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Lipid-lowering and anti-inflammatory effects of lipitor
sequential therapy on treatment of patients with
elective percutaneous coronary intervention

WANG Jidong, WU Ying, ZHOU Qi

( Department of Cardiovascular Medicine , Shunyi Hospital of Beijing Hospital of Traditional
Chinese Medicine, Beijing, 100010)

ABSTRACT : Objective To explore lipid-lowering and anti-inflammatory effects of lipitor se-
quential therapy on treatment of patients with elective percutaneous coronary intervention. Methods
Totally 90 patients with PCI were randomly divided into sequential group and routine group. At the
time points of before treatment and 3, 30, 90 and 180 days after treatment, inflammatory factors and
blood lipid indexes as well as adverse reactions and adverse events were compared between two
groups. Results After treatment, levels of TC, LDL-C, MMP-9 and MPO were significantly lower in
both groups (P <0.05),

0.05). There were no significant differences in adverse reactions and adverse events between two

and there was significant difference of MMP-9 between two groups (P <

groups (P >0.05). Conclusion Both sequential therapy and conventional therapy can effectively
reduce blood lipids, but sequential therapy is better.
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Mmisists TG 1.87 +0.93 1.83 £0.72
TC 4.76 £1.74  4.64 £1.33
LDL 2.73+0.86  2.88£0.92
HDL 1.03 £0.43 1.18£0.33
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BITE 3d 35.47 £9.31 ** 35.52+ 9.53** 650.53 +224.11* 865.55 £227.09 *
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VRIS 180 d 32.49 £5.51 % 28.96 + 4.61** 455.03 +131.15* 643.29 +162.15*
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2151 EfLAY RITHT wriE 3 d WRITIE 30 d HIT)E 90 d HIT)E 180 d

FiR4l TG 4.87 +1.61 3.58+0.80" 3.13+0.72** 3.17£0.63 " 3.23+0.63"
TG 1.98 £0.79 1.75£0.72 1.54 £0.66 1.49 £0.59 1.55+0.51
LDL-C 2.84+0.73 1.80 £0.57 " 1.57 +0.41*# 1.51 £0.41" 1.55+0.70 "
HDL-C 1.21 £0.26 1.11 £0.14 1.16 £0.88 1.09 +0.31 1.18 £0.29

WHIA TC 4.81+1.05 4.14£1.07" 3.67+0.99" 3.38+1.06" 3.37+1.10"°
TG 1.95 £0.65 1.91 £0.81 1.67 £0.69 1.64 £0.85 1.66 +£0.80
LDL-C 2.81+0.77 2.27 +£0.51" 2.06 +1.49" 1.99 £0.54" 1.97 £0.54 "
HDL-C 1.09 £0. 19 1.15+0.25 1.15+0.15 1.11 £0.16 1.14 £0.19

LIRITHT LR, = P <0.05; S5 M4ILLE:, #P <0.05,
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FHEH  TC 27.2  36.4 35.7* 34.6*
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LDL-C 20.0  27.5 30.0 30.7
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