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[ Abstract ]

pathological processes, including the development of immune cells and inflammation response.

MicroRNA ( miRNA ), an important post-transcriptional regulator, is involved in a variety of physical and
Among them, miR-155,
miR-17 ~92, miR-146a, miR-150, and miR-181a are extremely important. MiR-155 is an essential regulator for T and B
cell differentiation and antibody class switch of B cells, miR-17 ~92 is associated with the development of B cells, miR-
150 negatively regulates the development of B cells and inflammation response, miR-181a participates in the development
of T cells, and miR-146a is a negative regulator of inflammatory response. Further understanding of the regulatory function
of miRNA on immune cells and their mechanisms will promote immunology research and its application in the prevention
and treatment of immuno-related diseases.

tumor, inflammation
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/N RNA( microRNA , miRNA ) J&: — 238 i 4
T PR B S UK I 45 5k B 2 38 1) PN T A G i
RNA"''. [ 1993 4F Lee 25 2 ek thh R B T 45—
A~ miRNA Bl lin4 LK, BLE 7E JL+ 284 Fh b & 81
T T A miRNA, HH A2 miRNA A 700 43 F .
miRNA | Z 25 THURR & E AR bR T h
A O P T AR miRNA JE P8 5 i R 2234 110
YT, FT AR R Z 3 T 2 K i) 2 Qe
TRAMFSY miRNA PR Gy SO L, 4 iz ia i
T A B s e A R AT SR B . A SO TE
ARG R T LA S E AR DG Hh & 15 T B R A
FHEYJLAP miRNA , f23% miR-155 . miR-17 ~ 92 . miR-
150 miR-181a.miR-146a, fE—fii Bk

1 MiR-155

TEMARZ miRNA T, DL miR-155 fWF5% i M 44
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ITo RHABFFEIE T 2005 4 Eis 254 % BL 9%
H% miR-155 23554, 0’ Connell %5° ' 7E KLl
bR, P miR-155 #9335 TS S0 T 4
Jd A, PR A TR B B A . B RTSE * HY
A, MBI, miR-155 XF i 40 i i &k & M
DIRER) K A5 S A TF 1, miR-155 Fe R wk B/ BB A
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[ 38 ) e P B B o Thai 25080 % B, miR-155 %
PRIBR I /IS B, bk B 45 4 S rbols B 4 LS AN B8 3
>, HIIREBRFGE s DC )54 2 DI REZ 8 W tn T 40
MIAEREZ B RS O T ] Th2 403k,
B 55 200 B JULRER 5 27 4 1A 97 9 55 PRI cellular-muscu-
loaponeurotic fibrosarcoma, c-Maf ) 2 114 A %, miR-
155 Bt i S B AL e-Maf 35 1, B0E 1.4
(2235, S R0 46 T 40 Th 405067, it
Hb miR-155 WRESEZ W) T 40 At 20 i X 5 19 & 1 5 43
W7 AT MR R B, miR-155 LB
T Treg B534L , 1 T4 5% ¥ Foxp3 7 Treg [IE WL
T AR, miR-155 AT LRI ER Th 40 )
Treg 74k, #5 miR-155 FEREK , Foxp3 WA RE & £
YEH , B2 330 Treg B8/

1E B 205348y 2% A0 M i 5 #2 oh L miR-155 [
PERAERB WO BB AR . 5 & B, miR-
155 BRI R /INEL B2 M S0 W) e v, LA Al
AN WA BE 7™ A = SR T Y 1gG1 Bk, miR-
155 BizfE R i 5 % I Pu 1 AR I
ROBFSE 12 % B, miR-155 85 G BR AR 112 0%
1 55— B N T A5 S 00 T I U activa-
tion-induced cytidine deaminase, AID ), AID J&/4: %
HhC I ORI A28 30 A A 1) b 2 PR, {HL ] Fsf 75
FH c-mye M TgH 507, 51 &8 PEE 2  IL, 76 B
A B A R A Y e A v, TT R SE A miR-155 ™
F ] AID (935 . AID #l Pu. 1 #8J& miR-155 /)
VEFHEE 83 AP FEDUASE S S48 o5 ) st 72
AR AR T+, miR-155 1F J2 38 2o 8 42 5 w4~
FEN BRI B AR IR B e

2 MiR-17 ~92

miR-17 ~ 92 J&—% miRNA, £ 4§ miR-17 . miR-
18a.miR-19a . miR-20a . miR-19b-1 1 miR-92-1, ¥
TRy SRS IE NI 3, A3 3L W A9 miRNA AR, 7T 434
4 4~ miRNA Z %, Bl miR-17 . miR-18 , miR-19 A
miR-25. miR-17 ~ 92 fii F 13 S ik q31 Xk,
Z XS FERIAE B A0 bk B P s R R
FARE A G miRNA 363k Bl B ™ o,
B 41 g ik (299 ' miR-17 ~ 92 2% 3K By 34 B A4 1 Bl
B R c-mye B3y, UL E T RBAEFEIR &R

2008 4, BNIF5T /N AE [R]— B[R] 48 T miR-
17 ~ 92 75 502 40 %% 75 7 w7 FHE 20 Koralov
L0 e B MR E R SRR Dicer JEH G &
B, miR-17 ~92 & Bk, B 1A & 5 15 F 7E pro-
B I1] pre-B # LBt . 5 Koralov 5545 5 —3{(, Ven-

tura 25 NS miR-17 ~ 92 LR BLFG /N, B 41
Ma 1 % B 5B AE pro-B 2 pre-B BB, 76 A=A A RN
BET, PERE I K B A LM B FEELE . Xiao %52
LR FAR EI/NR miR-17 ~92 R, K
/NI EL 28U A S —2ESE miR-17 ~92 S5k
B RS .

miR-17 ~92 M VE HIMLEZ A4 We? ik 3 4~
5 & B, miR-17 ~92 JA#E Mk L 41 i & B 54y
B ED PTEN A1 Bim' 21 3 P Fh 2R 141 80 BLA
EIREL A0 M 08 T AR R, miR-17 ~ 92 38 3 I
PTEN #1 Bim (335, R e MM Ew &,
28K, miR-17 ~ 92 ML S AR F X A~ 437, H
AICEMRE R 4 & 248 7 HAb A miR-17 ~
92 #L 5, 40 E2F "2 CDKN1A/p21' %) 48 (HAEIF %
HPEA L, miR-17 ~92 275 o8 Ao o0 S8 5 ) 7y
B PEM ML LT, AR IUESE . AN T miR-17 ~
92 J&—Hf miRNA RYFTIA, H FIE A e I i 76 it i
R IEVE R EAR miRNA

3 MiR-150

MiR-150 %33k T U2k I 4 A , o 2 — 2
S5k B % UIAH X miRNA, % B ikE
Y% B L, miR-150 FRIBEHHE £, )2 B 41k
FHIGUE RS T, S B A & B 5B TE pro-
B BEE . Xiao 25 2RI, Bk /N miR-150 KA
J& AR B1-B 4RI B £ . Tan 25 K BE,
5046 B 4N ACIZE B AAEAT L, AR L oL B 4
Jfl miR-150 k8K .

miR150 P54 B kL 40 & & pLE], HETAY
FHEE o-Myb A X c-Myb 7 Wk IR 40 i v 25 32
kIR AN & B G B Kk R E, 2 B 4
MME R BRI 7 7). Xiao &2 1 i s 3
PR AN B P i B R, DAIE S D7 T F 5% T miR-150
XF e-Myb (520, Z5F R I, R ELAH LN o-Myb 5
miR-150 Y33k 2 71 A ¢, $27R8 ¢-Myb J& miR-150
PRAEEIR AN & A 2 — . TR T
KT miR-150 55 4F PS8 8, B A A7 2 sur-
vivin )Fl Foxpl , 1MiiiX —F &RV it B A E -

BEARIRR N T 40 HL i % B A 52 miR-150 1Y 4
BV HE A LB WG T AU N T 40 A
ICICHE T 400 miR-150 SRk A[a], Horh &40 T 40l
miR-150 FIEHAR , (HHHLH] v A AR >

B HsE 2 0, miR-150 W2 5 T RIER
N, FRIAEHLARE Z LPS H# )5, miR-150 ik F
Jio MiR-150 A9 H0 5 PT BB 1L-1 32 M AH OC B 2
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(‘interleukin-1 receptor associated kinase 2, IRAK2 ),
1M TRAK2 S 3 5 5 A S N7 A9 T 2245 %5 JF T LPS
] miR-150 BYZRIL, ATEER miR-150 Xf IRAK2 £
AR, 38 5 A N JRAE {5 518, 2 E R RE BV B
i

4 MiR-181a

2004 4F-, Chen %" K & B miRNA 2 5 4y
AR oAk, b, miR-181a £ R T B ikEL 40
M. bR AR PN miR-181a FUZRIE, AT LA N
SPEIL B 40 BORE, FRAR T 40 i i, SR e
PEAMEAY A B AT, miR-181a [0 T T 40 f)
RE. TEIIERE |, Neilson 253172007 4E#8 7R T
miR-181a a1 T 4% & HIHLE] : 72 g & &
st fE,CD4 * CD8 * T 4 3215 miR-181a, HAE
FHHE 52 CD69 FI T MM AZ K (T cell receptor,
TCR ). miR-181a FiAHE iy, — I i af LA ] CD69
(3R, Ul g i P S8 T 40 6y i o 5 579 — D T
A TCR #YZ5 , FEARBH ML £ /5 775 /Y T 40
fch . R, miR-181a FEPRI SR JC/NBR, A0 A AL T
AN W A . miR-181a i 3 2K (1 4F 32 (A
22 &S FR TR prorein tyrosine phosphatase nonre-
ceptor 22, PTPN22 ) KRS VEE FIBEBR( dual spe-
cificity phosphatase , DUSP )3 % TCR {518 i , i#f

SN T 20 MR A2 4 R S MRS A S e R
WA, de Yebenes Za0F57 3 0 % P, miR-181 [ 5 —
A ——miR-181b, it i T 4 AID B 335 78, #11 il
PR SV B A0 A A U e i

5 MiR-146a

UTAERFE 0 R B, miR-146a 38 1 5% 0 15 15 20
TSR A2 I B 4550 i, IR RAE S o
THP-1 4iitd |- Toll #£ 5% 44( Toll-like receptors, TLR )
P2 #) LPS HlHUS i@k Myd88 &4 b i i Rg IR E
KF af tumor necrosis factor o, TNF-o ) IL-6 ZE 4 0E
AT 25, A B PEBE miR-146a 323K L, i
miR-146a HYFF AL RIE 2 TLR {5 5 3 B i o 22
I3 F—— MR R HE - 32 (4 AH & ¥ 6( tumor nec-
rosis factor receptor-associate factor, TRAF6 ) F
IRAKI . AL, R RAEST Bt il _F i miR-146a 1
ik, L miR-146a AT fE/E TLR {5538 i 19 5%
BRBLHI . TE4EH R S T ( retinoic acid-in-
ducible gene 1 ,RIG- 1 )/NF-«B {55 1%t & 91
TRMIBIBLR - VSV R Tl T RIG- [ /NF-kB
RN B M 1 2 R miR-146a Y 3K, miR-

146a ik TRAF6 . IRAK1 1 IRAK2 i ] 4% 1 %
FHE ML SRR S

THh  ME R AR R BUV AL S miR-146a ¢, B
FE 0 R, 2 BE TOUAL VT B 0 DN BRURER O 4
Xt LPS 1) e ik, R T4 2 y( interferon vy,
IFN-y )FI—4% AL & nitric oxide ,NO )& idE £, 1+
TP I R T MECR AR B , miR-146a 35T 9,
BEAR T TLR A7 538 6 (9 90 6 £ F , IFN-y F1 NO
FKik B,

I RBFZE 7 R B, R G PELT BEIRAE( systemic
lupus erythematosus, SLE ) f& 3 &b Ja] Il B4~ 4% 4 Jfd
( peripheral blood mononuclear cell, PBMC ) #' miR-
146a £ BEFC, B 5 SLE B0 THFE K2
TR BT, T B4R AE SLE &bl
RARSEAE ™, SLE % PBMC ', miR-146a &
IRFEAG, X HAE S THE R I 15 A 5( interferon regu-
latory factor, IRF5 ) Fl {5 5 4% 3 5 7 S s I+ 1
( signal transducers and activators of transcriptionl ,
STAT1 )25 BRI VR I EI 58 , 2 ik T B4R Y
FeHE X AT AEE miR-146a 25 SLE KA B K Y
JENT,

A SR W, miR-146a J& 48 E SR 14 6 7]
FHENER, 25 T B S RPEERm 8 A LT , ol fE
R B S E S BT IR THE R

6 & i&

U4 A, miRNA 7E e 4l o0 ik & & DL e f g
IO 24 R A v T R ) TR LR ME T H 2552 8 T 1
PEA T, X miRNA Sg A ¥ 7E it 75 JL-F-
W R E T AR AT I 0 7 i B B R L
Flt miRNA #h, i A 15 2 HAl miRNA HAT g 7y
TIfe, W miR-16 7] G825 484 W H TNF-o G A
I miRd24 B 5 B W A0 A o4k
miR17-5p 25 MR 40 i 59 % & 434K ©; miR-125b
AT Y TNF-oc 95 B 45 BT 5 BT B, 7
WATERS AR . 5T miRNA B 58 8 ¥ 4 FH B ML
il A R M Y e A R IET | & A 1 F
B2, HE Bl i 24 PS5 H AR A T K I PR 9 05 T3
B -5 3697 H A I
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