2545 1Y ARk Vol. 25, No. 1
201341 H Chinese Bulletin of Life Sciences Jan., 2013

XE/HS: 1004-0374(2013)01-0054-04

MicroRNAs 5 & 7% KiF
BN, & W, g oE*

(R LR B4 0t, B 650500)

#  FE . & ARIUN (Parkinson's disease, PD) & Ik 22 57 22 L)1 fie i 48 Jo R AT M /> (1) 1 20 3B AT PR 5
HRWHURMATE R . HRTeRM, o JSE A, Parkin 55N 5R%A8, DUSIREE 2. ZobiiAdis 5
SARIA . MicroRNAs f& /N F BEEG IS RNA, Sl 55 AT AT R Ik, EMZ i/t 345
AT R TEEAE . 45948 7 microRNAs 5 PD (A5G, IH400T T microRNAs 76 PD 45 B A= 20 F A (i 72
KHEIR : AR N ;5 microRNAs 5 o- AL E

hESES : Q522; R742.5 XEkFRERD : A

MicroRNAs and Parkinson's disease
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Abstract: The Parkinson's disease (PD) is the neuronal degenerative disorder characterized by the progressive loss
of dopaminergic neuron in substantia nigra of midbrain. The exact molecular mechanism is not yet clear. The studies
showed that mutations of a-synuclein gene and Parkin gene, environmental toxins, as well as mitochondrial damage
were related to PD. MicroRNAs are small non-coding RNAs that regulate gene expression through post-
transcriptional regulation and play roles in the neuron differentiation, proliferation and apoptosis. The microRNAs

with PD correlation, and analysis of the role of microRNAs in thepathophysiological process in PD were reviewed.
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1.1 PHERKRK

1 4= A% [CJ% (Parkinson’s disease, PD) /& 1 & 4F
WL AN RGBT, T EER F R
B, 123 IR Z AL ARG A5 o HOR BRI
Jlii BB S50 (X 22 % (dopamine, DA) AEAPIZE JCHEAT
PR D, Forh Bk B AR 20 o0 1 R P H T TR A
A (Lewy /MA ) Fl o- FoAz i F e B HERL . RS AR G
I3 1) DRLRUA I AL H i g AN 4, AH S s DR 3R
WEERZ A7 K. BT iFFiR ] : microRNAs 517 %
PIR IR AR EA IS, Hp4ds PD,
1.2 MicroRNAs (MiRNAs)

MicroRNAs (MiRNAs) & — 2R ELAZ 4= NI I
(RN 1 5k RNA, KN 18~25 nt, dfiid 5 HEAE

mRNA 3" {EZ b DR e IS BT, fefg 5 1k
A mRNA ) B fift OB 4000, AT R 5 PR gk AT 4%
SKIGRIB . B RIS B RIS miRNA
FIRBI LK, 71 e b A5 B e 255k,
TSN FEY . 993 BE S A0 2 ) 5 5 08 oK ZY
1.8 JTZ % miRNAs. MiRNAs K &%, 45 ) faj 5.,
540 10 53 A SR 3B AT PRI (1) R A e B DA
Ky FERSAE ML RGN MR B
BT,

LR, miRNA LAY i e v
St RNA B4 1T (Pol 11 ) e st A= il & A 2%
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REERE [K14914% miRNA (primary miRNA, pri-miRNA)",
Pri-miRNA H{ Drosha [ &b # A% 20/ 1 miRNA Fij {4
(recursor miRNA, pre-miRNA) J5, {F exportin-5 {f
FH R 41 f i e 20 4 o sch 1, B JS i Dicer B
PIEIIN T K2 22 nt ) miRNA XU 44 (duplex)™s
SUBEAR (1 Th BE BEE N miRNA 155 5 11T 2R &2 4 14
(miRNA-induced silencing complex, miRISC) 7,
T B AH BAE R 5 2 A YRR 11 3
AEBNIFIX. (3'untranslated regions, 3' UTRs), X1 mRNA
BEAT IR M. BiE miRNAs HFIURN, BRI )
WF5T 45 WL, miRNAs 5507 4 AR 45 2 Fl i 2038
AP EBIAT K

2 MiRNAs{ERHIBFIAE KRR

2.1 MiRNAsfle- £ ERER

a- JEALE 7E PD R HLEE o 2 A AR
o- IR AR LS FEM AL IT R AR E R 2 2
feRem A st r:, S8 PD FE R Y. o St
Bt RS a- oA IR R 2 19 n PD
(KR W5 . W50 R I, miR-7%" I miR-153%" Ty
W o- A E AW RIEIK . miR-7 W N a-
S A RIE R BT AN ORI 28 TTAE TS, miR-
153 A f& A% 1- 3% -4- 2K 3 -1,2,3,6- DY & ik e
(1-methyl-4-phenyl-1,2,3,6-tetrahydropyridine,
MPTP) it 3 B 1) o- % 8 9 e el ik vl W,
miRNAs 77 o- FoA% 8 B R EK 00 2
RefP £ JuAr s, 5 PD R UIAH G, L,
RAED PD VRIT MW FERE AL A1, miRNAs 77 a-
R E BT IED, A PD R 5 11l
B R — 0T
2.2 MiRNAsFIROS

15 PE4E 7% (reactive oxygen species, ROS) /& Ca™
T G 2R RGN R A O M AR
IRVHFBR . W . MR, ROS 4 nsl
ALY A Ca™ iR, TGS 2 IR 2 A6 5 Hih 4
DA kR4 PR A M A T M. ROS B8 I A £k ki
AW LIEE T B AR PD i HL il ok 35 2
YE I, A5 PD /) Bl AR Y oh v 56 5 48010 40 504K g
(superoxide dismutase, SOD) 214 v] LLI 4% PD /)
LRI ER AR 4L, 1), 76 PD BRI, AV A% L S
/NI BTA P miR-133b, miR-34b fll miR-34c %
KR e BB Ak, AR 4r A1) SHSY-5Y 4i i i B
miR-34b, miR-34c, R LRATIRENAE. ik
NG AR BT M BTLRL, miRNAs 541

FL PRI A0 N 84 K PD (1 A 35 DA 5
2.3 MiRNASTEHEZ RFHHIFRIE

7£ Sanger H0 A T, CA K B AN [H P
1) 1.8 J7 Z Bl miRNAs, ILrf 2 109 Fiohg AJs, HK
W fE A ik Rk, FEWA R, KRAF
20%~40% miRNAs 55k B AHR ; FEE5 % miRNAs
BRI B 2R B R, Rk s R B AR,
HE TR I R E . AR U R B R
miRNAs )R IE WA —E R Pk ; A 240 il o1k
AR, TR ) miRNAs 5% GE A U (1 %
ik U, S B A Y miRNAs BEIEPR [ T 20, b
2 24 1) miRNAs v fE 5241 04k phes
(R 20 T 25 R0 280 B DL S 5 file 1) w98 M4 G
HH, WIS E G, —2% miRNAs {776 T
BB A 10 2 AR AR R . AT L, miRNAs
) U 45 Th i B A ik DRRS £ 2 0K 1% 80 128 )5 R 4 HL
%IJ [16]O
2.4 MiRNASTEIAE FRECE P HIRIE

XF PD 5 AR 2H 23RN IE 35 41 23 11) )5 miRNAs 4T
[ 5 PCR, 4R 5 40 Hf miRNAs &k 5ol Hop
224 > miRNAs FJ & 7, pre-miR7-2. -99a. -130.
-133b.-136.-224. -143 DL} pre-let7a-1 {5l & 4o
EEH LA, pre-miR-133b 75 PD JiiAr 2H 41
()35 FBE T 83.3% LA Eo Hofh JLFh£E v i % ik
KPR i BT /8 miRNAs, 78 PD 4140 78 RAEFRIA,
1 pre-miR-218-2, -15b, -101-1. -107. -335. -345"",
F S, pre-miR-132 7 PD i A2 I 41 21 3k B T
70 245 ", [AFE, miR-196a2"" Fil miR-4332" 1 5
PD #YJ A0 . 4R, miRNAs K n] g2 i T
Wi % B i BE P 28 o0 JE AT P ek b il I, X e
miRNAs Wi 2 5 PD &k it #2 e  fr Tilk— 20
W
25 MHERKFFERERATHHIER

76 PD i B AR B R v, s e sk A T
YEH], DI-1 BRI 4% 5% o 4 S Uk v PD 556 BY,
FE AR 7 Thor, RIS [R5 7L 3h ) SUAZ L 46
F 4E- 455 5 [ (4E binding protein, 4E-BP), 7K
5 PD A7 K fE SR S5, i IR 4E-BP KIAK N,
T & #0055 Parkin 1 PINK1 & F 5 4% 7 8 PD 91
J 2% M REAR TR T PR, T HL 4E-BP T
A DL B 75 2 FR I 2(leucine rich repeat kinase-2,
LRRK2) 1 & P 58 48 pr f ) ®2 55 A o 5 26 1,
LRRK2 H A i1k 4E-BP (1] T37/T46 fo7 S I1EH],
X AE 5 2 B A Sl 2 00 T RE I 4 B 55 00 A
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o¢ B, kb, LRRK 3 HAT 1T miRNAs Fik (K1
FI B, X RS R W S R S PD S UIAH G
2.6 MiRNAsTNZ BERZgeHETAE

Z M Re & uii /b & PD KRR OCHE, XA
A MARERVR T SR T AR IR Y. PR R
miRNAs 7 ) T- #0128 Jo UK B 28 TG I A2 A7 Aoy
T, AHANIE A28 BV 40 B 0 S B B0 R ph
JE AT FE T, miR-124 775 41 o 48 5 ek i i
TR Sl K. miR-124 ) F 3% 50 T RhoGTP
Pl 5 I 1 U7 0 L 4 284 BB 1) 42 (cell division cycle
protein 42, Cdc42) Fl Racl, 73 ZH 8ok P 1) Cdc42 Fi
Racl 7] DL miRNAs (1) it #f 28 5 fiok A= K AE H
H P miRNAs &l i Z SR e T Ra & E 1
(polypyrimidine tract-binding protein 1, PTBP1) 5% i
Cded2 [k BPEBT U HE B [AAE, miR-9 AEAs
A A1 55 7 00 TG 40 1 53 4k il 28 S0 R e Jo 4 i )
Lel, Zhao %5 % K IHL i 27 L 17 IR Jii P9 4+ A miR-9
IR T & TTREET 1

Dicer ff /£ miRNAs A=) & il H A7 5 22 1) 4F
o Kim %5 U ZEARANRE F2 IR NI 41 i (embryonic
stem cell, ES 41 ffl ) 7tk % 2 CZREAN & e iX — it
R, ] Dicer B & Bl n] { miRNAs 58 4 6k 2K,
ES 41 Jid 73 4k 1% 2 2 % BE A 28 JC Blp 28O0 2 .
Dicer M il 2K 3 00 WO G40 e ge T, JF B4l
TaM M, FEKEZ DIKREMA IR, o,
/N YR miRNAs fig i e 3F Dicer Jif 525k 1) %2 B % fg
e " AR, Rk Dicer 33U fiK
NJRTR ST . Dicer 2k 5 25 Hp i A s 2 iR R
A S P 40 i ) L0 2, I BT A 1 8 40 1 R
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M P E kAT WL, miRNAs 7650 i 2 B A
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Cuellar 25 P s DhilfE T £ CUREBE A4 Dicer
FE DR R B /N BRI, AR R /DR T R B AT,
A HA A PD AR I, it DNA 24 Bl
A (southern blot) SZ4 A B, 7E 10~12 J& 1] 1% & /)N
BUBT SO A 28 55, miR-124a, miR-132 F1 miR-
134 FE3R W] Wik, 45 i) miR-124a 7R BT SCIRAA
[F2ILIT 90% M A, th T B 8CiR A& Dicer [ (1)
B, ST E miRNAs £k, Mimigst 7
PD [k JE. {EMiFL s P ph 4 o, miR-124 41
JEph 4 ouFE N FRIE, M S 2 A P miR-
124 B 760 (1) 8 1k AR A B R AR, I8
i b B A R E Y miRNAs 22—, /2 iR %] 3'UTR

it miRNAs H1 85 2 il o 2 — B2

CL %N miR-133b 71 H il 2 [ i B A 28 04 5 R
ik, 7F PD T B2 5 X miR-133b f ik H s, G
miR-133b [} IEREAPH], )T 3 Pitx3 GRS T
i R IR AL AN 22 2 e i AR T A B 5 5 1Y,
X —HFFEIF B T miR-133b 78 1 i 2 [l BE #0450
(M . Wang 25 B Xt 729 AN 4 8% S 2 P I
1 089 {7 10F1 4 AR 5 F0 1165 A7 JF r1 4 A A A4 (1) 1F
SR, A 44l i A= K IR 20 (fibroblast growth
factor, FGF20) mRNA 3'UTR ¥fit miR-433 &4 47 s ik
Jn] T EFGF20 X£iA M0, I HERIA a-synuclein
FEIRB N, 2 9 miR-433 w] LA LT FGF20 Kk,
M PD (1) & A UK o

3 R4

ns

Zi BTk, miRNAs 752 EZRERIZ TT I /0 4E
Bagg . W R E EEEH, S5MERmNK
AL RIEEYIMIIC. HE A UL, miRNAs £ PD 1
(1 s Ok 2. T PD B R IR ML 2 %
P, LA miRNAs [ 26 35 8 52 2 B IR 7 (1 38 15,
miRNAs QA5+ PD &9 (1 40 OG5 1 BEAT 715 B 757
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fai s, wHAHG Wik, W HESY PD KA
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