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Function of microRNAs in development of immune system and in

regulation of immune response
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[ Abstract] microRNAs function as effective molecules in regulation of many biological functions of
organisms; in most case they regulate gene expression moderately. Emerging evidence suggests that
microRNAs play a key role in the regulation of immunological functions including innate and adaptive
immune responses. The research on microRNAs would be helpful in elucidation of the mechanisms of

human immune system and in development of potential therapies based on microRNAs.
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B AKEREAI R — ST R, R IR SRR S, —Fh miRNA oL
FAGBETIE Y EE LA RO, GA%K  FEHIEEK mRNA, fi—FEE 8 mRNA 4
G 99% ML HIFF I BRI RBER  WUESH mRNA WIRASH, BEHKE
B3k, et B | AT B R miRNA 1% 3L,
miRNA f&—Fitb il B ARAF KK 40 21 ~23 8
HRIOEAR RNA LB SRR 3 oo B R A REERSTBAR (N0
BREGAEERERFMHBERRSE. (o = (1985 - ) 4 b
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Bk# =, %. microRNA Xf 88 ARG & & RN E 1 15 1A - 327 -

SCHRIRIE , miRNA 7EA MR N R E EE WA
EUH, AR ET ML A%, BT
B R, miRNA 75 S5 N & FIEOW & R
REXEEBMPEEIER, WER TR EE
AR EAEED . A3 miRNA ZEE 5%
REMEEEAMLILR,

1 miRNA gy ¥ %R BREEMIRS

miRNA RIETHE 5" 7 MR ESHIF
M3 HERE A BHEE miRNA ( pro-
miRNAs) ,pro-miRNAs /2 RNA R & I W F
=Y, 2 ANKE 41 RNAse Tl (Drosha) 0
Wt RNA 4543 B Pasha/DGCRS b3 B
60 - 70nt () i Bt ( pre-miRNA ) I B B M I,
pre-miRNA 7E 8 fJR A 1 B — # RNAse I
(Dicer) U] & 25 25 B i 19 B2, ( BB L%
miRNA, % HE—%&#S 5 RNA R UK
% 4K (RNA-induced silencing complex ,RISC)
EIF AL, RISC B—ML % Argonaute & H K Ik
24145 RNA-E H A &K, &R 5 b
mRNA 5 % 4 § 8% 1 4 60 /5 AN, MR
Dicer ZEMIIRXUFAMYE T AT F I RILRES B
A B A AR 0 0 20 10 £, (ELZE e AR 4 R 43 4L
e B4 S PR 4 BX % Dicer,CD4 FH%E: T 40/ 2
TrE2 £, 7€ B 4 R F FHIMIBR Dicer A 52
£BHT pro-B 4] pre-B 4AMIEHER . HiX A
Dicer Mk 2 57 40 g B F 7] & {8 Thl Fi1 Th2
LB, RN Thl ML B £,
P LA B4 IFNy B3R, 72 M AR 40 i
FPHYE B BE, MIBR Dicer 7E Treg F U 95
A B KSR LA Treg $E T FE 6 %5, B
NREIE K g RERELEMK RS
PR AR, Bk, miRNA %}F Treg 4HARIHAEM
EFEREREXBHHEEN, BB Dicer Al
Drosha /N 5 Foxp3 BRFEHI/DRRE —H,
R—BEHELTR—A"", ERFRR
7N, miRNAs B IE 55 78 50 5o 52 40 a9 73k &
BREZXEENEM.

miRNA S5 E A% i% # F H 5 mRNA )
3T ERIB X, PR seed’ K, iXBUE HAMX
BIE2~T M EHR, RERESHITE T &
ATLASE i 2 B 41 B miRNA (988 5, H &

miRNA 553 B b7 mRNA 3f4E 8 B4, B 14
HHBE miRNA R AR AR THE—FH
.

2 microRNA HEFHEXA RN EPHIIER

RAGRRTE E iR EIRARKNE—E
Bitk , EAEVANEREREEM R EEEE
SR FER P B 21 48 ) B -4 , 12 R AL A
¥ 78 %, miRNAs 7 #5 Toll-like receptors
(TLRs) MM FZ K (5 55 @M, BOA
ARFHIBHAT XA RO, TLRs &
FETHRERESEARIAE REIHE
¥ R 4H R 5 B 9 TR AR SR IR IR A Z —,
TLR EZIIRAREE , BEELEOHEN S
B— R 5 B AR ZB SN Fi % B F K
40 AP1 %4250 NF-kB 1542, M1 5| & S &
FIRFERE B RIE . Taganov %' LI LPS i
i g /& THP-1 4 Ha /5, & B miR-146a, miR
-155%1 miR-132 fRIA B G, FHIEL LPS £
&t TLR4 9155 38 3% R 40 it miRNAs #9
B4k,

AHBHR , miR-146a )34 F HRERAL T 40
MIRE K TLR2 4.5 ZRIBEFES, MAE
F e 9 X35 B RR BBk TLR3.7.9 5 miR
-146a/bi) RIE WA KB, K Y miR-146a 1R 7T
BE5HAMARNHMIERE. FRME,
—F 5 B HHfI R E M EE T 1A XA miRNA
— miR-155 SR EARR B N TLR3 K BCE
poly(1:C) #3€; Mt4h, miR-155 WREAMNE
LPS 5 poly (1:C) W RIM A &, M B IFN-B . IFN
~YEMME T Al Eid TNF-a B4 8/35 50
155 & 2K M 1% 2 miR-155 g & 5",
IRAKI ( IL-1 receptor associated kinase 1) I
TRAF6 ( TNF receptor-associated factor 6 ) #S &
miR-146a ) B # 8 , LAF B TLR/IL-1 55
BB THEH 2 KBTS T, miR-146 2
i3 F 18 TRAF6 F1 T1AK1 7K ¥ M T f7 5 158 18+
TLR A5 518",

BRSO B 3 R AR R R B R LA
B, EEdENRERMSFEERER.
Ak, RAERMFRAEATEREREE,
P9t 728 miRNA-155 5 miR-146 L, h 2 i
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AR RERMMEF, HZ, miR-155 Bk T8
HIRAE R DS , BB T 3458 TNF-o B BRI
i% LPS/TNF-o j#i %, 3X {58 miR-155 ZE KR &
B PRET R R,

miR223 BFREATFHAAR, EHEE
AR R B P P 4 i 55 S A T o1 5 7
B RUAH M NIEREE L, EREH
R AMIERGENREEZE, FARGER
RITETES R, B TP R 40 M Zh BB Ui, miR
22B3RBH/NR S B RE RN R, A
BREARIKCHLA™ER K, XR/A miR
223 RAE R —F AR R LK E A TR 40 A
MR BRI, —FE 58 R 51
HFHETF Mef2e £ miR-223 9 &, H Mef2c
FR BB IS 7T LA 40 IE miR-223 5k Ba /B 32
Y X yiE miR223 AR A Mef2c B
RIET PRI B BB O oA HIh B .

3 miRNA 7R REATHHER

3.1 miRNA X} B 0T B HMEAERCHR
B F-B R 2 B RS2 AR S D i, A T AT
DA 5t SRR R N . TEIEH AR
RIZRGEH, RERATNREMEZ 1k B2 7 P 1%
B, @ BRI R A B 4184 Rk ASh
Jaum, &R RA B A, EENMAB M
M AL BE A B 4UM ( F B TREAE A
B4 B HAEEX) MH%X B AR(FEE
HETHEBAD%X), BLIESE B AKRER
FIB B & B 52 4 B R AL HI A E 6], miRNA
EHERENEEATERES S BAKRME
TR RE,

3.1.1 mRNA 5 BAIAEMNXRR RT-
PCR %7~ miR-150 7£ pro-B 4l i #1 pre-B 41 Jfd
REKRAR, R AR B AP S EZE
B hn , X R B A RS #R miR-150 H$EE B
MY RE Mk, FALEIXK miR-150 Xf
pro-B Al (B220* CD43 " IgM ™) HBEEEY
W), {EL ] 73 pre-B 411 (B220" CD43 "IgM ") |
S FR#, B 41 (IMBs,B220* CD43 " IgM * ) B i,
%4 B 4 f (MBs, B220" CD43 ™) B E W, £
4 miR-150 [ EZ —K c-Myb B—FI7EH
B R4 40 i o 5 ok O R B, OTE R 2 4

MR B Rk TR, BTG 5 Rk EA™,
Xiao!'*' %5 %% B, miR-150 LA 3l BAK 81 7 X 81
c-Myb( c-Myb {EF F ik 2 4K & & #1 Bl 40
Mass 5 ) TE R I B Rk, I B kL IR
FHo. KB RHIHKE miR-150 $EEH/NS B 48
BEEZEAHBE, i H&H Bl 40M; M
miR-150 G5 i/ B, W R 304 i K 79 BL
A, Zhou' SR B, 25 I T A0AE L R 3b
miR-150, B #f pro-B i[5 pre-B 4H 5% %%,
it fE 2 i B9 miR-150 % T MM R & WA %
o X HAEFKXH miR-150 FIRE T H S 587
& B A TE A EE mRNA 9335, M T BHLIT
B M4 ERE .

miR-181a &—Fp7E M IR 40 L P | Rk
WE LA IKRIAH miRNA, HIEBHE
B AR A BHEEZH T, HR AL
FIAFEL MM F 40 A 2 A A 40 B P 89 miR-181a
SHUa%k CD19" B I LuBE ZF CD8* T 4
et B>, X8 miR-181a 7E B 4 AY &
BB EER",

miR-17 - 92 5t B 41 fA K & A X EIE
Fi,miR-17 - 92 EE KK/ MM TEARERD
Bim k340, i H. pro-B 4HMi (=] pre-B 4 fii
Sz, XARR miR-17 - 92 AT RESE )
TRIRE A MM S B 41 7E pro-B [4] pre-B
BAEBRPHEEE,
3.1.2 miRNA % B 4 ThAE 2007 4
Thai #18 , miR-155 % PR 6 4 199/ BL 5 IE. %
NS A R D BN TR, MR, RALR IS
miR-155 K/PRINAAEEZERME L0 K
BEMEGIF UK, HP miR-155 FE4E R
oL R Lo AT BB R miR-155 B sk A/
RFiEL B g W ARE T, B 412 W
f) TNFo /00T BB S 304 K OB & TR
BFH,BNEERREST, TNFa SH4EHLE &
DRNEEEFEEMNER. FEFRED
miRNA-155 2 54 R BRI QIR0 5 B i iA
2 ,miRNA-155 GF4 69/ BUELA LK 2K 50 5% 5
ThHEER B ZHA 15 3% 40 M 53 ot 2 52 PR, 3 HL Gk
/N Ig R F0 S BB T M AIEAZ 4 B 41
W B B 40 AR BB A 26 51 5% 5 4 ( class-
switch recombination, CSR ) {4 40 ffd & 45 € 35
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( somatic hypermutation ,SHM) #8IFE %, F TI
8% TD 41 5 %% miRNA-155 BEB4 B9 /N, IgM
AP IER 8 161 =B KEm L, X T RE R
HAELAMI 53 40 B AE 06 B S B, FEKSh,
B miR-155 BRI/ B E Bel-2(—FrHi i
THEB), HEE Gl 4 B 4 H B A Y
o, X U 1gG1 MTFREFER 2B B 4R E
B8 # K, miR-155 #H # AID ( activation-
induced cytidine deaminase ) £ 4 & H1 .0 B W &5
FEXEBER, BT LMER FHA £
BB EA R R AR E, miR-155 ZH
B /DR AIDmRNA Fik 8 55 4 R/ H
oL, 3X A 55— EE B T miR-155 5 %
CSR #1 SHM & %0 ™ . A#E AID ffE
B —FF miRNA-155 g9 LR AME, B4, —Fb
miR-155 B a5 FRHAF Pu | ZEHF AR B 4
Mg kB, =4 1gCl AR >, B
Pul i BAMIEHIMERNMEMEEREE,
il ELZE GC ) B 4Rffirp & Kk , KB Pu 1 fi[A)
YERF CSR, M Tiii 42 # miR-155 {5k BE & B
HE

3.2 miRNA 5§ T 4HEA VA

3.2.1 miRNAS THHEBEMXE 7H#
miRNA 7€ CD8 [tk T 44liP MR &5 B T FF
HEKRIA T AP REH miRNA §) 60% ,
iX 7 # miRNA £ miR-16, miR-21, miR-142
3p., miR-142-5p, miR-150, miR-15b #1 let-7f,
6 M miRNA fRIATEMNESG T 40 1 a1 3
M THRMRE SR D B ETE, HAE T
HMECIZ T MR ARE P NELRE, M
miR 218514}, X— % BiR/R miRNA K317
REEVIFERREN THRAFTIRPHH
FEHERAAE,

EBEANRZRGE S, T ARERRE 2
PrFE B B P AR R T R H R, RA R
MPURHE P EREEMON T B A GBES
i ERF, H T MEE TCR K BURME
XHIRBISP R FRE G Xt B BT IR A B
fEMl, Li% %iFsC TCR MIBURYEMR S5 7T LIt
miR-181a 76 /5 5 F M B 47 98 3. miR-181a
ERGUERA A M FHFEARRA T B
H R 23, AN OURE P B AR 4 R, (B 7E TR I %

FI5RHLE G Thl F1 Th2 38 T 40 A K 3%
ik, & # miR-181a 7E AL T 40Hd 4 & B AR
SRS IR B BURAE . WIRH MY miR-181a £ T
A0 B B 3k W R A L X B SR U, R HL
BR T MR b At s, ROIRIAE
XURHPERGRR T 40 & ) miR-181a R Bf5 kXN
PHA%E T 40 be Bl 3% 42 70 CD8 BHYE T 4RI,
X8 miR-181a BEiE i TCR K 8ok & MK
AT R AR RT .

TCR MfE 565 & T 4 A 16 BRIk S
— RINRIK B RR AL A0 2 B MR AL o 2 (R
& SHP-1 ,SHP-2 DUSP5 ,DUSP6 #§ /2 miR-181a
AR ), Li F iy R 251 {1 miR-181a AT R
TRE—S 2T REBE ARG A, I 1T BEL A 5 o %
BRG0P Y TCR 15 S d BV, 398 TCR
KU, ERK1 # ERK2 & TCR {558 @&+
EEABEE, BB ERK1 A ERK2 #) R iAfE5E
SBHBST T 41 MR FHPE R, ZEREA T 40P
R X miR-181 i i — 7 5 8% AR &G 1%
ERK {5 8 T HMa A9 FRYE R BERE ST, 3T
BN AR MIEAREHREHERS
miR-181a F¢%f, miR-181a th ] BE4E I FHLA
T-Z A0 BCL-2 (B-cell lymphoma 2 ) Fl4fi i &
HERFETEF CD69, XK BER/R ,miR-181a
B EZRM A FZEIMMEEER, FUERE
miR-181a 76 3K 15t S i 2 P i FE PR (L T
FHRA
3.2.2 mRNA S5 THIMINERENLE £
miR-155 R BLpE 8 /MR IES T R E K8
TEREH N RERL IE B B0 T T BB A R e, SXHIE
B9 miR-155 ST 4EHF 1E B B9 R1GHE RBENL B b
M. XRIAE miR-155 F B /M RAIR =
RYMARER R E EHURFIRIH T 408, &
SIS T 40 ML 40 40 R Th2 B 40 e i #3388
on, et IL-2 #1 IFN-y 7= 8RR, X 3569 miR
-155 BB A YT A R F A B R SE BT T 48
MEEIVEFT . miR-155 €A M4hHE CD4 BHYE T 48
fid5% CD3 #1 CD28 H{k RIF)S 57 Thl B4
WO F (40 IFNy) B 2% T F, BH R EH CD4
PHE T 41 B F RIEH 2 Thl  Th2 LB IR
o, IFNy R Thl ZIGHHR 7400 B 551 R
HL, X 4827% miR-155 X Thl ML BH
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U, SR, miR-155 BREEAG Th2 40 T3 5%
RIGET W IL4 MARE L, H HXHERR
T 40ffa 533 1L-10 £, T IL-10 BN T RE
SRR EARE TP, XA R miR-155
BRpG/ DR MRAGE R N E TREAFEEZ —,

RES B B 2 B B8, miR-155 BREG I
/N c-Maf 1 Ik B9ZIAFHE, c-Maf F1 Itk #§
iR Th s EmEYEF, K,
c-Maf IL4 HEI FHRAERHEF, A BE
KKy c-Maf B] LASRE) Th2 MRAI N B R o T
Tec FKIEHIBE E MMM Ik & Th2 41 (R 77>
HFF A . 31X AT RE R miR-155 BRFG 89/ B
Th2 % T g EHREZ -,

4 miRNA 7rig i &% E M MEhaER

#it 50% i miRNA S HF7E T 5 aEH
R E LA, B miRNA B HE7E A 38 A i
AR PHEEENAG, SEFHAR
FIH, miRNA 335 3 5 5 R IR 7E 1 1M 7 50 WA
P AU A R AR R BE, ZERMRIA S BRA
) miRNA 8 A R BB EHE , miR-155 #1 miR
17 -92 EANEWBEMBIEP B RE, B
XA D REK miR-17 - 92 GEHIE c-Myc
A EHWERER™ . — MR A
RIEERET E2F1 2 Myc WEBER IR ER
8§ E2F1 % miR-17 - 92 & % " miR-17-5p F
miR 20a ¥, B i Myc $1E E2F1, {H )@
it miRNA #5880, X 40 Hu 3 3 (5 5 i
PR RE Y M E AR KA miR
-17 - 92 HU/NRT B 50 T B 40 5 BE S A
MEgRMERFY, 258 A G 0K
(AML) A A & 88+ miR-155 9 Rix LA, EF
BERTAZIE P A miR-155 S50 BER 4
REigRY, HB4h, —i miRNA B RIAFEMEA
Ak, 32 miRNA BEIA % 2 By 4 41
B 33k PR % 8 o 40 i B0 2 5 &
YL T T R AEE R . LT 13q14 BR
745 i miR-15a F1 miR-16-1 7£18 4 bk B2 40 i
I % (CLL) H k%™, BB f £ ¥ miR
-15a/16-1 5 BB R H Bel-2, X fE 2 miR
-15a/16-1 G4k B3 CLL f9EHE™,

FERbE 41 P KA T R miRNA 7EIEH

Ak S LA, R miRNA 8] LS Bl
AR5 R A B AFE 1 miRNA #94EIE
HHERIEMETHR EAERNIEHE, T
X bl 4R A N B B IR S iR
WEARHE, BRABEZHRIENH, mRNAs 76
ARMBHREPEERFEEMNEH, HR,
miRNAs £ 5 & 5 8 2 F ¥l % & & 9 %o
miRNAs A 88238 i $E 9 45 & BUE Ui A
REEREN,

5 miRNA 5FHBEEEER

AR L BIFTIER , 78 £ miRNA 7] LIHE
B9 B, T B A9 miRNA 38 LAE 3 5
BEXNRENERNRIBEEFTRE RS,
Pedersen'**! Fith i) [7] 2 4% 1 , % IFN-B R ¥ 9
B4 Mo BB 7= 4 Z 4> 8 # miRNAs, X 8 #
miRNAs ( miR-1, miR-30, miR-128 , miR-196,
miR-296 .miR-351 .miR-431 . miR448 ) " seed”
X f1 HCV # mRNA H %b, W4k, BLATHRELN
HCV & il 2 1 B miR-122 7€ 40 g 3% IFN-B H|
MEXRZTHAT . XRHEERKEEMNA
miRNA 2 55 5 5 18 35 0L 31 Sk X i 2 ak e
R, R AEF A miRNA R B ERER
%, Kaposi BIAHXMZ %3 (KSHV) 7] A4
75 12 Fp miRNA 3N, Thrombospondin-1 ( — &
AR M H P m LR E) BiX 12
b miRNA B804, X R KSHV 435589 miRNA
£57 KSHY M &RHLE . AKE HHR
F(HCMV) 455 miR-UL112 REFEK B4
SUHAER A RE, AT S NK 40 i Xt
B RGERS, BEARRHEH
miRNA R T R EH W ET RS, 2B 5K
PUREERIR R, — R B R 4S9 5 RNA ¥
SR 5 M T % 8 miRNA 1 T M0 L
#,40 miR-32 EHEERMR KL I WEKKEE
(PFV-1) R4, AT F 38 FMH, %
FAR a2 TR B T k8 K AR 5 B
PSS N B ISR T TR L RIBISE.

6 & &

AN RIELREE N RERERE
f) miRNAs FE 857 /S [F) 26 Y 40 58 40 i 16 43 fL &
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B# =, %, microRNA X % RE K H BB ER +331.

FhEXBEN. SHEAEEBY LM
b, mRNA EEARSHZATA FEENARE,
ERTLAE mRNA 7 40 1 434k i 54 B B 0 B
B, MRS —TB BRI, H X A =R
REMHRE, BEEX miRNAs 7L HEA
e, HAE A R M R E i 8E
/Ro A5 miRNAs fERIMIX R L5 F1EA
L B B B B TR R SR R G A T
FAFR , BABEMB miRNA B L% RA
BIBLE], AAUH B T 55 18 1815 G 8 I 1L B 42
¥, 1 B B F 2 50 A 28 miRNAs $77 5,
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