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Research progress of miRNA-related anti-tuberculosis immune regulation and its potential
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[Abstract] MicroRNAs (miRNA)are a class of non-coding RNA molecules that regulate gene expression transcriptionally, playing
crucial roles in various cellular processes. Increasing investigation indicate that the Mycobacterium tuberculosis (Mth) infection alters
the expression of numerous miRNAs in host cells, thereby influencing downstream pathways involved in immune responses against
tuberculosis (TB). This review summarizes how changes in miRNA levels post Mtb infection regulate autophagy, apoptosis, and

inflammatory responses. It highlights that miRNAs may serve as potential therapeutic targets for TB, providing insights for further

research and clinical applications of miRNA in TB.
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I R R FH B A 2 2 A

1 Mth B 5 miRNA BIZE FRIZIFIFEIMTB &%
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W A 5T PN o L B T B MR A S
WIS BUSTRR, VAR AR MR A AW S RS, O
IR B AT DA 500 i A 5 S5 B PR A e T B RIS
% B P 3 SR AR P ik R PR Dl S Wk, A A 2 0t 2
I3 SR T S R PR 905 A SRR o W A D % A B SR
Ja 7K 32 217 A% R 42, (HAE Mt BG4 TE], miRNA
XoF W PR R e AR AR R AR BE B R AT . 3 LAY
— LEAJF FTAIE S Mt J& G4 [A] miRNA ) 22 5 218 %)
H AR IEE (B D
1.1.1  miRNA 4= g "£ 48 X 2 & (autophagy related
gene, ATG)

JLFFTE M ATG R B B2 5 | A 5t
FE™, miRNA A] @ #E M) ATG F 37 AEGmAD X & $E 0
YRR, AT B A2 5200 o #F Mt BG4 J5 , miRNA-
142-3p 7E B WA A P9 1 2 & 1 I, FLERJE R ATG4c
AATG16L1 i, AT 1 40 ™ s JX ¢ Mib
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E Mith 7795 - miRNA-144-3p 78 4= 2 B AF B R i
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U, B ) ATG4a, AT H W, (23 BCG
Ho Y AETEDY . I H miRNA-144-3p [ b A 8 i 40
1) 3k 4A A0 A B A7 8 B 0 B0 52 AR o (peroxisome pro-
liferator activated receptor alpha, PPARa) Fll = B iR i
b A B2 18 A1(ATP binding cassette subfamily
A member 1, ABCA 1 {i 2k E W 40 g f) Jig o AR 3%, 3
X MR oA A B g AR T M B G5 R H
W, ghAh, miRNA-155" \miRNA- 1958 414 11 5

£ Mtb YL A - 238 E I, I 53 ) 38 1 3 ) 4]
ATG3 #1 Rheb ATGS SEHUNS H K1 o
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542-3p 1 Mtb J& 42 ) 0 40 i b 08 A, Jl i #1
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VPST1) 1) 5 W A 64 ol 28 K 5 Y Il K ) A EL A
FH . AT 4 B E et 55 R A e a5 SRR AL,
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T FLAE L R VPS33A, AT 4 1) [ W Ak - V4 il
A, Mtb 414 Rv1759¢ 7] i 5 miRNA-25 {1 %
i b, [ L T A A L P 0 R P I T i
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NPCD), S BUABEA T REZ 451, AT B WA B4
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30a-3p Fl miRNA-30a-5p [ 3£ 15 /K P 4% 5 b .
miRNA-30a-5p [ _F 2 {2 1 & Gs Mtb (1) R 48 1
H W, 17 ESAT-6 5 5 (¥ miRNA-30a-3p 3@ i 1 1] 5
Wk P R 5 IS8 (1) ik 5 DA T 475 BT miRNA-30a-5p 2 idF
H W AR T IR R BE R T R 5 U T 5 S R T
(tumor necrosis factor-like weak inducer of apoptosis,
TWEAK) AT 3 i 0 [ 1 B0 2 U (adenos-
ine 5'-monophosphate-activated protein kinase, AMPK)
75 H MR R . E Mib S Y 1 W A
miRNA-889 b 1/ ¥ [r] 41 il TWEAK (1) 3 1 A4 ]
W=, WEAE ], Mtb BAT#R Ca™(5 5 LARH LE A IR
A BSCARTT [ WK - VS Bl R R 5 O D BE M 7T 55
155 210 J0 1 F) miRNA-27a R34 _E i, miRNA-27a #2177
IV 72 A2 A5 X F) P S AR R Ca™ 3 3 2 K] (CAC-
NA203), SE Ca™ 55 I, I B WA
BEAh, miRNA- 144575 R GL 1) B R 20 i rpr _F 3, 52 1)
Fi DNA #5345 9 15 5 B 18 75 5l 7 2 (DNA damage-
regulated autophagy modulator protein 2, DRAM2) , il
i) R A TR A s 5 B AR S ¥, miRNA-215-
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72 7 24I5 B miRNA ] B ) FoAdy 22 (], o) 5 W
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Jf A 2T R, H R A UK S 1 9 PR i 10 (dual
-specificity protein phosphatase, DUSP10) [f] &1k {ig 3t
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Figure 1 The effect of miRNAs and their target genes on autophagy
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TNKS2), {3 F W™ . B4 7k 3o R A R
A% (ataxia telangiectasia mutated, ATM )i 2% ] 38 i 34
% LKBI/AMPK/TSC2 f& 5 Jf 40 il $1 i 4% [H 7
mTORC1 PAZHE F W . miRNA-18a 7E/& 4 Mth ) 5
Wi 240 Jf b, 38 R U AT E B ] RS
2200 miRNA-17-5p I 8 ) i T & R 40
1 1195 -1 Cmyeloid cell leukemia-1, Mcl-1) Fl{5 5 %
T 5 55 0% A 1 3 (signal transducer and activator
of transcription 3, STAT3) , #fiffil] 1 Mth 5 5 1) B Wit
20 B R . Mel-1 )& T Bel-2 S 1 LI 12 A%
015 Bel-2 KRB A RR T IR T 40, 2 5 B
EEED
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AP R R E . A miRNA 7E Mib /S5 K
A 22 ARk, BN Ui DR A 1 I, S T 52 0 Mith
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PUTB e h M EZAERA . BRI ) miRNA-
155 #£ Mib 5 BCG i 3 J5 &1L B, BF iR B B
T Toll B 3244 (Toll like receptor, TLR)  #% [A]
¥ kB (nuclear factor-kappa B, NF-kB) I Jun &2 K
Ui W B (Jun N -terminal kinase, JNK) {5 5 i@ #% B
miR- 155 i 2 #2 [7) X Sk HE & H 03 (forkhead box
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NEK6) i) 5 7 AR 2R, BEIM 7 5 W0 STAT3 (5 5, ]
ANME I TR Mith G S, ELELA A H miRNA-
20b-5p 1T AT Mel-1 235 b8 AR i) 48 fa 0 -0
miRNA -223 7 i 3)) 1 45 #% i (active tuberculosis,
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Figure 2 The effect of miRNAs and their target genes on apoptosis regulatory factors
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associated factor 6, TRAF6) 7£ NF-«B il % #1 {E N1E
ST RIEAE I, B TKK BT 48 2 i ] 1 i e
SR o miRNA-146a"" A1 miRNA-125a" £ Ji 4L 41 ity
vk B, S5 TRAF6 #1H] NF-xB {5 518 i, M
FOHAH AL 2 R 5 (1) 793 . Mitb (K55 /1417 ESAT-6

1.3.1 miRNA A4z %2 B -F 5 i AT ] miRNA-223-3p B3k, 5 2 LB R 56 10
NF-xBIBEE HE#FESMRALMBE T AL S4B B IR B 15K 718 A YR L K] (phos-

42 (interleukin, IL) -1, IL-6 i J8 2R A€ A T Ctumor
nerosis factor, TNF)-o 55 [ A2, 78 5 A AN I B 14 47
N AT RIEEEER . 75 NF-«B@EEE 7S, AT
3 3 PRI B W 40 i P9 1 Mt B fr 9. Mieh L R
miRNA A & (1 222 n] 38 I 5200 NF-« B Jd %, {EJ‘?_F
KA R TR 3) o 7E Mitb 2% GL 1 B

Jig 7, miRNA-20a-3p #% 15 5 L, %Tlﬁ/\iﬂﬁl
NF - kB ¥ i B #11 fil] 71| Ginhibitor of NF-kB kinase 8,
IKKB) [k, M 0 il NF-wB 38 5 i30S, 538
T 20 f o3 WA 2 98 R -F- AR T Mith £23E . A20 52

phatase and tensin homolog deleted on chromosome
ten, PTEN) L1, 01| PI3K/AKT/NF-w B i 6 ik /> i
R TR A BeAh, Mib SR G ELREA fil o
miRNA-502-3p i, #[a)4] Rho FHOCHE Hh e &
H ¥ 1 (Rho associated coiled-coil containing protein
kinase 1, ROCKD PARFRAE RANMA 7 HIRIE . FEH
1 A miRNA-502-3p & E 01| TLR4/NF-kB {5 1@
HEAH DS ER A R, AT BE M R A P A A
5 R A 2 Mib 84 5 20U P9 miRNA -
340-5p FKIA B E FFEAC, (Rt p24 2 iR B 7

CTMEDT ) +——— (miRNA-340-5p i
[ T 7T 4 0 (0 T T A A A A A A A 0 a1 ¢
5 I I I <&5$59%%&5&5&5&&66&5
.___ miRNA-125a T
@o | — Gon 1
@e .l. — G|
l (miRNA-222-3p .—4‘—>.- - > ‘n— miRNA-20a-3p T | Decrease
l T Upregulate
—, Tnhibit
J, (mikna-180-5p) —u.—» (mirNA3780 ) s e
[T T AR TR TR TR TR R RN TR TR TR TR TR TRV U RN AR TR VR TR TR DT TR AR TR TR TR 1 NIRRT S %??%W?%ﬁﬂ?‘w\r?%ﬁ?% ??ﬁﬁ?w ST T T AR TR Tk 1d
LBE8E86888888 ,4%%&“0@# 86688 “%H:éo%obb%o ,,,,,, S 3%(%5 VOPAEEEESEEEELEEEEEEEEEEEEEEEEEEEEEE8E6
Activation of NF-kB pathway =~ ———>  Release of inflammatory cytokines

3 miRNA 7R Mtb 7 89 2= 53015 & X TLR/NF-xB 8 ¥ 89§
Figure 3 The differential expression of miRNAs following Mtb infection and their effect on the TLR/NF-kB pathway
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(transmembrane p24 trafficking protein 7, TMED7)/
NF-kB #ik, 5] e 2 40 f R 7 R B i A
KA BT I (transforming growth factor B-acti-
vated kinase-1, TAK1) /& NF-«B i@ ¥ /7 10 5¢ 8 5 .
miRNA-26a 7E /3% G 1 41 i o 8, 28 17 5 0L
TAKI i, T30 NF-xB 5 58 #5, 1F Mib
G I B WA B, miRNA-18b-5p 1A N i,
F A HIF-10R A G 11, MAPK p38 Fl1NF-kB p65 T 2
RS . P[RR 3 S0 A 2 2 4 B Rl 7 R 08
AR f s — WU FEAIE S, Mt 3 i NF-«B i #%
FHmiRNA-378d IR IL i, HH N5
7 NF-«B il #% (1) 05 , 5 miRNA-378d #E &
Rab10 ) b 1 — i 5 {2 48 4H Jfa D5 43 b , #0161 B
P Mtb R A7

TLR nJ 3@ i MyD88 /1 315 5 % 5, MyD88 15 5
IL-1 52 A AH S B (T1L-1 receptor associated kinase,
IRAKD 1 FITIRAK4 (554, i3F— 5 55 5 TRAF6, W%
TAK B 51K, FEE ML) NF-«B B BE L. wl
JITiR , NF- B i I B4 5 i {72 98 40 M D)1 7 A, 38
4> miRNA A 38 i B 42 50 ) TLR 5% Ve 48 B P9 1Y) 28 o0
. miRNA-21-5p ¥ 3 2 125 88 ] 411 1] Bel-2 F
TLR4, M2 28 40 i 8- 7= A2 7 Mith J&
Y ELWE 4 M S5 miRNA-708-5p 7K i, o i 4
17 40011 TLR4 B¢ AR AH DG4 Rl 1R 23045 . miRNA-
1178 TEBE YL (1) E M4 M 13/, $17) TLR4 1225 P&
1 Mith 2% G 1 B 20 L o 02 A A R R i A R BT
B 7 i@ Ak, miRNA-196b-5p/SOCS3 Y miRNA-
370-3p/YP IR FEEE A 1 (ollistatin like 1, FSTL1™”
FmiRNA-32-5p/FSTL1™'LL & miRNA-206/4: )& &
BgZH 2300561 A7 3(tissue inhibitor of metallopeptidase 3,
TIMP3) "5 5 35175 Mith B Y% (1) 20 A - R 4441 98 A
PR 1R
1.3.2 miRNA 1842 & M & (reactive oxygen species,
ROS) K -F

N e 248 e ot 398 n i 4 A P B A4 7= AR ROS
SO HoF B e, B i i P F Mebt ). Mith R 1 I 41
J P miRNA-495, #1717 b 1 #4040 4 54k 1 2
(superoxide dismutase 2, SOD2) [fJ ik, f£{k ROS /K
S, miRNA-346-3p 75 /2 L1 B WA M o R i, B
] RIPK I/RIPK3/MLKL i i , 5 ${ ROS B i Al Ca®*
PR, AT 2E Mith 35 5 11 B W 40 B R B8 . itk
A1, v B B TE B3 TB AR A0 I SR A A A R
miRNA-23a-3p F&i& T, it ¥ m) IRF1/SP1 2 ik
ROS Az B¢,

S 2 miRNA S 5 O s I AT 4 i FA
¥ AEFE ] Mt SR AP R AR . TR IRIAR
HAF R FRIATLR T DA SE J07 b 35 A Mieh JE G 1) B 4% B %
SN, FEE— AR T AE MR T T

2 miRNAEARBERRTTIES

miRNA 1A [ A AR A6 6 18 715 &2 2% 1 2 5 Y
B 5 EREE, ETBH, miRNA &4
PRI 22 3R, T30 MU 2 DR 5l B U 1, 52
BE I R DI Re . DRI, 200 % 5 22 4% R I miRNA
AT 38 i SR G T e, (i Mib (175 BR BRIR R JE
145 . miRNA Y87 10 SR B Ar 2 10 5% 5 3 11
miRNA FIERAk, BI N Ay b 1 sl 384 55 ol 99 2 1 17 1)
(1) P9 U5 1% miRNA AT 3 5 BH W7 3K 30 5% 3 3 F 11
miRNA. T E2 miRNA & & 175855 : miRNA
R (miRNA mimic) #5741 miRNA 2w fid 7 71 (1) &
HHFRIEH AR miRNA $11] 55 Canti-miRNA) FI miRNA
AR5 . 2T miRNA VBT 71 A B A 20 1 3
BV, AT S5 G AR B B A G B NS B IR R
55445, it — 0@ i 2 AR T Ok SE i
P I IE,

UIHT FTIA , Mitb B 4% J5 miRNA 25 5 [ A8 52
WU, B AR TB S . RS SRR,
NN AR A 9E miRNA [ 3R IA8 T {2 2E5T TB %%, BF
AR A Mtb F57 (R 1D H1, miRNA-155 (I/E A
A B I _E RS R Mib (S TERR, A
FURRH: b1 2 BB G40 B PR 4 1 B A o 3K ST ST
BT i i miRNA - 155 5T TB A FH 180001 14 40 745 507
miRNA-155 75 1 715 15 2% Mtb /8 4% (1) G2 2 B A 2
HZFAER, HAE Mtb 24 [F] B B0 8 ) 15 3%
rwmfedE— PR .

WK, VR 2 AR N 5256 ELERA 7 miRNA 7] B8 &
DR AE () TB YR IT 5 AL, AH G AE P i) 55 AL 5 TB /)N
B R it R R A AR AR . miRNA-3257/NRRTE
JER Y Mt Ji , AH bE T A2 7R /N B, Ml LA A0 U £ 3%
B 5 R R, 1 miR-3257 /)8 5 ZE D 78 miRNA-
325 AR e, L A% B B & 2 E 1R T, 1R T M
TB /)N B 1 miRNA-325 0] G845 Bh T 22 fif TB gt g™
miRNA-20b A i it # 7] NLRP3/Caspase- 1/IL- 13
PR YRk A 70N B PRI 50 288 ShE B I, A58 FH miRNA-20b A5 41,
FALFE TB 7N B, e Jifi 8 28 S AH B HE 2H B S5l 2% i
AHALLHE , 25 F miRNA-31 37 1 TB 7 iE A 5
(1 i B S RE 45145 T4 FH miRINA-25 41 1] 551 Ak 38
BCG B G2 1t /N R, #H Eb o6 B& 20, A 25 58 A A il 356
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41 B 7 Aar A 22 RE KD, $2R TN U miRNA-25 AT LA
PR TBE R . WA W 738 KA miRNA-27a #5471
FIARER ) TB /N KR A0 B HE 4 2 A (A 40 1
A 9 RE K2, PLEAE B miRNA-27a 7] PLE
TB 67 (4L £ . miRNA-337-3p 4[4 TLR4/MYD88
FISTAT3, 58044 D Z A 3 30 B RS2 45
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