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Abstract

¢ Retinoblastoma (RB) is the most common intraocular
malignancy of children with extremely poor prognosis.
MicroRNAs are small non-coding single-stranded RNAs
in eukaryotic cells, which regulate the expression of gene
by mRNA degradation or translation inhibition.
MicroRNAs, acting as oncogenes or tumor suppressor
genes, are associated with the
development of RB directly, which is vital for the early
diagnosis and clinical targeted therapy of RB. This review

occurrence and

summarized the expression of microRNAs in RB and the
related mechanism.
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P R 4 B2 8 ( retinoblastoma, RB) 222 4h L & & WL AY
R P SEPE B TS 9025 . MicroRNAs J& —B1E0E T B A%

At FP B AF S B BALUE /N2> 7 RNA S8 3 X% mRNA () % fige
FIBHIFN b 5 42 5L P #6535 . MicroRNAs AE Shy 98 35 PR &l
FEFH L AT HES S RB R4 L, IEFE RB B2
WA R Ay T B AR, A SC R B XAk
RB "' microRNAs [ ZRINE 0L LA K A RB JE B 09 4E H
ML A7 647 AT 28k

KA : microRNAs ; P X IR 40 8 5 e FE A 5 9 L
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SI R v, RS ATl R 45, MicroRNAs 710 9 JIE £ 41 fifd 38
FIBFSB . [ PRER B 423 2014514 (11) :1995-1998
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BEA ' microRNAs ( miRNAs ) AH 2% 75 HR 5 2H 21
TR BLARIE AR IE IR AR B I 5 AT Ay sk e 2H 21
(A SR RE S AL A3 BE Al DR UE 25 ZH 2L D B Y T A 4%
R, miRNAs 8 58 2238 5 BRI 19 & AR & DIAH O, an
LI I B 21 9988 ( retinoblastoma, RB) o 3T 4F 3 [E N 4 7E
miRNAs 7£ RB BAE AT 98 75 T & A A D R il Rg s
RB BIRYT A R G, AR SO0 I A — B2 |
1 MicroRNAs i 4 B F14E B

MicroRNAs (miRNAs ) J&—2 V2 A7 76T sh¥) ALY A
TRTET K2 18 ~ 24nt AYFEE ARG 5 T IR RNA 207,
IELAAPE DL 208 DU sk PR S50 XA A T A M Ak PR 2
W PABETTIA RNA (pre—miRNA ) H1 45 T3 R 0] B X 49 4%
HRRFIN LT B, N 70 ~ 90 AN Ik K/ &R RESS
¥, AT 28 Dicer BE5T VTN TIE /8 miRNAs, J8#4 ) miRNAs
A5 A0 5T P A KA TR 145 B T2 RNA 53 1T
A% ( RNA —induced silencing complex, RISC) , RISC A i
MIEEEE L N mRNA /9 3° 3 45 X (3’ —untranslational
region, 3'UTR) , il & #L )7 51 5 53 M 45 &, 400 1 =X % i
mRNA | DTS5 BT 5 PR 35K 09 1 i 4, 2 5 8 4t i
KR MR T % B A MIRNAs B3R5 R
A LR S B I MR A DR ST I DR AERE o
Je KV R A Y Rk, 2 5 T 4R R A A
IR AN A A KR A TIAER . MIRNAs 28
7l S F IR ] L R A0 R Y oAk BB AIBE T, A
] AE SR A oA As . IR, miRNAs /B A A &
(53 P T BR LA IR 43 5 2 RN W S )R
RS .
2 100 ) B £ 44 P 928

A0 1 FRRE 21 fifd 83 ( retinoblastoma, RB) & —Fh i IH T
L R AR P A 2 A L ) SR P e g, 2R ) L o L 1 i
R R P g ot 2R 4l L4 R Y 3% , 4 il
FLRIRFARLI N 1:20000 , & 9% JC Rl s bk 5 22 550
T3 AR RB (1 & L 5 RB1 &5 07 B 1 ik 254
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5. RB 43 by i £ R R0 Al st 4% 8 0 R 2R A0 s 45 A 1Y
RB1 %50 3 [H 2848 4 % T A FE A0, 2915 40% , Hoh &
85% FBIL A AR 2 k14, & A6 7 (O AHT B JL#) 12 A
W) s AR AE T RB1 540 3 PR 28 48 DAK A ol 3, 20 oy
60% , PRER U A 3, KT AE IR R 24 HIE™ . RB I
PRFEILUA I BEAE ARV 32, Bl B AL T R & R iR IR T
s HATE PR L0 S EIRIT, A B EER AR E R
A5 99% .,
3 MiRNAs 7EEREBRY R X

MiRNAs | ¥Z 534 T4 Fh BAZ A 21 4n g v, H Rk B
B 5% MiRNAs 7EBR AL M AT ik 6
Je A VA S OBR  AA  AE B R R A A
MiRNAs £ 1E 5 P05 S R S P 3R ) 4l miR-23a,
miR-29, miR - 107, miR-124, miR-7, let—7d, miR - 135a,
miR—-135b, miR-143 , miR-200b LA &% miR-206 %5, #f %
WFFEIESE , 72 B AF /N A I I 22 /07 78 Fh miRNAs %35,
Hod 21 b miRNAs 245555 %357 ) Karali 255 7R & 3
AT /N B DO RS 22 I Rz il R AR | A RS AR A00 D) £, 2 I
B¢ miRNAs 193835 FEWF R L IH 597 i miRNAs H A
200 £ i 5 R Ik, A db R AR PG T BB A 4 0T 5
AR

MiRNAs 7E g vt [R] 4 2 A7 21 ZURE S AS [m] i 9
41 miRNAs HA ARFIAYF LIS, ARSHEE SR o
HRPE miRNAs 11 T) 58 43 o0 W0 28, — 28 g 3 IRLAPE T )
miRNAs, 7EIE & HEAURFRIA , 78 RB im 335, W1 miRNA -
17 ~92 ZHEM " miR-373"7 45 5 55 —J g 3 RV
i) miRNAs , 75 1EH AR IA 78 RB HREETE, U let-7""
miR-22"" 45 SRR,
3.1 EERE S miRNAs
3.1.1 MiR-17 ~ 92 EE#% MiR-17 ~ 92 FEH#EENr
FTAY AR 13q31-q32 L, (i T Cl130r25 A, MiR-
17 ~92 FLH A A5 & R TR, 4351 /& miR-106a-363
Fl miR-106b-25 FEH &, 76 W 4FE /N R AT A2 RB 1,
miR-17 ~ 92 FER R 2 5 ik, JF @it ¥ 0 RB 241 f 3
BEARLE BRI A SRR, miR—-17 ~ 92 FEHFEAY K
TG AT/ N B RB JE AL, - HALUTER miR-17/20a(miR-17 ~
92 FEPHIER IR ) Al p53 FTFEAR A RB 4 A 7FRE S
O’Donnell 251758 o W5 SHIRFHEAN S miR-17 ~92 LA
Ik R HE TR c—mye 1755 00 UK 08 R A, B
miR-17 ~92 FJERE MRS TR 0 & 4 . FEARTR
AR EL R 4TI P miR—17 ~ 92 LR {2 dE A -2 11 Bim
AL P21 M ERE IR W, SR I F E2F A
AV A A AR O TR miR-17 ~ 92 FEFE AR A
A DL ESR LR A R miR-17 ~92 R %]
I 2 0 Aok 1 400 98 3 R0 R 240 ] S 0 4 3 PR 1) 2 8 i
RB B4 KRR,
3.1.2 MiR-373 MiR-373 J& T miR-71 ~373 & —
ST ABEAAR 19q13. 42, 7EAZEIE & LM BRI RB 21
LRI & B miR-373 AR IAME I T 1E # 0 ) R 2 20
) 4 F5 (HHAE RB H A9 VE FMLE] M A I8 . MiR-373
FE A R v B BOEAE AL AR, miR-373 3 i3 B
Wr p53 18 2 5 N 52 AU AR B 40 o 4 A e R o

1996

I 41 ) AR A ) R TR JR 4 2 (large tumor suppressor
homolog 2,LATS2) ,Z 5 N\ &4 8 098 WL, fe #F & 45 s 40
Mg FRTRIA Y miR—-373 A #E [ VP 3R D i R
F I PR R IR R & A R MG %
PItHSE

3.1.3 MiR-376a MiR-376 K& fi T A 14 5 Y (o ik
1432 X3k , & miR-376 K% ( miR-376a, miR-376b Fl
miR-c) 51 2 — , HANFER & caspase-3, caspase-3 J&T
caspase ZJ , caspase Z A2 FH — 2 45 44 FH OC (1 ~F Dk 2 R
HEHBEH A, 497 caspase S5 T 0 T A9 A [E] B
B, HH caspase-3 JEANMIIH o A B A AT E Z—,
Zhang E R K 4 = A L Al (ATO) i T miR-376a #
KRS LI A caspase—3 & (/K THE, dE i i% 5
RB A T ; miR-376 7E i &A1, RB 40/ 12 %
FRRAR IRA A R B = L 0 (ATO) ZE AR AT 3 i
1755 HXO-RB,, 4 i 8 1308 2400 i FL 34 58 (9 /6, L 1
HIVEFITTREY caspase—3 S0F SR I S 7 3R | ol i )
PR R A2 7 AT A e o R v e B A AT T
7750, 1 miR-376a AL K caspase—3 3G J5 W Al 75 &
YRR T, T BIPTPIRE A AE A . B, miR-376a £ 1]
HER A RB VG YT 1E caspase—3 BYYH T4 A 5 B ) 1)
AR

3.1.4 MiR-181b MiR-181 K %145 miR-18la, miR -
181b, miR-181c 1 miR-181d, miR—-181b & HH— b1,
FWFFEAE RB 40H P %58 1 46 M EVE S MR Rk 22504
1o TEH A5 2 £5 79 miRNAs, Hir 10 #(miR-181b, miR-
647, miR-30c-2, miR-181d, miR-125a-3p, miR—-34c-3p,
miR-220b, miR-524-5p, miR-491-3p Fl miR-497) %%
R AT 7E B B U T BY miRNAs ( hypoxia — regulated
miRNAs, HRMs) , Hi 2L miR-181b 1) _F il 22 5kl i
FH T2 & B miR - 181b 10 i 55 e %
il RB 40358 , $2 R A5 S miR-181b makik, kK%
FERlm I VR (R RB 40 M A . B 9 TE S A bk
I ECL 20 A L 0 g T RN A AR A
Jer miR-181b 22 5 #3k , FL7E §i 41 A 98 wh 40 ol 240 e 0
TZ, RS MFLIRE T miR-181b kA b & id i %
H M 175 5 A F (hypoxia inducible factor, HIF) #1]5%
S AR R 4 T B9 miRNA™ S Ft, 7E RB H miR -
181b FIHI 7 A9 7E FHALH LA K miR-181b 5 B4 15 S AL
PR SRR T B — S 1],

3.2 MEEES miRNAs

3.2.1 Let-7 Kk  Let-7 ZJIERA N AL & I BF5E
) IZ ) miRNAs 22— 38— G205 i 03 & BT 75 T ot
FFEH(C. elegans) ™, A let-7 KM KZ &N T
9,11,22 Ytk I A A 12 4 (let-Ta—1,let-Ta-2,
let—7a-3,let-7b,let-7c¢c,let-7d,let-7e,let—=7f{-1,let-7f-2,
let-7g,let-7i Al miR-98) """ | HA & & <F o | if 3k
LGN M B S P, BB 8 UR 5 A0 e A 1 5 RN 43 4R 1 B
PR IR AL B L, let -7 KEAE RB 2
K33k, 5 HMGA2 (9335 LA K RB 20 Jifd i 38 4 52 17 AH 56
PE L Let—7 i8] F A 2 J5E 2E ) Ras™ Al c—myc" ™
BTk, il g i & AR R R



Int Eye Sci, Vol. 14, No.11, Nov. 2014 wWww. ies. net. cn
Tel :029-82245172 82210956 Email . 1JO. 2000 @163. com

3.2.2 MiR-34a MiR-34a i T 1q36.23,5 miR-34b Hl
miR34c JE[RIPAIER . MiR-34a A0 5L N J2 i B8 R i 4R
1 B1(high mobility group protein B1, HMGB1) , H. miR-34a T
¥ HMGB1 (933577 . HMGB1 & —Fh 5 2 R i i & 4=
KIRAEYIRANAEHLE A DNA 455 E A, E MM
— b EL AT B R SO T ) M A AR e T, LA (R R A e
AW CEWE) BERD Y g AR sE Rz —
BT VR B R 46 i A1 1 ek 20 Ji 9 A 00 MiR-34a 15
—Fhim g S K FE RB AR R XY UL ERE B Liu
SR miR -34a 55 235 T I HMGB1 A9 &3k, Ml T
RB 4 jfd [ Wi, ifii 530l 3 Wik v] 3458 16 )7 X RB 4 i
DNA By 05 , HH IR S A7 BOROR . 5 #iE , e 2 A
p53 AI 7E BT (AN M BRI ) 0% miR-34a, BT
B miR -34a XA BT pS3 i S 40 M T, Tl B M sk
2T T pS3 A A T 4N A R B A T S e e
HLHITE Gl B OGN, b e, I R T LA A A pS3 TG fk 5
(40 nutlin-3) #JF miR-34a, #E1M# i miR-43a—HMGBI
WARTERE B RBIRIT 15k
3.2.3 MiR-145 MiR-145 E{F 5¢32, K 2y 4. 09kb, j&
— b ELAG s 4/ B miRNA™ . MiR-145 7E45 1 %
S FLARIR 5 R AR B B A S e R 2l SRR AT
HRETEIESE c-Mye™  KRA™ BNIP3'“ 1 EGFR"™ %14
7 miR—145 f#EIE . miR—145 55 %0 35 AR |, BE A 40
i ) 100, A T B R A0 R T, R S R o 2 IR A
FH™ . 76 RB 418 & Y79 S A miR-145 #M# )5, & B
20 B 54 7 4 ) A AN R TR G Y X S A A
FAHLEIAEYY 4, AT HEI miR - 145 76 RB V78 19 410 98
HHA
3.2.4 MIR-183 MiR - 183 %% & i T N2 Yt (o 1k
7¢32,miR-183 J&H KM H1 Z — (miR-96 , miR-182 #ll
miR-183) | Wang 25" BB E miR—183 AL
LRP6 , H X} LRP6 St 47 . 1% 58 41 [Al i & 3 miR -
183 7E RB AL ALK IA , M miR - 183 {5 R kAT,
RB 20 345E (22 RN RSN, 17 3% LRP6 J5 miR-183
XF RB 4 A4 300 i £ 4 2 H6 31 . MR - 183 £y 1 i
AR R PR, ARG 2 T 1 B AR N B 8 Y i R
. ik, MiR-183—LRP6 HlifF A Hr & L ()3 4 X RB
HIBIE S8 FITR T SR HEHT I D7 L R AR
41 RE

&4 Mk IREBA LR B & B _E E AP miRNAs il i 4%
FIBLA WA R A BRAS . BEE AMTTX) miRNAs 7 RB
R R MR B PR B AEITRA , miRNAs A~
A EEAER RB MR &4, 30 FT ReAE R e A= Wi y7 i
SRR E R 25 Y, 9 RB B TR I R 12 W T
WAIT BT AL
S % 3k
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