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Acute Coronary Syndromes;

protein (CRP) in the early treatment of acute coronary syndromes (ACS) .

divided into the Pravastatin group ( n= 30) and the conventional medication group ( n= 30).

weeks.

Nitric Oxide;
Aim To observe the effect of Pravastatin on plasma endothelin ( ET), nitric oxide (NO) ¢ and C-reaction

The plasma concentration of ET, NO and CRP were measured before and after treatment.

Endothelin;

C-Reaction Protein;  Pravastatin

Methods 60 patients with ACS were randomly
The course of therapy was 2
Results The levels of

plasma CRP (32.7%10. 8 Hg/L), ET (50.3 £17.2 Hg/1) were lower and the level of NO (50. 3 £10. 2 Bmol/ L) wes higher in
the Pravastatin group than the levels of plasma CRP (44.3 9.7 Mg/L), ET (72.4%16.4 Ug/L), NO (42.8 £8.7 lmol/L) in

the conventional medication group ( P< 0.01).

Conclusion Pravastatin can inhibit the inflammatory reaction so as to stabi-

lize atherosclerotic plaque and improve endothelial function which relieve coronary artery spasm.
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EL =%k, B MATE B R R, B A
N EEST BEERRT HERE. AR 65
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* 1. BEE—RRIE A SRR

Table 1. Comparison of clinical characters of two groups

b A ITH AT A
(n=30) (n= 30)
P (5 %) 19/ 11 20/ 10
FH (¥) 68.7%12.3 70.6 £11.6
TR 25.5%2.8 25.1%3.0
W () 17 18
4 & (mm Hg) 153 £25 151 221
75K E (mm Hg) 8911 88 19
MHE (mmol/ L) 6.5%1.8 6.7%1.6

PRIl 44 45% *4% 46% 3%

2. MEATRIRMAERNEK
Table 2. The changes of plasma lipid before and after treat

ment in the two groups (x s, mmol/1)

B TR VI
LS . 5 - — " N
WARAMTTAL  WRIRIT4L WA FMIRTA
MAHERE  6.12%0.98  6.09£1.01 5.5610.86® 6. 11 £0.88
H =M 2.53%1.34  2.6830.90 1.58 £093®>  2.42 £0.76
LDLC 3.6410.83  3.5110.82 3.1210. 68  3.52 0. 89
HDLC 0.9610.30  0.99%0.26 1.48 £0.28%  1.00 %0.28

a: P< 0.0, SiyTaitbE; b: P< 0.01, 5EMGITAHLE.

2.2 HEZ.—SHEKCRNERKETK
PIALYEIT TS CRP.INO K R EKFERT
Gt E (P> 0.05); V697 e SR ITH W &=
A CRP 7KF R F%, NO 7K Ft 151, BURITHIA G it %
ZR(P< 0.01); V(I AN INA R EZ 57 (P
< 0.01) . VAT, WA H I NO KFF & K&
CRP /K F B, Gt ZR(P< 0.05), MKW
FACTIRIT R G BB TE 6 3 1 2 (36 3, Table 3) .
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Table 3. The changes of ET, NO and CRP before and after

treatment in the two groups

Tb *4 j|=1|: “( N_]‘ VT4 '%I_‘hf' )W. A J_‘f 4
=] N
il I #ITH T
(W f/;ﬁ: 75.4%19.3  50.3H17.2  76.4F18.7  72.4%16.4
— &R 32.718.4  50.3%10. 2> BEIEE  JAEAE
(Hmol/ L) s .5 =10, . 3 X6. g8
N
CRMER o5 6143 3,710, 8 GALEE e doe
(Me/L)

a: P< 0.05, b: P<0.01, 5IRITATELES o P< 0.01, SEMETTALE.
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—HAE(NO) & 1 ML A B 40 & B —
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i 0 S T R IAC M, 18 S5 TR A I 0, 38 I i)
FRR LR LT LA0 B 4% B 1 A s b, I T 1
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B FRIR 71 B R e I P B 4 M 4
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SBE IV FH, i o0 2 2l k3 R A AL R o ACS
BB MK N B KT T, NO JKF 1 B, T NO A
W R R EAE 2 itk — 20 T 2 e AR 3 Fos R A A
P PEZE R ML 7 454 B /MR 4R B L 1M A

PR 111 2R BRI L e 2 il 5 T e 2R AR
xif Ifn e B LA B AR RN

AW B EARABTT 4 3 NO /KFAEIRIT Ja
HH ST i, B RLR T 4LV 9T S 3R NO /K B %
HREMZER(P<0.01), TAAITH MK CRP &
MR ACEIEIR YT 5 B B TR, 5% iRIT AR
HFREER(P<0.01). U EMIRED K E1T
SRFTE RN B AR AR YT, AN AT LA ] i A N R
(1) 2 i [ S, 7R B PR AP LA P 7 20 L B 1K PN B2 40
PIThEe Z AL IR LI EF . W IIRITHIBIT S,
NO /K PRI A &, AR HE N, BRI
FRIK . FH R B FE R A A % . TR IR R 25 (E I
h SN SH F4E &4 —E W E . WA
HIMIK CRP /K PFEIAITHI TR, AGit R L, X
Al RE S TR O, WS H) D 2 JA, T 2 e R 3 ik
CEEE IS N B I S RE T R TR A R E
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