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20 mg/L) . The model of the myocardial ischemia/reperfusion injury were established using the Langendorff meth—
od. The hemodynamicsindexes cardiac enzymes AST and LDH inflammatory cytokines( NF«B ICAM- TNF-o
and IL-6) were measured. The effect and mechanism of Gossypol on early-stage MI/R of the oxidative stress re—
sponse and the JNK/p38 MAPK signal pathway were investigated. Results FExperimental results showed that Gos—
sypol could significantly improve the functional capacity of the heart reduce the contents of AST LDH and inflam—
matory cytokines in reperfused heart tissue and increase superoxide dismutase levels to protect the heart. The
mechanism of this substance may involve antidipid peroxidation and inhibition of p38 kinase phosphorylation and
JNK and reduction of oxidative stress injury and apoptosis damage induced by MI/R. Conclusion This study con—
firm that Gossypol exerts extensive anti-MI/R effects. Its mechanism may be related to the interfering with the oxida—
tive stress response and suppressing the JNK/p38 MAPK signal pathway.
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The biological function of miRNA-331 in colorectal cancer HCT116 cells
Hu Minggao' > Yu Changjun' Chen Changyu® et al
('Dept of Gastrointestinal Surgery The First Affiliated Hospital of Anhui Medical University Hefei 230022;
*Dept of General Surgery The PLA Navy Anging Hospital Anging 246003;
*Dept of General Surgery Anhui Provincial Hospital of Traditional Chinese Medicine Hefei 230022)

Abstract Objective To explore effects of miRNA-331 on proliferation migration and invasion of human colorec—
tal cancer cell line HCT116. Methods After transfection of HCT116 cells with miRNA-331 mimics the effect of
miRNA 331 on the proliferation of colorectal cancer cells was detected by MTT assay and clone formation assay. Tr—
answell was used to detect the effects of miRNA-331 on migration and invasion of HCT116 cells. Results The ab—
sorbance values were significantly lower compared to the control group after HCT116 cells ransfected with miRNA-
331 mimicsin from day 1 to day 5. After the transfection of miRNA-331mimics the ability of HCT116 cells to form
clones was reduced. Transwell assay revealed that compared with the negative control after transfection of miRNA-
331 mimics the migration ability of HCT116 cells decreased significantly. Conclusion The up—egulation of miR—
NA-331 expression can inhibit the proliferation and migration of HCT116 cells suggesting that miRNA-331 is a po—
tent tumor suppressor.
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