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enzymatic indicators examination also showed that the MPO MDA levels of exogenous Leptin pretreatment had sig-

nificantly decreased (P <0.05) compared with ischemia-reperfusion group (P <0.05). Histological study showed

relatively mild inflammation edema and bleeding in exogenous Leptin treatment group with alveolar structure intact

compared with ischemia-reperfusion injury group. Conclusion Lung ischemia-reperfusion injury was significantly

alleviated after application of exogenous Leptin. The exogenous Leptin may play a protective role in lung ischemia—

reperfusion injury through reducing lipid peroxidation and inflammatory cell infiltration.
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Expression and correlation of DNMT3A and Hyp of

isoprenaline induced myocardial fibrosis in rats
Wang Yuqgi' > Shi Kaihu' > Wu Junxu'* et al
(' Dept of Cardiothoracic Surgery The Second Affiliated Hospital of Anhui Medical University Hefei 230601 ;
*Cardiovascular Disease Research Center of Anhui Medical University Hefei 230032)

Abstract Objective To investigate the expression and correlation of DNA methyltransferase 3A (DNMT3A) and
Hyp of isoprenaline (ISO) induced myocardial fibrosis in rats. Methods 40 male SD rats were randomly divided
into normal control group and model group. The model group was treated subcutaneously with 5 mg/ (kg ¢ d) iso—
prenaline daily for 7 days but the normal control group was given the same amount of normal saline at the same
time. Rats were executed to obtain blood samples and myocardial tissue. And HW/BW LVW/BW were tested.

ELISA was used to detect the content of type [ collagen and type Il collagen in serum. The degree of myocardial
fibrosis was observed with HE staining and Masson staining method. The expression of DNMT3A and oa-SMA was
tested by Western blot. The content of hydroxproline in myocardial tissue was measured by UV spectrophotometry.

Results HW/BW and LVW/BW increased significantly in the model group compared with the normal control
group. The content of type [ collagen and type Il collagen in serum increased significantly in the model group
compared with the normal control group. HE and Masson staining showed myocardial tissue in model group ap-—
peared obviously collagen fiber hyperplasia. The expression of DNMT3A and o-SMA in the model group was higher
than the normal control group. UV spectrophotometric detection showed the content of Hyp in myocardial tissue in
the model group increased obviously. The expression of DNMT3 A and a-SMA in myocardial fibrosis tissue was pos—
itively correlated(r =0. 675 P <0.05). Conclusion DNMT3A upregulation plays an important role in the myo—
cardial fibrosis and Hyp may increase a certain correlation.
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