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[ ABSTRACT] Aim  To investigate the effect of baseline peripheral blood circulating monocyte (MO) level on long-
term mortality risk after percutaneous coronary intervention ( PCI) in patients with coronary heart disease (CHD).
Methods 6 045 patients with CHD treated by PCI were analyzed retrospectively.  According to the level of peripheral
blood circulating monocyte at baseline, the patients were divided into three groups and followed up; 1 group; MO<0. 40x
10° L7 (n=1943); I group: 0.40x10° L' <MO<0.56x10° L' (n=2 072); Il group: MO>0.56x10° L' (n=
2030). The end points of follow-up included all-cause mortality (ACM) , cardiac mortality (CM) , major adverse cardi-
ovascular event (MACE) and major adverse cardiac and cerebrovascular event (MACCE). The mean follow-up time was

(35.9+22.6) months. Results 309 patients developed ACM, including 73 cases (3.8% ) in I group, 98 cases
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(4.7% ) in 1l group, and 138 cases (6.8% ) in Il group; 251 patients developed CM, including 58 cases (3.0% ) in
I group, 80 cases (3.9% ) in Il group and 113 cases (5.6% ) in Il group; 785 patients developed MACE, including
226 cases (11.6% ) in I group, 248 cases (12.0% ) in Il group and 311 cases (15.3% ) in Il group; 862 patients
developed MACCE, including 250 cases (12.9% ) in I group, 269 cases (13.0% ) in Il group and 343 cases
(16.9% ) in Il group. There were significant differences in ACM, CM, MACE and MACCE among the three groups ( P
<0.001). Kaplan-Meier curve analysis of ACM and CM in the three groups showed that the prognosis of patients was
worse with the increase of baseline peripheral blood circulating monocyte level (P<0.05).  COX regression analysis
showed that the increase of baseline peripheral blood circulating monocyte level was independently correlated to the occur-

rence of ACM (Il group vs I group, HR=1.418, 95% CI.1.056-1. 905, P=0.020) and CM ( I group vs I group,
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HR=1.425, 95%CI.1.023-1.983, P=0.036).

Conclusion

High levels of baseline peripheral blood circulating

monocyte level are an independent predictor of long-term mortality risk in CHD patients after PCI.
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Figure 1. The flow chart of participant’s inclusion
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Table 1. Comparison of baseline data in the three groups
FEFR [ 4H(n=1943) M4 (n=2072) M4 (n=2 030) 5 06 P
BH/[ (%) ] 1265(65.1) 1562(75.4) 1 667(82.1) 15.244 <0.001
AR/ [ (% ) ] 1295(66.6) 1230(59.4) 1101(54.2) 64.235 <0.001
YA/ [ 1% ) ] 1473(75.8) 1445(69.7) 1361(67.0) 38.562 <0.001
WP/ LB (% ) ] 1 487(76.5) 1557(75.1) 1 550(76.4) 1.271 0.530
R/ [ (% ) ] 1 133(58.3) 1191(57.5) 1167(57.5) 0.370 0.831
RS % 60.42+10. 30 59.64+10.94 58.41+11.01 16.972 <0.001
Hil =8/ (mmol/L) 1.89+1.23 1.92+1.29 1.89+1.29 0.410 0.663
S B EEE/ (mmol/1.) 4.11%1.10 3.99+1. 12 3.80+1.09 38.726 <0.001
HDLC/ ( mmol/L) 1.100. 45 1.020. 50 0.94+0. 49 53.426 <0. 001
LDLC/ ( mmol/L) 2.55+0.94 2.47+0.90 2.37+0.90 18. 825 <0.001
WL/ ( mmol/L) 73.26+20. 15 76.27+19. 41 78.30+21.34 29.538 <0.001
PRI/ (mmol/1) 313.00+87.30 327.45+90. 47 329.04+92. 14 18.196 <0.001
M4/ ( mmol/1) 6.50£3.15 6.64x3.18 6.67+3.07 1.599 0.202
ApoAl/(mmol/L) 1.3220.41 1.1620.20 1.0320.22 47.678 <0.001
ApoB/ ( mmol/L) 0.88+0.44 0.86+0.40 0.820.35 11.847 <0.001
JEE I (a)/(mmol/L) 221.92+178.37 218.48+170. 82 220.49+180. 93 0.178 0.837
*2. 3APCI REHEERILE
Table 2. Comparison of prognosis after PCI in the three groups A (% )
T 1 4H(n=1943) M4 (n=2072) M4 (n=2 030) el ! P
ACM 73(3.8) 98(4.7) 138(6.8) 19. 876 <0.001
CM 58(3.0) 80(3.9) 113(5.6) 17.295 <0.001
MACE 226(11.6) 248(12.0) 311(15.3) 14.839 0.001
MACCE 250(12.9) 269(13.0) 343(16.9) 17.392 <0.001
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Figure 2. Kaplan-Meier survival analysis on ACM

& 3. %F CM HJ Kaplan-Meier & 775 17

Figure 3. Kaplan-Meier survival analysis on CM
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% 3. XF ACM K COX B[RS ER
Table 3. COX regression analysis results for ACM
A5 B S.E Wald P HR(95% CI)
AR 0.029 0. 006 23.169 <0. 001 1.029(1.017 ~1.041)
PES 0.067 0.154 0.193 0. 660 1.070(0.792 ~1.446)
2 4 -0.047 0.152 0.095 0.757 0.954(0.708 ~1.286)
e} -0.053 0. 161 0.110 0.741 0.948(0.691 ~1.301)
WL 0.005 0.003 3.302 0.069 1.005(1.000 ~1.010)
PRI 0. 000 0.001 0.155 0.694 1.000(0.999 ~1.002)
o L 0.127 0. 090 1.993 0.158 1.135(0.952 ~1.354)
HDLC 0.015 0.118 0.017 0.898 1.015(0.806 ~1.279)
LDLC -0.097 0.121 0. 640 0.424 0.908(0.716 ~1.151)
ApoAl -0.036 0.201 0.033 0.857 0.964(0.650 ~1.430)
ApoB -0. 462 0.298 2.404 0.121 0.630(0.351 ~1.130)
MO T4t T 40 0.042 0.159 0.071 0.789 1.043(0.764 ~1.425)
MO M4HL [ 41 0.349 0.151 5.381 0.020 1.418(1.056 ~1.905)
R4, XFCM B COX BASHER
Table 4. COX regression analysis results for CM

A B S.E Wald P1H HR(95% CI)
R 0.020 0. 007 9.703 0.002 1.021(1.008 ~1.034)
531 0. 069 0.171 0.164 0. 686 1.072(0.766 ~1.500)
% A -0.168 0.171 0.961 0.327 0.846(0.605 ~1.182)
il -0.001 0.180 0. 000 0.995 0.999(0.702 ~1.422)
JULET 0. 007 0.003 5.769 0.016 1.007(1.001 ~1.012)
PR 0. 000 0.001 0.076 0.783 1.000(0.999 ~1.002)
B i i 0.175 0.096 3.319 0.068 1.191(0.987 ~1.437)
HDLC 0.002 0.136 0. 000 0.990 1.002(0.767 ~1.308)
LDLC -0.146 0.129 1.281 0.258 0.864(0.671 ~1.113)
ApoAl -0. 041 0.224 0.033 0.856 0.960(0.619 ~1.488)
ApoB -0.382 0.316 1.460 0.227 0.683(0.367 ~1.268)
MO T4t T 40 0.048 0.178 0.072 0.789 1.049(0.740 ~1.487)
MO M4 T 40 0.354 0.169 4.392 0.036 1.425(1.023 ~1.983)
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