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ABSTRACT Objective: To study the L-carnosine-induced apoptosis in human kidney cancer Caki-2 cells vitro and its mechanism.
Methods: Human kidney cancer Caki-2 cells were cultured to 1x 10*/ mL cell density and divided into 5, 20, 50 mM L-carnosine group
and control group which were treated with 5, 20 50 mM L-carnosine and saline respectively. At 24, 48 h after treatment, MTT assay was
used to detect the proliferation of Caki-2 cells, flow cytometry assay was conducted to detect the apoptosis and cell cycle of Caki-2 cells,
western blot was performed to detect the protein expression of Bcl-2, HIF-1a and caspase-3. Results: MTT assay showed that 5, 20, 50
mM L-carnosine could inhibit the growth of Caki-2 cells at 24 h and 48 h after treatment in a time and dose dependent manner as
compared with the control group, of the cell growth inhibition ratio was the highest in the 50 mM-treated group. After Caki-2 cells were
treated with 5, 20, 50 mM L-carnosine and saline for 48 h, the protein expressions of Bcl-2, HIF-1a were gradually reduced and
caspase-3 was increased correspondingly. Conclusion: L-carnosine could inhibit the proliferation and promote apoptosis of Caki-2 cells
in vitro. The mechanism of which may be related to the inhibition of HIF-1 alpha signaling pathways and activation of caspase-3
signaling pathways.
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Fig.1 MTT assay was used to detect the proliferation of 5, 20, 50 mM L-carnosine group after 24 and 48 h treatment

Note: ** P<0.01, compared with control group(treated with 0 mM L-carnosine); *** P<0.001, compared with control group(treated with 0 mM L-carnosine)
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Fig.2 Effects of L-carnosine on the cell cycle of Caki-2 cells treated for 48 h
Note: A-D was the effects of cell cycle on Caki?2 cells after treated with 0,5.20, 50 mM L-carnosine for 48 h.
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Fig.3 Effects of L-carnosine on the apoptosis of Caki-2 cells treated for 48 h
Note: A-D was the effects of apoptosis on Caki-2 cells
after treated with 0, 5, 20, 50 mM L-carnosine for 48 h.
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