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[ ABSTRACT ] Aim  To observe the beneficial effects of high dose atorvastatin sequential treatment on high
sensitivity C-reactive protein (hs-CRP) and short-time major adverse cardiovascular events (MACE) in acute non-ST seg-
ment elevation myocardial infarction (NSTEMI) patients underwent elective percutaneous coronary intervention ( PCI).
Methods One hundred patients with NSTEMI from September 2009 to April 2012 underwent elective PCI were randomly
divided into two groups: high dose atorvastatin sequential treatment group ( group A) and positive control group (group B).
All patients were given 80 mg atorvastatin instantly and then 40 mg once a day. One the basis of hydration therapy, group
A received additional 40 mg atorvastatin at 6 hours before PCI.  Lipid levels and hs-CRP were measured and compared 24
hours and 48 hours post-PCI.  12-week incidence of MACE was done in a follow-up. Results Lipid levels had no sig-
nificant change after PCI (P>0.05). In comparison with the levels before PCI, hs-CRP increased significantly in the two
groups (P<0.05), and group A was significantly lower than group B (P<0.05). The incidence of MACE was similar in
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the two groups (4% vs. 6%, P>0.05). The two groups showed no clinically significant liver enzymes and elevated muscle

enzymes, and there were not adverse reactions in both groups.

Conclusion High dose atorvastatin sequential therapy

can be a certain degree of inhibition of endothelial inflammatory response in NSTEMI patients after PCI, and the security is

good, but can’t decrease the short-time MACE.
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Table 1. Comparison of clinical baseline data in the

two groups

T F%‘i*f;o?) 4 m(%i iﬁ)ﬁﬂ

IR (%) 61.6£9.2 61.0+8.4  0.743
B2 (Hil) 37/13 39/11 0.640
R (kg) 70.5+5.3 69.8+5.2  0.530
Fei A I AE (] 13(26%) 16(32%)  0.509
e UL (1)) 20(40%) 19(38%)  0.838
2 RUBE PRI 1] (1)) 13(26%) 14(28%)  0.822
KR () 32(64%) 34(68%)  0.673
ACEL( 1) 39(78%)  42(84%)  0.444
B SZAABHWTH (1) 43(86%)  43(86%) 1
ARHAG Ser( wmol/L) 88.6+29.7  89.4+30.7  0.892
SF HEFE A (mL)  198.0+31.9  190.0+36.4  0.245
TR AR (F) 1.620.9 1.720.9  0.447
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Table 2. Comparison of serum lipids and hs-CRP levels before and after PCI in the two groups

TC(mmol/L) TG ( mmol/L) LDLC( mmol/L) HDLC ( mmol/L) hs-CRP (mg/L)
WA TE] T TS BT T S TS S
RITA XTER4 AT XFHER4 AT XPHR4 WP NI WP X

PCI AR Hfj

4.60+0.90 4.70+0.97 2.09+1.43 1.95+1.72 2.48+0.67 2.60+0.67 0.94+0.27 1.00+0.33 2.75+2.42 2.88+2.42

PCI AR5 24 h 4.54+0.87 4.64+0.97 2.01£1.25 1.98+1.71 2.37£0.67 2.51+0.68 0.92+0.27 1.02+0.33 4.34+2.35" 6.03+3.12"
PCI RJ5 48 h 4.52+0.86 4.64+0.93 2.01+1.22 1.97+1.72 2.35+0.66 2.50+0.69 0.92+0.26 1.02+0.32 4.27+2.40" 5.88+2.53"

a N P<0.05, 5ARRI LR b N P<0.05, 5 B X B ks,
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Table 3. Comparison of the incidence of MACE in 12 weeks after PCI in the two groups( Case)
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FH P4 X6 B 2 50 1(2%) 1(2%) 2(4%) 0 2(4%) 3(6%)
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YT 40 mg/d, Horp 247 {7 855 F PCI RHT 12 h #
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