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[ Abstract]
modeling and cardiac function in patients with acute myocardial infarction (AMI). Methods A total of 82 patients with

Objective To observe the effect of high-dose rosuvastatin on myocardial fibrosis, ventricular re-
AMI in Department of Cardiovascular Medicine in our hospital from January 2015 to March 2016 were selected as the
research objects. All patients were randomly divided into low dose group and high dose group according to the random
number table, with 41 patients in each group. After admission, all patients were treated with aspirin, clopidogrel, angio-
tensin inhibitors, beta-blockers, and enoxaparin, as well as percutaneous coronary intervention (PCI). Low dose group pa-
tients was treated with 10 mg rosuvastatin, and the high dose group was treated with 20 mg rosuvastatin. Myocardial fi-
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brosis, ventricular remodeling and cardiac function were compared between the two groups before treatment and after 24

weeks of treatment. Results

The N terminal brain natriuretic peptide (NT-proBNP) and matrix metalloproteinases 9

(MMP-9) of High dose group patients treated for 24 weeks were significantly lower than those before treatment (179.5+
41.7) pg/mL vs (722.6+163.4) pg/mL, (156.4+35.8) ng/L vs (235.3+65.7) png/L, and the differences were statistically sig-
nificant (P<0.05). The galectin-3 (Gal-3) in high dose group patients treated for 24 weeks was (5.1£1.6) ng/mL, which

was slightly higher than that before treatment of (4.5£1.5) ng/mL, but the difference was not statistically significant (P>

0.05). The Gal-3 in control group patients treated for 24 weeks, compared with before treatment and high dose group,

showed statistically significant differences (P<0.05). Left ventricular end systolic diameter (LVESD), left ventricular end

diastolic diameter (LVEDD), left ventricular end systolic volume (LVESV), left ventricular end diastolic volume

(LVEDV) and left ventricular ejection fraction (LVEF) of high dose group patients treated for 24 weeks were respective-
ly (34.6£7.2) mm, (47.9+10.2) mm, (47.7+8.2) mL, (93.2+12.9) mL (56.8+9.3)%, showing statistically significant differ-

ence with those in the control group (P<0.05). Conclusion High-dose rosuvastatin can improve myocardial fibrosis,

ventricular remodeling and cardiac function in patients with AMI, without increasing the adverse reactions.

[Key words]

modeling; Cardiac function; Impact

28 J R s ik A AR YF (PCHJ& L AR IR TT 2k
DU BE(AMID) B A R0 1k 2 — , AT R Bisf -3 BH %€
(R EE AR B0 K, ARG P A I O U 24 1) e A R
B2 4ERInIy A BRI O R PCIR
Je e WL I RE . BRI, DR A S
WLEF AL BORN R = TR L, L, PCILAR S BiiR
O ALEF LA, B A R0 %8 B M, st O I R X R AR
DIER AR B AREE  ME O EHA AT
BMTEZ—"7 TP ARy T )23 A sk i1k
“EA AR TT 225 (RN K25, e 1R RE R
SRR b o ARSI K B EF AR AT T 50 &, S
BRI U T H A, WSRO ILEF AL 0 T
Fa K I RE IR, BB 40T

1 &#ERSHE

L1 —Bgeklh  BEHCER Be O i AL 2015 4F 1
H ZE20164E3 HBGAR 82 151l AMI B EAVE MIFFE T4,
KB G B BEHLEE 4> A 4, IR 4 41 41
o BB 26 1], Lot 1561, P39 4E9%(62.9£10.7) %7, oL»
e oh T 9135, %21 4, M2 7 5], BEBEH AL
A3 SRR RE 20 461 R ME1EE 13 461 BE 8 6] ; =5 F 4 41
o], Hod Bk 25 1], Lotk 16 4], S H 41 (63.8+£9.9) %7
O INREY G R T 9 1149, 1T 9% 22451, T 2% 8 151, AL
DEA3 N RITRE 19 41 R TRIRE 13 461) N BE O {51 ; i A5 e
BIFF A 2tk AMIZWibR e, HEBR X T 259 B B2k
SAEERH  UEOAR R, D IRMER R B I RE S
WAL H W BT R 25 R AR 25903, i
Uise A4 . WALBEFR M5 R IO YIEE

High-dose; Rosuvastatin; Acute myocardial infarction (AMI); Myocardial fibrosis; Ventricular re-

P U WA 55 25 S TG T3 L(P>0.05).

12 ik i B ARG TR IGIT,
PCI A Bij 25 T il #] VE Ak 300 mg . S A% 5 600 mg, A&
J&i 45T B E] VEAK 100 mg SNk AK B 75 mg M i i KK
RG] B2 AARBE 7] A28 46 5 ZE UL 3 aly B AR
FIE AT 10 mg FdP A M T TIAYT , 1 /M 5 77 4
257 20 mg I AT M TR YT, 1 UK/ o

1.3 WEHRPR  ARHET ARG 1 4 )5 24 JEHhER
JiF K L, G0 N A i A A JER 4R (N T-proBNP) |, i Jiit
& JEE -9 (MMP-9) FFLEER -3 (Gal-3)WkE ; IF
TR 24 h INFEYT 5 24 AT O NE RS R AT, I8 A2
2% i 45 W K N 42 (LVESD). £ % &F 3k W K N &
(LVEDD) . 2 Z Wi R W2 FULVESV) A2 % &F 7K A 0]
HRULVEDV) A 2 51 43 #U(LVEF) .

1.4 Sl i H SPSS13.0 Gt 4k 44 7
BT, T TR LSS B bR M 22 (vts) 0K L AL [E]
BOR K95, THESERER Al R 3, DA P<0.05 4 25 5
EEWEI-98

2 # R

2.1 Db o EEER R AR
HIBYTRITHY NT-proBNP . MMP-9 . Gal-3 48 2% %39 TG
gt it 2 = L(P>0.05), MG YT J5 24 J& I, NT-proBNP,
MMP-9 2 36 97 1if W i B AR (P<0.05) 1% 57 1t 41
Gal-3 BRI AT B 25 (P<0.05). 57 2H 0 A FH i
(P>0.05), 4 i H 67 5 24 Ji 5 1) NT-proBNP |
MMP-9 . Gal-3 4 2= 5 3494 Ge 127 38 L (P<0.05), L
*1,

F1 AABREBTIEAOCIFELTIOEENEEIEIRE B (vLs)
ZH 51 NT-proBNP (pg/mL) MMP-9 (ng/L) Gal-3 (ng/mL)
biepagil] BIT A biepagil] BIT G TRIT BTG
B =2 (n=41) 719.6£172.8 259.7+53.2° 232.6+68.5 181.2+41.0" 4.5+1.4 6.2+1.8°
R (n=41) 722.6+163.4 179.5+41.7° 235.3+65.7 156.4+35.8" 45+1.5 5.1+1.6
E 0.269 8.217 0.412 3.268 0.013 2.827
P1H 0914 0.001 0.862 0.038 0.951 0.042

ST, P<0.05.
- 370 -



Hainan Med J, Feb. 2017. Vol. 28, No. 3

EEEZ2017E2AE 285530

22 JRITHIEOIRE LA PR EIRITETAY
LVESD .LVEDD.LVESV .LVEDV .42 $: 3 .4 it
22T L (P>0.05), IRYT 24 JEIEF, U4 B85 1 LVESD |
LVEDD . LVESV . LVEDV % ¥4 J7 Hi W] & % 1I% (P>

0.05), 1fiif LVEF #3657 i B 2. 55 (P<0.05) . = 7l f 41
BHE IR YT 24 JA B LVESD . LVEDD , LVESV ,LVEDV ,
LVEF 5% M40 L #5022 7 39 41122 5 L (P<0.05),
W22,

F2 WAEBRERTHIEROIEE LB (L)
215 Fisf ] LVESD (mm) LVEDD (mm) LVESV (mL) LVEDV (mL) LVEF (%)
IEFI 2 (n=41) BT HI 41.249.6 60.4+12.6 61.8+11.4 109.0+17.6 43.7+8.2
BITIE 36.1£10.7 52.2+11.1 50.6+8.7 96.5+14.7 53.149.1
tfE 8.263 13.279 16.821 17.297 15.326
PAH 0.008 0.000 0.000 0.000 0.000
R4 (n=41) TRTTHI 41.348.9 60.8+13.1 62.4+10.8 109.2+16.8 44.1+8.4
BITIE 34.6+7.2 47.9+10.2° 47.7+8.2° 93.2+12.9° 56.8+9.3°
A 11.271 17.634 20.287 21.772 17.258
P 0.000 0.000 0.000 0.000 0.000
SR R, *P<0.05,

RIS 1 B

ZotE O VR BE(AMI) J5 40 L 43 Je 8] o & A ol
A LR RO T A G & AR R R ] T kAR
NRREF Ak, 230 A e i 20 40 R 240 L A/ o e, &F
Yefb 2o UERE B, B0 = &7 ik I RE B AN
RIWAEZEEMY, MiTRAY ] 8E AMLG L= &
¥ Tang VAT 8PS B R , 45T AMI K BB
BAMTTIAYT , O WA FE AL A /b, 1A 22 T RE
245 55 5 Tousoulis S50 FH BT LA AR T 767 22 6Bk i
PEOFERE  IFTIRIFRTANAIT IS 4 A MMP-9 5
IR RGBT —1 AICAM-1) K-, S5 R /R IRT7 4 4
J5 MMP-9 5 ICAM-1 7K VA5 7 1 B 2 A%, 22 5% A
GiitE o LU ST ¥ B A T 2 25 ] B ke
HOE

T &7 FRABTT S A TT 25 22—, 8 FH A 7] a2
10 mg/d, H i E P EA KA EEF AT TRy 7 24568
O B, UESE T AT B ST AL, T RS IR R
BT ASHIFGE I FH R R i B AR T T IR YT S AMI
B I SRR L F A, B D LR Al &
I S OIREMSE I . A5 BOR, m AR A 4L
NT-proBNP . MMP-9 . Gal-3 . LVESD .LVEDD .LVESV ,
LVEDV LVEF 845 B E LI TR 4, 2 74
Gt .

WFE BN, 0% FAY 5 MMPs A 5] L Gal-3 25
FUIFHSE . MMPs J2& H FifE— ] LIRS A i A L )
fiff 25, 2tk AMIG MMP-9 &I B T, H5 0 EAR
HEIRIEASC, Gal-3 @ PAlBE R KK, &—Fh R A
T, AT SRR AR RIS S Z A B A 4RI R,
20 T ZE B RO ILAR 4T 4R AL A LR AR S 2 —
NT-proBNP 5 LVESD. LVEDD. LVESV. LVEDV,
LVEF ¥ & /i W0 Dy BE 19 R 445 4% , 24 NT-proBNP,

LVESD .LVEDD .LVESV .LVEDV i i iF % {2 78 A
DM RE . ABFFTEERUEI T R F R B &7 AT T
HAERT IO A O WLEFGEAE TR K55
EA T I ol A A i 2 = L 1
FEP AT T VE S, ROR A, ABESE T RER
JYEIE 2 RIS ROV EE (BB IR TS LG L 1R
Y7 W R) R T A2 AT, R R A PR EAS R
S & 3k

P AR T 85 U T W TS 5 0 D). 55 = A R R AR,
2013, 35(6): 576-579.

(2] BRBRE, £, SR, SF BET AT TS BTG A T R e
o O JIUREESE R 25 ) SE S 728 (0] v T e DR 25 B~ 4K, 2013,
29(2): 126-128.

[31 5 2. 0] i &7 AR At 7T 0 2O JUUAE BE SR A 1 T MMP-9
hs-CRP S0 28 BAL B 52N [T]. VR R 2%, 2015, 26(19): 2821-2823.

[4] SRR, KEE, BLE, 5. SRR ET A T T Stk O AL 8
I35 R B C RN AR 1 MMP-9 KU DI RE M [T]. M K224
(BE22), 2013, 48(6): 836-838.

[5] Tang XL, Sanqanalmath SK, Sato H, et al. Atorvastatin therapy dur-
ing the peri-infarct period attenuates left ventricular dysfunction and
remodeling after myocardial infarction [J]. PLoS One, 2011, 6(9):
€25320.

[6] Tousoulis D, Oikonomou E, Siasos G, et al. Dose-dependent effects
of short term atorvastatin treatment on arterial wall properties and on
indices of left ventricular remodeling in ischemic heart failure [J].
Atherosclerosis, 2013, 227(2): 367-72. .

[7] f8, LBI, ML, % ORI 2R 259i0 97 B O etk O
JUUASE 6 25 25 30 39 1 R B 17 BF 52 (0], v [ 42 R BR 27, 2012, 15(23):
2619-2622.

[8] AR, RINEE, £ A3, 55, FukF AT T SPTHEHRAbT T0 2 ko
HEFE B B I R TT RS 26 R PR 31 o el DR 25 B2 2 A,
2015, 31(10): 790-792.

(W B 41 2016-06-12)

- 371 -



