3004 FRESF 201359 A% 412458 25 8

- B -
PDTC X K RO AAEIE/F NF-«B 5 MMP-2 3Ri& B0 AL R 28 B9 %2 Wi

=R\ ZHECFFRT O£ B . amEE, )P
1. XEFHEHEBEER AR, =8 K 671000;2. TREAXRFE_WEER S AA 400010;
.EREHKRFE—WBERSAF  400016)

B OE.AH AR ARE TR IR (PDTO) st Kk 5 S LR 58 6 4 . B F «B(NF-«B) . & i 4 & & @ #-2(MMP-2)
HRABIKREBHH M, ik HEXISIUREEA, 5 4 PDTC F R (PD) 42 Fo s JUAE 58 3+ & (MD 48, 5 %8 F K (SH)
B AHFAKRKRK6 R, PDATFARE 24 hEE4H PDTC80mg kg '« d ', #4484 28dEARFCHERTIFLI AR LR
. EERR L BRERNBKREAEMZL TR, EoF R E F 2 TR AL R A % 6P i % 5 5 m NF-xBp65 &
MMP-2 4§ mRNA ##Z @R A% %, R L SHARKZ M AR PDaAMEER. I Bk, 1 /KR KIMAA IR K, NF-
kBp65 = MMP-2 #) mRNA Z &G R A X TA R M ,ZFHEA AT FELP<0.0D), 5 MIaks, PDAX KR, [ 2k
Jooo 1 /1 B ve 48 7% % B 2 8, %2, NF-«Bp65 #= MMP-2 4§ mRNA &2 & G R &% 90 % B4k, £ F F %3t % & L (P<0.01),
%% PDTCEA—ARBE LA EXACMRRLE SN R TR, LA H T EH NFB#E. TRAARAELEE G 8 (U
MMP-2) & A %,

KER PR S ER; —ARABEATRRER ;BERTE T B A R4 B E G2

doi:10. 3969/j. issn. 1671-8348. 2013. 25. 020 XHERFRIRAG A XEHS:1671-8348(2013)25-3004-04

Effects of pyrrolidine dithiocarbamate on expression of NF-xkB, MMP-2 and
collagen remodeling after myocardial infarction in rats
Chen Zhangrong' ,Wu Xinhua'® ,Luo Kailiang® , He Quan® ,Yang Ying' ,Xiang Yuluan' ,Wang Xiaoping'
(1. Department o f Cardiology, Af filiated Hospital of Dali University ,Dali,Yunnan 671000, China;

2. Department of Cardiology . Second Af filiated Hospital of Chongqging Medical University ,Chongqing 400010, China;
3. Department o f Cardiology ,First Af filiated Hospital of Chongging Medical University ,Chongqing 400016 ,China)
Abstract; Objective To investigate the effects of pyrrolidine dithiocarbamate(PDTC) on expression of NF-xB, MMP-2 and left

ventricular collagen remodeling following acute myocardial infarction in rats. Methods The myocardial infarction model in rat was

induced by ligation of left anterior descending coronary artery. 12 adult Sprague-Dawley rats survived 24 for h after acute myocardial
infarction were randomly divided into the myocardial infarction(MI) group and the PDTC-treated(PD) group. Six rats were desig-

nated as sham-operated group(SH group). The PD group was intraperitoneally injected with PDTC(80 mg » kg ' «+ d* ') for 28 d,

the MI group and SH group were given normal saline as control. On 28 d, the cardiac function of left ventricle was measured by ech-

ocardiography. The infarct size was evaluated. The total collgen,type | collgen,typelll collgen,and [ /Il collgen ratio were quanti-
fied histomorphometry. The mRNA and protein levels of NF-kappaBp65 and MMP-2 were determined by reverse transcription-poly-
merase chain reaction(RT-PCR) and by Western blot, respectively. Results Compared with the SH group, the values of the total
collgen, type | collgen, typelll collgen,and [ /Il collgen ratio in the MI group and the PD group were significantly increased, the
differen had statistical significance (P<C0. 01). The values of the total collgen, type | collgen, typelll collgen,and [ /Il collgen ratio
in the PD group were notably decreased than those in the MI group(P<C0. 01). Moreover, the mRNA and protein levels of NF-kap-

paBp65 and MMP-2 in the PD group were lower than those in the MI group, the difference had statistical significance(P<Z0. 01).

Conclusion Left ventricular collagen remodeling following acute myocardial infarction could be improved by PDTC to some extent.

which mechanism could be related with inhibiting NF-kappaB activation and down— regulating the expression of MMP-2 in rats.
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