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[(# E] HE 440 mg 5 10 mg FAERMIT S S bd S IUR &4 ik 3790 5 2 A B e, ik i
#2008 43 A £2010 56 A AERRS AAMER AL 68 5 dnbh oS Ik B4 77 4] B F T A T4 FTHARAL T 10 me/d
T4 38 1 F2 40 mg/d WS IT AL 30 B, RETEE 1 4R PT A B KT B AEANHE B 1 45 RO T RATWUBRE - 7R 4 R B o fIE | o
IR i NGB T 6-BR-BT 5 & Fla Zduds 2 B2 KM SR BmARE SMRER B E AR ER
LR 5 ITHARMIT 10 mg/d 7657 ZLILER  FTHARAL T 40 mg/d W6 77 4L % B A2 B B AKE S & G M2 B B o 7 e
PATELE F Ao E B2 KPP AR 6-BA-87 7] F Fla K- BH 3 (P <0.05) ; F2EI foo AR o iF DUBR 8 B
BFEERERT R AYRRE R IR EFABEZW(P>0.05), i 5 10 mg/d FIFRMITIE 7 LER 40 me/d FTHAX
R TT VT 8 2T & Bledn oS WU & AT 9 SR FACR AR B AR AR
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[ ABSTRACT ] Aim To investigate the differences of 40 mg versus 10 mg atorvastatin on the levels of serum prosta-
cyclin and platelet activation in patients with ischemic cardiomyopathy (ICM). Methods 77 patients with [CM in the
Department of Cardiology were recruited to this study from March 2008 to June 2010.  Patients were randomly divided into
two groups; 10 mg/d atorvastatin group (n =38) and 40 mg/d atorvastatin group (n =39). All subjects were followed
up for 1 year. The levels of serum glutamic-pyruvic transaminase, creatine kinase, lipids, platelet, platelet activating
factor (PAF) , 6-keto-prostaglandin Fla(6-Keto-PGFla) and thromboxane B2 (TXB2) were examined in all subjects at
baseline and at the end of study. The incidences of adverse reactions in two study groups were taken down. Results
At the end of this study, the levels of serum total cholesterol, low density lipoprotein cholesterol, TXB2, TXB2/6-Keto-
PGFla, PAF were significantly decreased and 6-Keto-PGFla were significantly increased in 40 mg/d atorvastatin group in
comparison with 10 mg/d atorvastatin group (P <0.05). There were no significant differences between the two groups on
the levels of serum glutamic-pyruvic transaminase, creatine kinase, platelet and the incidences of adverse reactions for
medicines. Conclusions 40 mg/d atorvastatin might significantly decrease the levels of platelet activation and in-

crease the levels of serum prostacyclin in patients with ICM in comparison with 10 mg/d atorvastatin.
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B CORONA il GISSI-HF BFFE FrIE 52 | 5 H Fiffts
VT2 e L £ 2 (ischemic cardiomyopathy
ICM) DI RE 520 1 JC 2 1, & X 18 0 ) 3 )
PEFE B PR 5 o PRAEAR 2 02 th R 9k & B
SR BB SRS 3ok ke 48 O ) 3
U R ICM AR Th N AT T 2 25 4R 4L T B
SERl, SUHETRIR B Kk F A 1 &R B S R Sl kR
FERE AL 5 e AR Bl kO 78 B BB R M G R %
DIAh /R D g ke 25 JE % B AE R, M AR
AFFEAUTE ICM A8 T HEHL 40 mg 5 10 mg BUHEHR A
TTXF RN R Bl /AR & A s e, b T 78
ICM 82 ] REAYAE HIBLHI

1 XN&MAE

1.1 HRHR

¥ 1E 2008 4 3 H F 2010 £ 6 A £ 20 WA
{ER#L B ICM &3 77 6, 25 B 57 ], % 20 A,
30 ~80 ¥, F 34 62.87 £9.95 ¥ ICM ¥ W7 47
B OF AT HIER . L CIER,E7
AR 2h JikaE %A A SE AT M S B L A R — XK
— X DL b m A ke E =50% , 7k B Bk 07 ik RO B
T K A Judkins 3% % AR BARGLAT 2 & "R 20 ik
¥, mE YL ERAIE R AR B R E €&
AT QB B IEY A ;@7 o M Ay 3R AL A
B ~ME; DHBR T ECRAFEE R
B ] Rk 4R | 5 BB RS B K T BORY e
NN FEBBEAME EF R RO RN S FEREH,
HRArE . LW A B RE &k AHEH
g sh g Fh FRIERR BB xR m, i
Ed B EE MR RATHFE<] FEH,
WRHENTWE R FIRAE EZN S A HA .M
FARAMIT (R 2 F ) 10 mg/d 367 4 K 40 mg/d
ST 4, 10 mg/d 3697 41 38 i, B 27 ], & 11 1];40
mg/d 657 4139 6], B 30 ], & 9 ], W4 EF KD
Frdh Ja B % FTHE AR th 9T 3697 B9 B B AR 38 B R 1w
e tidy, M1 50K EH R MWK
SN ER JERK R B R R 2 4 M R
By K 204 T SR B W AR ) i R T 4% A
=80 1U/L, K745 KA, 10 mg/d 97 41 K37 2 4,
40 mg/d BT A k1 6],
1.2 M4 FEIERGN

i fg i E R B AR AL B B R S A ROILER
B>k F H 3L 7170A A B 36 & AT (AT AR, v
A /PAE 16 B F (platelet activating factor, PAF) 6- -

AT 7| %& Fla (6-keto-prostaglandin Fla, 6-Keto-PGFlar)
KAz % B2( thromboxane B2, TXB2) A F % Jf 7% 41 %
A kA K A T YL E AL R IR E A
FM2000y %% it 888 , 2 1 ™ A4k BR 30 &t A 3 AT
1.3 D AEF B

X JH HPsonos2500 # 7 & 31 | L, % K %
2.5~3.5 MHz, THFRATATH &8 5 BARN A A%
FREBVE ACEERTE SXWETE,NEA
N E MR AE A TARFRIR 3 ANE B8 50 B 41 T 3
o AR IR 8 & = 28 M 47 3K F 4 U 4 R
(E) B 477K e H dn 3 18 3 (A)
1.4 ZitFEFE

T ERA U s £, TR U E 28R T,
TR G TATERH R R A WL AER &
B BT R G R I WAL T B HOR B R R W £ AT,
K BN BN R R E TR B R A P 2
SIEEAR AR, P<0.05 A ERALKITFE L,

2 & R

2.1 BEAXREFERLE

ST T s, 7P 2L () AR A P00 v ot e B IR
I AR G L AL 2.0 DI RE A 9 e IR B Dk S AR Al
FHCH =8 SRR B 1 R MR 2L 8 1 L0
WERRBSS Ry 2 R E (P >0.05;3R 1) .

®1. WHBE—RIGRFREE (x £5)
Table 1. Comparison of basic clinical characteristics in the

two groups(x +s)

10 mg/d 6740 40 mg/d IHIT A

o (n=36) (n=38)
T () 23(63.8% ) 26(68.4% )
() 13(36.2% ) 12(31.6%)
FI (2 62.13 £9.95 63.59 +10. 03
TR L (1)) 22(61.1%) 29(76.3% )
BEPRIE (Bi]) 8(22.2%) 9(23.7%)
KA (1) 9(25.0% ) 8(21.1%)
W AR (5] 6(16.7% ) 10(26.3% )
SEER B kS 2R () 32(88.9% ) 29(76.3% )
LUIfE

NYHA I ( f5]) 33(91.7%) 31(81.6%)

NYHA IV (f5]) 3(8.3%) 7(18.4% )
“H i =15 (mmol/1.) 1.73 +0.76 1.59 0. 62
e 9% 16 4K 11 ( mmol/L) 1.00 +0.23 1.02 £0.29
WAL AT 1 (% ) 5.55+1.72 5.33£1.37
1375 PR R ( pmol /L) 338.28 +111. 12 325.08 +161. 85
22 A% (mm) 36.75 +2.29 36.92 +2. 45
#5% N4 (mm) 22.15 £2.68 22.40 +2.47
LEZE KR AR (mm) 58.53 5. 12 58.58 +4.72
LEEWAR A NE (mm) 38.64 +4. 14 39.03 +3. 86
E(m/s) 0.52 +0.09 0.54 +0. 06
A(m/s) 0.53 0. 15 0.54 +0. 11
E/A 1.03 +0. 18 1.03 +0. 15
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2.2 FAREIEMI/NEREERE, BTFIIAE | M/MRE
HEF BRHEEASRESHEKELLR
W s w5 10 mg/d JAIT4H L%, 40 mg/d
VAT 435 S 5 B2 (total cholesterol, TC) K%5
FAE F H [5 B (low density lipoprotein cholesterol

x2. HRAFWALREZWNIEIRKF LR

LDLC) \TXB2 J PAF 7K F-Hi i BEAK (P <0.05) ,6-
Keto-PGF1a 7KF-HH i FH 75 (P < 0. 05 ) ; P 2H [A] IfiL. /]
M i 37 AL Uit S 4% P9 B il 7K s 2 7 TG ik
FE(P>0.05;%2),

Table 2. Comparison of the levels of laboratory parameters in the two groups before and after the study

L |

10 mg/d VBIT4L (n =36)

40 mg/d JGIT4 (n =38)

WFTE I HR WFE 45 o WFTEIT Hh WA
I/ (10° /1) 157. 11 £38. 06 162.22 +42.43 154.10 £39.52 163.42 +44.55
TC(mmol/L) 4.84 +0.32 4.59 £0. 65 4.95+£1.05 4.15 £0. 63°
LDLC( mmol/L) 2.77 +£0.58 2.51 +£0.57 2.78 £0.96 2.16 £0. 64°
TXB2(ng/L) 91.95 +34.27 90. 34 +23.35 101. 38 +15. 47 70. 73 +20. 83*
6-Keto-PGFla(ng/L) 48.25 +21. 84 55.18 +20. 58 47.63 £19.90 65. 86 +14.92°
TXB2/6-Keto-PGFla 2.40£1.77 1.85+0.78 2.55+1.33 1.10 £0. 33"
PAF(ng/L) 472.10 £79. 51 494.46 £78. 68 442.08 £44. 82 405.36 +£43.61°
HANE M (1U/L) 26.86 +3.82 30.79 +7.63 26.55 +5.03 30.96 +7.75
WLER B4R (1U/L) 98.58 +27.33 102.22 +39.77 92. 64 +31. 66 98. 87 +42.01

a A P<0.05,5 10 mg/d {37 AR 45 SRR LE

2.3 BEFHROCOESEH AVWARRMEEER
Y {E A tb 4%

TEREDT AT, 10 mg/d JRIT LA 1 1) 8 IR
Bl A A 12 2 5] 55 2 TR T e AL A BE TR YT, 40
mg/d JAITAL 2 B3 RO D RS B AR E BRI . PO
Y A T T 1R] 359 T8 25 W 1 T 9% B 1 S0 LI At 1) 9
B & WAL 2590 R RN 7 T LA 22 5 0 3
PE(P>0.05;3%3) ., FUiHIE I 25906 1 5 T L
WERLBENEP>0.05;%4),

x3. WITHEWARNGYARRMLE (F])
Table 3. Comparison of side effects of drugs during follow-

up in the two groups( Case)

10 mg/d JR¥74H

40 mg/d JRIT4H

o A (n=36) (n=38)
Ik 1(2.8%) 5(13.6% )
L4 1(2.8%) 2(5.3%)
B WiE iR 2 (5.6%) 5(13.6%)
3 3

AHIEFE W58 T 06 B 4 R) AE A BRI
B /MR LT PAF 6-Keto-PGFla }2 TXB2 7KF
75 T8 b8 25 S 0 B v s F SR 4 AT, 5 10 mg/d B
FEARAMTTIA T He L, 40 mg/d BTFEAR AL T 167 )5 1L
1 TC LDLC . PAF } TXB2 7K ¥ BH i (%15, 6-Keto-
PGFla /K BT &, 22 50 W,

x4, FEIFEEIHAZGYERLER(H])
Table 4. Comparison of administration of drugs during fol-

low-up in the two groups( Case)

10 mg/d3BIF4l 40 me/d IRIT AL

m H
(n=36) (n=38)

PTG AR AT 36(100% ) 38(100% )
i =] DL AR 31(86.1% ) 28(73.7%)
B 32 A4 BH i 1) 33(91.7%) 30(79.0% )
ACEL/ARB 34(94.4% ) 36(94.7% )
B PN 12(33.3% ) 16(42.1% )
THPREE 25 15(41.7% ) 10(26.3% )
B2 P4 Mg 36(100% ) 38(100% )
Hb o 28(77.8% ) 26(68.4% )
F R 30(83.3%) 31(81.6% )

PAF JEIT AR & B —F P9 R g 2 A o, 7
MR I A AE | I T 55 o B A B R o 92 o A
FH S 240 1k S B 5 58 0 I /AR G 7 S TP
K AAER -, A2 0 /AR 4 TG AL F R
FR AR A DU TR A G A B A2 R A2 (thromboxane
A2, TXA2) [R]BE A A o il /A S 46 e 46 1. 8 1)
YER, wT S BOMAS 1003 2 0520, (5 0 25 1 s 20,
PR BT I P B2 4i M RE R i PGI2, PGI2
S AR, B 7k 4 R i il /B SR A
FITIRE, TXA2 A1 PGI2 #F A MR J5 , 3 i % A
HIETE B TXB2 1 6-Keto-PGFla, 1 T TXA2 K
PGI2 fL P ANER S, H ATME T B3 A2 , I PR
g T AE TXB2 F1 6-Keto-PGF1a 3 i TXA2 il
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PGI2 K-, BT, A< B 5% [R) 4 % 3% 07 2 D0
TXA2 1 PGI2 /K-,

LI A 2 R 0 i I 45 S 1 R A2 00 38
T O 0 I A R A PN T 1 5 R A R &
SR B W g i /N B R 4 AR AR 5 19 15
L REA S HRE MY PAF A TXA2 AKFEFHE, 1%
ABURAS T, TXB2/PGI2 PR 5 8h 25 -4, B 1 1 /)
M SRAEON. , A4 1055 K B, DR I A5 1, (]
Z 54K R Sk ok 1 IR Ak, 7 & R
PRRARSTR, 0 225 1l 5 A 453 40 B, 79 28 L 9 v 4 /)
Hgh AT FE R ZE AL 0, B TXB2 & g, PGI2
A SO R 1CM B BT B ko A
B Ak 2535 22 DR 2R A0l S IR 3 Dk P B 4 R 47 | it /v
OIS BT PAF A5 RAE R+, L I i TXB2 7K
I BRAIK PGI2 B, B0 /M R B3 a8 LV
ARG, b 2 A 3 2 By E — 25 3 A TP A,
TNEEC L M | AR, S EOO A HARN kA, H
I, 6 O I 25 R IT B T 0 et IR 3 ko ok e A
FEIHARSD, 53— AR 5B 1 Ty T2 0 /A
s R, BORMZ T KB, b1 2K 25 B
KRR Z 300, A PR LT E L5 EH , De
Sotomayor 5% K B R Al TT AT i 3 RR AR A K R
L% TXB2, A] f&AI TXB2/PGI2 i), A#F5EH, 5
10 mg/d BIFEARAMBTTIAYY FLd,40 me/d BTHGARATT
AEVH B B A% ICM 8 2 1L 7 PAF, TXB2 K& TXB2/
PGI2 Fu ], BH 5 Fh & 1L 7 6-Keto-PGF1a 7K,
40 mg/d PATFGAA T 5 fE B 5 FRAIR TCMHR 3 1L/
BT AL K BFSEIIESE, TXB2/PGI2 S e i = 5
SEEC B & AR kR T RE TR S0 A AR B T
Jat7, BRI ,40 me/d PFCAR AL TT RS A8 i 2
1E TXB2/PGI2 A 8, 41 6l i /N i Ak, 328 17 2
2 ICM B IR IR 455 2 — 2D 5 Rk 5

REA: 3R AL R B B 92 3 B A HE 2 0 e o 2
PEFEEAR BNk 25 A A 56 0 95 32 284 AR B R 4
SR AR DI 5% 398 456 00 9 £91) Ay e ot A0 UL AR
MRS A Z A%, B irxH iz ABESEA T 7T 54k
BRI . BRI S B , BT FE A VT AT BRI
BB K35 30% ~45% Y ARBFSY B
2 £ 7 L 1 R 28 AT s B 4340 T st K - i PR — T
AlSe A B 22 5%, 0T AR AR F 93 S0 3 IR ] stk
AAXSAS 8, 76 2 7K P 2 — 25 B A0 RH [ e s 32 2
N ZARAFFEUESE , 5 10 mg BTFLHRALTT HL L,
80 mg FIFEARAMIT AW B IE M A YA R X
R RS R T 40 mg BIFLARARTT, oM TR
] B 7 N0 A AR X e, XA 7T i 32 M AR

AWFFE o, 7 Bl 15 1A [R] 9 2L [ 0 3 4 1 7 S
WURR I S A B0 TG B i 25 5%, 7R 5 10 mg/d
FIFEAR AT IGTT HL %8, 40 mg/d FTFE AR At 7T 78 FE AR
ICM F835 /MB35 A K P i B B 3 254
NSRS

M2 FEICM BE T, 5 10 mg/d BTG ALTT
TRY7 HUER,40 me/d FIFLAAMBTTIA YT A K R TG
WIS, I AT RE ML T AR L PGI2 KO BEAR
S /MRS AR K, ZRWFSE S ICM F8 3 8 B
FEARATT S T U
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