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Effects of sodium ferulate on no-reflow in rats of acute myocardial infarction and reperfusion
Han Lei' , Bao Baili**
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2. Department of Cardiology ,Jinzhou Municipal Cental Hospital ,]inzhou,Liaoning 121001,China)
Abstract: Objective To investigate the effect of sodium ferulate(SF) on the no-reflow phenomenon in the rats model of myo-
cardial ischemia and reperfusion and its possible mechanism. Methods 56 healthy male Wistar rats were randomly divided into 4
groups: the sham-operated group, the control group, the SF group and the SF plus L-NNA group. Myocardial endothelial NOS
(eNOS) and inducible NOS(iNOS) were detected by immunohistochemical (IHC) method and its activity detected by colorimetric
method. After reperfusion, serum nitric oxide(NO) levels of myocardial tissue and the contents of CK-MB were measured. The 11.-6
was measured by the enzyme linked immunosorbent assay(ELISA). The ischemic area,infarction area and the no-flow area were dif-
ferentiated by the myocardial staining. Results Compared with the I/R group,serum CK-MB and IL.-6 in the SF group were signifi-
cantly reduced, the iNOS level and activity were obviously decreased, while the eNOS level and activity were significantly increased,
the NO level also was significantly increased.and the infarction area and the no-flow area were significantly decreased, differences
showing statistical significance( P<C0. 05). The SF-L-NNA group could partially block the SF protective role. Conclusion SF may
regulate iNOS/eNOS-NO route to improve the endothelial function,inhibit the inflammatory reaction and prevent the no-flow phe-
nomenon after myocardial ischemia and reperfusion in rats.
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NNA ] 54 BB ERVE A . Sx 3260 R —3. Ak
Sy SF n] f 3 i LA JLF AL 3% T & 3 (1D SF il g 3
BRE K A S 0 p38MAPK 19 3% 1. ffi iINOS. NO sk F %
105 (2) SF A 0] DL il % I F-KB(NF-KB) , ) i 4 fiEt )2
N A T ANOS (38075  IF — 25 30 1 3% 4§ 250 5 (3) SF Al il
it PI3K-Akt-eNOS-NO 38 # $ # 4 J2 & 881 NO 4 4 F F
FEIST (O SF B T 0 LA S0k NO # A 5 58 F 1 F
i BT AR AR . i — Ak R A BB 615 L-NNA # i
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