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[ Abstract]
coronary heart disease (CHD). Methods

Objective To investigate the impact of atorvastatin on blood lipids and endothelial lipase of patients with
A total of 120 patients with CHD were selected in the Affiliated Hospital of Yan'an

University from August 2013 to September 2014, and they were divided into control group and observation group according to

randomized principle, each of 60 cases. Patients of both groups received lifestyle adjustment and conventional medical treatment

after admission, while patients of observation group received extra atorvastatin. Blood liquids index (including TC, TG, LDL-C
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and HDL-C) , inflammatory cytokines (including NO and hs-CRP) and endothelial lipase were compared between the two groups

before and after treatment. Results No statistically significant differences of TC, TG, LDL-C or HDL-C was found between the

two groups before treatment ( P > 0.05); after treatment, TC, TG and LDL-C of observation group were statistically

significantly lower than those of control group, while HDL-C of observation group was statistically significantly higher than that of

control group (P <0.05). No statistically significant differences of NO, hs-CRP or endothelial lipase was found between the two

groups before treatment (P >0.05); after treatment, NO of observation group was statistically significantly higher than that of

control group, while hs-CRP and endothelial lipase of observation group were statistically significantly lower than those of control

group (P <0.05). Conclusion
and improve the HDL-C of patients with CHD.
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Table 1 Comparison of general information between the two groups

A b o

a w0 i %ggﬁ PAE  HE Kot
%) kg/m*)  mmHg)  mm Hg)

A4 60 35/25  65.0+8.2 28.9£6.5 12918 13118 46(76.7)

WEH 60 3822 65.3+9.1 28.9+6.8 85+ 8 8=+ 9 43(80.0)

Vel 0.478* 0.325 0.193 0.043 0.348 0.025°

P >0.05 >0.05 >0.05 >0.05 >0.05 >0.05

K, 1 mm Hg=0. 133 kPa

L2 JAI7T5E WAL E AR E ¥4 T AR 16 O SO R KR AL
26T, EAEPUI/MRZSY . RIRIEIEZ5Y) . B - ZARRHAE
A, WL R B0 T BB AR A TT (R W B o
AMRA A A, E 2 EY H20140428; A% : 10 mg) 10 ~
20 mg/U, 1 /d; PIHLIREYIESEGEIT 3 1A .

Atorvastatin can effectively adjust the blood lipid metabolism, reduce the endothelial lipase

Coronary disease; Atorvastatin; Hypolipidemic agents; Esterases
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Table 2 Comparison of blood liquids index between the two groups before and after treatment

g ik S TC _— — TG — S LDL-C — — HDL-C _—
ERARi] {EigE] NERRg:]] \EvigE NERAR;] BT E ERAgiL] By E
Xif B2 60 6.60+1.11 5.01+0.44 2.64+0.57 1.95%0.35 3.91+0.13 2.87+0.26 1.40+0.36 1.43+0.23
ML 60 6.58+1.14 3.75£0.32 2.66+0.59 1.53+0.26 3.90+0.16 2.13+0.21  1.42£0.37 1.57 =0.31
¢ {H 0. 086 14. 563 0.234 5.798 0. 355 15.098 0.221 2.456
PE >0. 05 <0.05 >0. 05 <0.05 >0. 05 <0.05 >0.05 <0.05

I TC = SMHEREE, TC = =BtHl, LDL-C= L% ERE A I RE, HDL-C = &% N5 & o AH 5
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Table 3  Comparison of inflammatory cytokines and endothelial lipase between the two groups before and after treatment

wwl B S— NO(pmol/L) S— - “th-CRP(mg/L):A‘ _ _ ‘_ﬂwﬂam (pug/L‘)A‘ _
NER AR {ERARE NERARED] NERADLE NERAR:D] NER AR
XHHEZH 60 62.00 £8. 12 93.27 +8.36 12.57 £1.29 3.82+0.57 1174.38 £497.64 1 079. 68 +397.32
W 60 61.32 +8.07 105.23 +9. 18 13.07 +1. 16 2.18 £0. 65 1 185.96 +503. 69 991. 99 +299. 70
1l 0.245 3. 968 0.579 4.083 0.732 6.265
P& >0.05 <0.05 >0.05 <0.05 >0.05 <0.05

TE: NO=—%fLA, hs-CRP =i C K hiEH
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