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#£1. TENBEICRITS A2 2 RNA DRBREREICHIT IHE

it ESE- 1B PNIBTE “CHI0 1 NIBHE T

Burney et al. T PNE H A 0D 1 BT NI AR miR-9, miR-9%, miR-34b%, miR-34c-3p, L

[14] TET T B PSR miR-34c-5p, miRPlus_42 780

Ohlsson Teague  J[HLE7 PN BDAE 4 S MR Ak miR-1, miR-29¢, miR-99a, miR-99b, miR-20a, miR-34c, miR-141, miR-142-3p

et al. [15] 7] — 51 0D TE Tt - B PSS AE Ak miR-100, miR-125a, miR-125b, miR-196b, miR-200a, miR-200b, miR-424
miR-126, miR-143, miR-145, miR-150.
miR-194, miR-223, miR-365

Filigheddu Y B PNARUE M SE AR Ak miR-1, miR-28, miR-29b/c, miR-30e-3p, miR-17-5p, miR-20a, miR-25, miR-93

et al. [16] [/ —SiE 451 0> 1E T B PR ISRk miR-30e-5p, miR-34a, miR-99a, miR-100, miR-106a, miR-106b, miR-130b, miR-182,
miR-101, miR-126, miR-130a, miR-143, miR-132, miR-183, miR-196b, miR-200a.
miR-145, miR-148a, miR-150, miR-186, miR-200b, miR-200c, miR-375, miR-425-5p,
miR-199a, miR-202, miR-221, miR-486, miR-503, miR-638, miR-663
miR-299-6p, miR-365, miR-368, miR-671, miR-768-3p, miR-768-5p
miR-376a, miR-379, miR-411, miR-493-5p

Hawkins et al. Y77 PN SE MR SE kAR miR-29¢, miR-100, miR-193a—-3p, miR-10a, miR—-34c—5p, miR-141, miR-200a

[17] AEFTE T BT PSSR miR-193a-5p, miR-202, miR-485-3p, miR-200b, miR-200c, miR-203, miR-375
miR-509-3-6p, miR-574-3p, miR-708, miR-429, miR-449b, miR-504, miR-873
miR-720

Abe et al. PR BT PN B M S N R miR-100, miR-132%, miR-210, miR-29b, miR-196b, miR-199a-3p

[9] E 5 PSSR R A miR-181a miR-199b-5p, miR-214, miR-424, miR-503

miR-455-3p
Braza— Botls DF BB PIBORE M FE A A miR-29¢, miR-138, miR-202, miR-411, miR-16, miR-373%, miR-449b%
et al. [18] T PRBLIE NS5 25 miR-411%, miR-424 miR-556-3p, miR-556-3p, miR-636
[l — 451 0D TE B - 57 PSS miR-935
AE T B PSR
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Systemic name Fold change
hsa—-miR-29b 0.48
hsa-miR-196b 0.29
hsa-miR-199a-3p 0.41
hsa—miR-199b—5p 0.08
hsa—miR-214 0. 46
0
0
0

hsa—miR-424 .26
hsa—miR-455-3p .49
hsa—miR-503 .22
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Systemic name Fold change
hsa-miR-100 3.57
hsa—miR-132% 2.17
hsa—miR-181a 2.16
hsa-miR-210 4.30
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