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[ ABSTRACT ] Aim To investigate the relationship between serum total bilirubin level and the major adverse cardio-
vascular events (MACE) in peri operation period undergoing percutaneous coronary intervention ( PCI) in patients with un-
stable angina pectoris. Methods Analyse 1113 unstable angina pectoris patients underwent PCI from January 2012 to
March 2015, statisticiy summarize the serum total bilirubin and other biochemical parameters, obtain the data of clinical
characteristics and PCI, record the occurrence of MACE in peri operation period. Patients were divided into MACE group
and non MACE group. Results Serum total bilirubin level in MACE group obviously decreased than that in the non
MACE group, the difference was statistically significant (P<0.05) , the application of COX regression multivariate analysis
showed that increase of serum total bilirubin was an independent protective factor of MACE in peri operation period under-
going PCI in unstable angina pectoris patients (RR=0.917, 95%CI was 0. 867 ~0.970, P<0.01). Conclusion
High serum total bilirubin is an independent protective factor of MACE in peri operation period undergoing PCI in unstable

angina pectoris patients.
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Table 1. Comparison of clinical characteristics in the

two groups

o H sty (o *
k) 556(66.9%) 173(61.3%) 0.053
EWE>65 & (B) 394(47.4%) 125(44.3%) 0.204
o I 575 5 (3] 483(58.1%) 173(61.3%) 0.189
WH PR3 5 (1)) 327(39.4%) 114(40.4%) 0.401
W2 R 5 (1)) 388(46.7%) 171(60.6%) <0.01
Z 3 AR E () 566(68.1%) 269(95.4%) <0.01
TC( mmol/L) 4.4120.91  4.29+0.90 0.053
LDL( mmol/L) 2.9420.94  3.62+0.97 <0.01
HDL( mmol/L) 0.94+0.24  0.96£0.25 0.235
FPG ( mmol/L) 6.77+2.12  8.60£3.67 <0.01
ML E (pmol/L) 11.97+5.20  9.32+2.79  <0.01
HAEHAE (pmol/L)  3.72+2.01 3.38+1.24  <0.01
A3 HLTE (wmol/L)  8.25+3.77 5.94+2.37 <0.01
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Table 2. The COX regression multivariate analysis of
MACE with each influence factors

moH mIHZE%  RR 95%CI P
PR R 0.029 0917 0.867~0.970 <0.01
Bk 0.130  0.844 0.655~1.088  0.191
WA S 0.166  3.105 2.240~4.303  <0.01
LI MEMRE 0294 2135 1.201~3.797  0.01
LDL 0.073  1.435 1.243~1.655 <0.01
FPG 0.021  1.117 1.071~1.164 <0.01
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