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(# Ela o HTHESELEE(Xanthine oxidase, X0 ) 504 B ( Allopurinol ) XL IUEFE( Myocardial infarction , M)
RELCEEHHOCINEENEMR ., & & G5 AT FE S BER B VU FERLRY , BEHL S M B F R4 (sham,n=5) , L JUEFEA
(MI,n=16 ) HIEMBEL[50mg/(kg+d ) ,n=15],28d JS B ML IR 3 1 S FAEFE. LB AL, FF ML O 2 B RAEOVWD, O
PUEFEE AR, {15 1 (Reactive oxygen species, ROS)HEJ1,X0 {E HMEBEHFE, £ R .5 sham HHLE M 4 LVWIL,X0 &
HRILMGE T, ERREEENE TG DB R (P<0.01), BIEEFRELA 5 MI 28 this , LVWI 1 XO 35 F1FK , IRIE RIS
FIHLLEHREF S (P<0.05 5 P<0.01),{B.L3R KL E A FEmAR A XO EHEARERARZER LB EMH(P>0.05), 4 JIE
M RZRE IO NUESE S O B, B O IhEE . FEALHI T R S e S AL BT 1, D B R R E A R
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Effect of allopurinol on left ventricular remodeling and heart function in

rats with myocardial infarction
XIAOQ Junet dal
(Department of Cardiology,the Second Affiliated Hospital,Chongqing Medical University)

[ Abstract] Objective:To explore the effect of xanthine oxidase inhibitor allopurinol on left ventricular remodeling and function
in rats with myocardial infarction(MI). Methods:MI models were produced by ligation of anterior descending coronary artery.
The survivals were randomly divided into 3 groups:sham operation group,MI group and allopurinol group[5Omg/(kg-d),n=15].
After 28 days,the parameters of echocardiogram and hemodynamics were investigated. The infarct size,LV weight index were
detected, too. In addition,the activities of xanthine oxidase(X0) and *O;, -OH-scavenging were examined;the expression of XO
was detected by Western blot. Results:Compared with sham group,the LV weight index and expression of XO were increased;
the activity of XO was boosted but the heart function and activities of -0y, OH-scavenging were decreased (P<0.01).
Compared with MI group,the LV weight index were decreased;the activity of XO was depressed but the heart function and
activities of <0O,, OH-scavenging were increased (P<0.05 or P<0.01). There were no significant difference in heart rate,arterial
blood pressure,infarct size and XO expression between allopurinol and MI group. Conclusion:Allopurinol could improve LV
remodeling and function in rats with MI. The protective mechanism could be related to its ability to depress the activity of XO
and reduce reactive oxygen species.
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L11 LRy #E SD KK 55 R(MPE=FEEKR¥ KT
ERTR Y H.OREL) A E 180 ~ 2305,

112 ZY5FEEH  HIERE(H# S .050104), B X H
B ARAFAP #5742 BEAE F A d WK
& . BRadEMKSNEES S MK E(EREREY
TR ; MM E LR Rl B & REHTIE (sc-20991,
Santa Cruz 8], % ); B ~actin It B L HEHIA(BA2305,
RN E - E4E Y T AR /A T );Prestained Protein Ladder
(SMO0671,Fermentas 23 7] , 37 Bg%E ) ; AR i EAL Y MR iC ¥
Hik Gt FE P EAYHEAERAR); Hidfm B E>
S3hrat,

1.1.3 FBUHE GE Vivid 7 E AL HMBHLE(E
H),BL-410 £EMHEEL R R G (RBRERHARAH),
752 RSN IO EAN( LB HERE RN F) 5 kAL .
PRENY (IR e Uk A B B R 43 BT R 48 (BIO-RAD A4,
%H).

12 Fik

121 HERIBERSE S BN AEH e, B S0
HKBTiish kB4 52 0B Z RIE E S KREE 3 mm 4t
XA (7-0) B IKATRE S H/E MI B8RS, RIG3E7
1% 31 2O R0 USSR A (ML, Z 18K 2mbd ¥ H )16
R, IS5 77 H [allo, S0mg/ (kg - d HEE S H; BiRBRF
A (sham)5 2, {UAERTREE BB —ME , A8 H. KR/ 24h
FERZ Y10, 5k 284,

122 BAELCSHERN BERERES 29%XEHZH30
mg/kg) 2K B, MEM B 2 5 E& K, GE Vivid 7%
B ESER I OB RN, 533048 13MHz,
WK 3.5cm, B 200mm/s . ZEBUSH BB EEZAL.CZER
ZHERBSS, THLIUKES M URELEE TZERRH
AOERERS MBSO E, BEZEBVS) A0
ERB(LVPW)BE AL EHFKEKMAEZ(LVEDD) . Gl
A (FS) X5 I A (EF)  BUE 2% 3 A0 shEREE
., BHEREORE R B RAE KR AER TR
B4R

123 mFZHHIFRN HEEAES 22 XEHZHLSK
KR, B LEF LI ARELR PE-20 8,5 E 10
min J5 i BL-410 YL AE L1 R 40 W < 3h MKk 46 H (ASP)
MBS K FE(ADP) , R G S BHITEALLE , ME O
#(HR) . ZEE KK E(LVEDP) A B W4 E (LVSP) A%
ES gk £/ TEEEAHEZ( + dp/dtmax ).

124 AZERKEBAEXDENRE KBRKRESLE,
Blgg G MBS LERRBRACEER(LVW)IHR
DA EREATEREBOLVWD, HERARPREETA
DERME T MHEASHASY R (S5pm B), HE a5 H
Image pro plus 4.5 BRI HEMAWE LLEOH . IR
KRB XA REEE, BOEBME R UL T i .

A (Infarction size) = (FEFEX.O/MEK F + BIEX O
WEKE/(EOECHMEREK + £0EOCABRAK), 8
LUHARSHRBAEREHFT -80CKE.

125 LCHASBERBERET(-0) BHHE(-OH)IE
HFMXO FEAKY  LLOHLALER -0 751 (activity of
*O;—scavenging) .JEFR - OH 15 /1 (activity of -OH-scavenging)
kRO PER T -0, F1-OH SR, SBIMH SE8E
FIE T B i WA 2 A o B S s S LR K
AR, BURTF.O IS 100mg HI 4 5 10% K K%E
ALK ,3 000r/min B 0> 10min TR _+IFB, AR
5], &1L R RLE RIS SN 5 Ye Y6 B 1T 2 R YE BE(E, 7 BT B
& DGR - OH & - O 1 XO 15 S188 4%

126 Western blot & X0 X B 100mg HAF 0 AL
HAMA 1 ml ZFRANERPIKBPVHESHE 30min,4C

~ BLUALEL 12 000 x g, B0 20min, BR_E W% DR ML

HITEREER., M 40p g EARS sds-PAGE HLIKGHFEE
PVDF B, 5% i B8 5% £ 6 PVDF B 2h, ¥ B 5 X0 $itk
(1:400)4CHBE TR, B —actin(1: 20076 AR, BT
FALYRERICERI %R IgC (1:1 500)37CHE 2h,DAB B
., LB R R S 35 Quantity one 4.4.0 B4k
HHAT R ERIKE ST, HH X0 5 B —actin e F{E HE
REMTHRBE
1.3 #itFam

FA Sas8.0 GBS, BUB LI £ bRMEE (2 25)FR
No GlRIERFABEE N E 90, BRI R Tukey-
Kramer ZE P,

2 & R

21 BECHELR

28d e KB MI A56T- 6 2 Lallo A5ET-1 R,
sham 2 ¥PHETE . 5 sham 4 LB, MI 4H IVS
LVPW 32 ,LVEDD ¥ 3% ,FS 1 EF &K (P<0.01);
allo 415 MI 4 H.3¥,IVS . LVPW .LVEDD 8 &1,
FS # EF A B & (P<0.01), R 1% 1,H 1,
22 ®wASHZHFER

W 2 B, 5 sham 4 L, MI 4 HR \ASP,
ADP LVSP. + dp/dtmax B 3% F#{, LVEDP BA B 7 &
(P<0.01);allo 415 MI 4 HL 8, LVSP., + dp/dtmax B
275, LVEDP [&{& (P<0.01 5% P<0.05), HR ,ASP
MADP BA AN . AFHAREF X EE (>
0.05),
2.3 ASEFETHRES IR TR

5 sham 4 HLE ML 4 LVW . LVWI B E A5
(P<0.01);allo 415 MI 4 Hb 3% ,LVW .LVWI B & %
i (P<0.01 2% P<0.05), HAEFE M B A FrFEK, {2
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XEL R DAL B HAER . B,
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DL Z 428, 7T BB 5 4 Gk i .0 L= A= K & ROS
BX UEBEHETC0) BEHHME(-OH) 53
A (H0,) BEETH(0,)%, BRI K
BA A ROS, L@ T AN EREATFRIESE
B, BT 40 S AE R T RO 5 40 MAPKSs, 85 B ALIE
BERURAE FR T NF-« B, E R RS BEH
By, — 7 ERIBO LA MISFEIE R, B —FE KR
BRER, SRR E Ry k., WEIE
SC, HHERR - OH AT ABLE L E MM T REZE ALY,
HIEREABXO) 2 OCNMALR S =4 ROSHEE
BIR 2z —  FEBR O UL e 3B 3G A IS YR 5E e,
T 531 EE 4 i R R 16 1L 1 49 72 2 % B2 ( Oxypurinol )
YERZE S I RE A U S E LB IE T,
M ROS A4 M, A5 R -0, #l-OH
& 71 B ROS MAE L, IERRIE 1R W R B1.L LA
Lrp-0, M-OH FEAL; HWE X0 EHEAERE
K, GRHIESE AT HOAELER -0, #1-0H
AR, XO FHHRER, EaREE ML4AL
KIGIHEER, PRI 5 SRS B A] GEE i 1]
XO 1&H, W/ ROS ByA: AR, AT il EALR A5
O EEMWAEER, WX X0 ZBAKRETCH
B,

SRS REAE A RE IRBRZ5 )12 i TR ,
ZEUE 2B EEAT, BREATRTOCEARIK
P IMAE F) SR S, AT RO, O IUVRESE R A 5 B2
BRITA A TS CEEW, ERL g, XM
B2 BBALEDE i R 1aTT O L SE R i — 2%
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