CN 43-1262/R " [E 3 ikhf fb 4% 2015 4E55 23 5455 7 657

[ZXEHS] 1007-3949(2015)23-07-0657-06 - LR -

SEAhIGE 55 ) 2 LG /)N R 5 e IR 2 Wk Bk i e
O ILAR N IR T2 R BL

XIPAEF, TR, 7 &, X &, RZx, TUE
(JFEEHXFE-—WEERS AR 7 &S hERmRA, 7 BT T 530021)

[RiA] wEMh;, DRI, HEE, @RAT

(# ZE] BHH HTiTwERsSed 20 A% A TR ML E(CME) B ILEA =P mAEL, 7
EORERCD AR ABF KM CME 44 CME + s E/uvktl B4 5 R, RAZE BRI RN,
T AR P Z % BT EEANBAE TR L CME B2 B F KA ENEZ A2 3K ;CME + v £ % 20 K37 30
min 2 FLFIREANM E/ R, KB 9 h KA IEA BN 346, TUNEL 2 & 40 L% #eL 8 =, Western blot
#) 7#E AL Caspase-8 #= Caspase-3 RiLK-TF, R LHRFKEAL CME 4 £ EH o (LVEF) A& E424h
442 5 (FS) B HE & (CO) TR, A FTA KA K AR (LVED) 38 (P <0.05) ;55 CME 28486 CME + w1 £ 46
B AP RKE(P<0.05), H5HEF RKaAat CME 288 Lm i 8 = % % 4L Caspase-8 & Caspase-3 2% % %
#m(P<0.05) ;%5 CME 2848t | CME + wh £ o 2800 IL4n JL 8 == % 7 4L Caspae-8 & Caspase-3 &2 9 RV (P
<0.05), &it WEMLAETALEZTYH LMY CME &8 Wl It A T FF 5 & ) fk, FLAUH) 7T 46 2 b7 5 WL 4m Jie
Caspase-8 N~ 89 L = L AR B & 209 E

[FESHES] RS [ XEFRIZFE] A

Effect of Pretreatment with Trimetazidine on Cardiomyocyte Apoptosis After Coro-

nary Microembolization in Swine
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[ ABSTRACT ] Aim To explore the effect of trimetazidine on cardiomyocyte apoptosis after coronary microemboliza-
tion (CME) in swine. Methods Fifieen swine were randomly and equally assigned into sham-operated ( control)
group, CME group and trimetazidine group. =~ CME was induced by injection of microspheres selectively into left anterior
descending artery; for control group, the same dose of normal saline was substituted for microspheres; and those in trimeta-
zidine group were pretreated with trimetazidine 30 min before microspheres injection.  Cardiac function was assessed by
echocardiography, cardiomyocyte apoptosis was detected by TUNEL staining, and the expression levels of caspase-8 and
caspase-3 were measured by Western blot 9 h after operation. Results Compared with sham-operated group, cardiac
function was significantly decreased in CME group (P <0.05); However, cardiac function was significantly improved in
trimetazidine group compared with CME group (P <0.05). Compared with control group, myocardial apoptosis rate and
the levels of activated caspase-8 and -3 increased significantly in CME group (P <0.05). Again, these effects were a-
meliorated by trimetazidine (P <0.05). Conclusion Trimetazidine pretreatment suppressed post-CME myocardial

apoptosis and improved cardiac function probably by inhibiting myocardial death receptor-mediated apoptotic pathway.
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Figure 1. Microinfarcts (arrow) in each group (HBFP)
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Microinfarct in coronary microembolization

2. CME AFAROAAETELL (HE)
Figure 2.
group( HE, x400)

DALERATE R
FT0 WL4H . TUNEL Yt £5 40 Bl 4% 52 47 85 @
(TUNEL FH)  IE W aiiuZz 2R (K 3) ., CME

2.3

SRNG5S a8 = W i G I
FARAME WA T A7 T O N T 57k
AL, BTFARLL .CME 41 2 CME + il SEAh 200 AL
40 JH T F 0 B 0.46% £ 0.18% . 9.85% =+
2.47% } 3.86% +1.67% , SFR4HM L, CME
O WA TR I B = (P <0.05) ;5 CME 41
AL, CME + [ 58 fth 2 28 O JL 20 38 7 3R 0 38 0/ s
(P<0.05),

2.4 OAVALRTEWN Caspase-8 Fl Caspase-3 EEHH
®ik

Western blot & & 43 HT1 27~ , SR FARHAM L,
CME 4.0 L4H 2R3 1k Caspase-8 | Caspase-3 FEHFE
KK (P <0.05) 3 5 CME 4L A L, CME + iff
Fefth 5 2H % 1k Capase-8 K Caspase-3 K ik 7K P-4
ik, ZRAGIHFEL(P<0.05;814),

3. B4A/NBSE ORI T (TUNEL)

MZERNA B BFARH  CME A L) K CME + &4 . /i Skm i T 0 AL .

Figure 3. Cardiomyocyte apoptosis (arrow) after coronary microembolization in each group( TUNEL)
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Figure 4. Effect of trimetazidine on caspase-8 and caspase-3 expression after CME
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