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Abstract

With the development of whole genome sequencing, gut microbiota has become the focus of aca-
demic research. It is known that gut microbiota is involved in a variety of physiological activities
of the human body, and is related to the occurrence of a variety of diseases. Much attention has
been paid to the relationship between gut microbiota and respiratory diseases, especially tuber-
culosis. Studies have confirmed that gut dysbacteriosis can affect the host susceptibility to myco-
bacterium tuberculosis, infection with mycobacterium tuberculosis will lead to changes in the
host gut microbiota. The two interact with each other through host immune response, gut micro-
biota metabolites and so on. Therefore, the relationship and the relevant mechanism were re-
viewed in order to provide new ideas for the treatment of tuberculosis.
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1. 3]

25 4% 9% (Tuberculosis, TB)& H 25 1% 70 K FF i (Mycobacterium Tuberculosis, Mtb) 5| 2 (1) —Ff 2 A 1 /£ £t
At RIS PEAE e, RAENM TR SAE QYR AT AR 2019 4 WHO AAGHEERE k& [1], 2018
EARBRAETHA 1000 5 ARES TB, ZHOVERIERGL, KEWETE LIS Z 7L JUE Mtb 145 R (B
ZIRISE R R)TTI B OCE E, JiiE B R I e E N AR R S 1E R FUR R, MEAER . WiE T
WIS RIS S5 T S SR RN 25 2 Mg AR AR 1R 5 S L 52 M om KR AE KR
REMFUUE [ 2 18 T 5 B P2V RH ZE PR e« I B 2 4 A S WP IR TE o A 0% o A% AN
Ao NI B R R R TSI S X Mtb (1) 5 @4, Mitb LA e e EGIE . A4, Mitb YL E
RS I E A AEOC[3]. BRI, ASCHUAIE FHES Mtb BEUL A B2 & BLARAE LI ST 250
2. [pEEEA

A B DR ZH I 1) 1 AR 4 N ATTRE AR AN [ Js 3 T TR B PR AH LI e . 2R 2 RE 1 AR ARG
PR T EIMIRNN T . ARG K244 1014 ANYHE 4], X718 @R AR A 2 AR =2 5 A\
PR P A BRYE B, a0 Bt b R4 R =4 45 4 IR I B2 (Short-chain fatty acids, SCFAs) A P&AIL 4% i pH 18 -
O AR PRLRE R, H SRR, RSP, & EWmSAE 5], MBS =2 ml 815 g p AR
BRI ET BB, SIERE. BRI O ML A R [6]. RN, i 32 32 S5 ik 58 R B 4 G2
bW TR . IgA S5 SO R M 4ERE il AL IR A, AT AT RS, B, 4i4
# D E S IET AT RAM o DI R AR IE R, OGS SR o AR S LA AR B AR [ 7] A
P CE R, WAL IER AR, T RECE MBI TESR, BRI PR R
JHARE A R g RE S5, 5 0 22 b ()2 2 5]

[FRE, B e e e g EARS Rt HEMEH . s B 52m TLR2 A3 (142 28 4 i [K 1
FIFEAs . AR SR AL . LR P IR AR (i Th17 4HH R p-Bhfi 2% 2 HOBROSE, SEmapR i G e Fi
S LN 52 [8]. Brown 559 1RFF T 1IE SE M0 B A RE %38 3 IL-17 A1 NOD2 FlSU P RIAH A — W4 i £
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AR T (GM-CSF) 774, S 5mIPIGE B i, I8 M AME 5 1 (s 515 5, JFRITm e E g
BABEI TGRSR, TIOR3 fil 45 G 52 Il A BEER B L il 2% 7 7 P T J e

BT T8 5 A T AR A R BRSO R PR, B - A SRR R BT R . RN
Vi 5 i AR K AL fi — it i e g TE e S 2 A ) AS (R s A P 2 e ) ) A2 2 AR ELAE Y DA K SR
AR e ERON LRI IO R . O - Il 2 500 . Ji R ge . Afiaii . 18 1 BH ZE L e |
FEVELT YEA S5 2 I ISOE PR I %, SEMAO0 A RIS . Mt B\ DA A2 Ml 8 T T 2 4 i T3 5 A ) ¢
AR IE R Z —[10], Mtb BRALJ5JE B0 AR o B SN2, It fy - Iiirdih S i we i o i e
RSN ARSI Mitb 1A -

3. BEEFHA YT TB R
3.1. W|REELBEET Mtb h i & SEEE SRR

NEWAEDBE A2 R+, ORI, mIK. PrAER. MR RN ERAY . BN
(Indole propionic acid, IPA)R NRGIELH R ™ A — DM as A 11]. IPA FFET ANIET, S
WEBA AT R0 BV AR LRI R, FETEAM AR At 2 iR . CEVTUE, IPA n2m
/IS BB P BRI AN A 8 [12]. 340, TPA AT T Mtb FIZEK . TPA 2 VR BR(Trp) IS4, R IX
Foh B L 07 B R B ) — N BB IS5 MR o TEARL AT, Trp MMk B BOR 8 S 40 1) >k 1
I Trp VR RANE R R & AU (TrpE) I AS A1 7], AL Trp 2EM) & U IS — 2 . T IPA W@
T A AZ I ) A B AR R A1 57 Trp SKRAWH] TrpE, MIMAE TrpE fEACZ BRBHB 254 70 BAF B Trp B4
Fi[11]. TrpE BUK BONHLES 2R T HBTE

3.2. SCFAs BT #MfE ¥ & & B Mtb 5 B4

SCFAs {E AW IE A YR BEAS 0T A e & 47 4k 2 BAR Y, B 7 IR ERE R ORIESN, B nl AT 2 H
T RE, AFRFERRL . MR, BEAFETI13]. G & AMPEZIR(GPCRs) MBS . AEAMZ
P A R4 2H B 1 LT 2 R Tl T P PR RIS 5 il %, DL R B 5 R T #85 SCFAs 5[ 14].
VE N i BRI % R G2 A E 4127, SCFAs X 4EFFI I RS Z R B, — T T-HE SR 8 n TB
Gy I B FECN[15], T ER(SCFAs ) — Rl Al $5 47 Mtb 51 A2 ) I 40 i (142 28 S 32 ARk TL-10 [R5k .
PR AR T IL-10 ] REAERMA C4 X E58% 73 BT B ) S22 R0 25 b B A FH o B PRI AR S — AR
I, HSIERTFCRET . AHFRE[16], WKW EEZEFEFABRAE T, KRS 1
HBAT TR N ) SCFAs 7KF, $RJG SCFAs i i80% GPCRs A1 2 25 1 I 2 1k A0 il 25 T G B8 R0 A Bz 41
L, AT R HE G iii P, SEMATE 00 Mitb [ R 22 IRUALAT I 2% IE 5 2 BB PR 6 38 A Mith SR L Al e
BTB MRS S [17], SN E T Wi B A 5 TR 39 Mtb Z) Jdkfk: .

4. Mitb REX A E B R RIS

JY i B AELE Mitb B IR 52 BT, FHrTREXT T 2 SRS Rl H .25 18] Winglee 5[ 19114
168 rRNA P70 T SRS CDC1551Mtb B #& X Balb/c /I R i B BF 2, 6h AT Wl B
EIOT. AERRYEIIET 6 RN, BT /NRIGERE Shannon £ FEMETREIGT S EREZ FEME TR R T %,
5772 Bacteroidales (UM & H )1 Clostridiales (12 B H ) B HE R Z 80D o WFFTRIN, ARG T IR GL 1)
B Bacteroides (CEAT B )MEAE B EZ B(P < 0.001). CHWFEM[20], Bacteroides A ] NF-kB i
1 BPBE UL S5 S = 4R TL-10 1) T 40 KB ZRIPRAEM . 4, Bacteroides fragilis (ME 552847 0 o]
Y IE 4 B T 4HA B AN AE B % T 4088 1/2 (Th1/Th2) 4, Bacteroides fragilis = E )2 HE A (PSA)RETS I
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T AR S e SN, e e £ E R GE(21]. JHEER Mtb BRI R ML RIEEM, BFTEA R
BE— DX bk H37R BEATWLEE, S5 R FIRER /N R A i TR B Mith e i A 25 224

5. MERT A ER BRI
5.1. FTERFSNFER R L ER DA EEREMEXT Mtb % E

PAE 215 5 0 i R R 2R R T B DR et 1 Bl o Becattind SE[22] & H, Wil g% R 40 nT B 1k
Listeria monocytogenes ((PA%Z A M3 2 P2 ks IR ) E A S K e 1, FEBIT IR 201 1) 4 S AL 7 . AEFEFZ TR
A, ANEBREAE D ARBTAE R R EZE Y Listeria monocytogenes 14+ . Sekirov Z5[23 R FTUESE, 457/
ST R LA R AT INIE RS Salmonella typhimurium (B AGFED T ERTE) ) Z) B . s i 1 R AN
SO iz T R G, T AL 23 400 35 G W T LE A ) FLAth B B AR AL 1) S Fy o IS BT BB ST IS TR
PG MPIRE R, 5 CDS™ T 4UH I/ TNF-o Ml IFN-y J/>76 (241 LA, BRI S HERTT
ZENT BRI AT Mitb 8% (1) G2 7725 ] it v 5 W 200 %) 2% TR RE 70 /2 Mt G e % (%00, 513 Mitb
TR S ] 5 A PR FEE 442 it 60, 5 W 4 () T et T 195 TB 2R E L .

PUAS 2P BT Mtb B, EANRERT 1L PR URRGE, BUASAZIRTT i) 5 A B UG e AR
TB RS R VAT M 4 f5[26], HERT AeS2 T KRB 69T UL B WREARAS, kg fitie
E R A ) S Z DI 6E[27]. Khan N &5[28 K IL45 T MR MFINH) B R IE L (PY Z) AL B/ RF) Mitb 5yt 5
ity I 4 B AT 52 A5 RN R TRV PR R A DG o 25 T INH/PY Z AbEH /)N BRP Mt v, 1506 200 PR P00 240 B A7 2500 /DN
ML . Cohen S8 A[291FIF] H37Rv BMRIEGY N FARTNIIEN], (RG], Mtb T2 24Xt i g4
Mo &G Mtb Jm, /BT ERRI A MHCIT 357K, TNF-a A IL-14 B A2 208 25 B AIR[28]: [RII, il
T E WA BB AU B B RR AL A B TR A X2 7 AR AR R IR - (0 IL- 1) A ROR T RE 1T b 7 1
[29]. BLEEAXIGIT N T W T8 R R PR (2 adk 1 It B M2 B i A A i R A, 33 s e LR BTV 12k

5.2. MGERKATRERERBAREFRNHNFERR

H5i@EEMEHPT S RARE, KZHHTIRT TB — &AW B Mtb R M S A 1 bt
. Prahitx e d it fe e R RURFE PR S PR RN, TS EUE 3 B AR T . Wipperman £§[30]
FEF R FHEFE T R Mtb, S5 Y(LTBI) (BF5VETT« 168 IEEEZRE NS IR)T
J7%: 2HRZE/AHR)IGIT GBI 254% « IR TG ) PRI 45 4% 1) 83 i) i B RE, I LA Shannon 454
R ZFEM. SRR, BZPUEIa T S SR 25 4% B 35 1 T8 B A 2 FE M A S RIS Mib
Ml LTBI Ak A W3 2 7. AT, PLaiZinsr R8s e w2k, 5 LTBIAMLL, hidixin
J7T 58 Blautia (20 57 K5 IR J& ) k2> T 10 £i%, Lactobacillus (FLAF )1 Coprococcus (BR & )k/> T 200 £ 4%,
Ruminococcus (8 B EKEE)I-> T 675 fif. {E Actinomyces (FZ )14, Bifidobacterium (AT B HI4L
IR TIE 20 . BRI MR CARUE SR REDIRE, HFE Mtb B SR REMAG. T
Ruminococcus F Coprococcus R 11 4ME 40 ML K794, 46 IL-1 A1 IFN-y2 [31]; Bifidobacterium 1]
DAE/NBRARN TS Th17 A S5 N [32]. ok B E N8 — DR 58 R B [33], fEPigs&iasr e,
Clostridiales (FRZF BT 1) J&8 o 53 (AT 3 52 2 3 R % . Stefka S5[34 1A N A Clostridiales H 78 AL
VIREVE AT T s DhRE AN b R PR rvs g, DA bk s, ARG E s AR, LA R
DRI — € aidb o BRULZ AL, BRI 738 W AU = 0 e D RE 52 A5 AR . AE AR
TE RSN AE I, SCFAs FI1E AN E a0 pe kIR, T 1=, I T 4
MG FE[35]. FTLL EBHAE, PSS 3 0 i RSN AE T 2 M B i 8 L i iE ge
SRR SRS, BN REXT 1 2 s D) REFE AR RN
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