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The research progress of miRNA-155 in the process of

pathogenic microorganism infection

ZENG Fu-Rong, CHEN Cai, TANG Li-Jun*
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Abstract: microRNAs (miRNAs) are a class of evolutionarily conserved, single-stranded, non-coding RNA
molecules consisting of 17~25 nt. Mature miRNAs can recognize the target mRNA through base pairing. They
degrade target mRNA or suppress gene translation according to the complementary extents. MiR-155 is a typical
representative of miRNA family. It can not only regulate cell proliferation, differentiation and apoptosis, but also

play an important role in various microbial infection, immune and inflammation response. This review will highlight

the function of miR-155 in the process of infection with several pathogenic microorganisms.
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MicroRNAs (miRNAs) & — it _FAEH R F
FIAEmID BB /N RNA, 4 17~25 nt, H—BEH XK
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A, HEEIRAR SRR, AR 2 AT
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MR E R RFEEEER, HFRIAS SR 7
FYIME S, SOERAE 2 WA BB R, 1T
miR-155 NIt % # E 417 4E H P miR-155 746 A
RZ R RET, WARIRE. AlE. ShE. 5
S WRARE . il S SRR R IA 1Y miR-
155 5k E. RERTGEEVIMER, fiEds
R A TR, MR (G 5 s,
S8 2 L (VD B4 5 5 Ak, B R R T T B/ RNA,
R 2 RGO RE T R E AR MY B Rt
miR-155 (DI REHE 5T, JUH 2 HAEFUAE IR T i)
TERBBOR R Z B EAL, EAMU S5 2P g
%, 1 ELTE 2 PR AN A% S BT B . r ]I
AT B 25 0 IR S5 B e R 45 E B R A
AR X miRNA-155 7 A ik G o 74 b 10 4
VER G LR

1 miR-1555fKE R

miR-155 7] 2 5 ¥ s B QL Wik 008 A
KT AMRAMBERE. NFEEH RS, HE
95 BE B G b 2 B E o 5 e i B ¥ DNA & il A
mRNA B3 LU 515 =40 o 5 S e
1.1 miR-1555F & RS R

75 T 4 995 % (hepatitis C virus, HCV) 5 #2 i
18 1V T 98 2 AR AL S JFF 98 S PR A 95 1 32 B2 i [
Bala 25 Vi e WA, 18 1 9 AL AT R B S
miR-155 £ 1A L, H &+ M miR-155 & 5
cHCV Bk 2 IEAH G K R, $#278 miR-155 W[ N
R 200 5 5 B I A B AR A FR A . 12 1% HCV K
ek FE . PIALUH 20 #E4% 0 NS3 M NS5 & 1 A
W% SZ AR miR-155 (3K IE K TNFa 73, IFH
HCV % 5§ b i) miR-155 A 3@ i 34 0% 40 o
Wt {5 5 38 B i E BT 41 i (34 5 MY 53 4, Sidor-
kiewicz 25 W KGIIZE o- LR AR B HEAIETT IS 1
PG 3G A0 Sz 4 e b HCV RNA & &
PLJ BIC BRI FRIE, 45 BoR Mg F4h A A% 4m
M348 HCV RNA [ A, H A0 i 5% 41
Har BIC R343Rk 5 AXAE AN A MR AZ 40 A
A HCV RNA KB, 83% K3 40 & i sz 4
Forb BIC JE Rk 08 5 435 B i3 A0 41 J I A% 4
fiirf ) HCV RNA J5, BIC JE KR IA B L, Xk
F T BIC R (1) 31k 55 58 2% 1 3 A0 4b A 1
HCV ki 5 % V)% % 5 1M Jiang 25 " 32k — 35 4F
FLR L, I miR-155 8 fif bk IL-10. TGF-B X}
TLR-3 At/ T BP0 B8 s S M AR A, AT 38 58

WA BRI PUREERE ST -

Bh4h, miR-155 76471 HBV B e bt & 15 5 —
SEMREE M. Sus R R, miR-155 fEil
IR T 40 5505 540 5L 5 1 (suppressor of cyto-
kine signaling 1, SOCS1) 1fij ¥4 5 WL AR 41 f 5 5 % 5
55 IR T 1 (signal transducer and activator of
transcription 1, STAT1) #1 STAT3 (¥ i I8 1k, 0%
JAK/STAT 15 5 1 it M 111 18 58 515 R Ak S 22 4l i X 2
JH99 BE A S A, #0200 e b e B RS
1.2 miR-1555 A\ £ T4 E M fRH SRR

N T 20 A 1f1L5559% 7% (human T-cell leukemia virus,
HTLV) j& — K10 i 5% RNA i 8, 404 1AL (HTLV-D)
A1 AY (HTLV-ID), 430 /& T 40 i (A4 155 (adult T-cell
leukemia, ALT) F1-E4H M [ 197 (hairy cell leukemia,
HCL) {7 J5ifk . HTLV-I Al Myl PEsefl. &£F
RAEREALRE, HTLV-1 B H1E 40+ miR-155
S 35, Tomita™ B 70 & B, HTLV-1 & 4e T itk
LA M5, miR-155 (K& FiE, 8108 i miR-
155 4171 81 1) BT 3041 miR-155 2% 34 M1 #0) HTLV-1
FHYER) T 4 H R A K, (X HTLV-I I8 T 44
M & TR E A, 3 B miR-155 7£ HTLV-I & 44 (1)
F U975 3 v B A 5. Wang 25 UV R R R,
TE HTLV-I &G TPt R A5 [A 7 4 (interferon regu-
latory factor 4, IRF4) i i I i BIC J&[K ) 3214 M i
et XG i . FH T, FE H € T IRFs Frif
5 — > miRNA JE K| —BIC £ [, [F] 1 A 4%
2 HTLV-1 %7 8 i IRF/BIC & 12 4E #9848 1) 4 T
HUHIHR AL T 445 o
1.3 miR-1555 A\ EBELH SRR

N2 9% 5 (Epstein-Barr virus, EBV) /& —#f
Wl A7 E ) B8, 5 Burkitt 3K SR DL &
WRELIEFE PR DA <. EBV BB S 4 L4 iy
t miRNA ik 38 5 A A R 2502, L miR-
155 /& fx B ARE M) miRNA 73 1 2 —. Cameron
2t POV 3 1 AR ) B AR 5 58 B PCR 0T & B, miR-
155 78 131 5 111 284 EBV 38 R 31 1) 1 3 20 i Hh R0k
B4, 4278 miR-155 W AE Ny d1 EBV 52 8 i 1
M 45 45 . Espinoza %5 PV W5 R I, 112 P REAE
M EBV YL B 4 Bl miR-155 (3R IE, MM
| EBV [ 5% o # 4k /E F . Kim %5 2 & 8 EBV
TR K 25 A 1 (latent membrane protein 1, LMP1) i
i miR-155 4 Akt iF 4k J B Mcl-1, AT 45
B2 it bk 988 o 4 B 4 32 R 2 5 BT S
NPT,
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1.4 miR-1555 E fthim &S R

miR-155 &2 5 4% _FIR JUR b 55 B4y 1 41
Mgk, RIFES 5 HA Z Flom s Gy, H/R9Vn =
(Borna disease virus, BDV) #& — Fh S0 WL # H A7 14
ANEREN R, O BRI 2 0 L T U
HE A F0 23 SR R SR A B AiG R . IR IS OL T,
miR-155 J&@ i #2 [7] SOCS1 1 SOCS3 {i ik I 4 -t
FIFRIE., BDV FF82 G N D TR it 41 A = ad i
G A B B 1 400 miR-155 f3RIA, M| 1 24+
PLE B B HEMTIIHIA LA BDV 22 4 4 s 2,
Zawislak 25 P4 Fi| F /N B 2 40 B9 5% (mouse cytome-
galovirus, MCMV) J&& & B 2f /N i L & miRNA-155
HE DR 5 7 R (1) /N B, %% NKC 200 i Rl ot S AR A
8. ABATTR I MCMV & e bk B 20 2 R0 JE ik L 4
s, B AR/ AR N IOE I NK 482 miR-155 3%
15 B, FfiEid STAT4 {5 5 X 28 4 B A+ IL-12
AIIL-18 5 5 E H N, 1k = miR-155 ) NK 4
D E UL B R A A RN, R ) miR-155 AT NK
40 L H % B % 4. Swaminathan 25 PR 5E K
HIV-1 &G B fo, ]l i 40 i 22 1 Toll #%52
& (Toll-like receptors, TLR) _ i miR-155, fij #1 ]
HIV-1 Fi #4552 6 Vi s BT OB IR — 28 18] -7
(ADAM10. TNPO3. Nupl153. LEDGF/p75) HIZEik,
M R B0 HIV-1 G2 1 1 Fil . Bolisetty 25 P %
BLRIR P Bz 48 75 95 9% B Bk T (reticuloendotheliosis
virus strain T, REV-T) %510 B 41k 298 & miR-
155 B K- s, i RIAH miR-155 PR T
PA Y 4 B 25 L AL JARID2 (jumonji, AT-rich
interactive domain 2) mRNA [ £ ik, i i & & 1)
JARID2 fig i 40 f 94 12, 3R BH miR-155 i@ id T i
JARID2 il i A A T2 Ll it e &5 R 3532 B
miR-155 Z 5 A 2 i s 0015 E M) gy, JREEDT
JREE AR R AR .
2 miR-1555 {AE R

miR-155 MY Z 5 a A%, R
RGP R A . miR-155 AUAEH
BOW T S E A E EA0 NG 5E / e/ T A FE L
WO EZAER, 1 H miR-155 A8 5] & Bt e 1
TR S RCEVIRI A AR AT, AT 4ERF LR A 2%
ol okt 2 00 1) e i 55 A 2B 0 ) F) S 5 A ) 3
ST, ARRBFFNETETTE S AL AR B AR S
%NE [27]o

2.1 miR-1555% 2 HFAE

451299 (Tuberculosis) A& /™ = g ilp N 548 FE (1)
— PP DL, HLAE ARV A 1) A0 E R AN
K, SO ER AL TA RS, HArT,
W4T miR-155 5 45 4% 0 B A F 1 (Mycobacterium
tuberculosis, MTB) 75 TH I HF 55 45/ . Wu 28 P B 5%
R, SZEE% 5 RO IR G i R A0 A I i 4 i
H1 miR-155 [R5 K 2% & T IEF X A, R
miR-155 A VRN S5 4% 53 KA B RS GL () — NI AE 2 I
bRicP. Kumar 5 PV BFFORIL, miR-155 FES5#%5)
B B G ) E g e 1k B, FFREFEIC BTB-
CNC [A]J544 1 (BTB and CNC homology 1, Bachl) DA
NG SH2 S5 K3 LS 5 1% W2 B (SH2-containing
inositol 5'-phosphatase, SHIP1) )34 . Bachl g4 ifiL
41 & %A & ¥ 1 (heme oxygenase-1, HO-1) ] £ i,
SHIP1 B4 il] AKT 35 14E, 1 HO-1 F1 AKT #5225
B B AL TR R T, RIS % 2 B AT A
i F i miR-155 398 /> Bachl f1 SHIP1 |1 % ik,
T 9k > X HO-1 Rl AKT f i 48 FI, AT A
B AR B FI 46 1F. Ghorpade %5 P 1f 78 2% B
FEA I3 R P T I e B o, miR-155 3@ i i % Toll
324625 PIBK. MAPK. NF-«xB %55 5@, i
T YA 4 5 e 240 PR T 285 4% 29 RSO B ) B IR o 57 b
AR FNARIWI LI 25 R, E VRS2 5 45
¥ BT G 5, miR-155 FRiE/KFIHEF & .
2.2 miR-1555 18 R AT &

Wy | JUEFT B (Helicobacter pylori, HP) [ 4k & 18
PIEEPE B R WHAYES U . B R S 221
(mucosa associated lymphoid tissue, MALT) 7 = J83 £l
B R ORI 2. 7E B A TR B 1R % b
P, miR-155 fg i R gL 5] 1) 2O, A4
M1 B RSN R 55, HREIH 5 kg0 M G ra )
WRTIEFT B 5 H DNA #5145 51 2 g T B, miR-155
18 R T BEFE /AL -7 -88 (myeloid differentiation
factor-88, MyDS88) Sz HL H A7 5 /E FH B, Saito 25 1)
i1 7> Hr miRNA 2k 33 MALT ik B8 /9 70 5
RIFHLE], I 1T IRAT 3 B G C5TBL/6 /NS
NER B BRI b R A A ) miR-155 Rk B, i
AT R B I 5 9 T 7 TPS3INP1 ) mRNA
fty 3" UTR &5 &, #0#i TPS3INPI (¥R 3A, MM 78
H MATL ik B8 1) s Hh ok #5 B B ) {2 iR .
2.3 miR-1555FH4HKE

BRI 0 38 A 2 Ry QTR (Listeria monocyto-
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genes) 72 . 2% [ BH P SHe P 240 i P s i Ak, mT e S s
DT R0 56 ™ B0 o 28 TR I B J
N4l Caco-2 U , 40 miR-155 ik i,
I B eh T IR G 5 B4 R E miRNA %
AR AN [RIFE AR KR B b AR T 1% B 1) 00 2
7765 % P, Lind 2 "7 g 50 R B, K R IE miR-
155 [y CD8'T 4l ffu /£ TCR ZZ Bk J5, A 4 17 Akt
T O S A, TR B BB e IR
BEIBEMK. DL EBFFEARER W], miR-155 &2 ks
IREEGYE T ARG MUK G SON BT AS A /b
7% o e
2.4 miR-1555Hth4mE

miR-155 AU S5 _Eab J LA A1 R G e it
T, AR HARAN G G e i A rh AR A e H, W]
BE 2 5P R0 % S EF . Giahi 25 Y & 31
SZEHEANT B (Lactobacillus rhamnosus GG, LGG) J&
e (R SR B T miR-155 ik B, g0k
i g JE 1 miR-155 33K P 5 3L 1M /£ LGG 45 &
A TR ARG P R A5 S L T T 66 . Sharbati 25 B il
i A F RT-qPCR AR 43 #1290 11 IR (Salmonella)
Y J5 BAZ 41 P R ) miRNAs R84, & I miR-
155 ik Bif, JF@id TGF-B 5 5@ AN SmE 1 H
WA YD 1) IR G I A8 . 4 0 (3 6 BR B
# & B (Staphylococcus aureus enterotoxin B, SEB) 4t
RS, 400 miR-155 KA FFAK, TAH
T i 2 (lipopolysaccharide, LPS) 4b# #14% 41 /s
J& miR-155 kN, F W] miR-155 7E A R 40 1 5
B RIE [ B FRIEANE, IF HOR /R AT Re
AFHE U, Clare 28 " 58 K B, miR-155 g/~
ARG BRI (Citrobacter rodentium) &4 J5, /N
B I 2 b A o G R, MU S SSIRE 1R
B, SREESR, RE] miR-155 R HUA G2 %
i A T R ARG AL ) b A A B BB . Cremer
2 120 11 3 B8R UG 07 B (Francisella novicida) J& % RAW
264.7 /NELECRR AN, FHVE A0 v IR AR T (Burk-
holderia cenocepacia) 1 Bt Y5 43 ¥ #F 1 (Mycobac-
terium smegmatis) 73 il B4 N A0 ML BAZ A0 ML, 5K
o6 45 R BN UE ) K G R miR-155 JH 3 NF-«B i
A% L3 Fos/Tun % 5% A 4% S e i 1 1 T

3 RE
MiR-155 e 1 5 55 I 01 S 2 IR 1 38 126 A2 i

M2 e, K NFRERN $5 5 2 M AR
MR, WARIMMEE. S SETRIEE, A

BIBIE R R A 5 KB . miR-155 7EJREE. 40 5
ARG e R EE B H 2 B EA. A
IR 18 BN S, MLAAE Ik 2% Fh 43 7 4L R T
miR-155 (K38, — J7 TR 2 HLARRE 5 2 PE K 1
BRI, 53— I B R A 7 2] G
P M Rk, MM4EREIUARRRA . BT, MR
R I miR-155 5 H i G 77 TH W Ao, (154
SRR . I miR-155 76 AR SR AE P i e i)
HARME MU, 35 TR N B AR S5 1) R A9 TR
J G Ay FIRIT R A B e HR R, IR IRIR AL
I ATEEMZ Wi AR HE, [FIES N miR-155 KAk
P PRI AH DI (R TR S I6 T T RERTIE AR -
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