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WE EOETHE (Mycobacteria tuberculosis , MTB) LR I ECR I, HUR LA S BETE AN P I A A I TE Al 1 4%
PR GRS . AR SAARAE A5 02 L0 3 B MTB A 3 2R 4%, 23R R AR M P9 A PR R Bl R mil &, L FH At i 1 e
TH BRI TRANTE . AR, MTB m] A ] 280 7 20t s HCHT 40 3 W AE L 55 40 A7 DT s g 3 S 2 505 4E T . MicroRNA
(miRNA ) J& —Ff P A A SRS /N RNA 73 R TE R SR 5 A DU DG RE R 338 24 3 MTB 5 e PR 2401/ 22 SO Y
LT TR A I, MTB REAS 18 10 1755 W 20 R 57 2 K — 28 miRNA 431~ FF ) I WEAH DCHEDA , BELAS F & 2k R
AT SZEE MTB AN VR . AR St miRNAFE MTB AN 1 A7 S ML) OIS o RV E—Liidk

SKEER  LEROPRTE, FOMEALEL, AE, microRNA
RESES Q5. Q93

th EDE 2 EREAZ m A E R, S —Fh
TGRSR AT, X AR SR RS B™
TR BUR I E % BT (Mycobacteria
tuberculosis, MTB) &4t J1 75t HLxE L9 LA e
PENH R, TR RN KN AR IR RETE A REh T2 4%
&, BRABFE HEOR LRSS X 2520 1Y
W IR RIS YA A . B AR A e e At
e e N 2, BV M A A AR UK
FAPE RO E A IO A, Jo 7 3248 4 it
B AR5 T B B WA T 5 1 AR Rl 15 G 1 s it
A, TRV AR N B RRPE PR 5 ROK i BE T T I
Jr A, SRR S T B AR Y E 2 L
MRS & B, MTB o] LI o 2280y =045 10 3240
JHL, A 1 B2 M G 2 T R sk R 0k a2 L G2
Wer, AnFhTAnpE [ SEIAR O R N . (R itk
HE B TIE B35 Z2 A0 =0 . miRNA UT B2 7 % 5
TR ENREMEZ A, EJLEXT
miRNA 45 #9 MTB -5 240 A B A FH BT AN
2, ffi45 MTB V8415 32 40 BRH OC 52 #1443 38 %
TR HE ). miRNA A HT B WEAE R 5
SERL T BT TR AE A S I A A7 R SR ZE L . A S
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1 miRNAS5BHEEER

1.1 miRNA

miRNA ZE K JE 20 22 ML AT IR A B Bkl
ZifS g/ N RNA, HAEZ0 N B 1P i RNA TR
AT G BB K 4% 4 mRNA 19 3° UTR
Bl H ANEE X257, BHL1E mRNA BB H R
FE 5% S G AR PE A OCHE I 234 P . miRNA 3
K H o PR B, B SR R A R
* I AR IE R0 F (81470001) 5 AR 44 11 AR 4751 F
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miRNA %5 2 272840, K1 miRNA 78505 1Y 12
Wr . 69T SIS A T IR IR E 2 . B o
KN, miRNATEGAZIRI R4 . Kb R A 2]
HEEH, SR AEES . AT, 40
MISRFCAT Z2 B 98 Sy 1 B34 5 A AT B VIR
Hrh miRNA 7E [ B R T A E =, MG
WFFRAMBEATRA .
1.2 BEEHA

H WA E FH 28 A TR [ WEAE DG P A 4% )
PV BEHARR i B B Z B A s AR o4 ik
B, BV ERE: A B v S s R A R A D
e ik n s SRR S R W N S ) L R AE R K
MTB JE A Rp 5 P o e 1) B 2 vk 4, MTB X4 i A
Wit AT —EHRLRE 11 . MTB RS A WA RE 1 S5 H:
FNEBYIME, FATH (Bacillus Calmette-Guérin,
BCG) . MTB 5 # tk H37Ra $it [ W 1Y i 1 #5255 i
MTB 3 # #k H37Rv Hit F Wit A ) 438 . H37Rv B A
15 ESAT-6 Y JL[H )74 RD1, A #F5% &K 3 H3TRv
B 43 W Bt R ESAT - 6 /E H T mTOR
(mammalian target of rapamycin) 1] 2 2|t B Wi AE
H, ¥ YL ESAT-6 (early secreted antigen 6) Ff it %
158 BCG 7E L Wi 41 B P9 A9 A2 306 D1 fe T A wee
A WA LR TR RE R IR S S AN N A W R A A
KEH TR —FRINEEH, HRIAFEZ miRNA 1Y
P — Ok, MTBREGLAIMES, HA B AHCHE
M B Re g i 2 AR A 118 E i, AT i
2 B PN BB HE M) ) WA G A ) miRNA B2 N M AE
B 1) W SR DG SRR ) miRNA, i 25 [ g 5L
FIRB G, BB R A AR R R
miRNA -4t A BEAE 5 205 g 40 i Jo kA 208
FXMTB, i MTB 5407 F A an i iy f 4 T ok
WEA A MBS, X T RESE G Bl Pk Il 2t 18
RN MTB < VAR K3 sl il 485 2% S8 5 i 2R
S A AN ) i A

2 MTBiESHmiRNAEZE A0 B 1

YA W5 miRNA PS4 H AT $A0,
T B 0 42 240 L 1 I/ FH 7 miRINA R AR 1 3
PLH RS AW 2 . R 2P KB, B
2L P MTB 55 19 miRNA 75 400 1 Wik T g e 4
S EEMER, A4 miRNA (miR-20a, miR-
23a-5p. miR-30a. miR-33. miR-106b-5p. miR-
3619b-5p, miR-125a-3p. miR-144) FIHE A
YA A WEAE R, G R MTB 72 41 A7 1Y g

71, FHYmiRNA (miR-26a) AEMSIEIEANIL [ WY
fEH, AR5 miRNA (miR-17-5p, miR-155)
TEAN [A) SR 2 T A (k| W R il 5 e X
FAEA, HLHIRCHE 2, SR H X 28 miRNA
SRR ILIREAIN AT .

2.1 miRNAHEIZAE B 15

2.1.1  miR-20afi i 41 £ 1

miR-20a X T 1 WKL DA I 15 7 F 7 HAb 45 2
A 20 SCHRHGE , At i #215 ATG16L1 (autophagy
related 16-like 1) 5 WAREH AL ™, BAL 1]
ATG10 (autophagy related 10) 1 il X & 41 }g A
W ', S BECNT S ATG16L1 #fi F itk ififie
EFLR IR A A2 10 Guo 55 M WFSE & B miR-20a
A LU #E ATGT . ATG 6L ] [ 15 M 1T 58 56
BCG 7 IV 4 s RAW264.7 N Y715 fiE 11 . ATG7
(autophagy related 7) #1 ATG16L1 /& H W pii it 2
MG, A2 500 B AR, fe i
LC3 (autophagy marker light chain 3) %51k & A
Wi dE I &2k 2L S BCG B 4 i JS miR-20a
Tk W3 LU, ATG7. ATGI6L1, LC3 & ¥ 5
HREAL, AVEMEH P RS . ER TSR P miR-
20a BEAS JRHE 1 W FE vh 20> F AR DG R K3k,
XA BT g b P A miRNA X250 & . &R
IR
2.1.2  miR-23a-SpMifil 4n [

Gu % " i 58 & B, miR-23a-5p A] L) 8 [
TLR2, it TLR2/MyD88/NF-«B i 1 i 41 s
WEAEHT, $5R MTB 7 E W41 M N A5G 32, HAE
J& YL MTB 1) RAW264.7., BMDMs H' 3 ik g 3% |
A, JF FLA I ) 050 B . TLR2 (Toll-like
receptor 2) A7 TH I Wi TN 9 J5E A4 (%) D) i, MyD88
(myeloid differentiation primary response 88) A NF-
kB (nuclear factor kappa - light - chain-enhancer of
activated B cells) J& 5 219 480 S o 8 I8 710 A+,
AT ITER IS, X MTB A GRS TR, H
WA IS , MTB R N3 LAAAE . Gu Sl
4 miR-23a-5p & — MG TE B G5 A% IR T L AL, i
PRI AN, BEAL 00 A0 RS S
R R .

2.1.3  miR-30af 40 F 1%

miR-30a TEZ NG A 2 5 A BRI A Y
i, HE ) BECN 0l 8 WA T AT Lo s 15 i 40
ML 2 E i 241 0, R T N R A AR
Sk FEREfE & 8 1. Chen %5 7 &, MTB /&
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Y THP-1 41N miR-30a %3k FiH, JHAE A4
[a] BECN1 1] [ s o 2 DA 17T 5 B MTB fe i 3k ikt
SR MTBHL A W BE ) SAFIGRE ST 5 I IR 158
WA, miR-30afEIER A 1A BIE &k v R E
T Bl I 25 A% £8 38 P i 15 g 24 i PN 3.8 I U3
Ha, WA B ERIT S IR YT R B SRk i R
i, X478 miR-30a EIETE R I 45212 W S 5 A=)
I3 BN T e ORI RN Fahs . Wu 5§ 1 &
B, MTB /YR THP-1 40 ig 4 miR-30a, miR-30e
Fik B #E LV, miR-30a B [5 MyD88 H. miR-
30a HE % 410 il A\ W 40 )l N TLR2, TLR4 (Toll-
like receptor 4) . MyD88, TNF-o (tumor necrosis
factor alpha) . IL-6. IL-8 A4k, I miR-30a 7E
L 17 I SAHOC AR PRI h B R SRR
2.1.4  miR-334f 24t 1

Ouimet %5 ' % # MTB 1] A% F miR-33 &
miR-33*Fik | Ml AWEVER . BB AE . BRI
IEAL AR, SR AR F 40 P T
J1 . BWFSEAE L, miR - 33 fE 6% 0 ) H 5 ATGS
(autophagy related 5) . ATG12 (autophagy related
12) . LC3B. LAMP1 (lysosomal-associated
membrane protein 1) 5§ [ 1 5 [ DL K& FOXO3
(forkhead box O3), TFEB (transcription factor EB)
GRGSRIN RIS, ZEAE AR, BIRGR
IRXT IR BRI AL, B4 N g MTB $& 4135 5=
(1 i T A f4 K5 . 0 ) miR-33 3k 5 & B MTB 77
W, X MTB /3 BR g ) B 2 4 0
MTB TEA Ml N REFFZAE A7 o0 T A M, 30 A A2
HEE B AE TR, PRI B A0 A A Bl T S
Hu PR S5 A% 1) MTB UL 5 S ki Ve H] .
2.1.5 miR-106b-5pFImiR-3619b-5p il 2 fits [ Mk

Pires 55 ) & B{, MTB E YL i) I 41 i 1N
miR-106b-5p fE A% 1 H2HE ) 175 il 04 e 202 A 11 K
fiftfiti CTSS (cathepsin S) FE[E, miR-106b-5p 7 4
M FIA B B, dHN A R RS, MTB
TEAN L PN B A7 5 38855 . Pires %A A CTSS J&—
TE N AT LRI WA N BT )12 pH 3 i PRI 1 2
KR, T miRNACKILTUER, 5 MTB 7R
TS KRRk, PT LA MTB 7E 383 gl A
1. fH Pawar % 2 & ¥l miR-3619-5p 7£ BCG /&L 1Y
THP-1 4iffi P %35 Fi, CTSS#ik L, BCGTF
W SR R, TG U miR-3619 J5 BCG A A7 13
5% . Pawar S5 Ny, ik 1H CTSS /55 BR MTB ;&
Pl SV 5%, CTSS A4l ) 24 1 S iRk

S, RIVAR X A Y [ A S ekt et s . Dt
miR-106b Fl miR-3619b ¥ AE3# i LK CTSS Ml [
WERENE, A AT MTBAEAN P A A A7
2.1.6 miR-125a-3p M4 F

Kim 45 2 % $ MTB &4 i) EL 1 40 ! BMDMs
FIRAW264.7 Y1) miR-125a-3p ¥ i 3 i, HE
A W I8 PR TR S AOSE 1:  miR-125a B 18 i #2115
H W %L [l UVRAG (ultraviolet radiation resistance-
associated gene) |40 [ 1 . UVRAG J& F R4
JHL I WEAARTE ORI Wi B Y b SR, R RG 5i
Rab7 T ¥, 4 B B WA F1 5 B 1A Rl &
UVRAG A4 B T MTB 7E 41 I A7 . Ik 4h
1 35 miR-125a BUZ UK UVRAG #0K 230855
Wik A X LA MTB L SV ; AMPK. (AMP-
activated protein kinase) ¥ 7 11 A% Z W 6E 9% 11
miR-125a & ik, b UVRAG M I Jin i [ m
MTB I A M e v bR, 31X — R A B T 4 i
RIS TR BT .
2.1.7  miR- 144410 il 41 4

Kim 45 24 2 B MTB &% 1) 1 441 il hMDMs
N miR-144-5p £k B2 b, @ Hm 37 UTRAY
HomE S DRAM2 (DNA damage regulated
autophagy modulator 2), il [ Wit 2 [ WEAR Y
JERK, SCEAMH] miR-144 J5 % B0 BUA SR8 .
Ab, i AR A B A5 4% A i A il A2 41
miR-144-5p 2.3 [, DRAM2 2 & T, XK
Wy 1R O A5 A I R 2 T A R
DRAM2 5 BECN1, UVRAG M HAEM, HAgE
#1 #i] BECN1 9 RUBCN (RUN and cysteine rich
domain containing Beclin 1 interacting protein) 43¥
Jf- 4458 Ptdlns3K  (phosphatidylinositol 3 kinase) i
P, NTES) A kR A R . I, miR-144-5p RE
[ HE 1] DRAM?2 B S 40 4 i A 8 W A 1 D s S 240
Jfg X MTB (4 47T B8 & B . Guo 46 20 ke B, Jg& e
BCG (175 BL20 s RAW264.7 FA 2 1Rk 40 it 4 1Y
miR-144-3p KLY E B, HAERLI 3w EL
ATG4a (autophagy related 4a) 3’ UTR, ATG4a
REME HE LC3 e, M40 i A WAATE i, 1o
AN BCG BYAATE ). FiR Z I 58 K W] miR-144
TESS IR HIZINT . IR SAs i o A v T RESA A
2.2 miRNA{Z 4R B &

Sahu %5 27 B 5¢ & X miR-26a 1] LA [a] #1 4l
KLF4 (Kruppel like factor 4), Tfif KLF4 GE % FH 1
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MTB #4128 2 [ Wi B RE, ook 2 R B
M —F AL A S BHEE Y . AP miR-26a if
n] LI#E ] CREB (cAMP responsive element binding
protein) - C/EBP B (CCAAT enhancer binding
protein beta) , Ji5# REUS [ NO ZKF- AL I il B ik
9 g M2 R AR . SE R kK B, MTB 1
BMDMs, RAW264.7, hMDMs (human marrow
derived macrophage) ZHifi PN (1) miR-26a ¢ HLRT 1A
BT, KLF4RRBET &, A0 e e
JE MG A 1 MTB 1Y RE JJ BIAH B 9855 , CREB-
C/EBP B ik Fhir, M2 AU w40 i s b . H ik,
miR-26a 47 FI| T4 [ W MTB, 358 F W41 i 4
MEERE ST, ZHLE 0 LB FE T MTB %S 1)
miRNA X [ W42 i, A7 BT 50 0 i P 45
IR Y S SR
2.3 miRNAX [a)E+= 40 A8 B 1
2.3.1  miR-17-5p X [n] R 41 AR H W

Duan 4§ P SZ8G R B, RAW264.7 21 fifd A miR-
17-5p fg i o ¥ 1) [ W & [ ULKD (unc-51 like
autophagy activating kinase 1) M 1fij ik 55 4 it 11 W3t
BCG1EH], 1§ BCG 715 J1 . BCG /e 250 25 5
R, 1% miRNA FIFE A EIRDEA W22
S, 4 hJE TG T PR AT 52 BCG B Wk 20 i A i
THER, AR T X 4n A wery s e R B W
HWFSE &K, miR-17-5p A] LA i #2 [ MCL-1
1) . STAT3
transducer and activator of transcription 3) 17 H I
E FH AT U6 55 MTB 75 RAW264.7, BMDMs  (bone
marrow derived macrophages) il fitd " A9 473G 71,
I AE MTB B GL 1 A0 i iz oy 133k Tl YL Bk
VH 2 38 %%~ miR - 17—PKC § /STAT3—MCL-1—
BECN1, B miR-17-5p f] L4 #] PKC & (protein
kinase C delta type) ik, 1M PKC & nJ DL ¥ i
STAT3, STAT3#t—2L1% MCL-1, MCL-1 {4
TP BECNI1, BECNI ZHfEShAI A W A ) ik A
WERER, ;2 BECN1 (autophagy related 6) Y3
ik f BRI A WRVE TG R . Ah miR-17-5p iR A B
PEHE ) STAT3 Je MCL-1,  aF— 25 i =X (1 it i)
PEREAEHT . miR-17-5p £EAe 2E -5 ] [ w5 Thi
VIR AROCHGE , WA Rk R L AR s M,
LRI 2, HAE BRI SC PRI A 15 T
— 5T
2.3.2  miR-1558Um AR 20 15 i

J&F miR-155 %} MTB g% 4% 4t it Ji5 15 FH i iF 52

(myeloid cell leukemia - (signal

I kgt , e ELAA 0 A0 R T B g R R AE A
A, T U R 4R A 9 B T A PP Wang
A 4 B, YL H37Rv 7 MTB (1) /) B 2H 21
miR-155 F+ 55 2.5 1%, BCG &4 i) BMDMs 4 Jfd 4
miR-155 %35 Fi#, BCG ATH37Ra BYL /)N BRI 1
2 Jifl RAW264.7 H miR-155 235 i, H 24w}
] FERAE . ABAT & PR miR-155 BEREHE i) 17 9
% H W FE ] RHEB (Ras homolog enriched in
brain) , i F0EIEAN M [ WL AR, 1 0R 40 M BR
MTB W4T 18 S i 8 77 . {H 3T # Etna 55 ' 5087 &
B, MTB B R IR 40 L N miR-155, miR-146
G miRNA %35 BFF, o miR-155 BERSHE 0] ATG3
(autophagy related 3), BH1E [ W AGIE B LA K I
WA AL S, A AT MTBAE, UUEK miR-155
J WO B S22 0, PREE miR-155 7F— 63 i il
LA A AR . miR-155 J& 2477 MTB 4
it PR ] 97 3 5 0F 9 e R TR A Y BH 2L miRNA 43 F,
HAEE A M Z 1 mRNA, /S5 FR BN, HAj
X G IR ) e B HA - AR 2 1 240 i
WAEYIERT, SCORIG IR 250 5 a2 Wibr &4 1) %
PRBEE LA

25 b A, miRNA 7E MTB ¢ 3 1 b i 21 1
EHESE TR, MR ERILE L

ol — |
3 BEKEI=

31 R4

TEEWEARM D, 5250 B A AR A K
) miRNA H I 2 H BN R 12 miR-144
miR155, M fITICIE S 78 Ml 45 4% 8 34 I8 148 2 7 il
HAP LR R E B, HS5IRIFRERAE, 400
SRS ARSI B R IA 22 7 BT B SRR,
MATHE A WA TR A — A EH, HALHIEN
AL RE, A EERON N A WEAHSCHEA, BT
[ Wt BT E W MTB, 523 MTB 7E21 i P4
FREEAEA7, IR 0 U AL 22 P B 4 i LS
PREFEAFIEN MTB, ikt RS A7 AF I 5 g i2E—
HOBAL . A WS AR A EE AR R 5 MTB (1)
FE A, HIE MTB ZEN I P B 1 B 0 EE R A
BENCI. UVRAG. DRAM2. ULKIl. ATG3.
ATG4., ATGS5. ATG7. ATGI12. ATGl6L1. LC3.
LAMP1., LAMP2 5 [ B AH G K34 2 5 7wt
e, AR —AN F WL PR B TR R 2 52 i A W A
MTB /2% 4 4 fifd J5 o8 455 A5 ¢ 5% 5% P+ 41 FOXO03
TFEB4¢3%1k, HE 2040 N miRNA %35 i 5748
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Table 1 microRNAs and their functions on MTB resistance to cell autophagy
%1 microRNAs B HE7EMTBIR TR0 B 1 4E A a9 Thae
miRNA ~ £ik [y 21 5 HImRNA R I B S O 4 hEe RIS
miR-17-5p 1 BCG /N ULK1 miR-17/ULK1/BECN1 HIAEw 2015
miR-17-5p | H37Rv NN PKC. MCL-1 miR-17/PKC/ STAT3/MCL-1 fedkEmE 2016
miR-20a 1 BCG INER ATG7. ATGI6LI1 miR-20a/ATG7/ATG16L1 /LC3 i EE 2017
miR-23a-5p 1 H37Rv IR TLR2 miR-23a/TLR2/MyD88/NF-kB i EwE 2017
miR-26a | H37Rv N NN KLF4. C/EBPp miR-26a/KLF4/MCL1. EBPf fEEEmE 2017
miR-30a 1 H37Rv A BECNI miR-30a/BECN1 WHEYE 2015
miR-30a 1 H37Rv A MyD88 miR-30a/TLR2/MyD88 AN 2017
iR : TRy A ATG5. ATG12. LC3B. miR-33/ATG5. ATG12. LC3B. ARl 2016
LAMPI] LAMP1. FOXO3
miR-3619-5p | BCG A CTSS miR-3619/CTSS AN 2016
miR-106b-5p 1 H37Rv A CTSS miR-106b/CTSS AN 2017
miR-125a-3p 1 H37Rv /NER UVRAG miR-125a/UVRAG/Rab7 sl EmE 2017
miR-144-5p 1 H37Rv. BCG. A DRAM2 miR-144/DRAM2/BECN1. UVRAG. {#lifil|HIE 2016
H37Ra LAMP1. LAMP2
miR-144-3p 1 BCG /INER ATG4a miR-144/ATG4a/LC3 I EmE 2017
miR-155 1 H37Rv. BCG. /B RHEB miR-155/RHEB EHEEmE 2013
H37Ra
miR-155 1 H37Rv A ATG3 miR-155/ATG3/LC3 I EmE 2018

TEC] s ST R A S miIRNAZ IR A (L L

ft., % miR-17. miR-20., miR-23a, miR-26a.
miR-30a, miR-33., miR-106b, miR-125a, miR-
144, miR-155, miR-3619 %%, lufi ] iz # i) T 2k
KA A WAL, MRS 4H A Py H W FR A 45
BB, TR A VERE T W, 0N
MTB A 47 7 B B 3G s T RR e A 47, MELLBE
RTINS . TERR .
32 GFEMBEREIS

H A5 42 16 TP B ) TRA TR ATk 8 ™ 8
SRR IR AR B Y7, & RN 4%
W BCRHLHE AN, PR a2 (R 5% 75 2R
A, TEAIZHE MTB P87 400 52 0 (0 4 T, A
BB B RLOR , RE B R 8 A0 56 2 F LR YT S5 A% 0%
MTB &M P ZF A TR, 322 S0 0 1 5 i 2 g
YR, HETX MTB 4040 68 9% 78 05 20 it Py v AR
FERINAAF PP A NAR T A . R g4 i
1ok [ WA AR MTB J& 75 B MTB (5 5 =,

DA I MTB 4i{e] FIC BT 20 At s DA T 5 4 g S A7 02 H
RIIBFIE A, BTG B 2R A B HE 4 S RNA
T4 [ wE 5L A 5 MTB $10 F W 9 45 8% . o
miRNA JE 4P RNA s AW R E 25, |
SEXF T SCH T IR miRNA A A A D IR > T AT
2, B E A NG, SRS AR K
BRI HE 2 miRNA 345 ] A 75 22 30 R AT,
miRNA I F1297 . WG HR AR n] SE R 5 F— 25
I PREZIG I . A RETT & e S FL s skt i Bk . &
PR EE miRNA 415 FB BIIGIT 200, 0 5 1AL
{RXTMTB [ [ W5 BR AR J1, X &5 B il ARG T
A EELE S AN I 2 A U 1Y miRNA
T R8I0 A DU s A B AR AR, B 48 miRNA
(4N miR-30a %) Fatim s T IER A, Mty
TRIT A I & LR T %, X378 miRNAE K
TEAER TR Wi Wik S e I PR W A6y 7 1S
WATEREL .
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Fig. 1 The schematic diagram about MTB resistance to the autophagy in macrophage by miRNA
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Advances of The Functions of MicroRNA in Mycobacteria tuberculosis
Resistance to Autophagy”

ZHANG Yi-Yuan", YI Zheng-Jun”, FU Yu-Rong""
("College Clinical Medicine, Weifang Medical University, Weifang 261053, China;
DDepartment of Clinical Laboratory, Weifang Medical University, Weifang 261053, China)

Abstract Mycobacteria tuberculosis (MTB) is the pathogen responsible for tuberculosis. It can exist in the
infected-macrophages for a long time and trigger the disease when the appropriate conditions arise. The primary
way to kill intracellular bacteria is via the oxygen-independent route. In this route, macrophages mainly rid
themselves of parasites by autophagy where autophagosomes and lysosomes are fused into autophagolysosomes.
However, MTB can resist to autophagy and avoid being killed by the immune system of host cells in several
ways, thereby co-existing with the host. MicroRNAs (miRNA) are endogenous non-coding single-chain RNA
molecules that can silence related genes expression in a post-transcriptional manner. They are crucial molecules
for mediating inflammatory reactions between MTB and inflammatory cells. Recent studies found that MTB can
induce the expression of certain specific miRNAs in macrophages and target genes related to autophagy and
therefore inhibit triggering and progression of autophagy. This mechanism confers resistance to autophagy. The

present review summarizes the role of miRNA in the resistance to autophagy by MTB.

Key words Mycobacteria tuberculosis, macrophage, autophagy, microRNA
DOI: 10.16476/j.pibb.2018.0133

# This work was supported by grants from The National Natural Science Foundation of China (81470001) and Natural Science Foundation of
Shandong(ZR2016HMO09).

## Corresponding author.

Tel: 15865563833, E-mail: yifuyurong@163.com

Received: April 29,2018 Accepted: November 5,2018



