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[ ABSTRACT)] Aim To investigate the effects of high dose atorvastatin on the antioxidation activity in patients with acute

coronary syndrone( ACS) . Methods 168 patients with ACS were divided randomly into two groups patients.  Patients in a

group were treated with high dose atorvastatin(40 mg/d), and in another group with low dose atorvastatin ( 10 mg/d) .  Superox-
ide dismutase (SOD), GSHPx, malondialdehyde (MDA) measurment were taken before the treatment, on the 1 week and 2
week. 50 healthy volunteers were assigned to the normal control group. Results SOD, GSHPx activity were lower signifi-
cantly in patients with ACS compared with those of the nomal control subjects ( 83. 24 £21. 45 ku/L and 80. 53 £19. 67 kw/L vs
104. 53 £21. 87 ku/L, 1327.7 £426.5 kw/L and 1 341.2 £396. 8 kw/L vs 1 681.2 £385. 8 ky/L, P< 0.01), and MDA was
higher significantly in patients with ACS compared with those of the nomal control subjects( 6. 23 £2. 13 mmol/L and 6. 02 *1. 89
mmol/L vs 3.52%2.09 mmol/L, P< 0.01). After 1 week atorvastatin treatment, the SOD, GSHPx, MDA activity of the pa-

tients with high dose atorvastatin were improved significantly (91. 56 £23. 64 ku/L vs 80. 53 £19. 67 ku/L, 1 483.3 £402. 3 ku/

L vs 1327.7%426.5 ky/L, P< 0.05, 4.57 £2.37 mmol/L vs 6.23 £2. 13 mmol/L, P< 0.01),
group high dose atorvastatin than those in group low dose atorvastatin ( P< 0. 05) .

which were much better in

Conclusions The short-temm treatment

with highr dose atorvastatin could enhance the ability against superoxide injury in patients with ACS.
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1% ( malondialdehyde, MDA) & & 484k 5200 .
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1.1 WREDHE

HH 2003 £ 5 A~ 2005 £ 4 A &Ko AR
ACS E# 168 17, ACS ¥ Wi #% % B L i 7F F 2 (ACC)
A3 ELGQHE R U & (AHA) & 2 B AR, TR B3
R R R = N TS 7 S - 7PN = -3 QNN [ 2
FHEDH AT IR CE BRI AL CNFEL. H
BRARE: NIRRT 2 NA WA ETRERTEANS
MM R . R BERERE 50 Bl{F N E¥ X
B, NILHY ACS B B2 AR & M 48 & e
T IT A/ & P FE AR 7T 96 9T L4 84 .
1.2 &ITAE

AT B MR IT 6T A B TG BT R 4
FAIT AL F 40 mg/d( FERRH A B &) o ANA
BT R MITI697 4 B N\ Fx J5 B AR P 6 % b T o1
LT Z 10mg/de FTH B EMNEH 6% ACS BT 7
EHTHALK KL, FHE HRE . LEEKE
B AT A BB 2 AR A A F BT .
1.3 Bt

A& B H AR AT 3657 A Fn /N A & P T
BITAEFE R THRTHETE L ARETE?2
BEREME XA KD. EENBARTERE
JER SR B Bkt 1 9K 2 A1 E KRB E B H ik =
Be. & & £ fE & & fE B B (high density lipoprotein
cholesterol, HDLC) 1% %5 /& fig & & [ [E B2 (low density
lipoprotein cholesterol, LDLC) 7 & X i1 7 SOD. GSHPx
H_EEE,
1.4 IMASHYMIE

R e B B e = B R R 41k B 1 2, HDLC
A1 LDLC % F & # P K AL % W % ( Beckman CK-5CE
2B EPNELHITN) .
1.5 IMFEmEKEEH8NE

g FES A BN 7 SOD & A1; GSH-
Px {2 # H,0, 5 GSH ¥y K i & ik H,0 K GSSG, #
I M EEAR KO B GSH By 9 £ 40 Tk dE B R K
Bl & e GSH ¥ 2> # 4+, ¥ 4% i GSHPx 7& /7. SOD
FGSHPx B A B mE A — BN 2 XA & & wE
A TRFRFTRE
1.6 SHitFELIE

K 1 SPSS10. 0 4 1t 31 # & #E AT 48 iF % 4 #7 .
THHRERA X %, HE AR Y £ £F, HHE
BEAt ok, ANLBR XA T EZ0TE g B, M

P<00Ss n=RHEEMK.
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3 YLAE A0S P AR G R S A R i HRT I
BESE 7 T AH b 22 53 0 W 3 M KR =BT FE AR AT ¥a
7N R BB R AR VT 167 AL USC4e T £F 5K R 3
BIEHEN A E(P< 0.05); 15 K57 &R A AT
BIT A5 /NRIR BT AR AT VA 97 A b 4R L AT
KIEEFTLEZFME(P> 0.05); ACS KM E K5 &
R FEAR AT V69T L AN/ TR 2 BT FR AR A VT ¥R 7 4 3R
ERTEREMERD.

= 1. KT IET 24T R EAkE S ER Fxd BB 4H —A%
SR R AOEL SR (v L)

£ N KFAEIRTH DFRIERTA  EwXTHEA
n 84 84 50
TR (B %) 57/27 56/28 3218
T (%) 62.3113.2 64.6%12.8 60.3£14.7
A5 F 2 26.13%3.1 25.3%3.7 25.7%3.9
WA (1) 34 36 19
W48 . (mmHg) 137 £21* 136 £23* 122 £20
#75K & (mmHg) 80 +15¢ 81 £13* 74 %16
HE (mmol/L) 5.65*1.33 5.48%1.42 5.57%1.61
ACS 7Y

UA 47 (55.95%) 49 (58.33%)

NSTEMI 20 (23.81%) 19 (22.62%)

STEMI 17 (20.24%) 16 (19.05%)

ay P< 0.05, 5I1E# X B L.

2.2 FHERITRIRMASAET L
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KFFN BT FLARARTT V6 7 4LA1 /N7 E i F T AR A YT 697
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05) ; 9697 2 & J5 KA EBTFEARAMRTT VR 7 4 AN ) &
B FE AR At VT V6 97 2H i JJH [ B2 AT LDLC 3 B ( P< 0.
05), HWA L TLHEZ R (P> 0.05) (£ 2) -
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AN BT FE AR Ath VT Y8 97 4LYR 97 AT B 3 1L E SOD
A GSHPx & B H B F(K(P< 0.01), A B
BUETI&E(P< 0.01); K2R FEAARIT BT H
AT BTFEAR AT VA 7 4 be A, 677 BT AR 3 s
SOD.GSHPx M M ERELEZR(P> 0.05) . 5
TRIT AT ERER, KRR TR AR VT W dliayT 1 A JE
IfiLj& SOD A1 GSHPx (1) % & B &t =i ( P< 0.05), H
B = T/ R E BT R AtV T VR IT 4 (P < 0.05), A
TEESEWERK(P< 0.01), HAKT/NFIER I
RABITIRITH(P< 0.01) o« KRFAVEFTIARAIT BT

AN/ B R FEAR AT VAT 4 B 38 897 2 B IS 40
g 7 Arbb i, M SoD F1 GSHPx f3E /135 8 &7t
#(P< 0.01, P< 0.05), A A& EFK(P<
0.01); KFERTFEARMIT V6 TT 41 /N7 & BT FE AR Ath
TRITHEF BT 2 AS5RITE 1R, g
SOD Al GSHPx & &M BFE(P< 0.05, P<
0.01), N _EEEHERFMK(P< 0.01); 6597 2 4
Ja 5 /NIRRT VA 97 40 H iR, KA 2 RTFEAR
fyT 697 4H 1 3% SOD Al GSHPx 11 & & W] & T+ &
(P< 0.05), NS EWMA EZR(P<0.05) .

2. 3EATTRIE MASFII S BE WM LES . AR HAAT S B R A B A BTN« £5)

. EH o R RFNEBHLARARIT IR YT 4 n= 84) NGB R AR IT I8 T7 4 n= 84)
(n= 50) VR AT VBIT 1) HIT 2 BT T 1 Va7 2 JA

TC(mmo /L) 4.2%1. 14 4.43F1.02° 4.37%1.07 4.02%0.91° 4.51%1.10° 4.48%1.13 4. 07 20. 89
LDLC( mmol/L) 3.36 1.0 33. 81 0. 87° 3.86%1.05 3.45%0. 97 3.78 %0. 93° 3.88 10. 85 3.48 1. 09
HDL( mmol/L) 1. 18 £0. 37 1.08 20. 33 1. 12%0. 34 1.1530.37 1.1230.31 1. 07 20. 36 1.17 %0.31
TG (mmol/L) 1. 68 £0. 80 1.4310.82 1.54%0.91 1.37 0. 89 1.5210.79 1. 46 0. 78 1.4310. 83
SOD( ku/L) 104.53421.87  83.24%21.45"  91.56 £23.64%  100.23 25. 32°% 80. 53 £19. 67 84.32420.67  91.44 +21.20%
GSHPx( ku/L) 1681.2%385.8  1327.7+426.5" 1483.31402.3% 1 624.3 1401, 2¢% 1341.24396.8>  1327.2%427.1 1533.24371. 7%
A % (mmol/L) 3.5242.09 6.23 12, 13 4,57 12,379 3.43 £1.81M 6.02£1. 89" 5.73£1.98 4.21 %2 12®

a Ny P< 0.05, by P< 0.0, 5IEFMIRA LT ¢ N P< 0.05 d N P< 0.01, 5/MFIEFFEARMITIATT HELES e P< 0.05, 24 P< 0.01, 5HTRTILE: ¢

N P< 0.05, h A P< 0.01, 5697 1 A

2.4 ARRMN

KA EFTFEARAR TG TT AN 2 e Ay T
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B M O R BT B8 38 A AE DA A B 0 T F%, A Re
A oo S A S AN B ER A A ] RS Y Bl kS A
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H /B M 70 R IR YT 28 259 BE T BR T 4,
PRI AR U E A P e AR, oA s AR AR T BE AN HI
A 3E Xt LDL 44k, B9 & B 9 B B e Tt i
SOD & PES Sz AR Al VT B LR S AR FH A i T 3 )

LDL % HDL f%A46", S fh T 2524 Mk B A 401
HMG-CoA 14 Ji P 14 T P ARG JHL [ 2 1) & B 4F, 3
BhEMEE 1. BB A FFIZ R AT R H
THRIT A OIS B R L, FH /N & R FE AR A
7T(10 mg/d) ¥6 97 2 PE O WUEEFE & 2, 1fiLiE SOD.
GSHPx A & B AEIRIT 1 AR LW B4, ¥8
J7 2 J& J5 SOD Ml GSHPx A FFaa Tt &, 5 T 46 T
B o (H KT 2 B FE AR A 7T (40 mg/d) 1697 21O
WIFEAE e, I3 SOD.GSHPx Ml — /& B AEVR )T
1 JE I ED BB B AR AL, v 9T 2 B J& SOD Fil GSHPx
AkSL T, N gk 2R [, B SOD 1 GSHPx
e M FEE R T 8 A B 350 K T/ NI B BT R Ath v T
Ho RIRFEBTFCA AT 56 108 FH BRI AT DLRA 3
e O LA BE B 5 I3 SOD A GSHPx 7 P 1
BRIRTA I & . H/N TR B BT HE R AT (10 me/
d) VA I7 SR IR SE B 5 v Re R B — B T AR A R
¥ SOD 1 GSHPx HIVEMEMPEILH M & 8. #
TN KT E BT FEAR At 7T %0 48 FH BE 653 BR AR B H 2,
i A = A, SRR PR 7T, (5 B
FH S B R G0 T A R

AHIE T S O LR BB £ 25 43 ) iR K37 == A /S
FIEFTFEARAIT IR T 1 5, I 5% A JE ] B A0 25
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I, Tk BH BT 6 AR A VT 52 ) 20k o0 LA BB £ 3 L 3
SOD A1 GSHPx & &AM T M fg T %, 3 HiXx—
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