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Let-7b modulates the proliferation of hepatoblastoma cells by targeting SALLA4. Cheng Jiwen', Zhao
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[ Abstract] Objective To explore the role and mechanism of let-7b and SALL4 in the malignant behav-
iors of hepatoblastoma (HB) cells. Methods Quantitative reverse transcription-polymerase chain reaction
(qRT-PCR) was employed for defecting the expression of let-7b in normal liver cells ( HL-7702), HB cell
lines, HB tissues and adjacent normal tissues. Immunohistochemistry was applied for measuring the expression
levels of SALIA in HB tissues and paracancerous tissue and analyzing the correlation between the expression
levels of SALIA in HB tissues. Up-regulating or inhibiting the let-7b expression level in HB cells was used for
examining the effects of let-7b on the biological function of HB cells by methyl thiazolyl tetrazolium (MTT) as-
say,cell cycle and apoptosis. The targeting relationship between let-7b and SALI4 was assessed through dual-

luciferase reporter system,qRT-PCR, Western blot and in vitro immunohistochemical staining. ~ Results let-7b
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became markedly down-regulated in HB tissues and HB cells (e. g. HepG2 & HuH6) while SALLA4 protein was

frequently up-regulated in HB tissues. The expression of let-7b was correlated with PRETEXT stage (P =

0.002). A significant negative correlation existed between let-7b and SALIA expression level in HB tissue sam-

ples (r=-0.761,P <0.001). Through the detection of proliferative activity,cell cycle and cell apoptosis, let-

7b could regulate the proliferating capability of HepG2. The dual-luciferase reporter assays revealed that SALL4

was a novel target of let-7b. Conclusion Serving as a tumor suppressor gene, let-7b suppresses the HepG2

cells growth by targeting SALIA.

[ Key words] let-7b; Liver Neoplasms; SALL4; Cell Proliferation
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