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HZE . BH Kt aBmomEn &2 LB RIMRAN (PCL) %776 hif&HiEH ERE S Bl
(HMGB1 ), T MAE AR E Z 2R R F —1 (sSTLT-1) RFEA, AR TG IREGHR, Tk %
2013 3 A—2017 F 6 A e dkyy B F M ESAT © B AA R SH IR (AMI) 47 PCL &7 89
241 #) Bk, KR EREE I R X B A e F HMGB1, sTLT—1 K-, TRFRERAEEE 240 2B RS
i FEH (MACE) A AR, SR PCIESJE 634 (26.14%) &K% MACE(MACE 41), 178 4 &
# A% % MACE (3F MACE 41 ), MACE 28 % %% % .40 3 L #), sk HMGBI1 fo sTLT—1 R-F . Gensini
#4535 T4E MACE 48 (P <0.05) ; 235 HMGB1 K-FFRM MACE £ £ # ROC W4 27, % ik HMGB1 %
64.73 pg/ml B, W& T @A 0.868 (95% CI : 0.820, 0.916), #BMEH 0.873 (95% CI : 0.768, 0.937), 4 3F
M 0.758 (95% CI : 0.698, 0.811); siF sTLT—1 K-F M MACE X 44 ROC WM& 27, Hbif sTLT-1
1 620.84 pg/ml B, W& T &EARA 0.753 (95% CI = 0.683, 0.823 ), #BEH 0.810 (95% CI : 0.703, 0.886), H+it
#0.629 (95% CI:0.570, 0.685 ); B F FAH, ¥4 T @A A 0.895 (95% CI1:0.849,0.941 ), 4B H 0.873 (95%
CI1:0.768,0.937 ), # -1 % 0.798( 95% CI:0.738,0.848 ). Cox Hosl MU HEA) 25 2 7, Hh i = 8% [RR=1.629 95%
Cl: 1.137, 2.334) |. Gensini #F % [RR=1.052 (95% CI : 1.033, 1.070) ]. HMGBI1[RR=1.081 (95% CI :
1.049, 1.113) ] A sTLT—1 &F [RR=1.008 (95% CI : 1.003, 1.013) | ¥ AMI &4 4:% PCl 676 X &
MACE# Ele B & . 4518 AMI B£ 42 PCL% 7 )5 12 A W MACE #1 X 4 5 f i HMGB1 sTLT—1K-F %,
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Effects of serum levels of HMGBI1 and sTLT-1 on prognosis of
patients with acute myocardial infarction undergoing PCI

Meng Meng, Jia-li Wei, Hong Pan, Bin Sun
(Affiliated Yidu Central Hospital of Weifang Medical College, Weifang, Shandong 262500, China)

Abstract: Objective To investigate the changes of serum levels of HMGB1 and sTLT-1 in patients with
acute myocardial infarction (AMI) after percutaneous coronary intervention (PCI), and the impact on prognosis
assessment. Methods A total of 241 cases of patients with AMI undergoing PCI treatment in our hospital were
selected from March 2013 to June 2017. Clinical data were collected. The serum levels of HMGB1 and sTLT-
1 were detected by enzyme-linked immunosorbent assay (ELISA). All patients were follow-up after surgery. The
incidence of major adverse cardiovascular events (MACE) during hospitalization and 12 months after discharge were
recorded. Results Among 241 cases of patients, 63 (26.14%) cases of patients occurred MACE after PCI (MACE
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PCL) {G¥7 2 HATAYT 2 O NUEESE (acute myocardial

group), and 178 cases did not occur MACE (non-MACE group). The proportion of lesions involving the three
vessels, the serum levels of HMGBI and sTLT-1, and the Gensini score of patients in the MACE group were higher
than in the non-MACE group (P < 0.05). The ROC curve analysis showed that, when the serum level of HMGBI1 in
predicting the occurrence of MACE, the serum level of HMGB1 was 64.73 pg/ml, the area under the curve was 0.868
(95% CI: 0.820, 0.916), the sensitivity was 87.3% (95% CI: 0.768, 0.937) and the specificity was 75.84% (95% CI:
0.698, 0.811); when the serum level of sSTLT-1 in predicting the occurrence of MACE, the serum level of STLT-1 was
620.84 pg/ml, the area under the curve was 0.753 (95% CI: 0.683, 0.823), the sensitivity was 81.0% (95% CI: 0.703,
0.886) and the specificity was 62.9% (95% CI: 0.570, 0.685); and when the two were combined, the area under the
curve was 0.895 (95% CI: 0.849, 0.941), the sensitivity was 87.3% (95% CI: 0.768, 0.937), and the specificity was
79.8% (95% CI: 0.738, 0.848). Cox proportional hazard model analysis showed that TG [RAR =1.629 (95% CI: 1.137,
2.334)], Gensini score [RAR =1.052 (95% CI: 1.033, 1.070)], the serum levels of HMGBI [RAR = 1.081 (95% CI:
1.049, 1.113)] and sTLT-1 [RAR =1.008 (95% CI: 1.003, 1.013)] were the risk factors for MACE in patients with AMI
after PCI treatment. Conclusions The occurrence of MACE in patients with AMI after PCI is related to serum levels
of HMGBI and sTLT-1, which are risk factors for prognosis of patients. They could be used as predictors of long-
term prognosis of patients.
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X (P <0.05); MACE 20 (83 3 SO A8 50 L ) s Tk
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A G E R s MACE 453 Gensini PE43 7 T-3F
MACE 24 (P <0.05), WZHEF 107 HMGBL . sTLT-1
KA, & faly, ZRAgiE L (P<0.05);
MACE #H & # Ifi. 7% HMGB1 ., sTLT-1 /K *F & T 9k
MACE 4. W3 1.
22 AMI £& M F HMGB1, sTLT-1 7k 3 5 il
MACE BIfME

1ML HMGB1 7Kl MACE % 4 /Y ROC fh £k
R, M7 HMGB1 A 64.73 pg/ml B, [ R iifH
4 0.868 (95% CI1:0.820,0.916 ), fUE: >~ 0.873 (95%
CI:0.768, 0.937), ¥EstEHR 0.758 (95% CI : 0.698,
0.811) ; IfE sTLT-1 ZKF-Titill MACE & 419 ROC [

®1 PMABERKEHILER

MACE 41 63 60.17 +9.45 43/20 24.66 +2.13 124.29 +24.69  75.73 +15.34 85.05+ 1224 28 (44.44)
JEMACEZ 178 59.12 +9.04 106/72 2447 +1.35 129.80 +29.24 7436 +16.53 84.62+11.19 73 (41.01)
i x*ME 0.784 1.493 1.409 1.335 0.575 0.255 0.225
P1E 0.434 0.222 0.160 0.183 0.566 0.799 0.635

MACE 41 63 18 (2857)  24(38.09) 27 (42.86) 29 (46.03) 9.27 +2.75 7.86 + 2.64 1.65+0.94
JEMACE4]L 178 41 (23.03) 54 (30.34)  71(39.89) 92 (51.68) 9.81 +2.60 7.63+2.14 1.72 +0.84
X AE 0.772 1.279 0.170 0.595 1.406 0.692 0.564
PE 0.380 0.258 0.680 0.441 0.161 0.489 0.574

MACE 41 63 4.56 £ 1.12 2.64 +0.98 0.99 £0.14 80.73 £29.91 61.56 £9.54 12 (9.05) 51 (80.95)
E MACE4] 178 4.60 £ 1.16 2.57+0.94 1.01 +0.17 77.67 +30.39 62.14 +9.17 55 (30.90) 123 (69.10)
o x°{H 0.217 0.450 0.683 0.697 0.433 3.256
PiE 0.828 0.653 0.495 0.487 0.665 0.071

MACE 4 63 33 (52.38) 14 (22.22) 17 (26.98) 32 (50.79) 82.83+15.06  73.11+921  667.47 +66.74
JEMACE4 178 105 (58.99) 75 (42.13) 69 (38.76) 34 (19.10) 57.95+ 12.31 58.50+9.57  603.43 + 68.74
X Al 0.830 23.871 12.979 10.516 6.403
Pl 0.362 0.000 0.000 0.000 0.000
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i, MU sTLT-1 4 620.84 pg/ml BF, fhE&FH  ZPZHE Cox BIHSHT, 51IAKHE0.05, HIFRAKHE
TR 0.753 (95% CI1:0.683,0.823 ), f5dtk 0.810 (95%  0.10, Cox HBIXFSAAIZEIR IR, TG Gensini PF4) .
CI : 0.703, 0.886), H5M:H 0.629 (95% CI : 0.570,  HMGBI S sTLT-1 K52 &2 Wi AMI 5% 2 % PCIIR
0.685) ; HiHEANT, MLk FEfHl 0.895 (95% 1. JTRAA MACE MfgkzHE (P<0.05), W3k 2.

0.849,0.941 ), UEHE N 0.873 (95% C1:0.768,0.937), 1o | g HMOBL K
SN 0.798 (95% CI : 0.738, 0.848 ). UL 1. ey
2.3 AMI 2E#F PCliETE* M MACE £ 4%
HIER E =

DU &M MACE AR &, DUAERS | R0 1k
ey QN VRSN ) RSN € 1A= WA B SN 7S U
1o B ILAE BB . WK s L PRI s 4R ITEL. FBG. o o o o o 1o
TG. TC. LDL-C. HDL-C. IiJUEF. 722 i 5% 1- FhS
Killip 0 INAESY 2R« ARILIME A ZE TS . e S8 E1 AMI EE & HMGB1. sTLT-1 7KEHM
Gensini 7F4. HMGB1 & sTLT-1 /KFJy [ 25 &, 47 MACE K ROC s

# 2 MACE #MmEZEHR Cox bkl XUEIEE S

AR 0.017 0.017 1.032 1.017 0.984 1.051 0.310
5 0.158 0.340 0216 1.171 0.602 2.279 0.642
NETE =2 0.103 0.087 1.407 1.109 0.935 1315 0.235
eI -0.005 0.007 0.573 0.995 0.982 1.008 0.449
[Ag|9:S 0.011 0.010 1.163 1.011 0.991 1.031 0.281
ik -0.014 0.012 1252 0.987 0.963 1.010 0.263
eI R 0.230 0.352 0.427 1.258 0.631 2.507 0.514
W PRI S -0.389 0.352 1222 0.677 0.340 1.351 0.269
TR AR MAE B 0.362 0.326 1.233 1.437 0.758 2.724 0.267
I sl -0.380 0.358 1.128 0.684 0.339 1.379 0.288
s s -0.282 0.317 0.789 0.754 0.405 1.405 0.374
SE N R -0.070 0.059 1.438 0.932 0.831 1.046 0.230
FBG -0.113 0.065 3.044 0.893 0.786 1.014 0.081
TG 0.488 0.183 7.075 1.629 1.137 2.334 0.008
TC -0.094 0.144 0.423 0.911 0.687 1.208 0.516
LDL-C -0.126 0.151 0.700 0.882 0.656 1.184 0.403
HDL-C 1.304 1.013 1.657 3.683 0.506 26.812 0.198
ML 0.010 0.006 2323 1.010 0.997 1.022 0.127
JEE TSR -0.016 0.018 0.844 0.984 0.950 1.019 0.358
Killip > DIfE5T49% 0.358 0.409 0.769 1.431 0.642 3.187 0.381
E S AIIN= ] 5 -0.241 0.309 0.609 0.786 0.429 1.440 0.435
P S 0.158 0.198 0.626 1.171 0.794 1.728 0.425
Gensini FE£4) 0.050 0.009 30.966 1.052 1.033 1.070 0.000
HMGBI 0.078 0.015 26.560 1.081 1.049 1.113 0.000
STLT-1 0.008 0.003 10.162 1.008 1.003 1.013 0.001
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