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[(HZE] BM W hsamiRNA-30a-5p R HEI 40 AS49 SEFE M IRFENLEl . ik WCEEIG RIS AR A4S B 55 4 21 5
F s 9 G E J 1 (real time-PCR) F14& [ it EJ 375 15 (Western blotting) 43 5 A6 i frfrysd Kz o985 55 2H 21 b hsa-miRNA-30a-5p 1
SCARAS (2R F & it s A 415 B 24 U0 hsa-miRNA-30a-5p 5 SCARAS F£[H 3'UTR X 45 A0 sk, J- i 6t 3 i 5 56 4 1%
WEATEE A BUIAIE s K HE SCARAS LR VT BR F2 52k pshRNA-SCARAS, i 5 (A B R % Yt pshRNA-SCARAS & hsa-miRNA-
30a-5p BHiE#) (miRNA-30a-5p inhibitor) 3| A549 4 i, % 4t J5 48 h, real time-PCR A 41 }g 11 hsa-miRNA-30a-5p & &,
Western blotting &l 41l H1 SCARAS & [ & s MTT LA 4 4L J5 AS49 AN X B a1, 85 R M4l 41
SCARAS (R ik i I AR T o5 1 40, 4 7] 25 57 B 25 (P<T0. 05) 5 il ZH 21 P hsa-miRNA-30a-5p & 3t W] B S 55 98 55 40
21, M2 F R E(P<0.05), BRI BN, 5 38 B 3R R R 5l 5 e 41 L4, miRNA-30a {14 (miRNA-30a -
5p mimics) # miRNA-30a-5p inhibitor 15585 A4z BI5 5 22 iz o 56 PR e Yo 21 v L) B b 400 1) s 44 5 58 06 28 il 06 2 (P<C0. 05) 5
miRNA-30a -5p inhibitor # Y4 )5 48 h, 5 Yt B4 H A, M N hsa-miRNA-30a-5p & fk B i (AR (P<<0. 05) , B P HR
(miRNA-30a-5p NC) Y 21 F17 4 % FRZH 41 i ) hsa-miRNA-30a-5p &1 J6 B &2 F (P>>0. 05), Y5 24~72 h, miRNA-
30a-5p inhibitor #5YL2H A549 44 (EIE P B i AR (P<<0. 05) , 1l pshRNA-SCARAS #5344 miRNA-30a-5p inhibitor
KSR A549 A MBI TE A F, L L4l 5 miRNA-30a-5p inhibitor Bl Y 2 e % Juxf FRZH L3R 2 S A e 12 X
(P<C0.05), #&it Hsa-miRNA-30a-5p il 344 SCARAS KL[H Fik, B 1R AS49 40 i 09 59 5 V% 24 » #5 4% miRNA-30a-5p in-
hibitor, AJ LA A549 20 A0 58 3% 4
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[Abstract] Objective To study the regulation and mechanism of hsa-miRNA-30a-5p on the proliferation of human lung
cancer A549 cells. Methods Five pairs of lung cancer and para-carcinoma tissues were harvested in clinical and measured for
hsa-miRNA-30a-5p and SCARAS levels by real-time PCR and western blotting, respectively. The theoretical binding site of hsa-
miRNA-30a-5p in SCARA5's 3'UTR was predicted by bioinformatics,and validated by luciferase report assay. A549 cells were
transfected with pshRNA-SCARAS5 and miRNA-30a-5p inhibitor and 48 h later, the proliferation of A549 cells after genetic in-
tervention was assayed by the MTT method,and the cell growth curve was plotted to observe the effect of hsa-miRNA-30a-5p
knockdown on cell proliferation. Results For all five pairs of samples tested, hsa-miRNA-30a-5p was higher in the cancer tis-
sues than in the adjacent tissue( P<C0. 05) ,and SCARAS5 protein was lower in the cancer tissues than in the adjacent tissue (P<C
0. 05). The bioinformatics analysis showed that there was a theoretical binding site of hsa-miRNA-30a-5p in SCARA5's 3’
UTR. The luciferase assay showed that miRNA-30a mimics inhibited the luciferase expressed by the luciferase reporter vector
carrying a wild-type SCARA5's 3'UTR(pGL3-WT- SCARA5) (P<C0. 05, vs pGL3-WT-SCARAS5 alone) , and miRNA-30a-5p
inhibitor enhanced the luciferase activity(P<Z 0. 05,vs pGL3-WT- SCARAS alone). No change was observed when miRNA-30a-

5p mimics or miRNA-30a-5p inhibitor was co-transfected with the luciferase reporter vector carrying a mutant SCARAS s 3’
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UTR(pGL3-MT- SCARA5) (P>0. 05, vs pGL3-WT- SCARA5 alone). Hsa-miRNA-30a-5p level in A549 cells transfected with
miRNA-30a inhibitor for 48 h was significantly decreased( P<C0. 05, s cell control or NC),and there was no difference in hsa-

miRNA-30a-5p between the negative control and the transfection control(P>>0. 05). The proliferation of A549 cells was sup-

pressed by transfection with miRNA-30a-5p inhibitor 24-72 h after transfection(P<Z0. 05,wvs control or NC). Conclusion Hsa-

miRNA-30a-5p could increase the proliferation in A549 cells wia suppressing the expression of SCARAS5, and transfection of

miRNA-30a-5p inhibitor could inhibit the proliferation of A549 cells via up-regulating SCARAS5 expression.
[Key words] SCARA5; A549; hsa-miRNA-30a-5p; proliferation activity
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miRNA-30a-5p & i T A\ 6 Z 4L ok, HE 0% 5
Je A DGR 1B 2 4 vh T e R FLI s e S, A
KGR Z A 5-SCARAS N T 8 5 YA [ 50 , B
B A MG B = F7 . SCARAS 16 1 5 S
FFLIRIE I R A R S iy i 4 TR 22 A (0, X sk
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(AH GRS R WA AH DGR IE . AEASBIFSE T, FATT 90
Sl R T R FR A BB hsamiRNA-30a-5p Al
SCARAS &3k AR AR A5 DU R0 237 » A
Ir it — 2 8F hsa-miRNA-30a-5p 5 SCARAS5
()RR 22 52, [A]B 40 B R 5 A O 1« A8 I Atk I
FATE o A W) F B 2% 73 B hsa-miRNA-30a-5p Fl
SCARAS K 3'-UTR X454 K F . @it 966
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TRIZE 51 2 A RPMIT640 1537 56, 0. 25 %0 iR 2R
F 16 4 1 iE (FBS) | Lipofectamine 2000 %% 44,
7L RNA $2HUR I £ (Trizol) K % stk ) £ (M-
ML) B 2 E Invitrogen A 7l 5 6 & B R &
R Feih 3R (PGL3-promoter) Fl7k G 2 il 46 I 2
%5 (Promega /3 ) » SCARAS & [ —¥i 2 —Hi 3y m
H 3% [E Santacruz 23 A, 4 i K 21 20 5 85 1 $E H0%
E = IRAGR &L AbA ROE IR & 8 H 32 [ Thermo
23] miRNA G By 4 i E A T TR A R
ovEl #EF7 . MTT (4, 5-dimethyl-2-thiazolyl)-2, 5-di-
phenyl-2-H-tetrazolium bromide) il — FF £t V. i
(DMSO)I H Sigma 2y ] . J6 A # R TR DNA 2

B & (Qiagen 2wl o 9 & 4 I A7) £ L PR
il DG 32 B2 DD TGRS 4 - Taka-
ra 3 A, pshRNA J& K T ER 18 20 4K (32 [8 Syster-
mbio A F]) ,
1.2 BEAEE

YR FAH (3E[E Thermo A F]D o K- B0 AL
o A L 0 ML DL R B B8 W A (Eppendor! 2%
A 5 L URAY 0 L R KA A REAN (g R e A |D
it b A S 28 A1 43 S 56 BE A I AL ( Thermo 23 7)),
PCR {X (BioRad A &]) ,

2 KWHE

2.1 MiEARA P hsa-miRNA-30a-5p % SCARAS
EHEA AN

WSO il Bt 98 M LR 55 1 8 5 X AU 2 )
FHAEFRER K EESE , 5 FHUEZEME 17K 43, SR B g 4
AR 5 R AR . TR R SE 0 T, B
AR LA, UL 2 {7345 200 mg 2247 94H
LB HZUNA 1 ml & £ CHER ) Trizol, i FHH
BRI THL I SJHM 4°C TR L 12 000X g
B0 2 min, WA G WL AR R I SR T Tk B A 41
Total RNA, RNA i iF Byt R A 58 i i vk WL %5 58 4
PR, JF 38 1 58 A 43 06 0% BE AR I RNA ¥ . HX
2 ug RNA 4 M-MLV J 5% 36 4 cDNA, 986 5
BRI hsa-miRNA-30a-5p % &, 73 HUH
R/ A 1 ml AL T-MER, £ 7843
SRR AT AU PR BRI E &, SC 50 R o8 4
PR GBI A 7, SR AR S LS B West-
ern blotting #0411 SCARAS F FAIAHNT & & .
2.2 458N hsa-miRNA-30a-5p 5 SCARAS
(NM _173833.5) 3'-UTR %41 %

KM Targetscan T 2% /4 %} SCARAS (NM _
173833.5) 3-UTR X 5 hsa-miRNA-30a-5p i# 1T
G5B TR, T 25 5 R (] 2A) , hsa-miRNA-
30a-5p 7 SCARAS 1 3'-UTR X AELE 8 kI 1Y
FhFIX“5'-UGUUUACA-3"”,

2.3 HihHE
fb 24 K55 DNA,L 5 -CTAGATGCATTT
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CAGGGACTGCATTTCAGGGAC TGCATTTCA
GGGAC-3', T i 8] #. 5-AGATC GTCCCT-
GAAATGCAGTCCCTGAAATGCAGTCCCTGA
AATGCA-3", Bidii 43 B8 i Xba T BEVIN 85, A B
£37 hsa-miRNA-30a-5p 5 SCARAS5 3 3'UTR
X 25 A0 K BER KOE OUEE DNA, J5 5l 5 58
JEER B A5 B K 3R I8 3K PGL3-promoter, 5 21 25
TRZ 5 53 BT I fin 44 B AR RSO R i 15 3 R
KER AR pGL3-WT-SCARAS, i i [AlRE Ay 7 Pk Fil
I A7 i AT 5 7, B “5-UGUUUACA-
3'79¢7E Hy 5’ - AUUCUGUA-3"", ¥y 58 28 U5
R HE I R IB AR pGL3-MT-SCARAS, R 4fg
SCARAS(NM_173833. 5) (1 52 K45 B, . i HEF v H
%5 B siRNA 41 5'-GCAACGCCAGCGAG-
GACAC-3' SRJ5 4% siIRNA 7 511 1 4% H AR 1Y
K4k DNA, IR #5190 43 590 78 0 il U0 47 55 BamHI
M EcoRT K Af 983, U751 #F 5.5~ GATC-
CGCAACGCCAGCGAGGACAC  CTTCCTGT-
CAGAGTGTCCTCGCTGGCGTTGCTTTTTG -
3 TSl WO A 5'- AATTCAAAAAG-
CAACGCCAGCGAGGACAC TCTGACAGGAAG
GTGTCCTCGCTGGCGTTGCC -3', W4k DNA £
IR KOTE B DNA, If 5 28 5L R iR 4004, 1y
SCARAS HEH R IK A& pshRNA- SCARAS, H 4
BARZ PN T IR G - 5 BRI , 1T RN B
F TR DNA $2 5, 32 B 2 7™ 4% 4 B 50 & v i
B T, i H dH, O 5 5k DNA 29k B i & &
500 ng/pl, —20°CL-AF

it % 4 W miRNA-30a-5p mimics (5 -
UGUAAACAUCCUCGACUGGAAG-3"),  inhibitor
(5"-CuuCCAGUCGAGGAUGUuuACA-3") Jz [P %F
1 (NC, 5'-CuuCCAGUCGAGGAUGuuuACA- 3,
RNA K tt RI o5 .
2.4 HsamiRNA-30a-5p 5 SCARAS $eds % Z 69 53E

VEBOWHECAE K A ASA9 41 i, J5E il i Ak 1
A UM B 1 A % €0 F5 el FH ot 48 M RO i AT
T 40 A i 52 4 4 3% 3k (RPMITT640 + 10 %
FBS) i % 20 M %5 B2 24 1< 10° 4> /ml, 2 Ff 48 ffd T
6 FLA . AEFLJN 2 ml AR, 37°C I 500 CO, 744
TH53% 24 h, 28 Lipofectmaine 2000 #5457 Ui
BT FORE AT RNA LA YLzt 56985009 4 .
A549 Xf & 4. pGL3-WT-SCARA5 4. pGL3-MT-
SCARA5 #1. miRNA30a5p NC + pGL3-WT-
SCARA5 #41. miRNA30a-NC + pGL3-MT-
SCARAS5 2 . miRNA30a-5p mimics + pGL3-WT-

SCARA % . miRNA30a-5p mimics + pGL3-MT-
SCARA 2, miRNA30a-5p inhibitor + pGL3-WT-
SCARA 411 miRNA30a-5p inhibitor+ pGL3-MT-
SCARA 41, T 4% 4+ 100 ng BT B ¢ G 3 il
FIR AL (pGL3-TKO VR 90 85 2 1 P i A I =
0B, AS49 AMEE YL )5 48 h, f#i | Promega 2\ &) )
KU 3R Tl RGN 25 90 R 20 't 2R A IO AL, e ) 4 2
J& AR R B M
2.5 #: miRNA30a-5p inhibitor *4HisE AS49 693%%h

O EA K317 AS49 40, 0. 25 Y0 RN AL s
WA, 1 500X g K850 2 min, WCHE A, £ FH
 1026FBS 1) RPMI1640 35373 f B AN , IR 54 20
L% FE 2 1X10° A /ml  JEFR AL 6 FLANMRE SR
FFLAIN 2 ml AR, 37 “CHRI 5% CO, 51 F 1533
24 h SRS TR YL L B e AR S RNA 58 4
IR F £ Lipofectmaine 2000 #8145, 524K 4
2H, A549 41 Bl % BB 2H . miRNA-30a NC #4442 miR-
NA-30a-5p inhibitor # 4 2H F1 miRNA-30a-5p inhibi-
tor H pshRNA-SCARAS 9L 2, UL )5 48 h, Ii4E
A, BEEUAME Total RNA,ZE%E AN hsa-miR-
NA-30a-5p % it » A B, $2 B 40 fg 8 85 1 ] Western
blotting YEAGIAEA SCARAS £ FIARNT & 5
2.6 A549 %\ 3G 7 E 6 AR

SEE AR A4 2, ASA9 XY BEZH . miRNA-30a-
5p NC #% 4u 20 . miRNA-30a-5p inhibitor %% 44 20 I
miRNA-30a-5p inhibitor H pshRNA-SCARA5 #%
Yedll o BURYLSS A8 h i AS49 4 . Y 1k vk
£ U AR, B0 WA AT IR TUYE , & 100 FBS 1)
RPMI1640 574457 AL R 20 i 285 BE 2 1< 10° 4> /ml,
FERD AR R 96 FL 40 M35 F5 4, B ALES I 100 pl 4
Ji Ak T, 5 S 8 FR AR AE LA AR ¥ A, 37°C R 5 %
CO, 5 PR FRAM  JF THEFP S 11 24,4872 h, 3R
FH MTT 346 D0 248 JH 005 2 o RS 00 T L 40 o A
5 mg/ml MTT %% 10 pul, S8 =3 A1 45, 4k 2
BigR 4 hy & BV LI 150 pl DMSO %,
37°CIEE 15 min, FEFRAUKEIN 570 nm P K (Asro) 4
UL YR8 VR Y A R 0 052 s (T 4 ko 50 8 A
Kz,
2.7 real time-PCR #M| hsa-miRNA-30a-5p 4%

B2 pg 1) Total RNA, [ % 51 % cDNA, 2
e st B FH R 5 R S 519, H. sapiens 6 snR-
NA: 5-“TACCTTGCGAAGTGCTTAAAC-3';
hsa-miRNA-30a-5p, 5 -GTCGTATCCAGTGCGT-
GTCGTG GAGTCGGCAATTGCACTGGAT-
ACGACTTCC-3", B 2 pl [ 53 71 PCR #
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B, 2¢Ot 5 it 15 K Ml hsa-miRNA-30a-5p & .
gt E RS R, NS M U6 (NM _
001101.3), PCR 5|#¥)¥%. U6 FiEsI4 5'-GT-
GCTCGCTTCGGC AGCACAT-3', FiiEs| 4 5'-
TACCTTGCGAAGTGC TTAAAC-3"; hsa-miR-
NA-30a-5p |- i 51 ¥ 5'-GCCGGCGCCCGAGCT
CTGGCTC-3", F W8l ® 5- TGTAAACATC-
CTCGACTGGAAG -3', PCR {#i J1 20 pl & £, H:
1 ,SYBR Premix Ex Taq 10 pl, 5[4 (20 pmol/L)
BHO0. 2 pl BRI 2 pls BAR R ] dH20
A E . PCR 544 95°C 28 10 s558°C 3R 2k 10 s;
72 ‘CHEA 10 s, JEMER IR B 40, G5R a1, DA
U6 fE A%t Bl Co(E#E 78 o3 pr . C {E i
ZERETHE AR, BV aE o 3 ih 2 5 0 (E e 19 58 A
Kt B CofH . AR E & 025 R W E i AACt it
rffdr, BRREMEXT THSERNBREEN
9ACt — 9Cim-Cin .
2.8 Western blotting #m SCARAS & & 4%

W e B 5 5 A EVER T AR 10p] SFAT SR T
HL K, SDS-3R PR s Tk e 568 Jie 43 18 I VA B2 10965 48
110 V HLE 90 min HLIKJF , 57 L1044 O E 8 11 4%
HER ST, 400 mA H L 90 min, ¥ )5 DL
SV IR 4 Wi 2 ho4 °C —Hid R,

SCARAS5 1 GAPDH —3#71 (TBSD R B 4> 3k 1 ¢
300 A1 1 : 1 000; TBST V& 3 ¥, N A ZHilFE2 h,
FHURPURBLL T 1 ¢ 2 0005 TBST PEAR 3 I, BN
b2 B I CRUR L) - B = B OB A geit
Hiv &4 % M D E. DEBMEA/DE
GAPDH, Bl SCARAS %5 [ (AN & 5
2.9 GitFEiik

S FT AR BRI DL (2t s) R SR Ll E )y
20T Horp s 24U P LR ] LSD 2 A
55, LA P<<0.05 NZESH G FE S A oy
) SPSS 13. 0 Gi i3 58 1.
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Hsa-miRNA-30a-5p A X} £ & A i 5 95 (F
1A) @R, 55 4 U Ml 4l 24U 9 hsa-miR-
NA-30a-5p 7 &t W] & R AIK, 20 W) 22 55 & 2% (P <<
0. 05) , Fttls LA CAME AR il 22) 3R, SER I E 3 IR
MSr A2 EE S s SCARAS i & & K i 45 251
(& 2B) S, g 20 23 R 55 20 23 2 1 2 40l
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] 22 53 g 3 (P<<0. 05)
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B. Jilifis K57 2 SCARAS (A FA M 45 5L, GAPDH Sy 2B 5 * * P<C0. 01, 5 R4l tb 4

3.2  HsamiRNA-30a-5p 55 SCARAS ¥efs % £ IaiE
Y5 B 2F T 2 7R, hsa-miRNA-30a-5p 7E
SCARAS K 3" UTR XA 8 A0l 5 (1) 45 & 17 s
(J 2A) . 43514 miRNA-30a-5p mimics, miRNA-
30a-5p inhibitor.miRNA-30a-5p NC 5 Hi4l 55 %
fitg 4z & B P % 3K # ik pGL3-WT- SCARAS I
pGL3-MT- SCARAS #kf7 56Uy, H: UL 5 48 h, 3¢
Sl AH X A &5 R R (&l 2B) , miRNA-

30a-5p mimics REME BH 1 31 il Y A5 AU 2 G R i £ 1k
AT IE . A (3. 98 0. 61) fE % (1. 62+
0.3D,Z 5% BA g1t & L (P<C0.05), Ifii miR-
NA-30a-5p inhibitor W GBS 5 B A B¢ 5 2 i
N IR AR A D R I M, (3. 9840, 61) 1
F2 (6. 27£0. 35) , 2 ] 2% 7 i 2 (P<C0. 05) ; X F
AR RGN R W A 3L P iR 2R A4, Toi8 miRNA-
30a-5p mimics 8% # miRNA-30a-5p inhibitor #[ %}
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HICH B3, DL EE A gl i B L hsa-miRNA-
30a-5p 5 SCARAS e[kl 27 [a] () 7 4057 B SEAFAE

A AL EAR B FHIME &
Position 1580-1587 of SCARAD 3’ UTR 5" ..UCUGACCAAUUGCUAUGUUUACA. .
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3.3 #HF 5 A549 e N hsa-miRNA-30a-5p &
SCARAS & & 4= 4]

A549 %Y miRNA-30a inhibitor 5 48 h,
N hsa-miRNA-30a-5p & & I B R (K 3A),
Ej X R T, 22 5 0 3 (P <0. 05) 5 1fif miRNA-
30a-5pNC #% Y4 2 hsa-miRNA-30a-5p 2 & 5 %} I
S HHE, TEHH B2 5 (P=>0. 05) ; 8 [ & K6 0 45 51
VL (& 3B), % Y4 miRNA-30a-5p inhibitor J5
48 h, 2Py SCARAS & & B 8 b 7. 5 4 i % 1]
A L, 25 5 B3 (P<<0. 05) , T miRNA-30a-5p in-
hibitor 5T # A& pshRNA-SCARAS 7% Y 21 41
iy SCARAS £ 1335 5 X I L, T i 25 5
(P>0.05),

3.4 hsamiRNA-30a-5p 4% T ALt A549 2m g%
IRl R AT

LRI GL S5 24~ T2 b, 25 28 4t M 39 B T 1
Rl 255 (B O R 55 YL 5 48.72 h, 556 Y If
2H A . miRNA-30a-5p inhibitor #4424 A549 4 iy
FOE VT MR B BRI (P<C0. 05) , pshRNA- SCARA5
5 miRNA-30a-5p inhibitor %% 4% 2H 2/ 384 45 175 14
Y R 35 (P<<0. 01 P 5 B EE PR+ FIU AT A ZKF

B 5y —T_
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W N N 3
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& 4
S
&833 A
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3 EE/E AS49 R A hsa-miRNA-30a-5p K SCARAS EH & Bl
A. AS49 AL TS 48 h B AHANMIIN hsa-miRNA-30a-5p F & A SE R 5
B. A549 A 45 48 ho 44NN SCARAS 3 H & AR I A5 R
* P<<0. 05, 5 41 %ok B4 LU 4%
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/N RNA(miRNA) J& TN IEHEIESS RNA,
J Iz oA TR AL AR B — ek 20~25 A4~
BlAE . DAt A% i Ak 27 R BEOR UF, miIRNA B & B
RS, miRNA BAT ZF A Y 0fig, X e U)fig &
B3 3 %o A G PR 1) 9 45 O S B, miRNA 3 53 Fof
FIX AT DL P 3'-UTR X 454, DT 400 ik 5L
B . miRNA 508 3¢ 2% 0, ol 5 40
P AR G IR RE GBS 5 2R E S
PG B 11 0 o R T ORI L A A B, 2 5 BB
FRHLE S, Winther 258198 2 B, miRNA-21 7] /E
hr B R B R 1 Ik S TR R . Wang
S5 5T & B, miRNA-128b 7 15 9 1) & 1
W R, i 76 35 miRNA-128b 1] #)1#1 B 48 41
JHL A 3 5 s [ B i S R A0 M A R T . miR-
NA-10a, miRNA-26, miRNA-126a, miRNA-210,
miRNA-342 Fil miRNA-519a #iF 52 7] LIAE A 2L i
T E S hn . B S FUIRIE A — L 2 s i
I EUREA ), miIRNA-29b & miRNA17
WNVB I S 78 i 9 1 81 2 AL 1) 2K 37 vl 473 3T O B A
0 SRR SY K B, miRNA J2& 2 8 &
MU B4 PR e T DAL Tt 0 AT DA R A e 36 DRI 97 1Y
YIA R, . 120 4 45 il 09 Bk 5 48 AR A7 Y
T A0 AR 12 W R R R i TS
TR Wl VIR AR B H A AF R KT 8020, Xl

2% B At 1) e A AS DU R 2 W X 4 v JR R T A AP R 2
OCHEZE LTIV H miRNA AR Ry R 4= A b 95 224
PRk Bl 22 & BLRE 521 . Chen S8 BIF983IF 52
miRNA-25 7] DLid o AL ] RGS3 8453k /N
i 20 B Ak A549 A1 H520 By 3458 ffe 22, 5
bh, ¥ 4 miRNA-143-3p, miRNA-218, miRNA130
FEREN RN miRNA-63017 15 55 il i (14 £ 4 2
PLIA DG, PrAT iX Se i 5% R W, miRNAs 76 i Ji 1
RIFHL AR AT BETE 18— 1> 0 28 1 458 R 45 %o AH ¢
() miRNA $EATAE5E A B 3-8 19 miRNA §2
SRR 0 il e 22 DR YA T s

SCARAS F 2009 4E9E 3K H B2 R A, — F
HIFIRIFSE 22 W, SCARAS J PR A Sy 98 3100 1 6 A
TENF A 2 335 T RE . SCARAS (14 JF-J 40 il 4 FH
AT BE A 30 3 0 FAK ZE (9 3006 ok S B,
Khamas 45 1 WF 55 UE 52 » SCARAS 78 g i Hh e 1k
SRR FER R AN U251 fhid ik SCARAS,
AT LA S 2400 e g 200 A P R B i R S BT
TR FURIMZ 28 IR N 255t R B, SCARAS 3 %
TRAT AP B2 T Bebge (g 3 ) . Liu %538 i 52560 E
52,SCARAS 5 A549 4iifig) EMT A%, AR 2
s P SNAILL B 67 98 4 4F JH BT 3. Hsa-
miRNA-30a-5p M H G 2 i BE O ~F (1 miRNA 5
J5 s 55 g e A= R B U AH G hsa-miRNA-30a-5p
FUF H bR S 40 ITTGB3 . DTL, EWS-FLI
F1 CD99 45, 3l i i 17 ik SE R Ui HAR R I 3Rk, =
SRS B U SR SRR kA Sk
el 2 Hsa-miRNA-30a-5p 55 filifa i) #H SCF 5% 55
b, 5 SCARAS FAHICHIFEIN H FTA AR IE . FoAT]
TE M 9 20 20 b i 3iF SCARAS 19 22 36, B0 R
SCARAS e filifig 4 21 rh (1) 2238 1 B B AR Fom oo Al
41, hsa-miRNA-30a-5p 7Efififig 555 HEAUh By Rk
5 SCARAS 5 E A,

F AT B B R B R, hsamiRNA-30a-5p 5
SCARAS5 B A I 2 7 AH < M . hsa-miRNA-30a-5p
PRI T A v 2R I8 BT MR 44U SCARAS 3
IREY R ERAK . MTT R 45258 2R, il i miRNA-
30a-5p inhibitor % YLa] LB S 30 A549 4 %)%k
A K B 5 UG M, 2% miRNA-30a-5p inhibitor 5
SCARAS J R {70 BR [F] s #E 47 BF . A549 4 A 1 8 7%
PRSP 53 F P AT B K . X B 1A
miRNA-30a-5p inhibitor ff 3% 2 18 i3 {1 H] A549 41
e hsamiRNA-30a-5p Ik, 5w T H B &H H
SCARAS & 2, Ifii 5 235 1) SCARAS T B 5 37 il
T ASA9 0 i i 348 B T P S DR IR I 40 i A549
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H, SCARAS AR N FURHEER .

AT R LAE T ESE hsa-miRNA-30a-5p &
[t ML SCARAS 25 FUIRFRIA R FZEH K L i it
kI b 4 M2 PN hsa-miRNA-30a-5p, 0] A i 2 i
FHRAE 1 SCARAS (R30I fak 25 400 1) fie e 200 ff
AS49 MIEFEIEYE . XA RS R AT hsa-miR-
NA-30a-5p AJ A7 14 il B R VA T 7 HE A
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