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Effect of Strengthened Rosuvastatin Calcium in the Treatment of Patients with Non-ST-segment Elevation
Acute Coronary Syndrome

ZHAO Yan-hui, FENG Ling (Dept. of Cardiology, the People’ s Hospital of Wuqing District of Tianjin City,
Tianjin 301700, China)

ABSTRACT OBIJECTIVE: To explore the effects of strengthened rosuvastatin calcium on the lipoprotein-associated phospholi-
pase A, (Lp-PLA.) and inflammatory factors of patients with non-ST-segment elevation acute coronary syndrome (ACS). METH-
ODS: 82 patients with ACS and conformed the natriuresis standards in our hospital from Sept. 2012 to Sept. 2014 were randomly
divided into standard group (n=40) and strengthened group (n=42) by numbers. Based on the basic treatment, patients in stan-
dard group and strergthened group were respectively given rosuvastatin calcium 10 and 20 mg for continuous 48 h after admission.
All patients were respectively drew fasting ulnar vein blood before and after treatment to determine the levels of Lp-PLA., tumor
necrosis factor-o. (TNF-a ) , high-sensitive C-reactive protein (hs-CRP) , alanine transaminase (ALT) and aspartate transaminase
(AST). RESULTS: After 48 h of treatment, the levels of Lp-PLA,, TNF-a and hs-CRP in 2 groups were increased, with signifi-
cant difference (P<<0.05); however, strengthened group had smaller ascending range than standard group, with significant differ-
ence (P<<0.05). After 48 h of treatment, the levels of ALT and AST in 2 groups were increased, with significant difference (P<<
0.05) ; however, there was no significant difference between 2 groups after treatment (P>0.05). CONCLUSIONS: Strengthened
rosuvastatin calcium can be more obviously reduce the inflammatory response and stable plaque in acute phase of patients with
non-ST-segment elevation ACS with good safety.

KEYWORDS Rosuvastatin calcium; Non-ST-segment elevation acute coronary syndrome; Intensive treatment; Lipoprotein-asso-
ciated phospholipase A.
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Tab 1 Comparison of general information of patients between 2 groups(x+s)

am o B i, BIURR  HERRR Killﬁ) (1L K AIRREAE, TR, REIIRE R, mE RN,
) i % H(%) &, B1(%) /NG) , Bl #0,kg/m mmol/L mmol/L mmol/L mmol/L

FRifEZH 40 20(50.0) 20(50.0) 72.71+5.18 26(65.0)  18(45.0) 37/3/0/0 23.82+245 5124089 245+182 4.66+1.30 1.17+0.14

sAbal 42 28(66.7) 14(33.3) 68.56+5.69 30(71.4)  17(40.5) 37/5/0/0 25.19+£2.86 582+1.69 2.19+1.05 431+1.74 1.08+0.32

kit 0.155 1.359 0.758 0.921 4.002 1.962 1.848 0.706 1.056 0.338

P 0.804 0.179 0.460 0.433 0.261 0.053 0.068 0.484 0.297 0.736
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Tab 2 Changes of inflammatory factor levels in 2 groups before and after treatment(x *s)

Lp-PLA;,mg/L

hs-CRP,mg/L

TNF-a., pmol/L

AT TR t AT RITIR t TRITAT TR t
PRI 40 176.8%63.6 24884272 7.698"" 236.0+30.4 323.6+288 147147 9.47+2.65 1445+3.6 63277
WA 42 202.6%412 23054216 3796 24794258 308.6+124  17.865° 9.11£3.12 1231378 4.620"
t 0.936 2047 0.295 3.016" 0.435 2.521"

. P<<0.05,**P<<0.01

Note: *P<<0.05,**P<<0.01
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