
Table S4. List of selected validated target genes (VTGs) with interacted miRs. 

Gene miR- Validation method References 

VEGFA    

 miR-1-3p EL, IHC, IFA, luc., MA, qPCR, WB [1]–[3] 

 miR-101-3p luc., qPCR [4], [5]  

 miR-101-5p luc., qPCR, WB [6]  

 miR-106a-5p EL, luc. [7]  

 miR-106b-5p EL, luc. [7] 

 miR-107 EL, luc. [7] 

 miR-125a-3p IHC, Luc, qPCR, WB [8]  

 miR-125a-5p EL, Luc, qPCR, WB [7], [8] 

 miR-126-3p Luc, WB, qPCR [9]–[14] 

 miR-126-5p Luc [15] 

 miR-133a-3p Reporter assay (Non-Functional MTI) [10] 

 miR-140-5p EL, Luc, qPCR, WB [7], [16], [17] 

 miR-145-5p IHC, Luc, NB, qPCR, WB [18]–[20] 

 miR-150-5p EL, Luc [7] 

 miR-15a-5p ChIP, IHC, Luc, MA, qPCR, WB, EL [7], [21]–[24] 

 miR-15b-5p EL, Luc [7] 

 miR-16-5p Luc, qPCR, WB, EL [7], [21], [22], [25]–[27] 

 miR-17-5p EL, Luc [7] 

 miR-181a-5p MA, qPCR, EL (Non-Functional MTI) [28] 

 miR-185-5p Luc, WB [29] 

 miR-186-5p ChIP, WB, IHC, Luc, MA, qPCR [23] 

 miR-195-5p EL, Luc [7], [30], [31] 

 miR-199a-3p EL, Luc, qPCR, WB [32] 

 miR-199a-5p Luc, MA, qPCR, WB [33]–[35] 

 miR-200c-3p Luc, WB [36], [37] 

 miR-205-3p EL, Luc, qPCR, WB [38] 

 miR-205-5p EL, Flow, Luc, qPCR, WB [39]–[42] 

 miR-20a-5p EL, Luc [7], [43] 

 miR-20b-5p EL, Luc, qPCR, WB [7], [44] 

 miR-21-5p WB, qPCR [45] 

 miR-296-5p qPCR, WB [46] 

 miR-29a-3p IHC, Luc, qPCR, WB [47], [48] 

 miR-29b-3p EL, IHC, Luc, qPCR, WB [7], [49], [50] 

 miR-29c-3p Flow, IHC, Luc, qPCR, WB [47] 

 miR-34a-5p EL, Luc (Non-Functional MTI) [7] 

 miR-361-5p EL, Luc, qPCR, WB [7], [51], [52] 

 miR-372-3p EL, Luc [7] 

 miR-373-3p EL, Luc [7] 

 miR-378a-3p Luc, qPCR, WB, EL [7], [53] 

 miR-429 Luc [54] 

 miR-520h EL, Luc [7] 

 hsa-miR-93-5p Luc, qPCR, WB, EL [7], [55] 

AGTR1    

 miR-155-5p Luc, qPCR, NB, WB, QPA [56]–[59]  

 miR-34a-5p Luc, qPCR, WB  [60] 

HMGCR    
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 miR-27a-3p Luc, qPCR, NGS [61] 

 miR-29a-3p Luc, qPCR, WB [62], [63]  

 miR-29b-3p Luc, qPCR, WB [63] 

 miR-29c-3p Luc, qPCR, WB [63] 

ITGB3    

 let-7a-5p Luc, qPCR, WB [64] 

 let-7c-5p Luc, qPCR, WB, ICC [65] 

 miR-17-3p Luc, qPCR, WB [66] 

 miR-30a-5p Luc, WB [67] 

 miR-30c-5p qPCR [Functional MTI (Weak)] [68] 

 miR-98-5p Luc, qPCR, WB [69] 

PPARG    

 miR-130a-3p 
EL, IF, Luc, MA, qPCR, WB, ChIP, 

GFP 
[70]–[73] 

 miR-130b-3p Luc, qPCR, WΒ, GFP [70], [74], [75] 

 miR-138-5p qPCR [Functional MTI (Weak)] [76] 

 miR-20a-5p Luc [77] 

 miR-20b-5p Luc, qPCR [78] 

 miR-27a-3p Luc, qPCR, WB [79], [80] 

 miR-27b-3p Luc, qPCR, WB [81]–[83] 

Tp53    

 hsa-miR-34a-5p 
Luc, MA, NB, qPCR, NGS, IHC, ICC, 

Fl, WB 
[84]–[87] 

 hsa-miR-106b-5p qPCR [Functional MTI (Weak)] [88] 

 hsa-miR-300 Luc, qPCR, WB, IP [89]–[91] 

 hsa-miR-638 Luc, qPCR, WB [92] 

 hsa-miR-377-3p Luc, qPCR, WB [93] 

 hsa-miR-28-5p Luc [94] 

 hsa-miR-125b-5p Luc, qPCR, WB, NGS [95]–[100] 

 hsa-miR-10b-5p Luc [101] 

 hsa-miR-30e-5p Luc, qPCR, WB [102] 

 hsa-miR-30b-5p Luc, qPCR, WB [102] 

 hsa-miR-30d-5p Luc, qPCR, WB [102], [103] 

 hsa-miR-221-3p WB (Non-Functional MTI) [104] 

 hsa-miR-222-3p WB (Non-Functional MTI) [104] 

 hsa-miR-214-3p Luc [105], [106] 

 hsa-miR-150-5p Luc, WB, qPCR [107], [108] 

 hsa-miR-125a-5p Luc, NB, qPCR, WB [109], [110] 

 hsa-miR-16-5p Luc, WB [111] 

 hsa-miR-19b-3p IHC, Luc, qPCR, WB [112] 

 hsa-miR-20a-5p qPCR [Functional MTI (Weak)] [88] 

 hsa-miR-18a-5p qPCR [Functional MTI (Weak)] [88] 

 hsa-miR-485-5p qPCR [Non-Functional MTI (Weak)] [113] 

 hsa-miR-491-5p Fl, GFP, qPCR, WB [114] 

 hsa-miR-151a-5p ChIP, Luc, qPCR, WB [115] 

 hsa-miR-27a-3p Luc [116] 

 hsa-miR-30a-5p Luc, qPCR, WB [102] 

 hsa-miR-106a-5p qPCR [Functional MTI (Weak)] [88] 

 hsa-miR-150-3p qPCR, WB [117] 

 hsa-miR-30c-5p Luc, GFP, NGS, Fl, NB, qPCR, WB [102], [118] 

https://doi.org/10.1038/srep12911


 hsa-miR-28-3p Luc [94] 

 hsa-miR-24-3p IHC, Luc, qPCR, WB [119] 

 hsa-miR-214-5p qPCR, WB [120] 

 hsa-miR-15a-5p Luc, WB [111] 

 hsa-miR-17-5p qPCR [Functional MTI (Weak)] [88] 

 hsa-miR-25-3p Luc, qPCR, WB [103] 

EGFR    

 hsa-miR-133a-3p Fl, Luc, qPCR, WB [121]–[125] 

 hsa-miR-133b Fl, ISH, Luc, qPCR, WB [123], [126], [127] 

 hsa-miR-491-5p Luc, qPCR, WB [128], [129] 

 hsa-miR-7-5p IHC, Luc, MA, qPCR, WB, Fl, ISH [130]–[139] 

 hsa-miR-146a-5p IHC, Luc, qPCR, WB [140]–[147] 

 hsa-miR-7-1-3p MA, qPCR, WB [148] 

 hsa-miR-125b-5p IHC, WB [149] 

 hsa-miR-21-5p Luc, MA, WB [137], [150] 

 hsa-miR-574-3p Luc, MA, qPCR, WB [151] 

 hsa-let-7a-5p Luc [152] 

 hsa-miR-27a-5p WB [153] 

 hsa-miR-218-5p Luc, qPCR, WB [154], [155] 

 hsa-miR-146b-5p Luc, qPCR, WB [146] 

 hsa-miR-135a-5p Luc, WB [156] 

 hsa-miR-125a-5p qPCR, WB [157] 

 hsa-miR-27a-3p Luc, qPCR, WB [158], [159] 

 hsa-miR-145-5p MA, qPCR, WB [160] 

 hsa-miR-132-3p IHC, Luc, qPCR, WB [161] 

 hsa-miR-27b-3p qPCR, Luc, WB [162] 

 hsa-miR-302b-3p Luc, qPCR, WB [163] 
IHC: immunohistochemistry; IF: immunofluorescence; luc: luciferase reporter assay; qPCR: quantitative real-time PCR; WB: 

western blotting analysis; EL: ELISA; MA: Microarray; NB: Northern blot; ChIP: Chromatin immunoprecipitation; MTI: 

miRNA - target interaction; QPA: Quantitative proteomic approach; NGS: Next Generation Sequencing; ICC: 

Immunocytochemistry; GFP: GFP reporter assay reporter assay; IP: Immunoprecipitation; Fl: Flow cytometry; ISH: In situ 

hybridization 
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