,
ROC) xf ffi e A5 AR #AT 4, WL P <0.05 HZRH
FIFENL,

2 % R

2.1 FHABRE—MIGKERLE

FBEAS 20 8 E B RS R 2R | R BT =2 L f51) B
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Table 1. The comparison of clinical data of patients in

two groups
P24 ToHBAEN

o (n=17) (n=103) ©MH
(L) 61.47 £8.25 59.04 £11.96 0.420
B () 9(52.94% )  59(57.28%) 0.738
WE R (1) 12(70.59% )  41(39.81% ) 0.018
fr 1L (5] 10(58.82% )  53(51.46%) 0.573
MR () 11(64.71% ) 49(47.57% ) 0.191
BRHTEST(F])  11(64.71% ) 40(38.83% )  0.046
3 SRR () 5(29.41%) 10(9.71% )  0.013
FHKE (mm) 27.38 +£5.24  25.31 +4.14 0.069
AR A2 (mm) 3.01 £0.26 3.24+0.39  0.019
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T AT IHEEA, ZRYAGITFE (P <
0.05,P<0.01;%2), WA EH LT TG & HDLC
AR, 2R G E X (P >0.05)

2.3 Logistic ZEZREAHH

0.05,P<0.01;%3),
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Table 2. The comparison of laboratory data of patients in

N two groups

VEPRERLN 2 70 B v A Ge 2 22 5 B WS DR s iR — o o
ok BB B3 S TR PR RN i P
LDLC ,OPN .CRP } BNP /KFH HZE &, IARJG ISR TC(mmol/L) 5.28+1.78 4.63+1.27 0. 069
. D oapse T e - - LDLC( mmol/L 3.59 £1.20 2.95+0.95 0.016
T WAE R HEAT Togistic 2278 [ A 53 #7, 4528 i85 52 HDLC((I:]nI:lnol/L)) 1.25£0.28 1.31£0.36  0.583
BLEAE M7E OPN K CRP /KSEXHE A [BIH 5 #2, H &Pgé '*ZB ‘g ;2 i; (2)3 2- ;1‘ ii- 12 g- 88‘5)
UL OPN Ko CRP /K -5t 32 48R S5 FE B8 A1 0 37 ; 65t 10 ‘

. . P . BNP(ng/L ' ' 0.034
F A (4T, i K S A S (AP R 6 (P < (¥ (66.10,340.12)  (89.96.232.36)
% 3. Logistic Z EIZEEHAN &R
Table 3. Multivariate Logistic regression analysis
LI Y CEVEES FrifEiR Wald x* 4 OR 95% CI P1i
X EHRE -0.275 0. 165 2.778 0.759 0.481 ~0.906 0.037
OPN 1.110 0. 348 10. 142 3.034 1.532 ~6.007 0.001
CRP 0.703 0.329 4.559 2.019 1.059 ~3.850 0.033

2.4 ROC MIZIFMEXEZHZHNE
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UM AE 7 ROC 2k, Hth 4 F #4354 0. 872
(95%CI 24 0.770 ~0.975,P <0.01) .0.701 (95%
CIH 0.560 ~0.841,P <0.01), >4 OPN Ht 4. 16
e/ LI, JEFH M T000 (B8 56. 5% , B4 380 0 41 i
4 95.9% HURYEN 76. 5% ,F F1E K 89. 3% |, Ui
Wtk 88.3% (K 1),
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Figure 1. ROC curve of the predictive value of OPN and
CRP on ISR
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A REAE T[] ML BE S 128 4T 2 40 Y ( adventitial fi-
broblast, AF)  S&AEA™ 5t | 20 A DX~ LA K I 45 46 41 g
SRy, TR 461 405 1 A8 A iy s 21
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BRI RE M 1, T b A VSMC | i A P B
A0 E AN S SR A Rk S 5
A KR RE SR S T ok, 1
50 A 5 T R B 5E CR B A, TR R B,
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