Supplementary figure legends

Fig. S1: Relative expression and sequencing analysis of Linc01612. (A)
Relative expression of Linc01612 in different HCC cells. (B) Relative

expression of Linc01612 in transfected Linc01612 or vector HCC cells.

(C) Relative expression of Linc01612 in transfected siRNAs or control

Hep3B cells. (D) Reactome enrichment analysis of differentia expression

genes. (E) The top ten differential genes with the most significant P value.
ATF3 was the most significantly different gene except Linc01612. Values

are expressed as the mean + sd, n =3 in A—C. *p <0.05, ***p <0.001.

Fig. S2: The correlations among Linc01612, miR-494, and ATF3
levels.

(A) The expression of ATF3 and YBX1 in subcutaneous tumor tissues. (B)
The correlation analysis of the Linc01612 and ATF3 expression. (C) The
correlation analysis of the miR-494 and ATF3 expression. (D) The

expression of miR-494 in subcutaneous tumor tissues.

Fig. S3: Linc01612 exerts tumor suppressor function through
upregulation of ATF3. (A),(B) Relative expression of ATF3 in
transfected siRNAs or siNC HCC cells. (C) Flow cytometric analysis
revealed that knockdown ATF3 could partially reverse the Linc01612

mediated increase of apoptotic cells. (D) CCK8 assay revealed that



knockdown of ATF3 could partially reverse the Linc01612 mediated
inhibition of HCC cells proliferation. (E) ATF3 was lowly expressed in
non-paired HCC samples from TCGA database. Values are expressed as

the mean £sd, n=3 in A, D and E. *p <0.05, **p <0.01, ***p <0.001.

Fig. S4: Linc01612 exerts tumor suppressor function through down
regulation of YBX1. (A) The predicted secondary structure of Linc01612
from RNA fold Web server

(http://rna.tbi.univie.ac.at/cgi-bin/RNAfold.cgi). (B) YBX1 was highly

expressed in non-paired HCC samples from TCGA database. (C)
Kaplan-Meier curves for overall survival in patients with HCC from
TCGA database. (D) Immunohistochemical (IHC) analysis indicated that
YBX1 was upregulated in HCC tissues. (E) Western blot analysis of
p-YBX1 (Ser102) in Linc01612 plasmid transfected HCC cells. (F)
Colony formation assay revealed that overexpression of YBX1 could
partially reverse the Linc01612 mediated inhibition of HCC cells
proliferation. (G) Transwell assay showed that overexpression of YBXI
could partially reverse the Linc01612 mediated inhibition of HCC cells
invasion. Values are expressed as the mean = sd, n =3 in A and B. ***p <

0.001.

Fig. S5: Linc01612 is differentially expressed in a variety of cancers.



(A) Linc01612 was downregulated in non-paired CHOL samples from
TCGA database. (B) Linc01612 was downregulated in many cancers
from TCGA database. (C) Linc01612 was downregulated in CHOL
tissues compared with the paired adjacent tissues (n=8); tested by

RT-gPCR. *p < 0.05.

Fig. S1
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Fig. S5
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