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Effect of miR-138 on Development and Lactation in Mouse Mammary Gland

LI Dan, WANG Jie, XIE Xue-jiao, L.I Qing-zhang, WANG Chun-mei

(Key Laboratory Dairy Science of Education Ministry, Northeast Agricultural University, Harbin 150030, China)

Abstract: microRNAs (miRNAs) play a key role in cell proliferation,differentiation and apoptosis. miRNA involved in the
regulation of mammary gland development in cell proliferation and differentiation. In this experiment, we used mice as an ani-
mal model to study the role of miR-138 in mouse mammary gland development and lactation. Maternal tail vein injection of miR-
138 inhibitors, pups weighing method applied to detect the changes of milk yield;electron microscopy techniques was used to
observe Ultrastructure changes in mammary gland tissue. The results showed that after intravenous injection of miR-138 inhibi-
tor, female mouse increased maternal mammary epithelial cells, increasing the amount of milk secretion, ultrastructure of cells
found in the metabolic activity,collect female mouse milk after miR-138 inhibitor, detect lactose and casein of the milk were all
increased. The results suggested that the inhibition of miR-138 could stimulate mammary epithelial cell proliferation., increase
the secretion of milk, and regulation of the ingredient of the milk.
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Genetic Polymorphisms of Exon 2 of IGFBP6 Gene
and its Genetic Effects in Red Cattle

YANG Chun, LIU Zhen, LI Chun-yi

(State Key Laboratory for Molecular Biology of Special Economic Animals, Institute of Special Animal and Sciences,

Chinese Academy of Agricultural Sciences, Changchun 130112, China)

Abstract: This experiment was conducted to study the slaughter of the relationship between meat traits and genotypes.

This study selected Red cattles as the experimental group, using PCR-SSCP method of detection of bovine IGFBP6 gene exon

2 polymorphism analysis with the slaughter of the relationship between meat traits by the GLM model of the SPSS 13. 0 statisti-

cal software to analysis. The results showed that IGFBP6 gene had a polymorphic site A180G in exon2, at the same time had

three genotypes of AA, AB and BB. Between the three genetypes, AB and BB genetypes were very significant higher than AA

genetypes in net meat weight (P <{0.01) ,and were significant higher than AA genetypes in eye muscle area and bone weigh (P

<C0.05), while in the ante-mortem live weight, carcass weight, kidney fat weight and rib fat weight in the three genotypes

were no significant differences (P>>0. 05). These results indicated that the slaughter of meat was associated with certain traits.,

accessibility for the future protection of breeding species of Red cattle to provide a theoretical basis, and Red cattle of beel with

traits improve the delivery methods and theoretical on the guidance.
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