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(HZE] HIY AR IRYT 2% ek ZE A 1iE (acute coronary syndrome, ACS) f8 35 2tk
WWrs. Jitk FEYE TR AL 2012 45 1 H £ 2014 4 6 HAEBEIRYT A9 ACS g5 133 fi] (A 1
110 1, 2k 23 1)) , 53R 4 20 3697 W B EF AR A TT 10 mg/d 32 ] (A 4) , B AR ABiT 20 mg/d 37 {4
(B4) , FIFEARAIT 20 mg/d 33 5] (C 4H) , 4R iT 40 mg/d 31 (D &) . LL# H3#riRyT 6 ~8 Ji
Ja & BB EEE(TC) AR EE NG & IR R (LDL-C) |5 % B2 IR 85 1 IE [ RE (HDL-C) AR s % iR E
JIH (5% (non-HDL-C ) AR AL LA AR RO . 853 IRIT AT Al E & diin 2 R gt 2= 3 L (P >
0.05) ;7597 6 ~8 JilJ5 , 4541 TC \LDL-C \non-HDL /K3 EHRYF RT3 F (P <0.01) , &4l BIR Y7 Al
J& LDL-C 275 & ( ALDL-C) il non-HDL-C (7% & ( Anon-HDL-C) ,B 201 D 41 & 3 & F A 44 f1 C 41
(P<0.01) fHBAF D HZMZEFTHEITFENL(P>0.05), BATERIT MR KA 1 B4 P95 =5
(ALT) BH B T, 1 33 U/L FHi 2 1 120 U/L, HiAl 3 HITEA B s . g5 X ACS & &tk
AR R GRS AT (BT AR T 20 mg/d FIBTFERARTT 40 me/d) #5 MA EABTT (&P AT 10 mg/d
FBTFEARABTT 20 mg/d) FERRYTRCE A, HIYHA 25k
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Clinical efficacy of different doses of statins in acute coronary syndrome patients at

acute phase
Su Zhizhou, Lyu Jianfeng, Liu Bo, Chi Luxiang ( Department of Cardiovascular Diseases, Chongqing Institute of
Interventional Cardiology, Southwest Hospital, Third Military Medical University, Chongqing, 400038, China)

[ Abstract | Objective  To observe the efficacy of different doses of statin in acute coronary syndrome
(ACS) patients at acute phase. Methods  Clinical data of 133 ACS patients (110 males and 23 females)
hospitalized in our department from January 2012 to June 2014 were collected and retrospectively analyzed.
These patients were divided into 4 groups, that is, group A (treated with rosuvastatin of 10 mg/d, n =32),
group B (20 mg/d rosuvastatin, n =37), group C (20 mg/d atorvastatin, n =33) , and group D (40 mg/d
atorvastatin, n =31). The serum levels of total cholesterol (TC) , low-density lipoprotein cholesterol ( LDL-C) ,
high density lipoprotein cholesterol ( HDL-C), and non-high-density lipoprotein cholesterol ( non-HDL-C) ,
and the incidences of adverse reactions were compared in each group before and in 6 to 8 weeks after the
treatment, and among different groups. Results Before the treatment, there was no significant difference in
the baseline data among the 4 groups (P >0.05). After 6 to 8 weeks’ treatment, the serum levels of TC,
LDL-C and non-HDL-C were dropped significantly in all groups (P <0.01). After treatment, the level of
ALDL-C and Anon-HDL-C (the changes before and after the treatment) were significantly larger in groups B
and D than groups A and C (P <0.01), but there was no significant difference in the 2 indexes between
group B and group D (P >0.05). During the treatment, only 1 patient from group B had significant increase
in ALT, from 33 to 1120 U/L. And there was no report of adverse reactions in other groups. Conclusion
High-dose statin ( rosuvastatin 20 mg/d and atorvastatin 40 mg/d ) treatment is superior to conventional-dose

statin (rosuvastatin 10 mg/d and atorvastatin 20 mg/d) on the patients at acute phase of ACS, and has good
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safety at the same time.
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%'\ ‘fi%’{jtfj]ﬂiké%%?ﬁ ( acute coronary syndrome,
ACS) ST R B Bk A 386 5 A P BXE DR A AR R BB 3R
ISR B, 5 DR AR Sl kR B2 B s S P AT 2
T B O WUBR LA IR RER B AE . IG5 50
ARSI N SHRERE AL BE DI B DIAR G , Al 7T 26259
HARE AR MR 1, 76 ACS JBERTr Pt T
SOz, A ORI, M R LDL-C 4 FE AR
1 mmol/L, Jf AR 2l ik = 4 % A= 1y AH A XUBS: AT e A
239% ", 2013 4R 3¢ [ O WE G 2 23/ O I B 4
(ACC/AHA) %A Cifa J 77 L] 3 e ARG FSE N 50 Jok ok e
AU LB IR 16 3 ) (LA R TR PR ) =, i
XF<T5 % ACS 35, BRARA 25 Ak, BN Z T IR 5
LA HIGRARTT 2259y, FE W 45 T R At
{19 20 mg/d Fdf Rl y] .40 mg/d PIFEARAMIT . 7
RS [ 5 A KR B ML I PRI (RCT) k4, di T H
HIJ 1 5k 22 V. 67 AR AP ORR) S e 5 R A 7T A R R
RCT, PRt A SO0 B P RS 5t 7T A s 24 L2
YR AR R A o ARBFE B AL 5%
AFFIEATTIRYT ACS B3 SR R o 2 41
iR 255 2%

1 #REFTE

L1 —#5#

[P 4387 2012 4F 1 3 2014 4F 6 A 7E R BHE
B 2k ACS f3 133 fi], 554 110 i, 2otk 23 1],
AEWS R 35 ~75(59.41 £8.66) %, Hh A E L4
(unstable angina, UA) 100 {4, & 4 .0> L4 2E ( acute
myocardial infarction, AMI) 33 i, A E#{R i iR <
75 % 2 Wi4E A ACC/AHA B G il e 1) ACS 2 Wi bR
o HEBRARE : O ABEHT 2 > H W IRATR R 259 @™
HIFEIIREA 2 QA HAb G M A a5 Gl

®1 4ARMBREE

acute coronary syndrome; different dosage; statins; cholesterol

JiigE ) s @ERYAERE ; &G H MMM O RS , 0 L 5
©A B J5 R 11 L35 2 it T v 1) 8 35 s O F 51 o
R BRI A 259 (2P0 2R DS 1B S A S [ et )

R AR 700 ) B 5 @ FREDRS A (2% 2454
1.2 54

W ATER) ACS B MR AR = AT, 20 R
4 2, A A SR ET AT 10 mg/d 3697, B 4l ff
B @ AR ABTT 20 mg/d G YT, C 41 fi H BT HE AR VT
20 mg/d 367, D 4 A HBTFEARARTT 40 me/d 3G9,
VIS T FH 250 53 550 R BT 80 A0 4 v A 7 1 B 6 £
TS e (AT ) FORE B 2 w7 A2 7 1) BT FE AR AT 45
(ML) o
1.3 M ds4r

SR EE(TC) H v =g (TG) A% B & H H
[E % ( LDL-C) | /& % BEJR 85 1 IR & % ( HDL-C) (JE & %%
JE NG HIEE B (non-HDL-C) , TC 272 & ( ATC) |
TG By ek A4 & ( ATG) \LDL-C 2% ( ALDL-C) |
HDL-C 1 2 25 5 ( AHDL-C) . non-HDL-C 7 £ 2% &
( Anon-HDL-C) M A K W o
1.4 %tz o

SR SPSS 13.0 Geit#k 4, THECF B LR RN, R
XK . THRYOR & £5 2R, 41N LR HI ST
FEAS ¢ K555, 2 8] 35 oR S R 2R 7 22 934, PR LA
K HILSD

2 HR

2.1 BH Ayt

4 2H FRETE S I BE PR WO s UA JAMIT JZ
FHZG 0055 5 T 25 R RS 148 L (P >0.05) ;TC
TG .LDL-C . HDL-C , non-HDL-C 2548 b7 3L 28 /K F 2 5

TG FE X (P>0.05,%1),
ERENELZER

215 n ALELF(%)]  BERELHI(%) ] A B (%) ] UA[ (%) ] AMI[ (%) ] ACEI[ (% ) ]
A2 32 21(65.5) 7(21.9) 18(56.3) 26(81.3) 6(18.8) 6(18.8)
B4y 37 24(68.9) 10(27.0) 28(75.7) 26(70.3) 11(29.7) 11(29.7)
G4l 33 17(51.5) 5(15.2) 22(66.7) 27(81.8) 6(18.2) 6(18.2)
D4 31 19(61.3) 12(38.7) 23(74.2) 21(67.7) 10(32.3) 10(32.3)
- ] B AL ) TC TG LDL-C HDL-C non-HDL-C
[Pl(% )] (mmol/L, x £5) (mmol/L, x £5) (mmol/L, x £5) (mmol/L, x +5) (mmol/L, x £5)
A4l 32 13(40.6) 4.49 +0.87 15.70 £0.74 2.56 £0.55 1.11 £0.31 3.39£0.74
B4 37 22(59.5) 4.89 +0.87 1.97 £1.17 2.84 £0.60 1.11 £0.26 3.78 £0.87
C4 33 24(72.7) 4.36+1.04 1.82+£1.19 2.53+0.74 1.05+0.23 3.31+1.03
D 4] 31 18(58.1) 4.74+£1.13 2.35+1.32 2.81 +0.70 1.13 £0.38 3.61 +1.14
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FR2 AARMERESERERITANELAEKFRMEEE (mmol/L, x £5)
25 n TC TG LDL-C HDL-C non-HDL-C
A 32
YT HI 4.49 +0.87 1.30 +0.48 2.56 £0.55 1.11 £0.31 3.39 +0.74
I A 3.79 £0.98* 1.57 £0.74 2.07 0. 66" 1.23+0.34 2.56 £0.95°
B 37
YETT T 4.89 +0.87 1.97 £1.17 2.84 +0.60 1.11 £0.26 3.78 +0.87
BITIE 3.42 £0.55° 1.44 +0. 82° 1.84 £0.42° 1.07 £0.21 2.34 £0.56"
(o 33
YEIT R 4.36 +1.04 1.82£1.19 2.53 +0.74 1.05 £0.23 3.31+1.03
BITIE 3.58 +0.73" 1.32 +0.61° 1.95£0.51° 1.16 £0.28 2.42+0.72°
D# 32
ey il 4.75 £1.11 2.33 £1.30 2.81 0. 69 1.13 £0.37 3.63 +1.12
BITIE 3.34 +£0.60° 1.36 +0. 60* 1.90 +0.44% 1.10 £0.27 2.24 +0.59*

a:P<0.01,5 %77 A7 b4
®3 AHAMERESMERERTIENENZEER LR (mmol/L,x +5)

2H 51 n ATC ATG ALDL-C AHDL-C Anon-HDL-C
A2 32 0.70 £0.98 0.27 £0.77 0.49 +£0.58 0.13 +£0.30 0.83 +£0.89
B 4 37 1.48 +0.89 0.53 +0.98 1.00 +0.72% 0.04 +£0.19 1.44 £0.88
C 4 33 0.78 £0.89 0.50 £1.05 0.57 £0.65 0.11 +£0.20 0.89 +0.84
D4 31 1.40 £1.01 0.99 £1.09 0.90 £0. 62 0.03 +£0.34 1.37 +1.05%

a:P<0.01,5 A4k ;b.

2.2 BTG mARIEARILE

VBIT 6 ~8 JE 5,44 TC .LDL-C .non-HDL-C /K3
PIRORITHI W TR, 2R A5 X (P <0.01,
#2). JAYTFHTJG ALDL-C Fl Anon-HDL-C, B 4 il
D41 E T A 4R C41(P<0.01) {0 B41F1 D4
ZIZE gt (P >0.05,%3)
2.3 BREBERRRE

B 4 (Fdt ftiiT 20 mg/d JGY7 ) TEIRYT A E] K&
A1) ALT BRSE FF e, B 33 U/L Fm & 1 120 U/L,
LT TAF 03,2 G AT Re ik & IE# . H
il 3 I TOA ROV A AL B0 AR
PR UREFE BT Sl RO I 8 S F A o

3 itig

W2 3 [ 280 1 R R, NIRRT KO R i TR
ZERI RS , ACS B R R AW Tt s BOE R ™ &
o 2 N B R AR iy, D 2 B B 2 By S AR Sl ik
WERETEAL . SRR RERE AL TR IR LA R 3l KRR AL
Lo JUERE (ASCVD) i & A T8 i T 4 LDL-C /K
fna e ARSI AR T AL g 8 2 1 P, LDL-C
75% VAt o AT 2244 3 3k BT L 11 A T L B 384
LDL-C 3214t H , 864G R0 bR IR I FF P ) LDL-C 3%
25% ~55% o ASTIFFELE T 005 45 2L R 1 FH R [R) 3

P<0.01,5 C 4tk

T2 25917697 )5 , TC \LDL-C  non-HDL-C 7K - #4145
RITHTEE R (P <0.01) , W 7T 225 W W Mg 5k
R,

AR BT R 06 2 I, 16 S0 — G T
GBI I AT 2K 25 0 B AT S 3 AR T 0 o XL
1), LI KU AR 5 LDL-C AR i 8 B 1F
oo fE SEARCH BF5"" i, KA TT 3677 41 He 38
FIHRI T4 LDL-C SF 3 Z 84 0. 35 mmol/L, F B0
MAE S AEE— 2D 6% . — I AL 46 51 3 B AL X% 1R
I ARG PS40 WAL 7T WA LDL-C (14 46
{85 L0 48 =9 /D 0 R B %% DDA 56 . 2012 4F
CTT (25 2843 4710, JL g8 A 27 351 6 HL % BE BF 5%,
174 149 £324R % , /0 H7 718 0 xE T A XU A BE
LDL-C A% 1 mmol/L, F2 L0 [fiL 5 F5 7 XU 15 [ AIG
21% , FEMAEFET K FEAR 12% . AWF5R ER,B 4
M DAALDL-C BT A M CL4(P<0.01),{H
B 4RI D 42 i) 2% 5 BG4 35 L(P >0.05) , 12
S RHIEATT X ACS B 2k 1 1 R T Ak 5
TR R AT

Tk, ZERE 55 B ia 46 re ¥ LDL-C AF 2 1
(i O (AT 78 AR % W non-HDL-C
S U LG5 KRR S A7 % 2 e o S 00 B A 514
85 o non-HDL-C J&48 B = %% BE G 2 11 L AR ) HoAt A
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P H [ P i ) R 2013 AR ] B sl ik o A 1 4
2405 (TAS) [ (TAS UL 15« I B 5 % 5 B i) 4 Bk 4t
FEN 2 non-HDL-C hy 503 ik o B 1k IR [ 12 14
FEIE 2, 4 LDL-C 5 g i J5z e 35 50 ik ok A s AL B 2
Ho AW ER,B 415 D 41 Anon-HDL-C & 2 & F
AR CH4L(P<0.01) {H B Zf1 D 412 i) 22 57 48
TR (P >0.05) , X BT R LL non-HDL-C 1
TEIF BbR, KR EALTT X ACS F1E 2 Y B i)y
B FIRE AR 5 R Aty T o

EEXIEYN RS, S8t ) [l 2 BT S R BB AR AT T
10 ~80 mg/d ¥ EA BIFg et . A, 2
A Har T 20 mg/d 4K B 1 ] 5 & 45 P9 5 24
33 U/LFHE 2 1120 U/L 525 2 Al E & ek =
EH o Bl R AR, ARSI ST T
KRG T I TR A R . AR IESE,
ACS BE 2PN R At 7T A0 2 4P 4 W) 1 5 AR
FIRABTT , 5 P AMIFTE A2

25 LTI AR B A i & AT T AR FE At 7T
BIRTREAIC ACS 3 AR /KF-  fEXT ACS 3 Atk 4
TRFN AT TR AR ST AL SRR T ROCE B 2, %4
PR TR SR A, HAFRNAFAARR, W
B M)A, AR I R S A8 b, AT REXTIF SR 45 R —
TERZMA , v 5 E— 20 1 KRR R L B T B E o
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