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[ ABSTRACT ]
group, and to find basis for lipid-drugs to use in acute ST-segment elevation myocardial infarction (STEMI) reasonably.
Methods

neons coronary intervention: 40 mg/d treatment group, 20 mg/d treatment group.

China)

Acute ST-Segment Elevation Myocardial Infarction; Atrovatatin; Inflammatory Factors

Aim  To contrast inflammatory level and safety of different doses atorvastatin ( lipitor) treatment

111 patients with STEMI were divided into two groups according to different doses of atorvastatin after percuta-
The therapeutical effect was tested in-
cluding inflammatory factors, lipid-level and UCG of preoperative and postoperative 1 month, and including hepatic function
and renal function of preoperative and postoperative 1 month. Results  The lipid-lowering, anti-inflammatory , impro-
ving left venticular function of atorvastatin 40 mg treatment group were better than the atorvastatin 20 mg treatment group,
In China, atorvastatin 40 mg/d in STEMI

but the side effect had no difference between the two groups. Conclusions

after percutaneons coronary intervention may be safe and effective.
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E#H 2 E;4T4A Y PCL, 344 & %8 38 45 47,
(2) HE B Ar ol BRAE A O AVEE B9 S, N B AT ¥ 72 4
BLasde KRG 4 BN YRR T K 2 A 3R R
TR AHABMERT 28 R ERE. S
Mg MR RAERR HEIERE AT ERY
MREH, (3)FHA/rE. iF S EE®E(TC) <
2.16 mmol/L; At 25 1 |8 8 3 AL JE & B AL B ¥ B
(CKY=E#¥&HRS F ARHEAHE(ALT) = E% 5
IR 3 fF ALEF =221 wmol/L % ™ & &l 1E .
1.2 &IrAE

AR AL AT BE M BB AR, #2010 £
SAZR ARV THRXRBRFE—HEERKC
WA CCU & 111 ] & M ST B 45 & & 8 ALAE 3L
(STEMI) 3474 % PCl &% , BN EX 5N
AR M T 40 mg 397 41 (40 mg/d) K 20 mg &7 41
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PIZE B ATS P S s B O LA B ThT AR 4 2
SR HEE(P>0.05; 3% 1), ARt )5 5 M H 2515 0
K AR, HPAL 85 IR 25 B AR M ST, 40 mg TR
JPLHZRDT 5 B (K55 9.2% ) ,20 mg IGITLH V)T 4
BICRVTHRT. 0% ), HFA P44 2 B R AFi6E
e R 24
2.2 KREEFKENTL

JAYTRITWIZH hs-CRP IL-6 ' TNF-o }2 HMGB1 7k

FEBTBEM (P >0.05) ,{HZ K R & HE 1
MBITIEIY 1A~ JE , P4 8] 45 100 28 P R T /K SF 2 5%
WHES 2L (P<0.05;32),

% 1. RRAEFTEAATTIET B 8E — AR
Table 1. The generally factors and clinical data analysis of

the patients

20 mg {AYTAL 40 mg IRITA

AT (n=51) (n=47)
() 12(23.5%) 8(17.0% )
W (2) 58.86 +12.59  56.70 £11.53
MR (kg/m®) 23.50 £3.20  24.55 +£3.67
T L (1)) 27(52.9% ) 20(42.6% )
WE R (1) 10(19.6% ) 5(10.6% )
FE L (i) 5(9.8%) 5(10.6% )
W R st (1)) 31(60.8% ) 30(63.8%)
i s (3] 4(7.8% ) 3(6.4%)
1= )G IAE 6(11.8%) 9(19.1%)
Byt FiT 2B 3R 1) () 5.18 +2.26 5.09 £2.58
I TR ] ( min) 135.59 +77.75 122.02 +58. 17
O WUEIEE (U/L) 287.48 +169. 04 280.93 +178.79
MASEA 1 (pg/L) 2.31 £4.87 4.71 +£10. 30
Wik 21 2 A 6.29% +1.10% 5.93% +1.13%
ABEBEHLILEE (mmol /L) 8. 64 +3.60 8.55+3.38
LB QRS S 6.04 +2.78 6.13£2.92
ML 5K (52) 2.02 £0.86 2.04 £0.75
RSB (K 2.35+1.37 2.04 +1.08

2.3 MAS/KFEIELL

TRYT RPN R 45 T 48 A5 25 5 T B M (P >
0.05) fHZA K& LR AMTTIRIY 1 NMHE, M
MR B FE IS H (LDL) 2R A G %5 X (P <
0.05),TC % FE NG 4 11 (HDL) K& Hil =& (TG)
ERTRENE(P>0.05;53),
2.4 BEULHBEHTNH

TRYT TG AL 7 0 B0 B 45 T A bR 25 G B
PE(P >0.05) , HZA [R5 & BT FE AR AR TT IR YT 1 4
A5 P4 8] 220 2 33 1 53 ( LVEF) 25 5% A i1t
R SL(P<0.05) , MM (LAD) b EEF
FRIAR A (LVEDd) | 260 U 4 1 R N 42 (LV-
EDs) XA LEWNE(RVD) 2RI B FHMH (P>
0.05;724),
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2. REFIBITIEMMITEIT R 2 E F AR

Table 2. Effect of different doses of atorvastatin on levels of the inflammotory factors

, BTl
&‘rélfI% > N Yy N N Y

20 mg JRYITHH 40 mg JRITH 20 mg JRITHH 40 mg JRITHH
hs-CRP(mg/L) 15.34 £8.92 20. 65 = 10. 51 2.78 £1.33 1.40 £0. 96"
IL-6(ng/L) 43.49 +29. 49 48.69 £26.23 17.83 £12.22 5.43 £3.25°
TNF-a(ng/L) 53.59 £24.48 61.73 £29. 19 29.42 +19.59 20. 89 +12. 64°
HMGBI (pg/L) 23.32 +12.88 28.54 +16.01 24.37 £12.71 19.31 +£10. 85°

a’H P<0.05,b >4 P<0.01,%5 20 mg GIFHAHLL

x3. AEFEMITLMITIEFAMBEKFHZEL

Table 3. The lipid level analysis of the patients in different atorvastatin therapeutic doses groups

TRITHT
m HE > N > N N S
20 mg JRYITHH 40 mg JRITHH 20 mg JRITHH 40 mg JRITHH
TC( mmol/L) 4.05 +0. 87 4.26 £1.00 3.56 £0. 81 3.26 £0. 89
LDL( mmol/L) 2.32 £0.58 2.43 £0. 69 2.01 £0. 58 1.76 £0. 60"
HDL( mmol/L) 1.10 £0. 25 1.12 £0.33 1.05 £0.24 1.18 £0. 59
TG (mmol/L) 1.32 £0.57 1.40 £0.90 1.45 £0.50 1.39 £0. 54

a N P <0.05,55 20 mg AT LHAHLL

x4, FEFEMITLMITEFABS OIHEIEN

Table 4. The echocardiographic analysis of the patients in different atorvastatin therapeutic doses groups

] BTl
?E‘ 1:/3—\‘ > > > >

20 mg JRYITHH 40 mg JRITHH 20 mg JRITHH 40 mg JRITH
LAD(mm) 33.37 4. 88 32.02 £3.91 33.04 £4.21 32.70 £3.23
LVEDd(mm) 52.73 £6. 19 51.79 +4.74 54.14 £6.77 52.53 £4.99
LVEDs(mm) 38.01 +8.00 36.70 £5.70 38.22 +8.12 35.87 +6.76
RVD(mm) 16.33 +1.87 16.30 2. 06 16.75 £2. 13 16.40 2. 10
LVEF 50.90% +12.07% 54.96% =10.40% 52.71% +12.30% 58.66% +18.38% "

a i P<0.05,5 20 mg {GITHAALL
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T NS (A 1702 i BEBL A R 2, 53500 45
TEARMIT 40 mg/d SRR | 45 R R —
TR AS a2 5 % R AL AR FE mT sk /b CRP A 4
JK -3k 16.9% (P <0.001) .

i 38 DA Sk T00 WILAH AR 98 T X% F B 3 O
FULII i P73 CE RS B T TR
Yy 40 8 TR AL T AR S b A VR
L 200 9 1 R 3 B0 PI3K/ AkL/eNOS 3 i 17
I T Szarszoi %557 JIF S 7E K B LB 1ML
FEREVE R [R] B TR 45 T S (R 7T, AT e 2 e b o
W4 T BE 2 475 91 EL 68 18 1 4 68 Sk 175 3 1
T=, Wolfrum 210" % 80, FH PG (A 7T i kb 38
e T 0 UL PR A KRR eNOS B3I 1.7
£ I H B ERANT eNOS mRNA /K-, B0 i 1
Lo JIURE B 1 AR, i eNOS #1177 L-NAME 417 5
eNOS J& , i T 225 Wil J T 3l 200 LR B T AR
LD LR W 58 40 2%

R i 22 1 R A I PR 3 56 B s R 7 o ) T
HRLGPTENG PRI R P, . B A MIRACL Il R
56 22 B R 5 () BT 6 AR A 7T BB — & s SR 1
AR B PNV LR I R [ 39 4 BT At 7T
X 2R B IR ER B AE B sCDA0L S H: Tl 5 5% i
SR KGR (80 mg/d) FRFE4H (40 mg/d) He/h
FlE 2 (10 mg/d) O ML 3 14 K& A R 5 50 ok 2>
29. 1% F130. 1% (P {5 <0.05) , K& 4H 5 H 5
225 R 0 W R, /MR R AR YT ET S sCD40L
K22 55 T0 8 35, U6 BH AT R AR I — a2 715 [l P 2 57
AR A IR S R B R TR TT 40 mg
RITHLER g PUR 0 200 % D se Iy 1 AL T B
FEHATT 20 mg VAT,

ST T2 e SR 20 ik ok A B L O
FYER 53 2 BT T2 RIVE AN 2
Mo AT AN RN BRI B 1
KWURFEE I, by T 2825 1E .00 fB o g R I
DIReFE & MG T i 1 K A B RATE 1% ~2% AE— Lk
I R HIF 5% v L8 380 19 LIS 2 6 R 20 R 0.19% 1,
Thompson %™ X LAASC T T 25 )9 i A BEHL K
TGS BRI PRI A TS A5 AT 15 T 83858
B R IAEZADTT AT A5 2 2 & A v
BAHEMZES WX ISR, AT LA
FE B2 BT A TT 225 1) 1o F A % 41
ARSLEGEER R, 40 mg BTFEARALTTIRYT 415 20 mg
IRITHIAA 2 B RO D R i S W T = i 452 2h
WA BE BEIUE , A IR R U E &
PR RS B rh ™2 W% B0 T 40 mg BTG
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