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[ Abstract ]| Background and purpose: Cervical cancer remains the second leading cause of death in
gynecologic malignancies partially because of resistance to chemotherapy. Bufalin, a component of the traditional
Chinese medicine Chansu, has been widely used in cancer treatment in China. This study aimed to investigate the
effects of bufalin on inhibiting the proliferation of ME180 and C33A and explore its possible mechanism. Methods:
The cytostatic effects of bufalin on ME180 and C33A cells were evaluated by CCK8 assay (cell counting kit-8).
Glucose levels in ME180 and C33A cells were measured using glucose assay kit. Then the alterations of GLUT1
(glucose transporter 1) and HK2 (hexokinase 2) gene expression were detected by quantitative real-time polymerase
chain reaction (QRT-PCR). The expressions of proto-oncogene C-MYC and HIFla (hypoxia-inducible factor 1a)
were determined by Western blot. Results: According to the results of CCK-8, bufalin can significantly inhibit the
proliferation of carcinoma cells ME180 and C33A (P=0.027, P=0.018). Test on glycometabolism indicated that
glucose uptake in cells treated with bufalin decreased (P=0.034, P=0.036). Results from real-time PCR showed that
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the expression of glycometabolism related indicators GLUT1 (P=0.019) and HK2 (P=0.016) levels were significantly

down-regulated in bufalin treated group. Western blot showed that the expression of C-MYC and HIFlain cells with

bufalin treatment was down-regulated markedly. Conclusion: Bufalin can inhibit the proliferation of the cervical

carcinoma cells ME180 and C33A through inhibition of their glucose metabolism.
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Tab.1 Primers sequence of target genes

Target gene Primers sequence
F:5’-GGCCTCCAAGGAGTAAGACC-3’
GAPDH
R:5’-CAAGGGGTCTACATGGCAAC-3’
F:5’-CTTTGTGGCCTTCTTTGAAGT-3"
GLUT1
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HK2

R:5’-CTGTCTTGAGCCGCTCTGAGAT-3’
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Fig. 1 Bufalin can inhibit the proliferation of cervical carcinoma cells ME180(A) and C33A(B)
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Fig. 2 Bufalin can decrease glucose uptake in cervical

carcinoma cells
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