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Abstract Objective: To observe the effect of Yiqiwenjing prescription on osteoclasts apoptosis mediated by casein kinase 2
interaction protein 1 (CKIP-1). Methods: Osteoclasts were isolated from SD neonatal rats in vitro, we established CKIP-1
overexpression and low expression vector. With the method of virus packaging, stable expressed cell lines were estab-
lished. Then these cell lines were divided into the following 5 groups:group A, osteoclasts control group;group B, osteo-
clasts &. vector group;group C, osteoclasts & CKIP-1 overexpression virus group;group D, osteoclasts & CKIP-1 over-
expression virus & Yigiwenjing prescription intervened group; group E, osteoclasts & CKIP-1 low expression virus
group. 96h after virus infection, Annexin V-FITC/PI was used to detect apoptosis. Results;: Among osteoclasts, compared
with the group A, the proportion of apoptotic cells in CKIP-1 overexpression virus group was significantly reduced (P=
0.017). After intervened by Yigiwenjing prescription, the proportion of apoptotic cells increased, and there were no sig-
nificant difference compared with group A (P = 0. 059), while significant difference compared with group C (P =
0. 000 6). The proportion of apoptotic cells showed significantly increased compared with group A (P<C0. 000 1). Conclu-
sion; CKIP-1 has the function of inhibiting the apoptosis of osteoclasts, and Yigiwenjing prescription’s effect may lie in
reversing this trend, inhibiting bone absorption, and treating osteoporosis.
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