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Effect of different doses of statins on blood lipid levels and safety of young
and middle—aged coronary heart disease patients after coronary stent

implantation

Lyu Jianfeng',Zhang Xingmei?,Luo Wanquan®, Tong Shifei’,Liu Bo',Ou Shulin’,Chi Luxiang’'
(1. Department of Cardiology ,Southwest Hospital , Third Military Medical University ;2. Department of Internal
Medicine ,the Second People’s Hospital of Guizhou Province ;3 .Department of Neurology,
the Fifth Hospital of the People’s Liberation Army)
[ Abstract ]Objective . To investigate the effect of different doses of statins on blood lipid levels and safety of young and middle—aged
coronary heart disease patients after coronary stent implantation. Methods : Retrospective analysis on the young and middle—aged pa—
tients who had coronary stent implantation in our department from December 2013 to June 2014 was conducted. Totally 81 patients
received rosuvastatin at the dose of 10 mg/d and 87 received rosuvastatin at the dose of 20 mg/d. After the treatment of 6 to 8 weeks,
the changes of levels of total cholesterol (TC) ,triglyceride (TG) ,low density lipoprotein cholesterol (LDL-C) ,high density lipoprotein
cholesterol (HDL—-C) ,alanine transaminase (ALT) ,aspartate transaminase (AST) , hypersensitive3 C-reactive protein(hs—CRP),Crea—
tine Kinase(CK)and adverse reaction rate were compared between the two groups before and after treatment. Results; After the treat—
ment of 6 to 8 weeks,significant declines were found in the levels of TC,TG,LDL-C,hs—CRP both in the two groups. HDL-C was
significantly higher after the treatment. The changes in the levels of TC LDL-C and hs—CRP in high—intensity rosuvastatin group were
significantly higher than those of moderate—intensity rosuvastatin group,with statistical significances. No patient experienced the ab—
normal transaminase and abnormal muscle enzymes. Conclusion : For the young and middle—aged patients after coronary stent im—
plantation , high—intensity statin (20 mg rosuvastatin) is more effective and safe than moderate—intensity statin(10 mg rosuvastatin) ,
and has good safety.
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F1 2HEHEEZBRILE
Tab.1 Comparison on baseline information between two groups

TR TR} R EE BT T 4 (n=87 ) SR FEAT T4 (n=81) XA P 1Y

R () 52.04 +6.03 5224 +6.14 0.213 0.832
P14 61/26 56/25 0.319 0.572
WA (n, %) 42(48.28) 35(43.21) 0.434 0.510
L (n, % ) 39(44.83) 35(43.21) 0.045 0.833
BEPRAG (1, % ) 27(31.04) 22(27.16) 0.305 0.581
AR MAE (7, % ) 54(62.07) 47(58.03) 0.286 0.593
FUETLOZR (n,% ) 63(72.41) 56(69.14) 0.218 0.640
AFEHOBHR (n,% ) 18(20.69) 16(19.75) 0.023 0.880
SHEOHUEESE (n,% ) 6(6.89) 9(11.11) 0916 0.338
ACEI(n,%) 23(26.44) 25(30.86) 0.403 0.526

B SZARBHIER (n,% ) 18(20.69) 21(25.93) 0.645 0.422

*2 2MAHBITLH NEEEER hs-CRP ZEAERLILE (x £5)
Tab.2 Comparison on liver function, creatine kinase and hs—CRP between two groups (x = )
EiEtan SR T 4L (n=87 ) R AT (n=81) 8 PH
TC(mmol/L) 5.42 £1.09 531£1.29 0.599 0.550
TG (mmol/L) 1.69 £0.73 1.63£0.58 0.515 0.607
LDL~C(mmol/L) 3.56 +0.95 3.39 +0.66 1.307 0.193
HDL~C (mmol/L) 1.23+0.29 1.19£0.35 0.907 0.366
hs—CRP(mg/L) 2.64+1.22 2.42 +1.40 1.098 0.274
ALT(U/L) 2497 +7.11 23.83+7.49 1.011 0314
AST(U/L) 26.48 + 8.42 25.86 +7.71 0.496 0.621
CK(U/L) 81.79 + 42.69 93.85 +39.22 -1.902 0.059
*®3 2HBHBTAIBMAETHANARNEEE (x +5,mmol/L)
Tab.3 Comparison on lipids change between two groups before and after treatment ( x +s,mmol/L )
bR RG] ¢ Pl ARG i Pl
IRYTH bEvid s IRIT I bEvid s

TC 5.42 +1.09 2.85+0.71 18.486 0.000 531£1.29 3.18 £0.85 12.424 0.000
TG 1.69 £0.73 1.14+0.31 6.373 0.000 1.63 £0.58 1.22£0.25 5.929 0.000
LDL-C 3.56 +0.95 1.79 +0.54 15.109 0.000 3.39 +0.66 2.00 £0.76 12.454 0.000
HDL-C 1.23£0.29 1.42+0.30 —4.342 0.000 1.19 £0.35 137 £0.42 -2.973 0.003
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F4 2HEBEBTHIEINE hs—CRP U MARLE (x£5)
Tab.4 Comparison on the liver function and hs—-CRP change between two groups patients before and after treatment ( x +s )

g (n=87)

FRSREE (n=81)

i wiear w0 P wR TR i P
ALT(U/L) 2497 +7.11 30.67 £ 7.59 -5.117 0.000 23.83+749 29.20+7.18 -4.659 0.000
AST(U/L) 2648 £842  3092+7.19 -3.737 0.000 25.86+7.71 2891 +6.65 -2.696 0.008
CK(U/L) 81.79 £42.69 97.48 +42.46 -2.430 0.000 93.85+39.22 87.48 +38.19 1.047 0.296
hs—CRP(mg/L) 2.64 £1.22 1.04 £0.63 10.864 0.000 242 +1.40 1.33£0.68 6.299 0.000
*5 2 ABEETRELETHAABLER (x+s,mmol/L)
Tab.5 Comparison on lipids change of between two groups patients after treatment ( x + s, mmol/L )
MARTERR TR (n=87) FSREE (n=81) {8 P{E
TC 2.85+£0.71 3.18 £0.85 -2.764 0.006
TG 1.14 + 0.31 1.22+0.25 -1.695 0.092
LDL-C 1.79 + 0.54 2.00 +0.76 -2.114 0.036
HDL-C 1.42 +0.30 1.37 +0.42 0.996 0.321
F6 2HEBERTERIIR Hs-CRP BIABELE (x +5)
Tab.6 Comparison on liver function and hs—CRP between two groups after treatment( x s )
Eistun R (n=87) HPER I (n=81) i P{H
ALT(U/L) 30.67 +£7.59 29.20 +7.18 1.287 0.200
AST(U/L) 30.92 +7.19 28.91 £ 6.65 1.873 0.063
CK(U/L) 97.48 +42.46 87.48 £ 38.19 1.601 0.111
Hs—CRP(mg/L) 1.04 £0.63 1.33£0.68 -2.831 0.005
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