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[Abstract] Objective

and its relationship with the clinical and pathological features of osteosarcoma. Methods

To investigate the expression of Survivin and P-glycoprotein (P-gp) in osteosarcoma

The expression of antiapop-

totic protein Survivin and P-gp (expressed by multidrug resistance gene mdrl) were detected in 34 cases of osteosarco-

ma (the study group) and 30 cases of osteochondroma (the control group) using immunohistochemistry (SP method).

The relationship between the expression of Survivin and P-gp, as well as its relevance to the clinical and pathological

features of osteosarcoma was analyzed. Results

(D The positive expression of Survivin protein was found in 19 of

the 34 cases of osteosarcoma, accounting for 55.9% (19/34), and the positive expression of P-gp was found in 27 cases

(79.4%, 27/34). Specimens in the control group were found with no expression of Survivin and P-gp protein. @ 16

cases in the study group were found with osteosarcoma metastasis. in which the expression of Survivin and P-gp pro-

tein was significantly higher than those patients without metastasis (P <0.05). Conclusion Survivin and P-gp show

high expression in osteosarcoma, and the expression levels of the two proteins is positively related to tumor grade and

metastasis of osteosarcoma.
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Effects of curcumin on PI3K/AKT signaling pathway in HL60 Cells. MIN Min', GAO Qing—ping". 1. Department
of Hematology, Renmin Hospital of Wuhan University, Wuhan 430060, Hubet, CHINA; 2. Department of Hematology, the
First Hospital Affiliated to Xianning University, Xianning 437100, Hubei, CHINA

[Abstract] Objective To investigate the effects of curcumin on the PI3K/AKT signaling pathway in HL60
cells and the apoptosis of HL60 cells. Methods The inhibitory effects of curcumin on the proliferation of HL60 cells
were determined by MTT assay. After being treated by curcumin, the morphological and structural changes of the cells
were observed by inverted microscope. The levels of CAV-1, AKT and p-AKT protein were measured by Western
blot. Results MTT assay revealed that curcumin has growth-inhibiting effects on HL60 cells, and the effects were en-
hanced with the increase of concentration. Apoptotic morphology changes were observed by inverted microscope. The
level of CAV-1 protein was increased, while the levels of AKT and p-AKT protein were reduced. Conclusion  Cur-
cumin can inhibit PI3K/AKT signaling pathway by upregulating the expression of CAV-1, resulting in inhibiting cell
proliferation and promoting apoptosis in HL60 cells.
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