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Controlled study on rosuvastatin and atorvastatin in intervention of myocardial
fibrosis in patients with acute myocardial infarction
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Abstract: Objective To investigate the effects of different types and doses of statins in the intervention of myocardial fibrosis in
patients with acute myocardial infarction (AMI), and to find more safe and reliable drugs for AMI.Methods 160 AMI patients in the
hospital from February 2016 to January 2018 were selected, and they were divided into four group by random number table, with 40
cases in each group. A group: routine dose of atorvastatin (20 mg, once a day), B group: loading dose of atorvastatin (40 mg, once a
day), C group: routine dose of rosuvastatin (10 mg, once a day), D group: loading dose of rosuvastatin (20 mg, once a day). The
blood lipid indexes [total cholesterol (TC), low density lipoprotein cholesterol (LDL-C), high density lipoprotein cholesterol (HDL-
C)], inflammatory indexes [hypersensitive C reactive protein (hs-CRP), interleukin-6 (IL-6)], myocardial fibrosis indexes
[transforming growth factor-p1 (TGF-B1), procollagen I C-terminal peptide (PICP), galectin-3 (Gal-3), connective tissue growth
factor (CTGF), type III procollagen amino terminal peptide (P IIINP), type I collagen hydroxy terminal peptide (ICTP)] in four
groups before treatment, after treatment for 1w and 4w were compared. The safety of four groups were observed. Results Before
treatment, there was no statistical difference in the blood lipid indexes, inflammatory indexes and myocardial fibrosis indexes among
the four groups. After treatment for 1w and 4 weeks, the blood lipid indexes and inflammatory indexes in four groups improved, and

D group improved more significantly compared with other three groups (£ < 0.05). After treatment for 1w, the levels of myocardial

iE B HA: 2019-01-17
SBIEEE: B BU977—), 5, DUG, L AR, 248 25570, #F 7807 W8 FR 2452



. 908 - “ussasti  Drug Evaluation Research 5542555 5H] 201958

fibrosis indexes in four groups increased, and A group increased more significantly; After treatment for 4w, the levels of myocardial

fibrosis indexes in four groups decreased compared with those after treatment for 1w, but the decreased range of D group was the

most significant, followed by C group, B group and A group (£ < 0.05). There were no obvious adverse reactions during treatment.

Conclusion Rosuvastatin has better influence on blood lipid, inflammatory response, myocardial fibrosis of AMI patients than

atorvastatin. After the application of loading dose, it can improve myocardial fibrosis and not add toxic-side reactions. Therefore,

large dose of rosuvastatin can be used for the treatment of AMI under the patients' tolerance.
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Table 1 Comparison on blood lipid levels at different time

points in four groups (n=40, x +s)

LDL- HDL-
Ml wFE TC/(TmOl. C/(mmol- C/(mmol-

Lo LY LY

A VRITHT  5.02+0.91 3.03+0.59 1.02+0.29
WIT 1 4.75+0.71  2.87+0.71"  1.03+0.26

IRIT 4 4.34+0.64"  2.51+0.74"  1.15+0.31

B AYTHT 5.11%£1.02 3.1240.62 1.03+0.30
WEIT 1 4.43£0.71"  2.56+0.63"  1.15+0.27"
WHIT 4 4.07£0.52" 2.23+0.43"  1.21+0.32"

C  JBITHT 5.09+0.95 3.07+0.64 1.01+0.27
VEIT 1 4.1120.54">  2.294+0.55"*  1.20+0.29"

VRIT 4 JH 3.8440.4972  2.044+0.4172  1.36+0.3472
D EJTHT 5.13£1.01 3.11+0.61 0.99+0.26

VRIT 1 3.88+0.46"4 2.04+£0.52""4 1.28+0.31" 4

VRIT 4 3.63£0.44""4 1.68+0.48" 4 1.46+0.34" 4

SRLE T "P<<0.05; 5 A AT R EL R - P<<0.05;
5B 4iAIT R :AP<0.05; 5 C 43R YT RV LL#% - 4P<<0.05

#P < 0.05 vs same group before treatment; ‘P < 0.05 vs A group

after treatment; 2P < 0.05 vs B group after treatment; 4P < 0.05 vs C

group after treatment

R2 AHEBIT S ARMEIERKFILE (1=40, T £5)
Table 2 Comparison on inflammatory markers at

different time points in four groups (n=40, x +s)

ZH B (1] hs-CRP/(mg-L™") IL-6/(pgrmL ™"

A TBITHT 16.01+5.57 8.45+4.12
BIT 1A 14.12+5.62 6.12+2.14%
1BIT 4 7.14+2.04" 3.65+2.07"

B YBIT T 15.96+6.12 8.56+4.58
BIT 1 13.12+5.46" 5.49+2.36"
BT 4 5.26+1.17" 2.79+1.74"

C YBITHT 16.03+6.31 8.47+4.39
HIT 1 11.46+5.52" 4.01+2.04""
BIT 4 3.7440.41" 2.01£1.17%

D YBIT 15.97+5.64 8.61+4.49
BIT 1 9.324+4.02"74 3.12+1.05%"4
1BIT 4 1.56+1.02""4 1.25+0.65""4

S5RAEIT R0 LR "P<0.05; 5 A iR y7 R L E - "P<<0.05;
5B AT R A AP<0.05; 5 C ALiRyT [ A LL #¢ . 4P<<0.05

#P < 0.05 vs same group before treatment; “P < 0.05 vs A group

after treatment; AP < 0.05 vs B group after treatment; 4P < 0.05 vs C

group after treatment
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®3 4HBRTIEOCUT LN IEIRK LR (1=40, X +5)

Table 3 Comparison on indexes of myocardial fibrosis before and after treatment in four groups (n=40, X +s)

ZH I} [a] Gal-3i( e TGF_?U( He PICP/(pg'L CTGF/(pg:L D PHIN})/( ne ICTP/Cpg:L D
mL™") LD LD

A BIT T 4.49+1.39 21.01+4.87 95.14+12.04  784.59+£263.35 8.34+1.21 96.15+16.42
WWITLE 9.54+3.21" 26.12+5.24" 131.25+23.18"  1012.14+430.26" 12.25+2.11" 119.49422.69"
VEIT4R  7.96+2.14 24.12+4.18 126.45+24.11 965.14+263.12 10.14+2.41 109.87+20.51

B YRIT T 4.51+1.40 20.97+5.02 96.31+13.25 791.984267.12 8.51+1.36 96.25+16.39
WIT LA 9.1243.09° 25.24+5.17 126.59+21.47°  989.59+369.47" 11.41£1.96" 112.14421.74%
WIT4R 7.32+2.02° 23.02£4.26™  123.02424.26"  898.47+245.69" 9.1242.35™  101.54+20.47

C BT I 4.48+1.42 21.13+5.12 95.95+12.16 801.56+269.12 8.49+1.37 97.12+17.41
WIT LA 8.52+1.72° 23.89+5.21 119.844£20.36"  946.12+370.14 11.02+£2.01"  107.21£21.65"
VEIT AR 651121 22,024,120 104.57+22.14™  845.69+212.47 8.01£1.45"  97.02+16.54"

D VRIT T 4.51+1.42 20.89+5.24 96.29+13.41 794.56+270.11 8.45+1.34 96.98+16.94
WITLA 7.95+1.61" 22.41£5.19" 114.47£20.56"  834.17+369.54° 10.17+1.69" 99.56+20.44"
VRIT 4R 5141177 20.01£3.24™4%  95.70+£10.36™4  695.15+211.04™4 6.38+1.21"%  85.19+12.694

S RIAEIT T #P<0.05; 5 A IR R L "P<<0.055 5 B 4L iR 7 [ EL . 2AP<<0.05; 5 C AR R LL 4% : AP<<0.05

#P < 0.05 vs same group before treatment; *P < 0.05 vs A group after treatment; AP < 0.05 vs B group after treatment; 4P < 0.05 vs C group

after treatment
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