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Effect of Qiangguyin on Rat Osteoblasts in CKIP-1 Overexpressing

YANG Yiran' LIU Zhong' WANG Junhua' LIUKang® SHI Xiaolin®®

! Zhejiang University of Traditional Chinese Medicine, Hangzhou 310053, China;

*The Second Hospital Affiliated to Zhejiang University of Traditional Chinese Medicine, Hangzhou 310005, China.
Abstract Objective: To observe the effect of Qiangguyin on osteoblasts of mice infected by lentivirus overexpressing case-
in kinase 2 interaction protein 1 (CKIP-1),and to study the molecular mechanism of Qiangguyin for treating osteoporosis.
Methods : Osteoblasts were isolated from 2-day-old SD lactating rats to construct CKIP-1 over-expressed lentivirus. Osteo-
blasts were divided into 4 groups. a group,blank osteoblasts control group;b group,empty-loaded osteoblasts infected by
lentivirus; ¢ group,osteoblasts infected by lentivirus overexpression CKIP-1; d group, CKIP-1 overexpression osteoblasts
infected by lentivirus combined with Qiangguyin treatment. The expression of CKIP-1, ALP and RUNX2 were detected by
qRT-PCR, the relative number of osteoblasts was detected by CKK-8, the osteoblasts were identified by alizarin red stai-
ning,and the number of calcified nodules was observed under low power microscope. Results: The qRT-PCR assay
showed:compared with group a and group b, the expression of CKIP-1 in group ¢ was significantly higher (P<Z0. 01) ,the
expression of RUNX2 and ALPL was extremely low (P<C0.01); compared with group d, the expression of CKIP-1 in
group ¢ was significantly lower (P<C0. 01) ,and the expression of RUNX2 and ALPL was significantly higher (P<C0.01).
The CKK-8 assay showed:compared with group a and group b, the level of cell proliferation in group ¢ was significantly

decreased (P<C0.01)); compared with group c,the percentage of cell proliferation in group d after Qiangguyin treatment

was increased,and the difference was significant (P<C0.01).
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Alizarin red staining showed: compared with group a and
group b, calcified nodules in group ¢ decreased significantly;
compared with group c,calcified nodules in group d increased

significantly. Conclusion: The CKIP-1 overexpression is sig-
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nificantly inhibited the proliferation, osteogenic differentiation and mineralization of osteoblasts. Qiangguyin can increase

osteoblast activity,osteogenic differentiation and mineralization in the pathological state of CKIP-1 overexpression ability.
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