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Expressions of BIRC6 in hepatocellular carcinoma and their effects on

apoptosis of hepatocellular carcinoma cell
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[ Abstract ]Objective : To investigate the expressions of baculoviral IAP repeat—containing 6 (BIRC6) and their role in hepatocellular
carcinoma(HCC). Methods ; Forty samples of surgically resected HCC tissues and corresponding adjacent tissues were collected and
BIRC6 expressions in HCC tissues and corresponding adjacent tissues were detected using qRT-PCR and immunohistochemistry.
BIRC6 mRNA expressions in normal liver cell line(1.02) and HCC cell lines (HepG2 and SMMC-7721) were detected using qRT—
PCR. BIRC6 siRNA was transfected into SMMC-7721 cells and cell viability and apoptosis were analyzed by MTT and flow cytometry.
Results ; Expressions of BIRC6 in HCC tissues were significantly upregulated compared with those in corresponding adjacent tissues
(P=0.004). Clinicopathological evaluation suggested that BIRC6 high—expression was associated with large tumor size(> 5 ¢m) and
advanced TNM stage (P=0.029; P=0.002). Expressions of BIRC6 mRNA were obviously lower in LO2 than in HepG2 and SMMC-
7721 (P=0.000). siRNA suppressed expression of BIRC6 in SMMC-7721 cells decreased cell viability and increased cell apoptosis
(P=0.000). Conclusions ; High—expression of BIRC6 correlates with poor clinicopathological characteristics in HCC and BIRC6 may
act as an inhibitor of apoptosis as well as a therapeutic target of HCC.
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Fig.1  Immunohistochemical staining of BIRC6 in HCC tissues
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and corresponding adjacent tissues ( SP,400 x )
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Tab.2 Correlation between clinicopathological characteristics

and protein expression of BIRC6 in HCC patients ( n=40 )
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T 6.48 +1.98
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H 497 £239
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IR 0.198 0.205
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Fig.2 BIRC6 mRNA expression in LO2,HepG2 and
SMMC-7721 cells ( x +s,n=3)
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Fig.3 Reduction of BIRC6 mRNA and protein expression
induced by treatment of SMMC-7721 cell with BIRC6 siRNAs
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Fig.4 Decrease of SMMC-7721 cancer cell viability and

proliferation induced by BIRC6 expression reduction
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Fig.5 Increase of SMMC-7721 cancer cell apoptosis induced by

BIRC6 expression reduction
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Tab.3 Comparison of cell viability between BIRC6 siRNA group and control siRNA group at different checkpoints
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BIRC6 T4l 6 1.00 1.32£0.19 1.84 £0.33 2.81+0.46
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