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Fi 20 i N NADPH 4 b iff 1 35 022 4 40 1L i 114
AR S0 23 72 AR A AR W (O, ) T A AR ) 25 1 —
WA i AR IR G TR AL LR ARl A R T
TR &R . k26 A A B AT A W 2 IR AN B Y 2
ALy R SR LT . SR EAT R A
Ak H 5 1P A A A KRR 7 L BRI AT LAAE B 41 R R

SEAZ AT AR TR PN AE AE PR R N X AR AR A TR ) Y
MW, 53 0 R 43 BB B (Mycothiol , MSH) #1152 f
#i A (Ergothioneine, EGT) . 4 1k 4 73 B i B (My-
cothione, MSSM) A] LLif JF S MSH P N % 3 855 19 48
RJES. 5 MSH AR LEGT £ LL4A 1k A& 1K X 77

* *

Oxidative stress

TE L LI X ik JRE M. EGT By 4 Ak b i i 2
—60 mV,1fi MSH %&bk J5 L 7 K F - 200 mV,
NG ASE T AN R o Nl E= R i

5 ARl o di-GMP 3 i T2 IR 5 Sk P Le-
mA Fl HpoR 2k 8 £ Bk 35 73 B FF B (Mycobacterium
smegmatis) HLEAAER E 1), cdi-GMP 43513l
HPIF 3 SRR LW 5 hpoR #E YN HE M 5 R 43

e FF B B A AL BE 772 (1) e-di-GMP Hl#% LtmA X
hpoR 9\ F ik B IE W 55 (2) c-di- GMP f# Bk
HpoR X} H [ B B 78 F& R #% /9 30 60 4E F 5 (3) c-di-
GMP g # LtmA 5 HpoR k¥ Fo9M EAER .
OB — B B8R LimA 9 DNA 454 05 1, IF B A%
HpoR X} hpoR BT HAWHI1E S,

-
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SR BT R D Z MR WS 5 T P N
AR, a0 ATk W B 4K T (Superoxide Dismutase,
SOD) it S fk & i (Catalase-peroxidase, KatG) . fi
S0 5 H 8 JR B (Thioredoxin Reductase, TrxR) (%
Fead 4k & 3R JR B ( Alkyl hydroperoxide reductase,
AhpC), LA Je bt B & A AL 38 I i E (Alkyl hy-

! . . . . e
MTRB's response strategies under oxidative stress,reductive stress,and acidic stress

droperoxide reductase E, AhpE)"™/,
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G5O B RR Y f £ )5 18 E IS 7 A A 2
i, BEJS . R ZE 2 i BT B RE IR AL, S B X
SRR AL T EOIR S L B4 S 5 o i 7 Ak
BERR AL Y B b e e B T M B A 2 A 51 R I S 1)
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W o BT B B A 2 BEOR S L i A K 2 8t |
FARRE EARTT &R E.EO KRG 2B Mm
il 45,

4y BFF T A DosRST F 4t Al LA Ji 34 J R %
(1), DosS 5 DosT Jg& 3z 8| § 4 {5 5 J5 ff DosR
KAEBIR AL & i, 1 DosR Al LU 458 narX . nark2 .
fdxA nrdZ % 50 Z ik J5 N OAH OC FE R R
kM, DosS Fl DosT H) GAF &5 4 55 7] DL 5 1f 21 &
(Heme) 3 4y 3% 422 . J2 J8 0 40 M 4201k 7K SF A9 1 22 2%
¥, DosS Fl DosT 14§ i 1 M AE S AL RS T 52 2140
il BRI, 24 20 B P 0 R B AR S A1 AR 43 1 2 2R L
DosS Fl DosT 4 %<, 5 1 16 Ak L i 0% % . ek
DosS 5 DosT WA A5 NO,CO £5 4 I H A 5 4
ELETIRES . A —TWF 58 £, c-di-GMP 1] LU
5 DosR 45 & M A2 #F DosS XF DosR 1 i B2 1k 15
M %I R B DosRST &G0 fES 5 & LR .

A 5 30 0 SR T BOAE B A BORT T R AR
TEEREIN R T, A M2 KB = 3 B NADH M
NADPH 74 f i e FL, 251 R A S Y Y 2
JREH T TR S I % — Pl LA R H R N e 2 AR
T e 7E 8 RN O R R AR Y S
R 24 ft i (Isocitrate Lyases, ICL) ] LA LI A BEH B A
NIRY A MIEFHR. EEWHRR T . Emmss
ATP WG S R B A 5% A0 A R 1 B b
PRI B T it 3% A2 1) W R G W I A e B [) s H Ik =
Fits 45 B3 0 11 43 % T R (Mycolic Acids MA) A 1
5 BR AR I U | T 2 R e St I R Sl 4 &2
Tl A7) G it S ity 9 3k i 8 -2

AR E A ot 8 P, DosRST % NADH/
NADPH WEFER T — & WAEH . B, DosR 7]
DL Hyd2 7 Az &S0 1 % % B 5 DosR A DL
PR E /Y F AR = 24 f# B (Formate hydrogen lyase),
I A] LLAE R B R IR O 1M #E NADH ; DosR 1] LA i3
PE A R /0 IR AR A 38 R g S BE ) narK2X 1Y
Fikok I AE NADHY ,
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i P PR B AN ) 1 A T 1 AR K, 3k 2 T 4 g A
P VA B JOT B B 23 R T ) 5T I 8 S L g AR
pH At 23 52 WA 85 5 0 36 DR O &5 A 0 A T R
bt — Z 81 SR W LA Xof 7 AR PN 1) 1 1 PR 5

PhoPR 47 F th 41 % IR ¥ i 1% /& 2% PhoR A
PhoP 41 i, PhoR 1 L 1 2 1 34 B3 5 7% 3 41 & 1R
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WEIR AL , Bl 5 122 W 19 35 11 4 5% 4% 31 PhoP Y K & &R
L #E 4L PhoR (& D™, PhoPR £ 58 # 150
Z R IR 1Y 3R 36 AL 4 45 ) A A TR B R O BRI
ESX-1 431 2 45 (4 K 5 3 R L 240 Jt A5 0 I8 4 B 114 4 5%
B4 (75 B Y& . PhoPR W44y R 4 R e %K
SRE TS 5 W whiB3 , W5k 5 %00 15T B 5 45
B o B KT B R B0 A U whiB3 i i Y
WhiB3 2 5 i ¥ g A B0 6 400k 3 D A i 3
ek, Lhma REAIE pH (R YR58 R 500

XoF T 45 A A0 R R T R IO SRR A T 98 A AR
AR P AR AL o 3 B0 B R 0 JE A A5 TR G A 14 186 i
AR B X AN I BE A BR 3G 22 . A0 SR TR Ay
TR VE Ry ¥ T 10 A2 R U 2 5 B0 3 R 4 WA s T
55 BRI N O TR BRI 2548 pH A 5E T
14 435 % o BOFT TR 14 70 J 1 S0 S0RT P Il L R TH & 330
HOER MR KW AN B BT Y Om-
pATh 7E 3 X 2 Jiy 38 75 1 & 4 1T — & B9 /EH, Om-
pATb uf Ll i A 5 &0 /9 4 Wb i 1 e FER P
HHE
1.4 ZZSEAREESKBE THmZ

5 o BT BRI B0 T 8 AT G, AR S — R
B 72 5 405 0 i 148 36 RE =R S DNA &l

20 T AR TR A (Fe® B8 7)) o B Ik, 4%
% A3 ASFT T A 4k R A2 48 43 BUA R (Mycobactin) 5
R EL 8 W & (Carboxymycobactin) . H T i 7K 14 )
2558 Gy T ORI FR B 43 TR R 23 A5 A% 43 BT 1R 43
WA AN A 25 AR UK L T o) A BRI A o A A B
MY MmpL4/S4 fl MmpL5/S5 & 5 T &k & 14
SR IrtA/IetB 2 5 7 4k - 52 36 40 B R 19
AN g ERSIE EE A 2 (Lipocalin 2, LCN2) H
WA R 1 I 1 L 5 2 R AR B L 5 A% o0 B
A 48 LAk AT 4000 16 40 P A= K T 285 4% 3 BT T T LA
WAL 5r W c-di-GMP, 55 PR 45 6 LCN2 3 1M 41 i1 wit
R BB S (R 2>

ALY .70, 0% MR 5 a R4 G,
X BT R AR AR Bk 1 B . R R B R A
FEAEMH M 21 K BRI I R 6 . A F g i h 25 %
BT TR 1 I 21 28 3R HUORE AY . o 21 85 1 ( Haemoglo-
bin, Hb) B it /) 1M 21 & % PPE36/PE22 i 4k, If th
PPE62 iz i #F A 25 4% 53 RCFF 1 1Y J8 BT, Dpp A #4141
F & E DppBCD - 22 15 & Py B . 5 ) 08 A 4 g
J I 1L 41 3 4 MhaD [, F R (| 20
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WA T 254 0 KA B AmbeB . AmbtBAmmpL.3 |
AmbtB Arv0203 . 7E LA Fe® ™ VR 2k i Ml — R JE i, =
BTG OLY IE . A DL £ R A S kA o —
KRR 5 P E AR T AmbeB F 3 H A= K BRFE L IX
/R MmpL3 F1 Rv0203 #Z 5 T 120 K i .

Bk 5 4y RO Y AL B R VIR O . — T T, R
B2x 530 SOD 5 i A Ak 2 09 35 1k R AR, £ 28 A T
N AL B GE PE 4 (Reactive Oxygen Species, ROS)
PRI S EAAL TG S — D7 . Fe i 4k i 25 i
JNE 2377 A Z2 i ROS #E 05| & S8 A0 0 3, PRI 25 4%
Oy RO B B S A R R R B 7 Y . TdeR

SRR S KO TR BRI G B 1, 5 Fe® T 45
A1 1deR HA DNA 25436t o] L 3h 245 )8 45 45 #%
STRFFRR AR N R ES Fe' " MWRIE. XM Fe' IR &
i, IdeR 58k AR A W mbtA — ] WJE 8h 45
LW bt A — ] 33ROk IR R R A
ﬁjzf“% IdeR 5 Lsr2 35§ M 25 & Bl A7 2 X 0 frA
BJR sh T Rk o frA f 335 At A 1 2K 19 6% 77
(2>, teah, TdeR i35 £ fp o B 8 (B 5L 8 1Y %
K ALIE B B R r00282 — 0284 % AR Y AH
KFHEN rol344 — 1345 .rvl347 ,PE/PPE Z i il A &
rv0285 — 0286 rv2123 .mmpLd 5 mm pS4'*,

Relieving LSR2-mediated
- I—V suppression of iron storage
k protein gene expression
— e 2D

[nhlbmng the synthesis of
iron storage proteins
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A o
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IdeR l k k
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IdeR
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IdeR c-di-GMP
PPE62
Heme %
- DppA l PPEzZ\ Heme
Heme DppB
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Fig.2 MTB's response strategies under iron stress

(Isoniazid, INH) , FJ 48 F- (Rifampin, RIF) | Z & T &

2 4 B BT 25 ]
A5 AT B RO 25 1 (Ethambutol, EMB) ., it % Bt I% ( Pyrazinamide,

fifp DR S A G0 BORT B8 AR TS 24 P [R) BB IR TT S5 %0 PZA) (% R (Streptomycin, STR) 2 1A 7 45 79 1)
B OCHE R (2022 AF R EREE O ), 2021 4R RS —ZREGY), SCEE SN T S AL BORF BT AR T 2P Y O
45 JT RPN 25 5 L L 2020 4RSI T 3. 1060, Bk BEIEIRI (R 1) IR AW ST S5 A% 20 BOFF T B4 T 25 B AT
ik 245 45 4% Wi i R HAR L AL 60. 006, S 0 Dk DL B BG4 i 5 i R iR S MG = .
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Table 1 Primary genes associated with first-line drug resistance in MTB

iR T 245 4H 5C Jk (K] HE DR Ty fig /e TR U R
Antibiotics Antibiotic resistance genes Gene function/Gene annotation
INH katG (rvl908c¢) Catalase-peroxidase

ahpC (rv2428)
ndh (rvl854c¢)
inhA (rvld484)

nat (rv3566¢)

Alkyl hydroperoxide reductase subunit
NADH dehydrogenase
NADH-dependent enoyl-[ ACP] reductase

Arylamine N-acetyltransferase

RIF rpoB (rv0667) DNA-directed RNA polymerase subunit beta
lipX (rvll169¢) Lipase
EMB embB (rv3795) Arabinosyltransferase B
embR (rvl267¢) Transcriptional regulator
PZA pncA (rv2043c¢) Pyrazinamidase/nicotinamidase
rpsA (rvl630) 30S ribosomal protein S1
panD (rv3601c¢) Aspartate 1-decarboxylase
clpCl (ruv3596¢) ATP-dependent protease ATP-binding subunit
STR rpsL (rv0682) 30S ribosomal protein S12
rrs (ronr01) 16S ribosomal RNA
gidB (rv3919¢) 16S rRNA (guanine(527)-N(7))-methyltransferase
2.1 RIEBH FHRY L BeAb s inh A T 8T 58 A5 AT fil S 55 4

SRR —Fh — L PIE A . TG R
FF B R N 8 S A KatG 65 S5 40 348 52 R = 00 i
MM SR AT L5 NAD™ Je b 7= A= R R -NAD " &
Y ZE AW LIS InhA KA WH InhA 1)
THPEY L InhA & — s E L 2005 4 1 AF SR L 2 g
105 1R & 1 11 A9 4H 38 49, Inh A W& PR32 B )G & 5
S5 A RE Y H A A R R 1Y B B2 B B AR R
(R A0 v ol B O N M P S R I o o]
%1‘:[26.27] 3

SERL A BORT T 72 A S 25 M N R AR 2
R PR 43 25 1 235 A% 43 BE AT T8 65 S R ik T 24 = 28 02
katG SERRAS T8, Z AT HGE T katG HE N
HRAETE I Z2 AN R A5 R0 98 A8 Ay 3 45 4% 43 BT TR
A= S AR R 25, 3 315 o 22 B R 5% 7% O I A R
KatG (1) 57 00 JE45 A A7 57 A 28 [l Az BHL, P BR i 17
SRR E B VE AR ahpC g i — T e L A it 4R
WL S s ah pC FRIkKF-H LR AT RS 78—
FE FRMER katG IR T P B 5 AR T 51 K A AL T
%% ndh 9 —Fp NADH it S8 ndh 335 1
AN NADH /K F T+ &, 7] 58 2 1 i =
MR -NAD " & A W 0% 1, DA 3 il S 40 B 9 1R

i 25 SEARAR ) inh A 357K 7 580 51 & 0 R w8 R 1Y
B LR S XA T S A X 0 B R S R
FIEH . nar A% 09 NAT i 7] LL25 & 5 00 0 O
il H % A WA L 5 B S A T v T A DT PR
T SRR Y

BRIt Z 46, B oxyR . kasB.ini.efpA. fadE
S5 22 P B IR 1Y) 5 78 Al ] BB 23 T 0SB BORT TR N
Tk 7 A i 2 0
2.2 HEFE

F 8 TR AR R PR L R
FLAT s A AR X 22 B T R 4
B8 . FIREF AR YT R AR AT AR TR AR R
FeyiA R H o A AR F 2 B iR HOW WL RY BT 45
41,

FIAE - 2R T 45 4% 20 BUMF I RNA R 4 i
1Y B 3 P A 8] 467 B3 B RNA B 496
Z B, BRI FIAE T AN 250 RNA B 2 nt (194
B 24 RNA A BCEI 5 3 nt B, FIAR - 2 BT RNA 1
HE— A G AR

rpoB 24 RNA R W B A m AR, 4K
2B R - 5 25 PR poB 5878 BT B, X BB A 4
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HHAE 507 — 533 % Kk R Fk X R] L 321X [H] 4 FR A ) A
S B 22 X (Rifampicin- Resistance - Determining
Region, RRDR)™" | i — 4 #f 5¢ & B, RRDR X [f]
Hh B DL I 28 8 2 516,526,531 (o B i 58 4810

KR T rpoB (7241, 4 TR 200 Pt RE 58 375 P 08
S HL 7 A R A 1 24 G TR S A BT B Y
PEIL1 & — Fi 5 B, H 28 46 ] 52 g BT i 9 5 BT 14
BT BERARAT T R PELL 302> 45 40 7 X A
R UETIN
2.3 ZRETEE

I3 BB 20 L BE SN 2 A R Y 3 BRI & X
S R TR TR 5 4 B RE P A Bz A s L SR (Arabi-
nogalactan, AC) A A 3% JE & 43 4 T 112 - 5% Bl a7 411 2
FLBE - BK A% (mycolyl- Arabinogalactan-Peptidogly-
can,mAGP) , flg Bl $7 /A1 H & % ¥ (Lipoarabinoman-
nan, LAM) | fi§ H # Z ¥¥ (Lipomannan, LM) £ 4§ 7
PR FRAFAE T M iR 5 AC Z 18], 40 A FF B 1Y 3
RGN LS 16 B R A M AR emb B A
FALE embA embB .embC , 5 i & BE 5 AC #)
B A 5 embC W5 LAM B4 WA K2,

Z M T E 3 0 EmbB 5 EmbC, i ifi 41 il
ACH LAM BIEY & L X BRE] T mAGP B SO
T35 75 43 A KT TR 400 B Y 58 B R B R H L IRk, 4
BT S e T mE it 25 L% £ 25 emb BT
P

EmbR & W ¥ emb 9\ 1 5% 5 W % B+,
EmbR 7E# PknH BERR 0I5 W2 emb #2948 ¢
FE Y FRA KT, PknH X EmbR ) #% fig 1k 7K °F- 38
T, LA EmbR 5 emb #5290 F 45 G 68 71 14 9 &8 2 4
AP B P A4 EMB T 25 P 19 R Y L o embB %
A SRR R O BOAT TR R AR S BT BT 24 B R R,
embB WAFAE — BE AR Z O & e T B TR R E X
(Ethambutol Resistance - Determining Region, ER-
DR) (X 3, 145 306,406,497 {7 %65 F . 3K 240 £
RIS F il BE 5 20 EmbB A 458 & 4 B2, /it
ST BEB RO R, FEAR T B,

2.4 MEERELRR

b R T i e — o 7 TR 1 3 B8 T X 45 % 40 BT 1A
BEAMEEMNER Y. B, e i i 7E XH R E B
I 200 J60 R 1 28 A 4 AT BT L A T 1 T B R R
Wbk 8 P f 1) A AL A A A B R A 0 380, H T2 DA AR L
R M R G e T LA el i R I B B (Pyrazinamidase,
PncA) # 4k S}y ik B8 #2 (Pyrazinoic Acid, POA), {H

POA H/ERIALEIA 400 . WAk, POA
TEFR M 58 T & A T Ak I 4L S HPOA, B 5
HPOA # A S BUT WAR N 15 H pH (EFEAT, R
4 B 5T 6 BE B T B0 R A3 BRI ATP B A WA
5 R i B 95 PR TR A AT R L b I e T g
R 308 AZBEAR R RpsA R I M 3 1M 52 i 44
BB A . PanD & — il oK & 08 It K2 i .
DR EY A bR 2 AE A, ClpCl w1l LR
PanD f9 B % b5 25 o 10 4 2Z B A%, 110 POA 7] DL 48
PanD (144 52 I 0 3 i br 45 52 85 . POA 3o % fig
PanD #F Ifi 41 1 23 B AT TR 32 R 1 A B> e & 5 3 L Tk
A ARz

pncA Hifih PncA, 1% Y 58 748 2 40 1R 7™ A ik
W& T e it 245 P ) B B R IR, pmcA B R AR URE L%
AR FE, FEEPTF 3-17.61 - 85 Ml 132 — 142 i
AL BERTHR L P RpsA R AR 438 7 N & R KA
23 5 S5O R T Ji i 243X T R T RpsA 1 48 5%
M G 5 b e 1) AT . panD 5 el pCl By 5EAR
2 T BUAE AL 53 AR TR 7 A= Ik 8 Tt g T 245 12k, 3 7T g
W TRZEN T POA 5 PanD W45 A IFMH T H
Xt PanD BB A%,

WAN, rspA . gpsl.mas/ppsA-E . tap . iprG,
fadD2 1] 55 M W ke it 25 47 56
2.5 #EZR

B R R T2 KA R, AR A2
30S BhiA . £ R 2 T P (RNA 5K E &
BETAM BT L . rrs FrpsL 3 ) RS R 1A B
F1 S12.16S rRNA, X #8268 R, rrs 1Y
513.517.,906.907 fii {245l rpsL 1 128,263 ik
RS FEANTE P AR R 2T 8
TR M, 16S rRNA [ B 5L 5% B B 1) g 15 5L
gidB W58 235 & 4 A 1Y) B & R it 245 M, ik T g
J& GidB BUZE T 16S rRNA fY H 5 AL A7 0 7 5 29 i
2y,
2.6 ERSBTENSHMAIE

GERL AT AR R R B PN Bk i 2 | s 1% B 25 L KR N
Fi 2 A5 I PR WL A 28 T R AT 2 2 2 1 L L
BLI 55 25 4% 23 ROV TR 09 S0k 3 it 1 33 DA K 25 0 41 i
REEYIAL,

whiB7 j& whiB3 )55 & [FRY) , whiB3 X F 45
%0 AT DAL TR T A2 P R 4L 30 Ji T 37 4 e 22 1)
YEF LT whiB7 4k WhiB7 W4 S 7 45 8% 23 kT
BXTE WAL AE R A mm . HRE & &



WhiB7 7] L3 415 S Eis, Tap . Erm £ M E H i
F 2 3K 1T 5% R 40 B A4 1 25 06 . WhiB7 IE JE 4% Si-
gA By ik, SigA IE P Eis R B, LB B MK
Eis ] DL3E ik 2 Wk £k 22 0 1 28 Bi 28 230 i 42 5 2
PR AT 25 HEH0 . Tap J& —Fh 259 SMHESE , Tap %
Ko 0 AR AT LA ) 20 R X - P B 2 L KB N e
K BRI PAE R 257, Erm W2 — Fl 2% 0
& RNA W LGRS B, o5 7 240 B X KA R 2L 2h
Yyt 25

— S 2 5 45 20 TR AR A A N I B o S 4
PR T 25 PR OG . ICLs 2 55 I8 42 40 TR 1 30 R oy 38 5
BRI . A BIESE 2RI S B R T B S R AT 24
5 ICLs £ ¢, HALH| 7T 52 ICLs [ i A &
BERE IR X FEAK T NADH A4 9820 1% 7 & 1)
{& (Reactive Oxygen Intermediates, ROIs) # 15| &
Mt 254, Zp A AF A B9 MSH 2 85 1] L §% mi 1 4 °F- |
AFER. WMAadgR. TR REFZMAY MW
Eh

25 A HEb R 52 W 45 4% 4y BT TR £ 2 T 2 MY
HEW R, 455 B E ) Rv0849, Rv1218c,
Rv1258c.Rv3065 5 3- P Bt i 25 Bt A= 3 19 Tif 245 7%k AH
%, Rv1747, Rv0341, Rv0343, Rv2942, Rv0933 5 5
U A TR 245 1 A O L Rv2936 . Rv2937 \Rv2938 5 P 3
OB R LT BT 24 A

3 ERSEHENBRESREN

S5y BORT BT AR e gk 240 i O 7 1 0 240 it
R A R B P BUR N T R E T AR
Z2 b 40 L PR3 R LAY A I 200 i O FG R BT L N Y
SERL YRR T S SR T4 A% 03 BORT B A7 72— ZE HIL 1] LA
JOE X ik 46 20 i AT 5 1) T3 . A e TR R Y 2 B Y
JEAE X T A A A ZE A £ T R A R e
SRR E B9 R A5 R o RCRT BRI LR P 2 Bk 5 Bl
W5
3.1 ZRISEHENBRET

SEROY BORF T B 22 B0 E0m 1 B R IR
BtV A S 20 Bo T AT LG A [R] A R A
i 3 AR A AL T P 2 B ) T B 0 o G % AR
I F) G 8 S L B A ) W A
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Research Progress on Antimicrobial Resistance and Pathogenici-
ty of Mycobacterium tuberculosis
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2. College of Life Science and Technology,Guangxi University, Nanning, Guangxi,530004 ,China)

Abstract: Tuberculosis is a zoonotic infectious disease caused by Mycobacterium tuberculosis (MTB) complex
infection. Before the outbreak of novel coronavirus infection,it was the single infectious disease with the lar-
gest number of deaths in the world. The mortality rate of tuberculosis is high,and the main reason is that the
pathogenic bacteria Mycobacterium tuberculosis has strong virulence and can resist a variety of external envi-
ronmental stress factors. This article mainly introduces the tolerance of Mycobacterium tuberculosis to physi-
cal and chemical stress,the drug resistance of Mycobacterium tuberculosis,the pathogenicity and immunity of
Mycobacterium tuberculosis,and provides theoretical guidance for in-depth study on the pathogenesis of tu-
berculosis and the research and development of new anti-tuberculosis drugs.
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