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female C57BL/6 mouse to generate gene mutation in Exon3. We got both 13bp-deletion and 19bp-deletion
GRK2 "'~ miceaccording to genotyping performed through PCR and gene sequencing. Since GRK2 homozygous are
embryonic lethality we cross-bred 19 bp-deletion FO GRK2*'~ mice with C57BL/6 to obtain stable 19bp-deletion
F1 generation of GRK2*'~ mice for propagation and the following experiments. Results The genotype of GRK2 ™/~
mouse was steady with significant lower body weight compared with C57BL/6 mouse at the same age. Western blot
results showed that almost half of the GRK2 protein expression was reduced in immune organs like spleen and thy—
mus as well as other tissues. Conclusion This GRK2 targeted genetically engineered mouse model will provide a
promising approach for understanding the role of GRK2 in the development of diverse organs and cells as well as its
pathogenic role and therapeutic implications in chronic diseases.
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Interfering with AKAP12 promotes proliferation of
breast cancer MCF-7 cells by regulating G1/S phase

Liang Ruipeng' Cheng Qian' Lu Chunhua’ et al
('Medical College Anhui University of Science and Technology Huainan 232000
*Dept of Radiation Oncology Tenth People’s Hospital Tongji University Shanghai 200072)

Abstract Objective To investigate the effect of interference with AKAP12 on the proliferation ability of human
breast cancer MCF-7 cells and to explore its mechanism. Methods MCF- cells were exogenously transfected lenti—
virus with shRNA-AKAP12 and shRNA-NC respectively. Western blot was conducted to examine the expression of
AKAPI12 protein in transfected cells. The proliferation ability of transfected cells were measured by CCK-8 assay
and cell plate cloning assay. Western blot was used to detect the protein expression levels of cyclin-dependent ki-
nase( CDK) inhibitors( p21 p27) and cell cycle progression—related CyclinD1. Results Compared to shRNA-NC
cells the expression of AKAP12 protein in shRNA-AKAP12 cells decreased. CCK-8 assay and colony formation as—
say showed that the cell proliferation ability of sShRNA-AKAP12 cells increased significantly( P <0.000 1 P <
0.001) . Compared to the shRNA-NC cells the expression of the cyclin-dependent kinase( CDK) inhibitors( p21

p27) were down—regulated in the shRNA-AKAP12 cells while the cell cycle progression protein( CyclinD1) was
up—regulated. Conclusion The study indicated that interference with AKAP12 gene could increase the proliferation
ability of MCF- cells. It accelerated the G1-S phase transition of MCF-7 cells after interference with AKAP12
gene. Thus it is available to clinical treatment and prognosis evaluation of estrogen receptor-positive breast cancer.
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