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¥ M, KmE', % W (L B?EW%IEEFEEP O E B AL PR T 22 Be M B EE e, WAt & a 4350005
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W OE. B #HitshE4EER (micro RNA, miR ) -142 ALK BE#F 40 L% (retinoblastoma, RB) ZA2% v 44 & A,
VAR ST Mg iAol £ H 0 Rvh . ok RER 201346 A ~ 2019 4F 6 A B R BT P B R4 IRIKBR T KE 576
RB ZJL 7941 (79 1R ), 3/ A RB MLk Y79 55 A miR-142 B2, MMt B An s G20, £ )45 % miR-142
By PS5 e RAEAL 22, RT-qPCR # RB fediE 4048  4nfe P miR-142 £ A, MTT & 460 4a i038 78 7 Mk
Transwell sl tm fo it 5 Aefz £ 7 . R miR-142 /£ RB AR P A A ¥ (034+0.12) A& FREF422 (0.99+0.16) ,
EFAGITFEFNL (=29.102, P<0.01); miR-142 R X FERR SR L EAYZZAFR S HAS T 2 FHA 5T
FESL (2991 ~ 3.495, 3 P<0.05) ; miR-142 B4 A 20 i miR-142 Rk F (2.4210.11) FTHARMREFET G
28 (1.02+£0.09, 1.01+0.10) , ZFA%it5FEL (F=398.036, P<0.01); miR-142 #2024 h, 48 h, 72 h # 96 h
B A, A SRR AR 2 SRR AR T B At BB A G 40 (F=5.519, 8.666, 12.926, 21.572, 28.394, 27.982, 3
P<0.05) . Z5i& RB & FH AR P miR-142 KA FHAK, HE5 o A2E  WE2ZEMKEEHBA L. L miR-142 &
KT Apd) Y79 R g it AR RN,

KR : R s ML -142; A0REYGE; dipieag

B4 RS R739.72; R730.43 XEAFRIRAD: A XEZHRS :1671-7414 (2022) 03-144-05
doi:10.3969/j.issn.1671-7414.2022.03.030

Expression of miR-142 in Retinoblastoma Tissues and Influences on Cell
Proliferation and Invasiveness
LUO Gang', CAI Li-ying', GUO Ming’

(1. Huangshi Central Hospital of Edong Medical Group /Affiliated Hospital of Hubei Institute of Technology, Hubei
Huangshi 435000, China; 2. Jingzhou Central Hospital, Hubei Jingzhou 434000, China)

Abstract: Objective To investigate the expression of miR-142 in retinoblastoma tissues, and explore its effect on cell
proliferation and invasion. Methods A total of 79 children (79 eyes) with RB who underwent eyeball enucleation surgery in
Huangshi Central Hospital were selected from June 2013 to June 2019. The human RB cell line Y79 was cultured and divided into
miR-142 mimic group, negative control group and blank group, respectively transfected with miR-142 mimic, negative control
sequence and no treatment. The expressions of miR-142 in RB and adjacent tissues and cells were detected by using RT-qPCR.
The cell proliferation activity was detected with MTT method.The cell migration and invasion were detected with Transwell
method. Results The expression level of miR-142 in PB tissues was 0.34 + 0.12, which was lower than 0.99 + 0.16 in adjacent
tissues, the difference was statistically significant (=29.102, P<0.01). The differences of the expression level of miR-142 between
different differentiation, whether nerve infiltration and lymph node metastasis were statistically significantly, the differences were
statistically significant (2=2.991 ~ 3.495, all P<0.05). The expression level of miR-142 in the miR-142 mimic group (2.42+0.11)

was higher than that in the negative control group and the blank group ( 1.02 +0.09, 1.01 +0.10 ) , the difference was statistically
significant(£=398.036, P<0.05). The absorbance 4 values at 24 h, 48 h, 72 h and 96 h, the numbers of migrating cells and
invadingcells in the miR-142 mimic group were lower than those in the negative control group and the blank group (/=5.519, 8.666,
12.926, 21.572, 28.394, 27.982, all P<0.05). Conclusion The expression level of miR-142 in the RB tissues was reduced, and it
was related to the degree of differentiation, nerve infiltration and lymph node metastasis. Up-regulating the expression of miR-142

can inhibit the proliferation, migration and invasion of Y79 cells.
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P IR 4 i 98 (retinoblastoma, RB) fE N
JLEEIAH LA AR HOEE R, R IR T IR DGRz
TRATURAN, BT 60% M LR IR AR AE 3 % LU
U R R R , Buk. BERE, Sk
A F N SGIE AR R B Sk R LA i A B T
B HET, XHZRIET R R TRRRR i
I Wk, OBBESE, (HXEIRYT TR RIE G, Xt
BOLB ARG E R, BARBUSAMED, KWk, Bk
A BBIRIT I VMR B LIRERFL ) . 45 R
JLAEAFZRE A I RIS #0055 . Bl 5140
AT HOR I Z AR, S RB Y7L T3
Hise Yo S/MZEMER 2 (microRNA, miRNA) fE
TR BELE 19 ~ 22 AT R = B AR ST B R TR
PE RNA, FENURHL . S Eh 2 A44, et
PG LI o R HE T AR B AR AR oY B
Honlim o R L R R S5 T 2RO &
A PR RE . miR-142 /E—FF miRNA, 7P
PP IR HERIR T, B 5T MR 5,
H AT s g iR 28 Sk # ™ ARBFERI T RB 41
21 miR-142 #ik, AL T ARG RFE frlE] 22 50k
IFiE % A RB 4iffikk Y79 #4544 miR-142 B4y,
L HLXGT 4 i 154 7 R8T AR5
1 MEl5H®
1.1 A% Y2013 4E 6 H ~ 2019 4F 6 A7E
AT 0 EE B i Z IR Bk bR F ARG 7B RB 2L,
PAFRE: ORMIR; QRFIARITHATT; ORE
FREREHAIL o HERR OB A T T ™ D) RERE AT &
ZEVEERGE, URMARGEEE . AL
79 (79 HR ) , o, Bk 48 I, Lotk 31 4,
AERE 4 H ~ 10(3.86£0.92) %, HRM. Z=00] 42 {51]
A 37 il A ARRREE . RArEHY 36 i, SrfLAl 43
B B 41 6], e RB 8 VRIE S5 E &
A (FEERALNZ 1 ~ 2em JEHEIN ), -80°C
WENRAE . AWFIE R BEBE e HEZE 01 b, BILEK
JE Y2 E A R A
12 A% L5 A Lipofectamine 2000 5% Y ik 5
&L RNA $EHUH (2% [® Invitrogen A7) ), A RB 4
Makk Y79 ( i B A9 ), RPMI-1640 1% 35
ARG . JBER FAREFNTS - #E 8 R WL (3£ Gibo
ONE]) SRR PCR RG] (KERAY)
miR-142 F1 U6 ( AL TAEY) ) , miR-142 F 44
FBATERT B 5 ( Lifgs A4 ), BEREE (MTT)
W CREEAEWUEY) ) , —H LA (DMSO) (i
220 5] ), Transwell /N FIFEF R ( 56 [H Corning
N, UV-1900 BUGH S5 EE T (il SE
Mrosl ), SEit e B PCR AL (SE[E ABIAF] ) o

1.3 Fik

1.3.1 #4021 miR-142 Fik . B, a5 &
AP HUE RNA, il 2R 40 20 6 B 3o L4l i
JEASIN , - I 308 Ak Bt I R M L K AR B L ST R
ol FH 396 7 S iR & B e 5ok cDNA, I SEI 28 8
i PCR ¥ #% PCR ¥ #8 i 7 & e Y ¥ 5191, ¢
5. miR-142: [ Ji#: 5-CGCGCCTGTAGTGTTTC
CTACTTT-3’, Fiff: 5°-CCAGTGCAGGGTCCGAG
GTA-3’; U6: Lif: 5°-GCTTCGGCAGCACATATA
CTAAAAT-3", Fiff: 5-TTCACGAATTTGAGTGTC
AT-3°, Z4%: 94°C 3 min, 94°C 30's, 65°C 20 s,
72°C 30's, 36 NMEH, FH2 40 gkt E RB AlE
F4H AT miR-142 Fikfe .

132 408535 (i RPMI-1640 5535 (& 10g/
dliG 4 s N - 55 2= WP ) 78 37°C, & Sml/
dl CO, &M FHiFE Y79, Tl & BEAE 80% LI AT,
JERHEIE b, & 0EE 3%, B Lipofectamine 2000 %%
Pl 0 % B A K A AT o A AR s . (D miR-
142 BERL 2 . 5 YL miR-142 BLHIF A1) . 1F X 4% .
5>-CAUAAAGUAGAAAGCACUACU-3", [z X%
5’-UAGUGCUUUCUACUUUAUGUU-3"; @BAPEXT
HEAH . B e BIPEXT TS . 1E k. 5°-UUCUCCG
AACGUGUCACGUTT-3", JZ X’%: 5°-ACGUGACA
CGUUCGGAGAATT-3" ; @24 . AYEALRE, 4b
P, 4540555 48h,

1.3.3 A U020 i b miR-142 635 W 4E 4% 41 s Yy
48h JE 4, HABEAELSTRIL 1.3.1,

1.3.4 MTT 5. BURRIZH 400, #AfL 6x 10°
A YIMRERNTE 96 FLAL, 37 CREFR. 0 HIAE 12 h,
24 h, 48 h, 72 h 196 h i}, ZFLIMA MTT ¥ ( Smg/
ml) 20 pl, ¥ F 4h, Fr LI, A DMSO
150 w1, Z8WRM 10 min, BRSO &L
B AR, FREERE 3 K.

1.3.5 Transwell 325 20 AT RS . FH el 7 L 45
ALY 48 h SN, B0, TGN B 3R AR 2
2.5 % 10%ml T &40 i1, 7F Transwell |25 A S
200 w1, FEMAA 600 wl & 10g/dl i 4 i 5
FEWL, HiFF 24 h, RS Bos il 2, W
B, ShAnRetn, B8 WA N AR I i
B MRS AR BRELR, T /INE
A, R, B S D BR R R A T RS

1.4 %it# 5% KM IBM SPSS 21.0 #F gk 17
gt r, RB FES 41400 miR-142 Rk L
B RN RTE PR LSRR ka5, =2l 4
miR-142 ik | i M 7 76 1 Sk RS MR 28 01 Hhdse
K FHEA D 207 253 Al LSD 22 T A6 50 i P 9 L 42
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P<0.05 N2EFAGIFE X
2 H#R
2.1 RBfeJE &2 % miR-142 &k ik b4k RB 4

72 h #1196 h TGRS A (HISFEAK (P<0.05) .
*x1 miR-142 7£ RB A KRIEE S
M FRIEFRIEME (xx5)

41 miR-142 3k i (0.34+0.12) K T 9% 57 4 Wi H n miR-142F%kE i P
41 (0.99+0.16), ZRASFKIT%#E X (=29.102, R [ 48 033+0.12
P<0.01) . " . 0365011 1262 0211
22 R F] rlé/ﬂ‘aﬁf RB zﬂzij miR-142 FiA ki U B (3) <4 o 033101
1. miR-142 FEEAEAN RG] AF R AR 22 0.864 0390
RHTL Y (B P> 005) , WitERFRAME =4 o 03600
B, REHAREMKOSER R agE B AW e e
R ($P<0.05) . i 37 032£0.11
23 =4mfEF miR-142 £ X 4 miR-142 & MEBE  RMEE 36 030 0.1
NP2 . I T R A S 1 2H 40 miR-142 3K | 3 038 +0.12 3056 0.003
KA 242 £0.11, 1.02+0.09, 1.01£0.10, W R A4 030s011
B R 22 R A T L (F=398.036, . . 301010 3495 0.001
P<0.01) 5 #H LT BT HEZH Fn2s FH4H, miR-142 ’ R
B A AN miR-142 £k THm (P<0.05) o HEAERS 2 il 0292011 2091 0.004
24 ZAmBIEILERE WE 2, LTI & 48 037012
N HRZHFIZS 14, miR-142 BEDYIZHAE 24 h, 48 h,
%2 = AMPRIEIETE LS (BRE AE, x+5)
i 1] miR-142 B4 FRPEX IR ZEAd F{H PfE
12h 0.19 £ 0.04 0.20 £ 0.04 021+0.03 0413 0.669
24h 027 £0.08" 046 £0.11 0430.12 5519 0.016
48 h 0.40+0.07" 0.54 £0.05 0.55+0.08 8.666 0.003
72h 0.54+0.08" 0.67+0.05 0.69 +0.04 12.926 0.001
9%h 0.58+0.10" 0.90 0.0 0.82+0.11 21572 <0.001

e T HASEAIEL, =2.68,3.37,4.50,3.99, ¥ P<0.05; T SBAMEXFIRALLER, =3.28, 3.75, 3.48, 7.34, ¥4 P<0.05.

25 =ZmmpEAg R s WER3 ML

20 M RO R R A I O AR, 22 A gt X

T BT BT A 25 2, miR-142 B 4 i (1=6.549, 5.237; 7.724, 8.103, ¥ P<0.05) .
*x3 3AMMIBIEREALR (xx5, 1)
i H miR-142 A4 B L A4 Fi P
TR A 107.83 £3.54" 129.50 £7.29 131.83£6.74 28394 <0.001
R 96.00+5.87" 116.17 £7.39 120.17 £4.36 27.982 <0.001
3 i FHL, miRNA VER ] VZAAAE T LUK By 1k 1

WL LR 20 iR (RB) AR %o LB A= i 42 4
L AR RE S T A B v ELA o DL AR R R
o PR B A HILRD o R o i 48 P AT, I PR L
F RB IRY7 AR B IRER S Sy, H R PsF
I INEEERYT AT WPV BOWLEER
7, (AR —E BN RURONERT () I AAE M,
XTI RB B, TARMERKIA R RA R G
yr B, HIRI RB B TS HOREEE, mAbas
HHBESBUREL T EEER ", P, R
TR A E L2 RRIy Ik BTG
7RI AR T, S RB MTRYT K T Hi

o BE DT RS RNA, 38 5 5 FCA BE R B AN T
PRl S PR R, DT S B A W Th RE e i 1,
R Y, miRNA 2 58 T Z R0 &
AL HEE R, DR T MR IR -
miR-142 /£ 5 miRNA i) — 51, EWENSS T
FFODR B 98 A A KRG B U, 5 85 M o A i 3
B PR AOHBURR A O  IR AT EST Y FR
miR-142-5p VEA Mg ] PR, 38 410 i 5 2
fiff ( focal adhesion kinase, FAK ) Fl1HL i 4 g 4 [ i
( matrix metalloproteinase 9, MMP9 ) {33k, L&
il #L ) PIK3CA MBENREALES 3- % /AKT {55
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B SR ) B R ) IE RS FIMR o ASBITFE S R s

miR-142 7 RB AU h Rk AR T o5 4141, i

RB 21 41 miR-142 KKK, miR-142 A GEAE

MIEILNZ 5 T RB k. AUFFEEVR 278, miR-

142 FR AR AT | IR SR 25 AL Y

RB 414U g/, miR-142 AlRES S T RB M

PEIRAYIG AR ERIE AR AT G, $78 miR-142 ATRES S

T RBEMEIEE.
it —5 Bl miR-142 7€ RB &f T IVEH

A G R % G miR-142 B ) 05 1k WA % A

RB ZHfIkk Y79 BV~ N RERIENE, 45 R B,

miR-142 B 21 40 miR-142 ik Gk T Pk

Xt IR RS AL, U R IR Y79 4

miR-142 FIKERETHE, W AR,

T BIPERT IR FI2s 40, 24, 48, 72 M196 h

I miR-142 HE 2L 20 40 L' B A (AR, 36

] miR-142 Al RES5 AL TE A5G, TER PRI s

20 ML I BFE PR I . AT AR R, A

miR-142 Fik Al g s/ D AR PR ZE
L5 TR, RB A2 P miR-142 Fk AT,

HE RS | MR AM L A ¢, L

miR-142 KA Y79 A0MIE5E . LA AR ZERE
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