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Fig. 1  The expression of GLUT-1 in L-02 and HCC cell lines
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Fig.2 BAY-876 attenuates the absorbing "*F-FDG of
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Fig. 3 The radioactivity of tumors
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Identification of in vivo Activity of Glucose Transpoter ( GLUT-1)
Inhibitor BAY-876 on Hepatocellular Carcinoma Cells Using
Positron Emission Computed Tomography (PET) Analysis

WANG Min-shu, MA Wen-chao, ZHU Lei, SONG Xiu-yu, XU Wen-gui "

( Department of Molecular Imaging and Nuclear Medicine, Cancer Institute and Hospital, Tianjin Medical University,
National Clinical Research Center for Cancer, Tianjin Key Laboratory of Cancer Prevention and Therapy,

Tianjin’s Clinical Research Center for Cancer, Tianjin 300060, China)

[ Abstract] Glucose transporters ( GLUTs) mediates the absorbing of glucose in mammal cells. However, the po-
tential application of GLUT inhibitors in hepatocellular carcinoma ( HCC) is largely unknown. To identify the in vi-
vo activity of GLUT-1 inhibitor BAY-876 on hepatocellular carcinoma cells using positron emission computed tomo-
graphy (PET). The expression of GLUT-1 in HCC cell line was identified by PCR. MGCC-97H cells, which ex-
press highest GLUT-1, were injected to nude mice. After 2 ~3 weeks growth, mice were treated with control
(PBS) or 5 mg/kg BAY-876 once per day for three days. Mice were injected with 200 pCi "F-FDG and analyzed
by PET. MHCC-97H expresses highest GLUT-1 than other cell lines. Treatment of BAY-876 attenuates the absorb-
ing of "F-FDG in MHCC-97H cells. In inhibitor of GLUT-1, BYA-876, could inhibit the absorbing of glucose in
HCC cells. This work established a method to identify the in vivo activity of GLUTs inhibitor.
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