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MRNA ZEE S R EF PN EXERFENTRERE

eHik, KT
(3T 3 o B 2 e

SR SRR R, LIRS T, Ll 200025)

ME: miRNA B—Rp 7T RKEN 20~24 M RGN RNA, Gl H 758 53¢ 5 K 9842 50 22 DA e At a8 0 o 8 3. BB Ak I
TR RA BTG RS E BT, T A T LR AR Ml 72 0k, OB A B AR 4% 0 5 A g Al B A 4R
i, 25 AS0ERMEEMER, B2 0IESR 7R miRNA A SRERTREEZEMEN, CHEFHTE AN
miRNA T [ B G B2 X # A A5 T84 B AT 52 o S A — 2334

XEIR: WM/ RNA; BEF; B3 0%R
hESES: R392.11 XEKFRERG: A

1993 4 Lee fEWF 3T 75 1R B AT 2k B2 (Caenorhab-
ditis elegans) B} B3 T % —4> miRNA lin-4, miRNA
lind NG E A, MRUAT2EAN TS H
PR mRNA lin-14 1 3% 9 57 1 DX 48 B 7F ok
PRI A Rk, RA T lin-14 & A
AL UMHEELRNET. 24, BREZH
miRNA # % #, miRNA #8515 52 81 5 £
K. MR miRNA 2 —MKEH 20~24 MK
TR By RNA, S F fh ik 72 v AR e O/ <7 1 IF 2
b RNA, 38 5 7E % 55 J5 7K T 18 45 308 J5E DR 1 I e s
1] 3

FI B e e 2 T H B PUAR R (B0 [ B St
T 20 Yot B S ot 2T 3 5 2H 2 R0 40 1) i 2
MU RN RE AT . 2H 2R 0 G s A B iR 2 B e
PE B A FLRRE Z —, X — W R 5k
THVEHI B OIAR G . Fafb A ¥ RE 0 I 5] Rk B kA
TR e AN, 7E JRE BV 1 5 AR M 200 ik 1) K
S, R e Y A R

VT AR F 58 & P miRNA 5 1k N 7 5 # 1k
W72k 2k, £ miRNA % 4 b 7 ik
FrVRE . DNITTXT H B S e 10 A Je ke 31— 7 1Y)
PHEER

1  miRNA

1.1 miRNAMIER A miRNA Z2—MKE

Wi BHEI: 2017-09-16

ELWH: BERARMERSE(B81373208; 81771731)

EHERN: & PBKkA991—), &, WitA, FENFREHATESA
B e i ot

BEIEE . BRI (E-mail: guangjie_chen@163. com)

XEHS: 1001-2478(2019)03-0226-05

N 20~24 MR/ RNA, S 76981k i A X
PSP AE4 S RNA, miRNA F 35 i RNA B4
fitf NIV miRNA 3L 24 DNA §% 5200k, ¥ i
X4 ) B miRNA (pri-miRNA) . 4R J5 7 56 1
pri-miRNA 7€ 41 it #% N 8% % b5 #% R i Drosha #il
RNA 54 #11 DGCRS Pl B K2 70 nt BT
miRNA(premiRNA) ., premiRNA 5 #% i ) &
M Exportin 5 45 &, #AJ5 — 2 A 3k A 40 il i
dhtL FE N M B R, pre-miRNA B A% RS ¥ iR
Dicer YJ it iy 1 SC#E 1 R XHE 45 & 78 — & 1Y WL
miRNA", i Hf— 48 &8 RNA i SUTIRE &
RISC) i 1k
o AGOL Frif ), JF#E A ZFf & 1B e
RISC #157, foh H miRNA I & #E I fig

1.2 miRNA BYER#LEl 785 RISC 254 1 i
miRNA 5] 5 F, RISC £&454 #4¢ € ) mRNA
s DT AR R 2R KK TR, miRNA i [q)
A R AR WL R E A S R — R DU G
BAK K miRNA 454 %] mRNA [, {ff RISC K114
FIE mRNA |- BEAS A% 05K 0 B0 355 59 — P2 DL E
JEH A miIRNA 454 % mRNA E, Jii# mRNA
F A% B0 A Ak mRINA s Bl R A

2 BURFMELETFZME

2.1 BURERTF BN E—H/NX 01 B
(8 000~12 000) & H it . Jm 20 Md [N 5~ Z e o o —
ERT G 28 H A I 32 Mol 205 1 B2 . B Ak A 7
ELHEE S5 120 0 A1) o A Wk 40 Y A 2 4 L 4 9
G AL W RAE BN I A H R AZ AR

& (RNA-induced silencing complex,
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LA TSR 4 ARSI B R AR
(C). M N NGHER, 55 1.3 & i = 6 s
2.4 P RE R Z B A8 i — > s, XA R T
25 () G5 R BT B . MR 0 A 2 DR AR 5 1 AR
) FILTR 7 P AL e, R Tk 4 Fpk
B, B CC(R-#atkH+). CXClaitatb A ¥F). XC
(S HafbHE T . CX3C(y-#afeH 7,

2.2 BUEFZE BN TFZERE 7 RKEBEZ
TR s DR T AR A o XA [ 10 R 7 e 43 1 4 201, P
CCR.CXCR.XCR #i1 CX3CR"*,

3 miRNA 7 B & & fm Xt L E ARy

B G0 1 9 50 67 8 A R o R M 4 i 1)
R, K — I G R o s AN A7 B8 1k R 1 i 45
K., CHZIHREY, miRNA f£Z R A & f
P F T I A 2 B bR AR AR P e
3.1 RA  RA JZUMS M UE AT 4 OG0 I B DL S ey
OB IR R AR B S ETE A B e pE e . 2R R
P20 3 0 3] 0GR R RAY 5 20 R
z—.

AR AIAE RA H1, miR-155 84838 i I
A R T 0 A DR 32 R 1 2 3k of R4 B 4 i
fiERs- . CCL3,CCL4,CCL5 il CCL8 X 4 % 4
WA b W 51 PE, B8 R 5E E1 4 B R A R .
CCR2 5 CCL2 45 & J5 ¢ 5 M A 5 50 4% 40 i 1)
b, 25 i 4 M AE 208 AL R . CCR7 &5
CCL19.CCL21 254 . itk B4 T 400, Hl¥%
DC e, 25 T 40 M 2050 8 ik E 28 5 1 3 5 A
iZ%; . Elmesmari 22 B33 45 1 miR-155 7€ 8 4% 40
Ji 4 DLECS RA 6 3 BE (9 I DR 48 bk 22 [a] £ 6 AR
SRAYAEEM:, miR-155 76 RA B #H ik A, il
# CCL3, CCL4, CCL5 fI CCLS ®y /= 4., I
CCR7 Wy ik, T4 CCR2 ik, H I, miR-
155 3 3o 4 il A PR 1) 7 A R 4R M e b R 7 22
PR IR R PR RA R OG0 1 5 v 48 M 4 B 1) 41
SR

miR-23a ] & 5 240 04 87 Wk AR R E 1) &
J& ., Hu Z 58 & 9 miR-23a £ RA B H 161
WEHLD P RIETM, HEEYS IKKo EREE
AL, HE— L IKK- & miR-23a 1 1
LML, miR-23a 3@ i 8 10) TK Ko $04) 1L-17 75
S0 NF-B 1300 FULFRR 50 A TR ik,
1L-6 . B 40 i #4161 1 (monocyte chemoattrac-

tant protein 1, MCP-1) fl i £ B & H ¥ 3
(matrix metalloproteinase 3, MMP-3), MCP-1
Bifn 4k CCLZ, MMP-3 W B 42 i 35 55 % % %,
I e A1 i B v ) | B
PR 5 ) PP PR A M RciE . P e miR-23a WT AR
N RAGRIT I — IR A

miR-221 J& — 7 75 Jif 96 Hh 98 45 20 i 3 4 L 4 2%
RIAT-M miRNA, Yang % KB AE RA B 1
L3S FIHE I 4 20 b miR-221 f9 36 3k b e A5,
T miR-221 3Rk W] 5 3 10 i 1k ¥ CXCL16
B Is, I H#d VEGF .MMP-3 fl MMP-9 )%
ik, CXCL16 ml &k T 40 . NK 40 g #9 i # .
MMP-3 ] figJ& MMP-9 iz 45 2% 19 3006 7. MMP-9
At MR A I I RS . U, miR-221 A i
AR AL A 410 1) O T T M v RS 2T £ A 2 A Y ) Y
FEFNRZE . WA RA MR YT $ AL A

HATE A RA R 00 8 15 R0 21 24 20 e &0 J4) 1t
TR AN A T 20 b 3Rk R A BUE Y miRNA A
miR-155, miR-23a, miR-23b, miR-221, miR-146a,
miR-16, miR-203, miR-124a, miR-346 , miR-223 #l
miR-34a % I, T KA A miRNA 804
LR E UUER Y miRNA SR E A KA AT/E S RA B
IRIT KBS . miRNA 28 RA BB 2 B ARG T
T LY
3.2 SLE SLE & —M&E i md A 5 %
. LU Z R A B BT O FRAE. SLE B % Ml
R B R B A S PR E B R M B A Y
FETEFNIG AL . B 4l Jf 09 1% Ak FUAE 35 A T T 40 i
BT, BERMNME B MBI HES T 460 %
WA K.

7£ SLE % . Zhao % % Bl miR-125a ()
FEIRFEAE, HAHREN KLFI3 BFRATHE . ¥ miR-
125a S Ak H SLE 8 (9 T 40 )1 b fig 0% B A%
KLFI13 W35, DTS2 fif 22 3K T i 9 35 35 AL 1E
W T a4l 2B 5 0 btk A+ (regulated on ac-
tivation, normal T-cell expressed and secreted,
RANTES)., RANTES i CC WHKEELEF,
Beaw 4 CCLS, & 4k imi i 55 % T 48 Jf (% 33005 1
M. X—#F5E 4 RE R miR-125a 25 SLE ) &
. I AT g I TE R IT RE A

Dominguezgutierrez 28I BB, S A
ML, SLE B CCL2.CXCL10 fl STATI f7K
Y TR, fH SLE SR #F A miR-146a 7K 5 fi
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FRAMEA B EZR. CHMR AN IFN-o 7
SLE Wi #EHL It A S sh Fn e 35 /E . B L ]
76 IFN-o JF & 9 SLE B %t miR-146a KFA4H &
EI . Rl SLE B & R @B A/ PBMC
STATI mRNA FikKFH AR & STATL 44
Ml STATL 40, @& STATL & # R K
STATI H # W & 9 CCL2 Al CXCL10 /K ¥,
CXCLIORE Mt e 4 it . A 1 T 4 i X P9 1 440 ffd
ML, Z B9 R & B STATL 78 SLE % %5 HL
Ry ET A A, 32 s STATIL A /E S CCL2 A
CXCLIOBy 58+, 73 STATL KV F 5 Al g e e
T SLE & IRYT I m 251
3.3 &AL (multiple sclerosis, MS) MS 4k
R 8 AR RE P S 1 — T, RTINS 20 B R R 3
I i 5% 1 S B —— R N R A, RS S
2 RE S MLAR A0 G B A R 0L A A B R
F A7 B Bk PR A B 4 F A TNF-o, IFN-y
SR IN T PRk N T A Y, E X —
SUR =N OR L (S N Nl ol i

FEOEE W B R B 4 il ik 2 A
miRNA, miR-126 F1 miR-126 % , E{1HeI8 ¥ (40
i e 5 8 A 0 A G P B RO BB 7. Cerutti 20T
9 % BiAE TNF-o F1 IFN-y (94EH T miR-126
miR-126 » 78 A KM P9 iz 4 iig & hCMEC/D3 w3k
S7gl N I R U I O DO N T
ZEMfE . X AT BES miR-126 Fl miR-126 » 635 N 14
i B B B R OG Bk R L A A0 i B B o L
(vascular cell adhesion molecule 1, VCAMI1) Fi
CCL2 Rk X, VCAMI 4 5 4 5 40 i %) i 45
P EZ RGBT T - B 2K 4 B 1 A0 i B Gk R AE
o BRI, KB P9 B2 4 ML miR-126 F1 miR-126 *
AR SR R 1A LR B T R e 2 R E TR T
s,

£ 5 40 i #4467 (keratinocyte chemoattrac-
tant, KC), W#dr4y CXCLL, fig5 CXCR2 4%
. b reRignie. ©Aa s & B CXCLL BB
ZfMS PR EREE, HAMWMERP k.
Zhu Vg KB, 7E SLE B # RA BH DK
SLE.RA . MS /]y BURSE A 1y 4 RE 51 43 36 17 ¥ & B
miR-23b R M T K& KC Rk THE . 53 KAEHD
V351 1 4 958 40 %5 5 38 i, miR-23b i i §E 1)
TAB2 .TAB3 il IKK-a # il £ % 4 g 8 715 S 19
NF-«B [ 3800% F1 5 M 40 i PR i 23k, DA 41 61

H B RiE. Fit, miR-23b 0] fEh B 5 R
i T — > WL YR YT RE A

3.4 RER WEREZHENBEERTHAS
G E MG . HAOWALE S 2% . LU= R R
A 0T A B B S L DR A BB O PR T 4 A
B AR AL 58 VR 40 R I T L K 22 ol 40 B R 3R GA
4, ARG miR-203 . miR-21 . miR-155, miR-31,
miR-142 . miR-223 F1 miR-146 7F 48 J8 %5 & & T 3%
B SRR miRNA B84 8 i 0k 40 i 8 7L #a
PRI e B BRI B 43 174 28 3K KT > I8 4 £ Joit 4
L R0 £ 952 A4 B 22 1] 9 52 3

miR-31 7585 s f8 35 09 A1 5T 48 Bl b d 3 0 3R
K. TR SR ML A ) miR-31 W] LA A 2 A £
JF 40 i H CXCL1, CXCL5, CXCLS8 ) #l 3¢ % ik,
CXCL1,.CXCL5.CXCLS8 ¥ 5 CXCR2 454, #fk
A R A . T N IR MRS miR-31 af DL
55 70 J0T 240 VRN P B 2 RN I 1 1 4 T RE
miR-31 jd i 4% NF-xB {5 = 1 i F1 58 P A Bt
A SR I 5 B SR R G 8 A0 T B R S R B . X 2P
W% Je B0 AE A1 5T 40 MO b 22 SRR/ O 2 TR W 40
(STK40) & miR-31 By E{EHE N, KK, miR-31
AR AR B R I T FE TR T R A
3.5 ZF|IEAL L S (myasthenia gravis, MG) MG
S — Bl b - L IR 42 3k A% 3 ) e R A Y E B s
P RIS B B hUR T 400 55 0 40 A
TG 7 RE RIBFEHRRAE KL,

Liu 2V 58 & BLE MG & 19 PBMC b B
A1 miR-15 # (miR-15a, miR-15b, miR-16) 3
IR R N AR, H b miR-15a 76 iR LAY
HAE LI 1 Cocular myasthenia gravis, oMG) & #
A 4 B K #ORE AL JG J7 (general myasthenia gra-
vis, gMG)BE A BFEREM. 72 MG % CX-
CL10 ik FF . CXCL10 5 CXCRS3 454,
Ak e M, 23 T 20 X P9 R 4 B 1 26 R
HE— W9 K CXCLI0 J& miR-15a i — /> 3 fig
PEFEEER . Kt MG PR 35 B miR-15a 25 5 %
VT fR P LK TR 5 miR-15a 19 3 35 BE 5 [ 11K
CXCLI10 (8 A FRIBAKV I HAE RN A e T
A0 MBS B R RS . 7R MG B M iR b, CX-
CL10 fI'E i % f& CXCR3 ) mRNA # ik I i,
CXCR3 WK1 MG B PBMC 1 CD4" T 41
Ji b DA R RS2 96 PR 5 B S 1 8 WLTE ) Cexperi-
EAMG)

mental autoimmune myasthenia gravis,



CIRAR e 2202019 4E4E 39 3245 3 11

BT (6K L 285 40 Jf v R 55 B, Bl CXCL10 Al
CXCRS gl EAMG W& €. 75 SMERS B e 57
PERY B e 1 BORE PR . R IR ) B T HE A
SLE B3 i 1f 7% st 41 20 b b & B CXCL10 fy 3 ik
FhEr . K, miR-15a Af/ESN MG K H A5 5% 16 I7
B — AV TR A

3.6 CD CD & 2 Ff 3= % 4 i 1 g S0 2w ) —
filv, IERZBEUSH RS, SildH Sk N TRk
Fh s A AR 4 IR U B 45 B 1 48 RE AL 2 CD
W EMHLE AR R BN — AR E, EERkEH
miRNA ) J) 58 25 BLTE 2 0% 7E 9 W 1 & A= O i v ke
FNEEEH .

Huang 2" #F 58 & B, 18 CD B3 R4 g 4
JNERCRY &5 B e kR AR R b R 4 i b miR-141 Al
CXCLI12p/# CXCL12 2 A 5%, miR-141 K FF
P CXCL12 F# ik T &, W B CXCL12 1 52 &
CXCR4 My %5 THR . CXCL12 5 CXCR4 &5 4,
PR T MM EH. PRk
miR-141 B3 ¥ $ CXCL12B By ik, 1 CXCL128
N FEAMBEYITE, FRPFRIEER miR-141 #1)
CXCL123 fh 38 % 2 45 I 5 0 o A% b 8 1 40 I A #%
B 328 40 M 2 1T 2 5 W T 280 I 9 1) VS AE ML . OF
X % B miR-146a A1 miR-139-5p L fig 4% 4 4%
CXCRAMYFEIL,

Cheng Z W5 & L 7E CD H % % miR-19b

% R, miR-19b 40 B 715 5 7% 0 6l K
3 (suppressor of cytokine signaling 3, SOCS3) {9 #&
FIZKSF2 1740 OC . SOCS3 3R 35 7t & 1 B W 48 il 48
P H 3a(macrophage inflammatory protein 3a.,
MIP-30) ) 3 35 Wl 2. MIP-3a. 0 8 fiv 44 N
CCL20, 5 CCR6 %54, i fh itk T4t A A rb v bz 48
fl., B EAE #1, CCL20 RisTHE, @ik CD4
T 4k AR R G0, L, %095 48 W AE
R 40 b miR-19b 3 i 41 ] SOCS3 Y 2 35 %K
JE P AL PR - 0 77 A= A 5 SN . miR-19b
W] CD MR 7 H HE R A,
3.7 1ZDM 1 % DM J& [ 5 5y i 6 43 i 5
B4 ML T 3 B ) R R T I PN AT R AR L 4
e T N o R KK e e B Rl e B i e
SRS/ R

2 CCR7 ¥ K f et 52 iy i), k= CCR7
M/NEL Treg W F Wi, AN E T 42,
£ 1 % DM, SRR A & OB CD4T fil CD8 Y

T 406k Ay i A 32 0 T bk 1 400 5 0 B R T
BB B 41, Fornari 257" B 5¢ % Bl 7 NOD
ANEL . miR-202-3p # ik JH & i CCR7 £k F
F#. miR-202-3p #0[] J8 ¥ CCR7 mRNA., [Hitt.
miR-202-3p A L3R IRYT 1 B DM (v AE 5 A5

4 HHiE

H &M miRNA &, H— R B 27 91500 58
Fa b, miRNA PR R 3 R 0 38 45 3 2 AR 205 5
i, kT R D 2 AR 2 R I R AR &
Rl ol s IR O U (IS N A
miRNAXT & A Y 38 5 7T LA Sk 22 g o 4 43 7%
TERIIR YT H0 05 Bl 2R W) 15 B 2 A miRNA g
PR B R B & 2, R ok 0 i 58 8 A AU R BR T
miRNA A& &, B2 F IR T miRNA 5 K 19 %@
FIHEESIHT . LA A B W) M3 58 M 56 4 T ML
SRR (12 T I 9T HE A5 B Sy mT S 0BG SR

2% ik
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