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S WUAE ST SRR AR L AL S "1‘%4&4&/}’4}1\4%/\7"}24& 14 R, TAFRKFMAEILKR A S AL GRS AR B L6 &0 L
HHYEA(SHAM AR FEARLEIL), KT FAAN TR REAZTALSANTAALAZTHEALT(A0mg+ kg ' « dHH#F 2
JB s AT R AR A KA 12 h 4 F %A FHMM%L«T 50 mg/kg # B &M KK T ARE 24 h R fe ol fF 55 3R B F-a
(TNF-o) . ## C- B & G (hs-CRP) | fz ) # E LB F-1(PAC-1) .CD62p, ZHR K& 24 h &4 K% B F TNF-o.hs-CRP K& F
S LR e AT B R % F T SHAM 4, fu s da i AL & @ 47 & 4 PAC-1.CD62p 7 2 F 4 & F SHAM 4 (P<<0. 05) ; 3& /L4 7T 48 %
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#m,u#hvk%i%iéﬁ¢+¢%>L(P>o.05>° _nl" KATAE A 3R AL T AR AL T 48 B 5 AR S A 58 K KR JE &M KM RO, 37 6
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Effect of intensive statin on platelet activity and inflammation factors in rat with myocardial infarction”
Tang Xianjun s Zhong Yihua s Nan Ying yu”™
(Department of Internal Medicine ,Chongqing Cancer Institute ,Chongqging 400030 ,China)

Abstract: Objective To explore the effect of intensive statin on platelet activity and inflammation factors 24 h after rat myocar-
dial infarction. Methods  Seventy Sprague-Dawley rats were randomly divided into five groups (n = 14): Sham-operated group
(SHAM group) ; AMI group (control group) . general group; intensive statin therapy group; general and intensive statin therapy
group;established AMI rat model by ligation of left anterior descending branch of coronary artery. The general group, general and
intensive statin therapy group was fed atorvastatin by 10 mg « kg™ + d~! with distilled water 2 mL by intragastric gavage daily for
two weeks. The intensive statin therapy group,general and intensive statin therapy group was fed atorvastatin by 50 mg/kg with
distilled water 2 mL by intragastric gavage 12 h before surgery. Serum PAC-1,CD62p, TNF-o,hs-CRP was measured at the time of
24 h of postoperation. Results TNF-¢,hs-CRP,PAC-1 and CD62p levels in control group were significantly higher than the SHAM
group and intensive statin group 24 h after the LADS were ligated(P<Z0. 05) ;and the factors of intensive statin group were signifi-
cantly lower than that of control group(P<C0. 05). There was no significant difference between the intensive statin group and gener-
al-intensive group in the concentration of serum TNF, hs-CRP and the relative expression of PAC-1 and CD62p(P>0. 05) ; and
there was no significant difference between normal group and control group in all the four factors(P>>0. 05). Conclusion Intensive
statin therapy before acute myocardial infarction could decrease the level of inflammation factors and inhibit platelet activity postop-
eration.

Key words: myocardial infarction;platelet activation;intensive statin;inflammation factors

I/ P B 46 15 Ak B 4 RE A T3 e AR e el iR Bl Bk 25 W 240 0 43 9 B — o 2 R A TG E 3R 4 S AN G 8 S 7 R A O
FALCACS) U H R Ematto mEF Ao SEwE /EM. B, T Mg hs CRPVTNF-o 5 & E A B 7K F- 1] fig
SEPE A . MW IT 22 00 N RN R AR I RS K R e BE R HANAT ARG AR E R AT TR A
ik — 2 NBEIR 36 . 3R A BT & B AT 28 25 9 1 fof T T TR& g 15 F LA 40 2 1 - B 7E B3 IS 4 FH o o b BT, Al 7T
ol 2 e Bk ot e A T T R L RE A B I S S e T it 4 4 ZE Y FKIFLR BN E 4 kA WA BF 58 5058 4k Ath 7T X650 JULEE ZE A
B R R o i — 25 BB 9% K B 05 i I RE S8 2 408 B ol o i /AR 7 S 90 0 /N 3 Ak B 9 i R I 5 e B — 0 2B R
T PEAE ]S 0 1 s 3 e L 7 AR AR ot /N R 3 e T s 2 o A A S 1 #MR5H*E
FAF 0 & BT K259 250k b bt MR ALE . R 1.1 F%iRH  BAEEdIA FITC-PACI, PE-CD62p, PerCP-
N BT E T B koo B A A, B8 B G- i 2 [ (hs-CRP) J& JH 48 g CD61 M AH R —#t FITC-IgM,PE-IgG1 Ity H 3¢ [ BD Pharmin-
SRR — R AR R O R AR R R R R A BT 2 gen &7 hs-CRP X & B 26 [ Beckman 24 7 3 TNF-a 2 5]
Ak AR B kSR A AR M S fE R B 7, TNF-o Rl E & #E RED A,
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1.2 HZKSE ¥ 70 HAERMEYE SD KR K BTt 250~
300 g, 4K 5 LA 14 B8 (DEF AL (SHAM 41) .
Tl G RFELR ARG . (2) O WURISE ) BR 40 - &5 1 72 5 1K 3l ik
RS2 (L) . (D HE MM w4l T LABTFE& AT 10 mg »
kg ' e d T 14 dJF.FE 15 KiE AMI AR, (4) 381k At
T4 : FREfr 12 h 7 DLRTHE R A VT 50 me/kg # H J5 Ik H &
B, (5) BB A VT 8 B/ it + AR5 Ak 41 QR A 7 i 41D
T LABTHEARABYT 10 mg - kg '« d VEHE TH 13 d. T4 14 K
(RHAT 12 h) P UABTHE AT 50 mg/kg 4k, T4 15 K,
DL EBTHEAR AR YT 9 F 2 mL Bk E S R TR .00
TEZEXT AL AR B 25 T 28K 2 mLEH
1.3 0 IUEE BE KBRS R A N I T S NG B bR 2 A (30
mg/keg) R B AT AEWIF LR EEE G LIET
55 YT K kI M o 45 1 72 ek AR 2l Dk mir R 3. RAO i A S R
ST Br = 5 1) FHR @ F4E 0.5 h DL A4 A8 0 4 50 52 ) 1 2 1
PRk
1.4 BRACRSE BTG 24 h, T 3HHCR M %" A
BAE A RBER B, Tk W, T/ Lk 43 2 mg » kg ! -
d™ 1 2 B S AR S WS M AT IE FR R 2956 4 BB KA 3 T A T
FH K 7 ) A 30T B DK B B TR bl v g R U TR L
30°~40°ff 1] R Bk L A3 IR A Bl A S R, U
FHAR T AR SRR DK P, 0 e ] A N R 2 (33 i 2 i Sk A8 8l L i
FRIKCR M 1.5 mL WA i A AR ST EE A s 0 BRIV VR A DN hs-
CRP,TNF-o, 5 8 5 R4l 1 mL i 95 0B BE R M A 0.1
mlL [ 3. 8 Y0 M 4% B2 4 4 vh R RIR ST, R IR 5 pl 4l
A3 K R A RS2 845, X BR A4S b A FITC-IgM, PE-
IgG1 Jz PerCP-CD61 B4 & 20 pL. 16 52 56 4% vh 40 91 A
FITC-PACI ,PE-CD62p J PerCP-CD61 Bi#i 4 20 pl. % i
BEEHCE 20 min J5 L M 1% PFA 250 pL 5 10 min, 1 h Z P
SE JERE B A LRI . 9 =R Al i FACS Calibur (32
[E BD Pharmingen A &)) #4732, 3 & 6 b B 7 #OLAE
488 nm BAE L, B N 15 mw, XA 525 RE 5 A T
10 0004~ il /AR o hs-CRP 3R I %2 9% 3 S Lb il 3 0 & , TNF-q
e JEY TRt 10K 6 938 WA FF 325 000 5, )™ A% 2 B U0 B 5 4542
1.5 b2 SR SPSS17. 0 #AF #4751t 20 7, 3
OB T Fom AL L BCR T ¢ R 505 T SRR DL B 3R
] R M. DL P<<0.05 AERERITEES
2 &% ®
2.1 /MG AR B L 5 SHAM 41 Fe %, 0 ILEE FE 4
MR J5 24 h CD62p Flif /R i 4k I F-1 (PAC-1) g & 15 1§
W22 RE G E X (P<<0.05), SRALA T 20 1M /N B I
AR & CD62p Flif /MR 3 b I F-1(PAC-1) &8 F R F .0 Wl
TEFE N B4, 22 AT G it 24 8 L (P<C0.05), W% 1,

x1 BAAXRAFG 24 h mM/MRERIRE Y CD62p,

PAC-1 Xt RIXE (T+5, %)

215 n CD62p PAC-1

SHAM #{ 14 5.7840. 84 11.2342.45
DU R 14 18. 2344, 63 33.1246. 74*
R0 TT 40 14 10. 373, 27" 19.56+3. 26°
BRI A 14 14.86+4. 31 26,6244, 58
R A M it 14 9.24+3. 14 17.8443.17

*:P<C0. 05, 5 SHAM 41 L #;°: P<<0. 05, 5.0 LA 3E X B 41
A
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2.2 MBERIEHETFILE 5 SHAM HE .0 NATFE N B4R
J& 24 h TNF-o, fil hs-CRP ¥ B W] 3% &, 2 B A it % &
X A(P<C0.05), 34k VT4 & i Bl F TNF-o, hs-CRP [y ¥ Jif
AR F 0 DUBEZE X R AL, 25 R S i 2 1 L (P<C0.05), W
2,
2 BAAXRAKE 24 hMBRERERTF TNF-a,
hs-CRP 3K & (z+5)

2051 n TNF-a(ng/L) hs-CRP(mg/L)
SHAM 41 14 102. 36242, 79 4.1240. 93
O UVEEFEXS R 14 277.87-+89. 31% 10. 872, 15°
SR AT 4 14 165. 74+53, 720 6.13+1.76"
BB 4 14 213.48+78.63 8.91+2.02
TR A ) i 4 14 131.19+49.17 5.9241.39

2 P<C0. 05,5 SHAM 4 H #;°: P<C0. 05, 5.0 JJLA% 5€ Xf 16 41
L # o

SiR A A 7T 21 55 1R G ) e AR E B SR A L /ARG A
B W 7K SF- 25 T T GE T2 T8 SL(P>>0. 05) » i #5121 76 00 L

FRERBR AR S O ALK, 2R LG ¥ 2 X
(P>0.05), WFE 1.2,
3 3t ®

CD62p, PAC-1 J2 i /N 3 Ak 1Y 3R AR AR 4 A ORI R
/MR AS 35 3 B /0 4 3 L 78 9 BB 40 A R T LT 5 I /N AR
T A 5 /AR BB 25 1 2 T BRI 2 B AR LR A AR Ak
CD62p £ T M /MR B, GP 11 b/ [l a 15 15 fL i JLF 42 3%
FIRAEBR T . CD62p ()2 3k T LATE 15 1k I /MR 25 1 5 4L
T LIRS R E A BT ET . CD62p i 1t /v F 1 /)
AR I 5 PO R 4T e 5 P A A e W e b T e e ) AR L A
5 BN K IR AR L TE RORE R ZE vl AR AR T

T I /R TS AL B R R AR 2 Fe R A TR, IR B A2
T 350 70 1 (R IR B 5 0 L /DN AR 5 b I L SR SR v 2
I BB AETER M B . B G AT A7 AT B 5 20 /N R 3 4 %
T R 3 06 200 R AT B A B ORI SR SR A A o R B 326 A 150l e 58
FUE 7 EDT . ARHF ST SR FH S0 kR 0, T 3 B 52 R R K
B, DA B i AR B GE JS 1 h P LA T 35 A e KRR B R IR N R
B ARSI L /N AR B9 36 K. PAC-1 A I /N AR 32 T8 04 35 3K 1 )
DUKG T b S5 B 7 308 A B o /N AR 1 5% A0 CD62p 1 T 7 T A
S AR A B 1 M P A A IR S A AR AR . AR
FERM D NEFENT IR 4H 5 SHAM 4 8, RJg 24 h Il /MM
WAL R AR &Y PAC-1.CD62p I 3 M3 5 5 98 4k A 7T 41 1 /)y
I Al AR AR B AR T O JIUEE ZE X A 5 i b Al 7T 20 5 TR A 7
B LA, I /AR T A BR R KO 22 7 GG R (P>
0. 05) 5 F B 7 12 Al VT 7 O WU B8 K B Ji5 4 1 5 00 JULASE BE %o
TR . 2 R TG 58 L(P>0.05), A SCu W 2 k0
WUAEBEAR J5 /MR A A= 25306 Ak T R A7 58 Ak Al 7T 7T LA B ) A
S I 7N AR 8 3 G Ak o DT R AR A — 2 1 A S5 R 0 R 2B T O
B AR O WL B . R R AT 25 PR S A 2 AR
7 P 2R W2 B8 A8 T O WL B8 A S %8 301 7= 26 19 05 6 Bt il
ANKR A 25 4E L ABIESE 22 7 R SE T 28 5 XL (P>0.05), &F
FRE AR B 1A A AT — YR B 3R B A At VT 25 9 2 4 T DA
O LA FEA S5 7= Az B A i SR 60 i 3R 2k B 5 () 41 4] 0t AR T
TR AR BT RO e SRR 45 R b B B X Rl a4 (1 22 R 4
TEE L (P>0.05),
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AT B Bk ER B AE 1Y & AR S LR 2 M R T A OG  R
$9 17 FH R 50) 4 BT £ At 7T B PR 3 R AT UL T 4R RE PR K AT
B LA I 9 RS A B 5l bR 3h ko A8 BE B i A 5 L AT
A 0] BRI S R Bl k& A AR IR I B IR L A I R 5T
R BR AL TT VA T AR E B0 S0 HL A BT I R R B %
4Pk BEW] R I 3 hs-CRP, TNF-a K. B4 B 40 M4
PR PR FHE S R I N AE Bt R R T OGS . A
AL TT 2 F v s AR R 230 IR 3 h 5 Bl AT ks Y
A .24 h PYCE IR B BKAE IR, AR 900E N 1K, A 5T
BRI DIUEFEX BB 5 SHAM H I ARG 24 h 244 4% B
F TNF-a,hs-CRP /K- W] W T} 5 o 5 Al 7T 40 48 0E X5 7K F 1
AT O AT BE X BRAL s 3R b At VT 41 5 R A ) s 4L A b, &%
it T K22 BG4 L (P>>0. 05) % B & 28 76 0 L
FEBE K B G J6 1050 LA 56 % BR A1 b 22 7 R B4 2
X (P>>0.05), Ui W0 WUAEZE T A T HEE KR AK N 2 E A
514 T« T A T AR A Al 7T R A A AR S R BRAAR P 4R E B K
S S B B Y 2 RE IR A L 5 O I A 0 AR Y 0 T Ak )
B VEM . MAGH AT 8 4 2 7E AR BF 58 o R R AT
LR TR BN

2% L TR L AR SR AL B HE AR A T R S PR AR O UL FE K R
ARG 24 h 2o AR PR BN A0 it /N ARC I 4K T 4 A R I /N AR T
P OE FR o LA B At T 22 3550 ) R A6 B 4 52 W ) 45 i) R ¥ 0l —
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