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PCI and Its Effects on Lp-PLA2, IL-6 and TNF-«a Levels*
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ABSTRACT Objective: To study Curative efficacy of different doses of rosuvastatin in treatment of primary percutaneous coronary
intervention(PCI) and its effects on lipoprotein associated phospholipase A2(Lp-PLA2), interleukin(IL)-6 and tumor necrosis factor(TNF)
-a levels levels. Methods: 120 patients of acute coronary syndromes(ACS) who received therapy from February 2014 to February 2016 in
our hospital were selected, all emergency departments were PCIL. According to random number table, those patients were divided into the
A group(n=40), B group(n=48) and C group(n=40). The three groups received routine treatment after PCI, on this basis, A group rosuvas-
tatin dose of 10 mg, A group rosuvastatin dose of 20 mg, C group rosuvastatin dose of 40 mg, 1 times /d, take before going to bed, contin-
uous medication 7 d. The changes of heart rate (HR), heart function and Lp-PLA2, IL-6 and TNF-« the three groups were compared
before and after treatment, the incidence of adverse cardiovascular events was recorded for a year following up. Results: After treatment,
the HR, cardiac function index, Lp-PLA2, IL-6, TNF-« in three groups were significantly improved compared with before treatment(P <<
0.05); in the HR, C group < B group < A group, there were significant differences between groups(P<<0.05); in the left ventricular end di-
astolic diameter (LVEDD), left ventricular end systolic diameter (LVESD), left ventricular end diastolic volume (LVEDV), left ventricu-
lar end systolic volume (LVESV), left ventricular ejection fraction (LVEF) results, the improvement degree of C group was better than
that of B group and A group, there were significant differences between groups(P<<0.05); in the Lp-PLA2, IL-6 and TNF-q, C group <B
group < A group, there were significant differences between groups (P <<0.05); follow up showed, the restenosis rate in the C group was
significantly lower than that of the B group and A group, the myocardial infarction in the A group was significantly higher than that of the
C group(P<<0.05), there was no significant difference in cardiogenic shock and mortality between the three groups(P>0.05). Conclusion:
40mg of rosuvastatin is well for after primary PCI, it's can improve heart function, and it's intrinsic mechanism may be related to the re-
duction of Lp-PLA2, IL-6 and TNF-aexpression.
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Table 1 Comparison of the general information and emergency PCI among three groups(xt s)

Gender[n(%)] Operation time The amount of
Groups Age(years) ) . Length of stay(d)
Male Female (min) bleeding(mL)
A group(n=40) 23(57.50) 17(42.50) 62.73+ 4.12 46.85+ 341 57.84% 4.52 7.84% 1.32
B group(n=40) 25(62.50) 15(37.50) 63.19+ 3.95 47.08+ 3.22 56.95+ 4.99 7.49% 1.46
C group(n=40) 21(52.50) 19(47.50) 62.48+ 4.26 46.16x 3.75 58.03% 4.13 7.65% 1.37
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Table 2 Comparison of the HR among three groups(x+ s, time/min)

Groups HR

Before treatment 128.34+ 4.95
A group(n=40)

After treatment 112.73%+ 3.49*

Before treatment 128.76+ 4.53
B group(n=40)

After treatment 93.42+ 3.40*

Before treatment 128.59+ 4.72
C group(n=40)

After treatment 83.58+ 3.15%*

Note: Vs with the before treatment, *P<<0.05; vs the A group, P<<0.05; vs
the B group, * P<<0.05.
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Table 3 Comparison of the heart function among three groups(xt s)

Groups LVEDD(mm) LVESD(mm) LVEDV(mL) LVESV(mL) LVEF(%)
Before treatment 112.73+ 4.92 67.34% 534 103.42+ 5.73 68.34% 4.83 41.82+ 3.84
A group(n=40)
After treatment 76.82+ 3.84* 45.93+ 3.72* 81.73t 3.89* 53.92+ 3.04* 49.15% 4.06*
Before treatment 113.02+ 4.37 67.83% 5.14 103.14+ 5.85 67.98% 5.02 42.02+ 3.42

B group(n=40)

After treatment 65.83+ 3.52%
Before treatment 112.95% 4.68
C group(n=40)

After treatment 56.73+ 3.40**

39.47+ 3.48*
67.62+ 5.20

31.84+ 3.12%*

75.88% 3.14** 46.73+ 2.76** 55.83% 4.10**

103.29+ 5.79 68.14+ 4.92 41.95+ 3.75

69.84+ 3.05%* 41.72% 2.43%* 63.84+ 4.24%*

Note: Vs with the before treatment, *P<<0.05; vs the A group, “P<<0.05; vs the B group, * P<<0.05.
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Table 4 Comparison of the Lp-PLA2, IL-6 and TNF-a among three groups(xt s)

Groups Lp-PLA2(ng/mL) IL-6(ng/L) TNF-a(ng/L)
Before treatment 287.45%+ 34.52 12.73% 2.16 28.74+ 3.42

A group(n=40)
After treatment 241.67+ 25.82% 8.12+ 0.73* 16.83+ 1.53*
Before treatment 288.12+ 34.12 13.02+ 2.05 28.94+ 3.27

B group(n=40)
After treatment 213.23%+ 23.50** 6.83+ 0.56** 12.42+ 1.16**
Before treatment 287.94+ 34.27 12.93+ 2.10 29.02+ 3.16

C group(n=40)
After treatment 189.74+ 21.58%* 348+ 0.42%* 8.44+ 0.92%**

Note: Vs with the before treatment, *P<C0.05; vs the A group, P<<0.05; vs the B group, * P<<0.05.
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Table 5 Comparison of the adverse cardiovascular events among three groups (n, %)

Groups Restenosis Miocardial infarction Cardiogenic shock Death
A group(n=40) 16(40.00) 7(17.50) 2(5.00) 5(12.50)
B group(n=40) 8(20.00)* 3(7.50) 1(2.50) 2(5.00)
C group(n=40) 2(5.00)** 1(2.50)* 0(0.00) 1(2.50)

Note: vs the A group, *P<<0.05; vs the B group, “P<<0.05.
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