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Abstract: Objective To analyze the intervention effect of Chinese herbal compound of tonifying kidney and strengthening spleen
on Bcl-2, Bax, and Bid in osteoblasts, and to explore the relationship between the apoptosis signal pathway and osteoporosis.
Methods Osteoblasts were harvested from 1-day-old SD and cultured. Cells were divided into observation group, control group,
and normal group. Cells in observation group were cultured with medium of drug containing plasma of Chinese herbal compound.
Cells in control group were cultured with medium of drug containing plasma of estradiol valerate. Cells in normal group were given
routine culture. Cell OD value in each group was recorded using MTT assay. Expression of Bcl-2, Bax, and Bid protein in each
group was detected with fluorescence quantitative PCR. Results In cell proliferation, the OD value in observation group reached
the maximum in 8 days, which was significantly higher than that in control group (P <0.05). So it was determined that the 8th day
was the best time for the experiment. The expression of Bcl-2, Bax, and Bid protein in observation group increased significantly in
observation group compared to that in control group, and the difference was significant ( P <0.05). Bcl-2/Bax ratio in observation
group was higher than that in control group, and the difference reached statistical significance (P <0.05). Conclusion Chinese
herbal compound of tonifying kidney and strengthening spleen down regulates the expression of Bcl-2, Bax, and Bid protein, and
inhibits the apoptosis of osteoblasts to a certain extent.
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FR R,
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120080036 , #t 5 :177A12) ,
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B MAE 10% B R4 7% MEM #4735 5%, 8 5% 4
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24 Primer express 2.0 314, {X 8§75 ABI 3900 & =
B E DNA L. FFaT .
CCGGGTGGTTGCCCTTTTCTACT

CACAAAGATGGTCACTGTCTGCC
GGTCATGTGTGTGGAGAGCGTCA
CGTCTTCAGAGACAGCCAGGAGA
GCCGCTCCTTCTATCATGGAAGA
GTCATTCTCCATGTCCCTAGGGA
CCTCGTCTCATAGACAAGATGGT
GGGTAGAGTCATACTGGAACATG

Bax forward

Bax reverse
Bcl-2  forward
Bel-2  reverse
Bid forward

Bid reverse
GAPDH forward
GAPDH reverse
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(g4

YEYT 4 B 40 M Bax B9 AH YT E A B X RA
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0.05) ;7R AP B4 Bel -2 A REXEL
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B AENERBRITEREX(P<0.05);RT4AP
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Table 1 The cell proliferation of osteoblasts (x +s)

#H 5l % 2 X 6 X 8 X
E¥4 10 0.183 0. 044 0.339 £0. 068 0.415 £0. 071 0. 628 +0. 097
by igil 10 0.165 x0.035 0.385 +0.078* 0.609 +0.063** 0.876 +0.081**
%t B4 10 0.159 0. 037 0.479 +0.061 * 0.704 +0.107* 0.725 +0.059 "

*HEWRAWLE,P<0.05;" S HMA L, P <0.05

* P <0.05 vs normal group; *P <0.05 vs control group

®2 BAREFEHKES Bel-2 Bax il Bid REMIFEL (2 +5)

Table 2 The expression of Bel-2, Bax, and Bid in osteoblasts in each group (x +s)

2 Bl % Bax Bcl-2 Bcl-2/Bax
h¥-¢::| 10 0.077 £0. 014 0. 00044 +0. 00003 0. 096 +0. 068 0.124 +0. 023
WITH 10 0.023 £0. 011 °* 0. 00025 0. 00011 ** 0.055 +0.023°*% 0.245 +0.046"*
Xt A 10 0.045 +0. 009 * 0. 00037 +0. 00009 * 0.083 +0.021 " 0.184 +0.038 "

CEEHAKE,P<0.05;" 5 BA LR, P <0.05
* P <005 vs normal group;*P <0.05 vs control group
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