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Abstract

frequentcy TB resistance, so the development of new anti-tuberculosis drugs is imperative and has received

Tuberculosis( TB) treatment is currently falling into a gigantic dilemma-particularly with the increased

extensive attention. In the past decade, significant progress has been made in this field. Bedaquiline, delamanid
and pretomanid have been approved for the clinical use. In addition, many other drugs and combination protocols
are undergoing clinical trials. This review focuses on the new chemical entities for TB treatments from multiple
perspectives, including the mechanisms of action, in vitro and in vivo pharmacological activities, pharmacokinetic
properties and clinical results. Anti-tuberculosis drug research is prospected to provide a reference for drug deve-

lopment.
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ZE#% 9% (tuberculosis , TB ) & — Fh fE 4 Bk 30
P UAT 408 1 BOPE AL B M , T 25 % 03 BT T
( mycobacterium tuberculosis, Mth) 5|#2 . Z5#%HG 3
S T R T A 4 T R e IS, L T B
M 3 A 1 A BB 7, G B B R AR A AR A
B REFHNAYT , RZECN 00 F S50 T LIga A,
(B ANRART 7 AV S T RE AR AR, R

FOIET. 2018 AFHH A T A 41U PN IR 15 2R, 45
Rt A P S 80T+ KRR 2 — )2
B — AL YL R T SO0 d = I P o 2017 4F, 423k
A 1000 J725k% 8, Horp 160 J7 ASE T 45 4%
i B4 LA, Mtb (7 25 5] JAT SR A 15
FNGRSFR, 2251 25458 (MDR-TB) J& i &
/3% S AR R RI RSP 245 114 Mt 5132, T 3 1
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o2 H AT I P25 A iR e
25 R R o Tl RS ) 32 T 25 25 2% ( XDR-
TB) ) Mtb [ 1 X S5 MR AR - iR 24, 30 36 9
WSS ZS Yy sl nl TS Y 3 B — 225 2 — i 2y,
BAER Z B L T XDR-TB JoikiG @, il
2017 47245 558 000 A A X Vit 25 BRI 45 1%0
Hrp A 82% J& MDR-TB, Tij 8. 5% i) MDR-TB &
XDR-TB, 7E4BRVE BN, 3. 5% BT 1 i DL &
18% ({5 R Y 1o 1R R85 BT X R AR P i 245 1 24
Bt o T HIV e RO s e 95, A S
FURI, S 25 SR S B A 7 ikt 4 Fh—2k

6 ™A MR, IBIT I FE T 85% , 1M 4 3K
MDR-TB 34 J7 B 2 % 1A 55% , [H it MDR-TB
TETY BN A BROCTE I £ . X FIAR ST i 24 1
A% LA B MDR-TB ()36 Y7 T S0 AN R 5 iy BT
KI5, 2 E LA (=1 000 38/ )T
H MDR-TB fiGI7 I <3k 20 4~ H DL 1L X 45 58
FAHRITIT R B NAEA A PR . B B
A 25 25 3 0 AW B &, BT X MDR-TB )87 25

TR R A Y) o ASOR B AT R B 12 A58
27 SR BEAE AL (R s an & 1 7R ) 43 i 3
2% ¢ 1) 200 B RE S L 1 R 1O A ) 2R
B B, I AT 2Rk, B AN A G P4 % 2

250 e AR MR e f O e T ) B Wi S %
2555 i
BTZ-043
OPC-167832 ﬁ{ﬁ% —
TBA-7371 1@&‘%)2 GSK 3036656 DL sk
(7 : —9
:/ DprE1 Multiple target RS AT synthase ‘i
! DNA gyrase

mRNA Rlbosom e
MmpL3 ’
\:‘ Nk 4
1l
A l \
‘ \
PR !
SQ109 e .
Q TBI-223 FEER T

3 W IREY % TRz BRI

1 $BEMEMmEEREGR

] Mtb 201 BE ) A= ) A 1O — A RN AL
ERAIYNIT BRI , — 2GS A AN L T
S 1] 240 BE S LA AR . Mib F) 200 i BE ey
9 P )2 0L 58 S5 I 1) A0 = ARG, A IR
(PG) \BIRiA-FFL IR M (AG) FI > B R (MA) 14
B NN 2P I MA-AG-PG E &Y, K
FYIRESTE UBUK 15 5 s, BHL LR VF 22 3R B
FUBEA, T Mtb i R , I RE % 708 i 25 (19 36
R A A7, BB Dy o Mib 40 i BE /Y 2% 0 5
1R Mib 251 BB

Mtb FEAE = AR A7 MO T L A0 BE 19 1K 35 1B
P, IR, 255 20 M BEAS [R) 2 70 A= ) T i ik 4

43 W T 6 R S VR AE R 2 AR
1.1 4£3 % B (delamanid, OPC-67683)

PR JE S KA 250 K 1 — il BE K ik 26
AW, ERVERPLRE S BRI A e H
T 2014 AFARAG R 2 L 23 ) b ik, 78 A X
FEAIATT 250 25 LA Bt HoAth i3 97 T AT 2 11
TEOLT IR PR MBS 10T O S0 —# 50, T
A MDR-TB 3677

1989 4§ Ciba-Geigy 2\ wl4{E 1 BUIi§ ok e
FEREM AL A ) CGI-17341 , H%f Mib H37Rv 1 bk
14 Jc /NI AR B2 (MIC) 9 0. 06 pg/mlL, {H AT B 5
AEVE o AF 5% 3 8 2ok W I 1) 2 A7 48 A AR -
(1 2) ok T GBI it R B T 224 3%
gk 25 Y iE R e
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iR I @ %k H37Rv B R MIC 7 0. 012 pe/
mL T PR VR YA A R A A T . T
MRAEHIEL JE 4 ~ 8 h JE iR B2k 2,10 ~ 14 d 3k
FIRSAS, M3 0 30 ~38 h, KER M IEHL S JE
SR Wi o 2 HEM . H37Ry A X 7
DI BRI A 6. 44 x107° ~1.22 1077,
S SRMAMERS S fER T e Xt CYPASO il G
s SIE L T LV E AR S S HA 25 W I, A 45—
Be2sif G CYP450 il 4% 1 CYP450 R i5f i bt
HIV 254,
NO,
BN
N ==
\_(
C,Hs
CGI-17341
B2 2 (delamanid) (% B

1.2 3t & (pretomanid, PA-824)

WA e e — A BRI 2R A 5 ), b
Pathogenesis 23 7 ¢ B R A 280, HAE AL 2 31
il Mtb £ [ 5T F1 85 8 B2 1 & . 2019 4 8 H 14
H,FDA HtyE 56 Je 5 D1k vds w1 ) 2 s i ¢
Al R IETT XDR-TB LA B %o HoAty7 i AN Tif 32 B
Joma i) MDR-TB, 5 HETC A WP 494
[F] , 5465 Je X A T 52 il AN A A2 G Mib 34
FTETEPE" HAC I R vh BB 5 7 A 15 M B ) R
(In—% %) & Mib (PR E R, A B FXHEHER
I Mib R K

Stover Zg!" s s CGI-17341 4589 4 L T 328
A3 SLE A LK v I bk g 2 Ak 5, 9 R B0
C3 175 ASERE M B 36 X6 36 T A A, b AN A B
(R SL A 2E RS PR IAAR K, S A B L R 4 50 3 1
2 /0 10 £, HA T H Je XU R bR DL L £ 2
it 25 B bk 9 MIC 4 0. 031 ~0. 531 pg/mL'"” &=
X 22 25T 245 DA 5 SRR B R R 0 s AR R ) B
FRH S IA PS8 3 X 2, 1e
/NSRS | - FE ) JE IR W) R I 2B Bt
AAFI RN, 72 100 mg/ (kg-d) B30 H T, 1
DA MR R R, TN SRR R
25 mg/ (kg-d) "™, 7 14 d Pabprsh, LD
Je 5 BIPG YD BRI R I e 2 G i s AR T H A
e AR A5 D %) S5 R ) L 2 M T et e
WEIPRAELS I 2 G o PR R 3 i 2 ) 41 5 AN S

N O
ON /&/\5\7\(%\@

I RIS/, 4552 5 H PR ) 100 mg FE 4]
R G UL SO 567 2 AR RS
Ir e B 1) L 1 Sk 2 e T 4 2 22 IR A Y L 41
(45.4% vs 29.6% ) o {HAF—FEHYIE , TE 42 T
Seifyr A, QT [Al I SE K e Az Y M 5 5
i, (HRBEA B QT [ J 32 4 1y 2 2 1 1 R 2
PRCIE R CDHEARFEA) o BEAh, I R IE AS
M RoB 4G R s 7 LAY T 5 & P I ASE R 5
JEX v BE TR 24 P 25 A% 00 [ (4% XDR-TB) 954
B

OCF
O

Delamanid

HERIA A, B AL a] DLURSRIG X —F A i 25
P R E . ZIB R R, TSR
R HADHTLEAL 2 90 P AR AT R ™

AT Je e R TR PR T 58 Hh B s UK
AR B AR 1 CYPASO AREAE A, I Hou
2R 2 AR MBI A T B B R T %
NI T A P R

N O
OzN_q\)z\O/\O\ F
N F
O)<F
Pretomanid

1.3 SQ109

SQ109 J&—Fgi i) & — /Ny T 2549, B
HIAL Tl R 3, & ) Mib (1) 5 2 11 Mimpl3
( Mycobacterial membrane protein Large 3 ), [
Mmpl3 24 73 B 5 R % iz 31 40 i BE B 75 1 5% iz
HH.

1999 4, Sequella F1 3 [F] [ 37 T A A58 B i
LR T B Xt 63 238 MG W4T T4 LA
i e G Lefb G WS &AM T B R B 1,
2-L AR 193 T 170 4> MIC /T 6 pg/mL
MG [R5 8 A5 W ) 20 3 1 Mith Jg e
(18 L W24t o %) 25 TR M A Ak G W ) SR IR 1k, 1
LA E YT/ BUAR N 25800058, % Heh i
AT RT3 MEEYIEET T/l K 52 50 i
LR 12 RS . R B SQ109 A
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PO U TR A H3TRv A3 76 4% (MIC < 0.2 pg/mL) ,
T H X FIE R 53 25 MDR-TB L)} XDR-TB B
WAWEE. B AT LA B A N Y Mib, HoAR
PETF CH T EE TS JE AR >, 7 /M TRV BE R
ATLAEAEP Mib [0 99% ), H S FIEF- SA
JUE L K G R A BRI 0

20122016 4[], {2 Wi 6 S FFE il PF
fli T 1€ MDR-TB W45 ifER YT 7 22 i SQ109 1)
ARERZ e, S5 BN AT SR AL B B A
6 MHAKR, HREGNA AL, SQL09 Y7 H A H £
FEE A AN A A5 L HEE, A R] A0 5 S AL 25 SR T 4
Soas AHAESS 8 JA LS T, SQ109 57 41 MR %
16y 52% BRI R 38% 5SQ109 R 77 2H A i 45
1EHEM R AL ] 56 d, ZRERIZH N 84 d; 5%
SR L A BT 45 IR T 41U E, SQ109 5 IR YT
MDR-TB (Rl 1L 7 259 & A = RBCEZ 1A
RFM. FrLd,SQ109 /£ it MDR-TB fby7 5 58
() —3 455, AR N 52 R 4T o

1.4 BTZ-043

BTZ-043 J& 4 IFBEMEER AT A= 4, H A4k Tl
PR T3, A FIAL i 2 1 5 A i) DprEl (deca-
prenyl-phospho-B-D-ribose oxidase ) M [fij 11 i Mth 4
JfUBE 1) & . DprEl 5 DprE2 24 A 5 — 5 14 i
DprE, B 5 5 |5 5 A BT k-B-D- iz {77 Wk P
(DPA) (LEY G B, T DPA S 4 L BE A 4 5 LT
SRR T L AFDRE PO o — A, Dprl PR b 5 1
FIZN R BRSBTS Mtb Sargss ™ .

Makarov 2" %t 22 51 & B 22 3046 55 1 1) 1
P 18 T B 48 O W R TR e Ak & W 0] o B
FAERIEAY 5 1, Horp BTZ-043 %} Mtb H37Rv
PRI MIC Jy 1 ng/mL, % i HA BT AR 0 A R AL
R ) 355 A , 645 M I PR 43 B9 ) MDR 1 XDR
Bho B 72 h AT LKA ARSI g R SRR Y T
P2, SRR ERCR AR Y . BTZ-043 7E/h R
PRI T RCRAT T S B, W67 Rl e 2 4~ H
B EY WIS

BTZ-043 5 S0k OB T 1 5 )2 5
TR BB R L SQ-109 # A HEHEN, 5H)

HRP AL AT U ™ 1 R A
GE R BIZ-043 HEVERR(IG, 28 d KB S2 A5
35170 g/, /N T 52 K F- 3551 360 me/ke
B, 3 CYPASO FFARITE {1 AL G, 9% LT g
RS S5 HIV 2506

NO,

F,C S 0-_-CHs
N X T
N 0

O
BTZ-043

1.5 Z# 7 #&) ( macozinone , MCZ , PBTZ-169)

2% 55 i 2 WR R B AT R AT A2 ), B ATAL
FiER 171 B0E58, B A & /& DprEl, DprEl-
2% 55 25 0 A AR 45 ) 2 WY 2% 55 I A 37 o
F5 Cys387 e UG 9 (K 3) , 53 DprEl A~ A]
WRIE

BTZ-043 75 /N FUBE T i (i 580 RARG T T, e
AR B R AR GRS T A 1S 21— 2%
IEVESR m AR R I 2R b & . Hivh 525 55 I
%} Mtb H37Rv B A% MIC 24 0.3 ng/mL"*' | 3% H.
55 DL skmdsmph Sk 55 B L ) JE LA B BT AR e ) £
PP RAER

NO, |/\N
QZSNIN\) /\O

(6] Macozinone

F,C

B3 LS EIET A A Cys387 T n &>
Cys387 ( green sticks) , Macozinone ( purple sticks) ,PDB ID:4NCR
1.6 OPC-167832

OPC-16783 & [a] DprE1 f—Fh 3,4-— & F
A TEIAT A, HETAL Tm R 1 3ABE5E, Hox S50
FIRRR DL B IR 43 B9 T 24 B AR 1 MIC §i [
0.000 24 ~0.002 wg/mL, TEME L5252 507N B
FEAYrp A= 0 20 L N Mitb Y55 28 g k.
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OPC-167832 15 L4 Je 45 JEA L 46 24 T 24 69
RIS Jr FATRC, U A AL I R, 4275
g CUT ST

OH
OH
oY F
L
07N F cl
Hog

OPC-167832
1.7 TBA-7371(AZ 7371)

TBA-7371 J& TR MM AL &Y, HATA T
PR 1399, & DprEl fy AR LA 4l il 5. TBA-7371
(1 A BULG T ORIRIF ML AL G491, EXS H3TRy
BRI MIC 2y 0. 017 pmol/L, {H A AR A% B & K T

o

N ~N
NH > N

Z TN\ o]

N )

4 TBA-7371 )8

2 BEEeE A

R DL R DL A W AR BT ) Mith 7% R A 354
R, 2SI AN AR bel F1ATP 5 al i, A i
PIREMG AR Mib 1) ATP 7 &, {H 24 40 il 5, K bel
S AR I, 5 2R AR I A0 i 0 3R bd S ALl
ez SRt frd Ww il TA7ER
AR bd A AGEE, R 1 %5 D1 ke
KB 55 4 R B A
2.1 Wik gk (bedaquiline, TMC207 )

DTk sl 2 5 [ iR A= 2w BIF & 18 57 Bk e ik
W), ot 40 R 1 MBI, BRI R
PR ATP &SR0 650, 1 ATP 525 1 Mib
RE LN R, 2012 42, FDA i DUk ws bk ] 3
MDR-TB f{i657 . 2013 4F, 24 5xf HAh ik 7 J7 ZE it
YN 32 B, WHO 4f 75 D1k Wi bk F T+ MDR-TB
HIRTT

200 pmol/ L, LTI 3aE FH A 16 5 b W - 2 AR5 K
me - ik e 2R AR L A 2, B MIC Jy 6.25
pmol/ L H AR TR BR8] T 12,5 pumol/ L, R
T RAR AT 14 SR W T et g AR B R 3045 81 T 10
Y 3 HEAEFEA ARG E 1 [ 0, X6 H it — 240
B R CHFUE R TBA-73717 (1 4) . HIC,h
10 nmol/L ,MIC /0. 78 ~3. 12 pmol/ L,

TEURE =535 100 pmol/L. i %o THPT (A% 4
WL ) 20 BRI AT T A U T, ZE R BE R ik 33 wmol/L
B hERG 38 18 7R A #0 ], 2¢ BH L0 i /8 3 4 X
Biflo It H- & Xt CYPA50 fig JC il 1 1, A Fl 15k
AR A, B BA AR S T B I 1D
TS R8BI DA S R4 A T AR 2 8 S e

N
6] \O
N= N=
§ §
N N
| NN | ~—N
/
N N
O H O H
3 TBA-7371

580 AR 2% TS Hk Y 23 O T P 2 A I O B A
T AW AES) 4 ARG 4 HREE
ARIRE A U F Al O P OGRS
17 AT LA A il P i A R 0 A i 14— Y 2 5
TEMISE RS 1 AARER B AR T FI45 i 5~ 1T 5
Fiedk 5 3 A S IR BRI R Y 56 2 AR5 18
WE R PR AN [ 37 575 LA TR HROACHE 5 A B2 1 AN ]
) SR B R BT DLk

TEN PR b 18085 b, H LT 22 BRI 4, DLk g
B MDR-TB 3575 J5 58 5 B I Fe AL ik 1] Jn bk,
PSRRI IR AR B . 2010 2015 R[],
TEXT 25 AE K 1 12 000 4 MDR-TB f8 3% i) BF5E
Hh ke B, DLk e A R 3 A R AR A
L1 S

STERL JEARR, DUkt tu A QT [a] HHIHE 1<
AR o R AR EEAT DR DA (o P DL ik ik S PR SE A 1
O, (B SR A Ve T i I A PR 22 4
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Bedaquiline

5 DUAMEME (bedaquiline) f 2 B

2.2 4 E N % (telacebec,Q203)

A DL 5e J& T WK IR E Bt e 2R AL 5, H Rl
AbFim IR IS, Bt 5 QerB M4 44 il
M3 bel (TR EEE A .

R DU SE R R BG T X 2 ARk G W R Y

AU AR O 28, AN 121 156 MME G i3] T

O, H
N
/N\3

SN 2

106 AT HER LA G, Horb i TPAOT X g
N
1
IPAO1

6 575 D FE (telacebec ) 4 & B

3 HBEEARAEK

M e % i 2 A 5 e — BT B BT AE R
Mg 5 238 rRNA 254, 78 B 9 30 [y B
i) 40 T A R AR ), T BOHAE T it
Hb, S B -RNA 5 A ( LeuRS) 78 41 g # 7% h
o FEAE ], 9 Hofw i 2 85 I R 35 1k 4 5 1 Bt
LR
3.1 AF4¥# A 4% (sutezolid, PNU-100480)

T A ) PR ) e e ) AL, H A T i
IR LHEARIESE v, A AL A 2 i Aok BEL T ot 41 1 2
FIBTA A B R B IR T AR 20 ) 2 30 1) s
B S 470 1 1) DuP 721, B X% Mtb A AR 4 1 176 14

YA HP R Mtb J AT BTG PE (2 BIFE 1. 25 i
1. 86 wmol/L ¥k R, 123k 5] 50% ) , %F IPAO1
A IEE I A IR AR [14) 2 {57 Y6 DA B K el ) 3 5 Ml i
FTE A A BT 477 MEGYIFET T3, &
LSRR (E 6) Y . EREB T IER
il Mib (5 ATP F225,1C5, /N T 10 nmol/ L, 7EAIL
JET AT LA ] ATP 5. BE7E0.002 7 wmol/L
W BT X Mith H37Rv [ R H9MHI 2% K 50% . #E Mib
2/ N RS RL 25 25 558 10 mg/kg B, 40 TA
AT 90% LA b, T 7EAE 1/ BB v, 25 2451
I 0.4,2 DL K 10 mg/kg ), 75 4 Ji )5 40 1A
TRFIIE L 90% A 5% L B db, R DL S/ NER
APER R R B R AT 2R 8N ) i
R4tk

K@/NQ/@,OCE

Telacebec

(MIC = 1.25 ~ 4 pg/mL), {H 9% 4 ¥ #f 58 o 1E
100 me/ ke (348 T H 2 B K RS A 1O 7o
Upjohn 73 ) & B | AWRE T3 1T LLAS I 36 1
IS 5, TR IR o A /U B 4 A R 25
MBS R A 6 (| 7) , B kAL & &7
R ) 15 B BT 25 A% S PRI (MIC < 0,125 pg/
mL) " Williams 25 AR 7 /] B T o 2 Lo A1)
R R . S MA NP A s XL
Tk 24 , 36 ok YIS T L2 B 0 o % 0 e, R
HEA 5 P T B v 1 L A T I IR
TRIG WIS 2 B AT A o ) o 2 4, T 32k R
b, M a1 200 me/d, S K] 14 d, B8R
600 mg, % H PIUR, fe KAl 28 d° %,

RIS 3 .
: Q] QU O
. N N
H;C )KO 0 K/ N o j@\ 0 O
o A 2 =S R N L = N A
NHCOCH; \\&NHCOCH; NHCOCH; NHCOCH;
DuP 721 R! = alkyl, acyl, ect. R%, R3=H,F Sutezolid
RZLR3=H,F X =S8, SO, SO,

5

B7  EFREERIE (sutezolid) B & A
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3.2 TBI-223

TBI-223 & — Bl R mE s e il 25 1L &9, B
FIAL TG PR T3, A/ FBLEDE A0 E Mib 8 1 a5
Ao TBI-223 i At FZL1 5 i CYPs JA Wil fE
ML EANF A A CYP 5 S4E . TBI-223
FESIP S h R IR BT 2Bl ) 2 RN 2 4
PE T/ N BRI B s A RS, 5 28
MW A 2SR, B2 40 58 3 R 8 h ZEM IR N
A EY A B, A FR % [6.6 mL/(min -
kg) s FEAIAR N ) 14 d BRPERRSE H, IO 0 3
YERRHAR] T 150 mg/ (kg-d) ;28 d K BEIEAT
FEH AR MEEE M A A B R

0]
H
N_ O
F ™
TBI-223

3.3 GSK 3036656( GSK 656,GSK 070)
GSK 3036656 J& T A AMIZ2 IR A4, A i

HO/\/\O

AbF IR T HIFSE . GSK3036656 3 1+ # 7] LeuRS
I F BT A B, LeuRS J& T 1 B2 H-tRNA &
HHF(AARS) 1T AARS 2 T A7 4 i v 85 1 5k
JIT 5 P il R o

HESEE X Mib H37Rv B AR T & 20 FpoR
FHEIRER LA P 453 7 MIC 24 1 pg/mL
f) AN3016 1 1. 8 wg/mL [ AN3017, 3554 3 i
IR T A AL B A5 M R A5 24k &
P 7(MIC =0.26 pg/mL) , #5754 fi5] AR 55
RS A AL G 9 8 (MIC =0. 02 pg/mL)
fEAL Y 8 DR i Wil L 3 49 48 P BT LeuRS M 7
TEVETE 35 PE )8, F — 25 Ak L v 3 1
GSK 3036656 (K] 8) . ‘B X} LeuRS 1 IC5, 24 0. 20
pmol/L, %F Mtb H37Rv B # ) MIC 4 0. 08 wmol/
L' Tenero 2 3 Wk £ AKX} GSK 3036656
AT T VRN, 245 R W, R 45 24 FN &2 45 25
FEE s R e N S DT N e YW & S DR
Bl 15

OH
B
\
’ L L "
0 0 [
AN3016 OH OH O o
N B\O N B\O N 4
N
oH / HC 0 HCl
B =
5 NH, a NH, a g,
7 8 GSK 3036656

NH,
AN3017

8 GSK 3036656 1Y% B

4 HiESRE

B TN Mtb ZAh T AT FE N DUBOR G
TEAE 2 A AR YT 2580 , 1R DR D 45 A% 1 i 454 473
S PR K AMER) . I RE R BN, A S
WA RE T =02 —1 1 s MR HE 6T
BERUEAUIREL T — /N4 5 55 — T I F 52 4
BRSO BHA A 16 4F N, 71 B E A 48 4
(68% ) i & Wi I RE 57 o 1 s £ 3 1) 13RS
25y el LU (2 2k B W DU P IR P A B

AR SR IO LA Dl M 1S 58 A 1 Jo B R 4 JL
7 IE) L TS5 T 245 sl g5 4

it 245 (MR LG A% AT Tl ok T B RBRAL, R
Je ETTAARE WA UL IRE, REH
RIZ A28 (3 1) ARG 2507 S IE AL T AN TR
B B r il RATFFE F, (H 2% 18 2R 25 BT A 1) ME JEE
R, ARAA T ZAR SR BN, TP LS A
E (B LINESE R & R I E S KR
[, 312 e A AR S 451 3
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F1 K LABTES R 2
Bl RS B /A RIBLY Il PRI B B Z:7% 3k
fEhi e EER 7SI ) A TR 15 1L EMA -1 [6-10]
L) T Lk e ) 2 1 TR 290 R S S 5 US FDA kil [11-18]
SQ109 L% MmpL3 Phase 11 [19 -22]
BTZ-043 I IR I DprEl Phase [ [23 -26]
LS5 T I I 1% ] DprEl Phase II [27 -30]
OPC-167832 AT A ) DprEl Phase T [31]
TBA-7371 R RNk DprEl Phase 1 [32]
D10 30 nds TSR ATP £ US FDA kT [35-36]
TR I3 DK 1 - G P e QcrB Phase 11 [37 -38]
SRR I A5 MHE AR AR Phase 11 [39-43]
TBI-223 M A A5 T 2 1 BA Phase 1 [31]
GSK 3036656 RS LeuRS Phase 11 [44 -45]
licating Mycobacterium tuberculosis by intracellular NO release
2% X m [J]. Science,2008 ,322(5906) :1392 —1395.
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