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different concentration of Cur (0 10 20 40 pmol/L). 3H 4 5-Dimethylthiazol2-y1) 2 5- diphenyltetrazolium
bromide ( MTT) assay was used to detect the changes in cell proliferation at different time points (24 48 72 h).
Hoechst 33258 fluorescence staining was used to observe cell status of apoptosis. Flow cytometry was used to detect
apoptosis and cell cycle. However the changes of related protein expression in PI3K/p53 signaling pathway were
detected by Western blot. Results MTT results showed that the proliferation of SGC7901 cells was inhibited by
Cur in concentration-dependent manners. The results of cell fluorescence staining showed that Cur could promote
the apoptosis of SGC7901 cells and the bright blue fluorescence intensity of cells reduced. The results of flow cy—
tometry showed that compared with the control group the apoptosis rate increased ( P <0.05 P <0.01) and
G, /G, phase cell was blocked in the group with different concentrations of Cur groups ( P <0.05) . Western blot
results showed that the protein level of PI3K and the phosphorylation level of Akt in cells of different concentrations
reduced compared with the control group ( P <0.01) but the expression levels of p21 and p53 increased ( P <
0.05 P<0.01). Conclusion Cur inhibits the proliferation of SGCF901 cell induce G,/G, phase arrest and
promote apoptosis which may be closely related to the regulation of PI3K/p53 signaling pathways.
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Exogenous Apelin43 promotes femoral fracture healing

in rats by regulating the VEGF /PI3K/AKkt signaling pathway

Zeng Zhaochi et al
The 922nd Hospital of The Joint Service Support Force of The PLA Hengyang 421002)

Tang Yong Zhang Xianhui
( Dept of Orthopaedics

Abstract Objective To investigate the effect of Apelind3 regulation of VEGEF/PI3K/Akt signaling on femoral
fracture healing. Methods Forty male SD rats were randomly divided into sham group Model group Apelin43
low-dose group Apelind43 L 25 pg/(kg*d and Apelin43 high-dose group apelind3 H 75 pg/( kg * d)

and 10 rats in each group. The model of femoral fracture was established and immediately treated with appropriate
drugs for 4 weeks. Micro CT and X—<ay were used to detect bone microscopic parameters and callus diameter. HE
staining was used to observe bone tissue pathological changes. ELISA was used to detect the expression levels of se—
rum bone markers BALP PINP and osteoclast TRACP-5b CTX. qRT-PCR was used to detect VEGFA mRNA ex—
pression levels in callus tissues and Western blot was used to detect the expression levels of related proteins in the
VEGF/PI3K/Akt signaling pathway in callus. Results

vere pathological damage of femur and decreased femur bone density

Compared with the sham group the Model group had se—

tissue mineral density bone mass fraction
and X-ray score. BALP and PINP levels in serum decreased while TRACP-Sb and CTX levels increased and
VEGFA mRNA VEGFA VEGFR2 PI3K p85 and p-Akt expression levels in callus decreased. Compared with
the Model group the pathological injury of the femur in the Apelin43 H group improved. Bone mineral density

tissue mineral density bone volume fraction X-ray score and callus diameter all increased. BALP and PINP levels
while TRACP-5b and CTX levels decreased and VEGFA mRNA VEGFA VEG-

PI3K p85 and p-Akt expression levels in callus increased. There was no significant difference between Ape—

in serum increased( P <0. 05)

FR2

lind3 L group and Model group( P >0. 05) . Conclusion Exogenous Apelind3 can promote femoral fracture heal—
ing in rats and its mechanism may be related to the activation of the VEGF/PI3K/Akt signaling pathway.
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