SUPPLEMENTARY FIGURES
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Supplementary Figure 1. The ONCOMIR data indicated that there are 10 cancer types in which tumorigenesis is significantly
associated with the expression of miR-214-3p. The data are represented as the meanstS.D. from at least three independent
experiments. *P<0.05.
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Supplementary Figure 2. (A) MiR-214-3p expression was significantly upregulated after transfection with the miR-214-3p mimic but
downregulated after transfection with the LV-miR-214-3p inhibitor. (B—-E) Colony-formation and EdU assays revealed that miR-214-3p
suppresses CRC cell proliferation. (F-G) Western blot analysis revealed that miR-214-3p decreased the expression of cyclin D1, cyclin E and
CDK4 and increased the expression of P27. The data are represented as the means+S.D. from at least three independent experiments.
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Supplementary Figure 3. (A-B) Wound-healing assays indicated that miR-214-3p suppressed the migration of CRC cells. (C) qRT-PCR
assays showed that miR-214-3p decreased the expression of N-cadherin and vimentin and increased the expression of E-cadherin and Zo1.

(D) IF assays showed that miR-214-3p decreased the expression of N-cadherin and increased the expression of E-cadherin. The data are
represented as the meansS.D. from at least three independent experiments. *p<0.05.
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Supplementary Figure 4. (A—F) The expression levels of the potential targets of miR-214-3p according to the Starbase 3.0 database. (G—H)
IF assays showed that miR-214-3p inhibited the expression of PLAGL2. (1) Predicted binding site in the 3’-UTR of PLAGL2. The data are
represented as the means%S.D. from at least three independent experiments. *P<0.05.
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Supplementary Figure 5. (A-D) WB and qRT-PCR assays revealed that PLAGL2 increased the expression of N-cadherin and vimentin and
decreased the expression of E-cadherin and Zol. (E-F) EdU and colony formation assays revealed that PLAGL2 promoted CRC cell
proliferation. (G—H) Transwell and wound-healing assays showed that PLAGL2 promoted the migration and invasion of CRC cells. The data are
represented as the means+S.D. from at least three independent experiments. *P<0.05.
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Supplementary Figure 6. (A-B) EdU assays revealed that PLAGL2 downregulation effectively reverses miR-214-3p inhibitor-induced CRC
cell proliferation. (C—E) Wound-healing assays indicated that PLAGL2 downregulation effectively reverses miR-214-3p inhibitor-induced CRC
cell migration. (F-1) Western blot and gRT-PCR assays indicated that the inhibitory effect of miR-214-3p on EMT was reversed by Sh-PLAGL2
transfection. The data are represented as the meansS.D. from at least three independent experiments. *P<0.05.
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Supplementary Figure 7. (A) IHC analysis indicated that the expression of MYH9 was higher in tumor tissues. (B) IHC analysis indicated that
the expression of MYH9 could be regulated by miR-214-3p and PLAGL2, and the inhibition effect of miR-214-3p on MYH9 could be reversed
by Sh-PLAGL2 in subcutaneous xenograft tissues. The data are represented as the means#S.D. from at least three independent experiments.

*P<0.05.
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Supplementary Figure 8. (A) EdU assays revealed that MYH9 downregulation effectively reversed miR-214-3p inhibitor-induced CRC cell
proliferation. (B—E) Transwell and wound-healing assays indicated that MYH9 downregulation effectively reversed miR-214-3p inhibitor-
induced CRC cell migration. The data are represented as the meansS.D. from at least three independent experiments. *P<0.05.
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