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HE. B8 AKX miR-30a-5p 33k )~ 4m Bt % (NSCLC )38 78 Am iE 4% 69 % vk, SHIRIT AR ALE . 7%
NSCLC A549 Zm At % 2 % 28, miR-30a-5p £8F= % B 20, 5 %1 45 4« miR-30a-5p mimics = microRNA scramble,
MTT 5256 & 4a Jo X Jo 55 3o 2 7)) 2 7 48 40 L3 78 A it A5 48 7, 2 B B & B4k BB (real time-PCR)#%& & %,
95 6P 9 3% (Western blot) 2% & #2872 % % & % 885 (UBE3C )MRNA 7% & R &k KT, 48R #448h
J& ,miR-30a—5p ZLAB T 7 40 i & 5 Yo A& T * 18 28[(203.7 + 16.8)% vs(330.4 £ 20.7)%( P=0.000)]; 3% 3+ 72 h /&,
mMiR—30a-5p ZA #4857 4m it G £~ Hb (258 + 30.2 )%, s+ FE LA A48 %+ 7% 4 il g 5+ 1L (403.4 £ 28.4 )%, miR-30a-5p 2448
7 4 0 E A HeAR T A AR 28(P=0.001), 40X R 5538 :miR-30a—5p X R A A% 4 (23.2+2.7)%, s A& 2 %)
JRAA-% % (89.2 +4.8)%, miR-30a-5p 28%) R A& FAK T x+ B8 20( P=0.000)., real time-PCR 27, miR-30a-
5p £1 UBE3C mRNA %k 7K -F 4 (0.5 +0.02), ¥ 1821 UBE3C mMRNA & i 7K -F 4 (1.03 £0.09),miR-30a-5p
20 UBE3C mRNA % ik /K& T 2 #& £8.( P =0.000) ; Western blot 2 = ,miR-30a-5p 41 UBE3C % & & i /K-
(157 +0.26), #1848 UBE3C & & % ik /K -F 4 (5.32 +0.42) ,miR-30a-5p 41 UBE3C & & & ik KT A& T » 1R
#0(P=0000), %51t miR-30a-5p #7#) NSCLC 3¢ #i4=it # , L Au#] 5 F i UBE3C K& A X,

X8R miR-30a-5p; AF ) 4m B A R 5 ¥ 7h 5 iT A

hESZ%ES: R734.2 TERERIRAD: A

miR-30a-5p inhibits proliferation and migration of non-small
cell lung cancer cell and its mechanism*
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Abstract: Objective To investigate the role of miR-30a-5p on the regulation of the proliferation and
migration of NSCLC, and its regulatory mechanism. Methods A549 cells were divided into two groups, miR-
30a-5p group (transfected with miR-30a-5p mimics) and control group (transfected with microRNA scrambles).
The proliferation and migration ability was measured by MTT assay and wound healing experiment, respectively.
The expression level of UBE3C mRNA and protein was measured by RT-PCR and Western blot. Results The
relative percentage of living cells in miR-30a-5p group was significantly lower than control group after cultur—
ing for 48 h, (203.7 £ 16.8)% vs (330.4 + 20.7)%, P=0.000. There was (258 + 30.2)% of relative percentage of
living cells in miR-30a-5p group, which was significantly lower than (403.4 £ 28.4)% in the control group (P=
0.001). The wound healing rate was (23.2 +2.7%) in miR-30a-5p group, which was significantly lower than
(89.2 £4.8)% in the control group (P=0.000). RT-PCR indicated that the expression level of UBE3C mRNA

Wik H 4 : 2016-09-08
* B4 H 3T B2 06 R B2 2= H (No: WZ13Z03)
51 %hE%E , E-mail : zhongminyu@126.com


mailto:zhongminyu@126.com

T E A A

521 %

was (0.15 £ 0.02) in miR-30a-5p group, which was significantly lower than (1.03 + 0.09) in the control group
(P=0.000). The expression level of UBE3C protein was (1.57 + 0.26) in miR-30a-5p group, which was signifi-
cantly lower than (5.32 £ 0.42) in control group (P=0.000). Conclusions MiR-30a-5p inhibits cell prolifera—
tion and migration of non-small cell lung cancer cell by suppressing UBE3C gene expression.
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Ak /N 2 Jf Jili 9% (non-small cell lung cancer,
NSCLC )2 fifif iy R 28 MR B = 2, H A, |
A58 T TR AT BY#ERE NSCLC IR 7 RCRA it
A (A 5 AR AR AR R AT AN 15968, i e 1 e
FERS AT SRR e A ZL R AR, RAET NSCLC
KB FNERS BRI T IR YT 25 oA
# ¥, miR-30a-5p J& miR-30 KM btz —, K
JEAE 22 bp, 7220 M i 2 i R ™ 7L R 9 O &
Sh NP g R IE P A R T R, H
J& miR-30a-5p 7£ NSCLC & 4=, & J& rf A4k F it A
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1.1 ##d

DMEM K5 3% 3t it 4 i i S ok 2 1 il (1 ) 55
Gibco 22 7] ), A549 4iififd (1 [ 3 [&l ATCC A7),
Trizol (1 [ 25 Invitrogen 23] ), SE56 s —Hit (1
H 3£ [E Santa Cruz A ], B A ALY B (HRP )%
I 5 (g H 3% E Abcam 4y § ), microRNA
scrambles .miR-30a-5p mimics ] /1 [ 75 ¥\ A
SE A R, YR Liposome ™ 2000( 1 [ 24 [ In-
vitrogen A F] ) .
1.2 ZHREIEFR R P

¥ A549 4ilJid il A DMEM £ 323, F 37°C 5%
LRk CO, i gRAE IR, 48 h JE 4. KA
43 FmiR-30a-5p 41 AIXRZ (Scrambles 4), SR
Lipofectamine ™ 2000 43 )% % miR-30a-5p mimics
F1 microRNA scrambles, 5 4L J5 4k 2L 5535 24 h,
1.3 ZHAEIEIERE I ER

SR HIEWE 5 (MTT )L 5500 , A549 Afifit LIFEFL 1 x
10° AR T 12 LR, SR ST AR Y
REYLSYG . TEREIETRRESE 48 A 72 h JE U AN 5 mg/ml
9 MTT %90 40 !, 9% 5 4 h J5&FLIMA 2001 —
H LB (DMSO) , 8K |- 584372 %5 - 490 nm i Kl
TEMCREAE . AR ARME A 43 b =( S84 B0 1 XT
MR A (H ) x 100%, SEH0 d 5 3 U, OB 1H, AHXT
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TE MG o3 Loy, R B 5 2 7B
1.4 R ERERE IMER

SR A0 ARSI S 065 % T A A 15 5 F 6 FLAN,
FRARRERG 5, FHK A ST B2 H 1R B4k WlR
Je BRZIAN 48 h 76 B fUss T LSRN I RIRAE E 1%
{8 F Wim Scratch 78 £k EHE 73 Bt 22 48 I 22 41 i X =
AL T RPYR A AR KPR G =R 5 BN 20
KRR - KRS 48 h (SR AL/ SR i B %)
FIRIR IR x 100%, LS 3 Uk, BOFHIME. MR
AR R, PR AL RS BB 0 EReH
1.5 RNARENFNILH BB RN

Sy vz B % %88 (Uniquitin-protein lig-
ase, UBE3C) Y mRNA /K-, #% i Trizol reagent( 3
Invitrogen A7) Ui P P2 HCE RNA, K Frfsad
RNA ffi ] Im Pron- Il # %% 5% 24t (32 Roche 24
)i sk, fiH SYBR Green PCR master mix 7l
(26 Roche 2\ 1] )7E ABI 7500 52 PCR {X(£[E ABI
oAl ik T ST R A A IV (real-time poly-
merase chain reaction,real time-PCR). iEH 5|90
N :UBE3C(IE[#5]4):5'-GTGCCCGGCTGCTTCCGC
GGC-3'; JZ 754 :5'-CCTCCTTCCTGCTCGCGCCG
CC-3'), B -actin FEAEH NS (L1514 :5'-TGCA
CCCAGCACAATGAA-3'; M 514),3'-CTAAGTCAT
AGTCCGCCTAGAAGCA-5'),
1.6 UBE3C EBXRIZMNE

KR 902 BN (Western blot) . U8 /G 2H
Yiff, InAZLE RIS, PAAL 30 pg
MEH AR, W45 80 V HELTK 40 min, 43 B i 100
V HLIK 2 ho R IEFE R, 5% BN 0k B 2 hs o)
I A UBE3C Hii& I GAPDH 1% , Hi A fi BeJE 1y
1200, MIAZHUILFESIR 12 1000 7 2 h,
ECL {22 %0, Bl 5 R 4t 5% - H] Quantity One
1-D 43Hr#fth (26 E Bio-Rad 22\ )% [ Bl 455
AT R . LA H R e (H 5 GAPDH 1 L {EAE
i HFRE AT Rk T
1.7 SitFEFE

B oM % ] Graphpad 6.0 Ge iR &I #F
ORI R £ FRAfE2E (x 2 8) Fon, R EUEH +
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2.1 FREFELIT RS TE A 200

R 3% 48 h J5 ,miR-30a-5p ZH A0 X 1% 40 M 7 43
FEAR X7 FR2H [(203.7 + 16.8)% vs(330.4 +20.7)%,
t=-8.231, P=0.000]; %% 72 h J5 ,miR-30a-5p 41 4H
XoF 1% 20 T 43 e (258 +30.2)% , Xof FE 20 AH X335 240 i
T3 (403.4 + 28.4)% , miR-30a-5p ZH AH X135 40 fifg
HO KT R4 (1=-6.074,P=0.001). WK 1.
2.2 THLAFELRIT A549 ZHARIE RS HIS2N0

YRR 286 7% , miR-30a-5p A XIIR ATS K N
(23.2+2.7)%, X HRZARIIR A5 %0 (89.2 £ 4.8)%,
miR-30a-5p ZH 40 A & 4% T X5 Bt 21 (1 =-20.757,
P=0.000), WK 2,
2.3 miR-30a-5p X} UBE3C EE R AR

real time-PCR 7=~ ,miR-30a-5p £ UBE3C mR-
NA Zik /K4 (0.15 +0.02), % if 41 UBE3C mRNA
Fik/KFEH (1.03 £0.09),miR-30a-5p 41 UBE3C
MRNA Fk KT XT84 (1=-16.532, P=0.000);
Western blot 755, miR-30a-5p 20 UBE3C & |11 323k 7K
R (157 £0.26), X R4 UBE3C 2K £ A K H

500 1 EEOh
S 200 | B 24h
3 48 h
<H:Ezoo. Bl 72h
=2
F 100 -

0

1.4 084 0 h #H;2:miR-30a-5p 0h £H;3: X #A4 12 h 41 ;4. miR-
30a-5p 12 h #H;5: %I #R2H 24 h 21 ;6. miR-30a-5p 24 h 41 ;7 XJ a4
48 h 41;8:miR-30a-5p 48 h #41;9: X4 72 h 41;10:miR-30a-5p
72h 4. T 5XHRA LR, P<0.01

B 1 MTT EnmEREmEEE St
0h 48 h

miR-30a-5p

it HE2H (Scramble )

B2 MAXREBEZIFA8h EERIET
MBI RIRIEEER

(5.32 +0.42) ,miR-30a-5p £ UBE3C # 11 # ik K F
T RZH (1 =-13.149, P=0.000)., W14 3.,

1.51

miRNA FHX ik /K-

Xof B4

miR-30a-5p

Xof B 441

miR-30a-5p

UBE3C mRNA e

GAPDH

T SRR L, P<0.01
E 3 ™4 UBE3C mRNA fiEBQRIAKE

3 itig

iR R 5 32 ST E AR AR P fl R 1) 5L, 7 75 7 [
K, RIRAEBW TR SR AE T B, AR R AT RR
SRR, I HAE E P DL g SOt e , 95
FMhREREBC i (national central cancer registry,
NCCR) Ziit, TEdriififiss A4k 52.52/100 000
NG TERFT, &9 M 39.54/100 000 A, 75 fir A fit e
HHESS 107 i SOE 2 e A g RS 1467,
2010 4 Al AET %N 37/100 000 AB, NSCLC J2/ii
RN F BB A AR S Wi &
M), B2k K FARLZ . WIH NSCLC 4 A& AL I
X NSCLC 2RSSR HA HE N E X,

MIRNA 2 —Fi/ NS HEE RNA, K219 ~
22 bp, H RT3 o 7 19 5 S KT 5 AR L R ) mRNA
() 3” AE BT A AL & A mRNA Y REA%
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AT A AR L PR B 2R 8 F8, miRNA 7E NSCLC 11
ZRMEH B, e K% AN9L L, miR-183 7&
TEERFMFE T EEFmTERE, H mR-183 &
NSCLC & B AR MmN R . Pl E%
B E ,NSCLC £H41rh miR-222 [HYE R IL R T
E G220, 31 7] fE 5 NSCLC 1 &A= R JRAH G .
miR-30a-5p /& miR-30 KA R Z—, KEHN
22 bp,JIA 25 \B% 3) , miR-30a-5p 78 i Ji 98 41 it K%
A rh S E R, H R A% T 7 miR-30a-
Sp ik AT 00 s S0 9 24N e BA 5 FRE 2R T S R T,
P27~ miR-30a-5p 7EM R R IE s EH . 52
AR, HE 45 A\ B33, miR-30a-5p il i # 1] AEG-1
L DRI JF 44 L 9 440 L % v mT o0 o A B RS 5, R0
caspase-3/7 #EMiiFE T, AT AL I, miR-
30a-5p AJ NI RN E SMCC-7721 345 , fE iEIH
T2, i HE R AR 2868 7] - i A% ERK/Ets-1 1
53 %, miR-30a-5p #P il =PI tEFLAR G AE . 158
288, fE4k E , miR-30a-5p Ji i i) T i ]
U5 0 235 W 9 A 4 6 B miR-30a-5p 7 A [R] 1)
e v RS 5 A S AR FHO,

ABFFEERTT miR-30-5p X AE /N o il AS49
YA ST AL R . £5 5 7R, miR-30a-5p 41
AERH G 40 A 40 FU AR X6) B ZH , miR-30a-5p 4 %lJE
A4 HRAL T % IR 4, 6 W miR-30a-5p 7E NSCLC
A AR RS R EMEER, S =
P L M9 O K 25 i g T 4 SR — 3850, T 5 I ) 2
AR, AT B2 H T miR-30a-5p 7EA [ (9 Mg v Fe
EIERA—0E . LB &L, miR-
30a-5p 41 UBE3C mRNA Fl%E 14 iA /KA T 1R
21, UBE3C X Z Fft b 1) A= K I A7 e IE PR AT
il 4n , UBE3C fie 1 58 €5 2% J8 4t i Y 15 8 5 1 #5814,
UBE3C {12 #F ' 4l g i 12 #2™, UBE3C fie it )i o
T I AR A0l miR-30a-5p #EAE T PT RE S T A
UBE3C ik, i 1M A M HI AR AR AT G

25 bk, AAHFSE & B miR-30-5p XFAE/ N i
Jiti e ELA SR 5 A RS VR T, HEHLHI AT RS T R
UBE3C ZikA5 ¢, X NSCLC A KT oAty
B, A AT REASCR B AT A
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