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2002 4F, Camus SR BT 1 S 56 Zdhs AT 51
X B, 6 254% 43 BAF B H3 TRy BB 1) ik DR 41
HHATEB AT I CLERE. A e B R 1,
RIL 82 A BEMS Gulith 2 KB SE R . LT R A7 5
DRI ZH 7 470 R LG A R ke 19 HGAth SRR ) S 30 25040, i
JE T 2058 ANEEE BN EhRE, WU 376 AN E T
5O A FOR BRI, R % o B T BT
.

BfiJ5, Fleischmann Z895¢ 5%, T Il R 70 25453 21 11
S5 BOFE B CDC1551 B R (1) 356 DR 40 ) o L
5 H37Rv WHRRHT T &A%, i1 &H,
H37Rv F1 CDC1551 T Fk 1 36 DA 41 1) A7 42 35 1A
[i]. 7F CDC1551 #1 H37Rv B Kk 3 K 41 o 17 76
1075 4~ SNP, 2 85% 185 e K A AE G X . AHXT
T CDC1551 BMRIER4], H37Rv BEARIE R A
37 MEATE(K T 10 bp).  MAHXS T H37Rv B #E
FE4L, CDC1551 B bk 3 DA 4 ) A7 49 /5% i A5
ORF [N JFH, JLrf 14 My TR ). i X
SE bR N SRR T AR ECE R . ORF P K Uit J7° 51 1 %
Gh, ESEMEZ T 17 N5EIEN ORF. #FFEEM,
FHIE 1) 1S6110 4 N\ 3 1 22 18] 2 1) [ 050 6 401
AT g3 B L7 51 (1) e SR 338 17 5 RS S PRI 4L 1K 22 4
PEM, BFSE N B AE CDC1551 BRRIE R 41 %5 1 4
AN DL 1S6110 $fi N 741, TiAE H37Rv B AR HE A
g, HHAT 16 M5 VLT 1S6110 4N T4,

1.3 ZRSETRERENTS
1.3.1 S50 BT i SE A1 e 5 BUR I X &,

M SR Bk, A% 23 B TR H37Rv Al
H37Ra P B Bk 4B A2 ok U5 T e T 36 A 10 A5 5 8 A
H37, XR LT 1905 4 — NG il 25 4% 09 A 14
B 3 B 20, H37Rv WA — ELE 3L 50 % A A bt
BRRAE T HRFE 8 7, 1 H37Ra Bk T &t £
UARARIMIE R T 8 ).

[ 2 N R IE R AL R 7 70T 2008 4E 58 % T )
H37Ra BRI A SE AL, R %) H37Rv dE4T
AR AN e, d2 H ERA IR AL 2 i, iR i
B¢ H37Ra WIFEEE J) R JRURL. 0 R EE X &5 2R
FW], G55 FAF I H37Ra 5 H37Rv R RE L PE 41
Z A R AR YE, H B TAEAE 53 ANMEAR 21
AR A, T S #4128 445 bp. WFST
F W], CDC1551 WPk #2087 H37 BFE, LA
CDC1551 BRI R4 0 FRifE, LEXTH 130 4~ H37Ra
FEF IR AR S, S0 R B 57 AP,

YT S5 0% 00 BT VR AN [ 17 PR TR 40 222 SR 1) A7

15, A WETEE H P 8K 5 B 2% 52 AN [] 1T 1k 1)
O P 22 5. Claudia %5 % U CDC1551. HN60.
HN878. H37Rv Fl Erdman AL, 8/ BRI K
YRR RIAE B R A KB B, SN AR
AR, BRT Brdman K, A 1R RE AR KO
AL, BJS, CDC1551 A5 K AN R . A%}
FHAL/ NS, 32 CDC1551 BHEREE YLK /) BT
7 AL TR PR I e A 8 K 1) TNF-an IL-6,
IL-10 F1 IL-12 FRik &, Jf H IFN-y [f) mRNA %Kik
WA FTHEAT. CDCI1551 B ARG 1)/ BUAE A7 3
JoAb AL BN RO K, E AR T,
CDCI1551 W #EF1 H37Ry B fE AL KA A, 7l
AU AE 51k N 28 k% 40 i 3% A BE £ 1) TNF-a
IL-6. IL-10 F1 IL-12 540051, MARN AR AE K
R KFE, CDCISS1 B AR H A L He A B bk 58 2
BEME, (R ILARSE AR S| R P 32 A HL R B ) e
&E\Z[IO]'

4R H37Ra Fl1 H37Rv B bk JE K 41 5 B AR AL,
H 3 R SE AR, XKW H3TRa H K I K 41
RAT —Len] DLg g JL a5 ) MAERRIE I AR . 45
WOy BRF B SigC T LL#E 22 /> 38 /N5 41 A gt ik
FEA R IFE N R, sigC FE B L 19 H3TRY
PR /N BRI R 0 B 2 RO, 7E H37Ra B AR
DRI Z0 Hp R BTN 1K) sigC ) 8 1 X Sk A-T 1) 1
e, qRT-PCR(EEM 5% & PCRYWFFLER I, EX)
KN AR IS IR 45 4% 73 B IR H37Ra BRE
ZAERFRIE L, HAE BRI, IR R
NI, 7 H37Ra BEAEH, MazG & — AN 548,
B L B AR S 1R 2SPAL(Pro-Ala-Leu) 3 7 4b &
4= A219E B, X707 — MR SE IR
o BRBELERI N, Zai RN LAl 3 AN ELi by, 3k
[FA % T MazG (1) £ B T 7K i I 110 9% e 8 43 02,
BE S5 BATVR I, 7650 B B8 N ) & TR (G
J& H37Rv R Bk, 38 A2 PR A K IR Ik 23 B3 FF 1)
Hi, MazG & NTP-PPase (£ M2 /K i i), wJ LLK
fift % Bl NTP 8¢ ANTP A2 35842 1) dUTP A1 8- 48
-7, 8- & -2-dGTP. A219E () R4 1§ MazG it
ROKAREYE. AERER BB, mazG B BK fE
SR A RN RE A, R mazG
545 AT fig 5 H37Ra 55 25 A7 k0,

phoP 7& 858250 Kb B L AN 08 Sy S5 BRI09. i
THRIE AR, H37Ra B FE PhoP 2 [ i AR <
(1) 219 {7 222 IR RAL K 583K, ‘33X PhoP 5 DNA
JP 9456 e ) 32 A0 T BRI S VR L, Xt m)
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HEFI H37Ra W K J) & KA1 . H37Ra Witk
pabB IR HE T it 66 bp AT T-A Bifle, wfig
FECZEE R F AT SR, X — FE R g i 0] 2
ERWREG MM -1, Wk p- KR
(PABA) MG 1, 7RIS SR T iz i N 58 A8 5 30
B S B R0, FrsH & ATP 48 1 5 45 8 4
JE AR, 5T — e T R A o B TR
REEWR IR M. H37Ra WML, fisH H
IR B3 S1RIE A 106 MR E R, 1
i 65 WAL AT C-T @i, X #AT HE R M %A
DA [y e ik,
132 45 oy BRI 41 e 5 AL 25 M 1
KA.
TEL IR R TEAE IR MG =T, itk
O3 BT TR TR iR 25 P ) 0 EER 5 ke T AT A
i 245 45 A% 3 A5 A 1R 0 02 I 22 25 45 4% 9 RO T
(MDR-TB)FIJ" 2 it 25 45 1% /) K AT 141 (XDR-TB) 1 H
AN R A RO T R I B R &5
%53 B B — MG TE 1 JTORE A3 () 42 A L Ath 4n
PSRAFIN 291, DIk G A S (Vi 24 P A2 45 4% 4y
BOFFRR = A 25 0 2 2oy 7 A, i T ke oy
AR R AR S SISk, RIS B RS
i 2 1k I 2508 S0 O 2 k3R, X T A PR
. R AN A LR IR i 24 1Rk
NH IR TG [ (PZA) 7 B2 40 147 1) PZase (MR T i il )
¥ SLE AL N AT 25 1R B8 ) IR i POA (L 1 12).
PZase [l pncA %if5h. Mestdagh “EUITE AR T £ Hb
() 45 1% o3 BRI IR i 2 25V 7 sk s, LA
H37Ra HAKRYE A RN 256 BB, %) 23 Bk PZA itk
WK pneA 1) ORF LA K 137 85 AMBRSEREA T /7
S5 17 MR EZ AT R, 6 BRERAE. X3
AT PZase BiF g PE, JLr 2 BRZ XA A, AT
W, pneA TS ZE FEAN X PZA F=EPitE i &
TERZE. GRANAE Y 558 G pned A PZA $itk
HIM(DHM444), 7R 4525 1) PZA ikl G T
AR, B BRI, DHM444 1 B 1)
RpsA JR AL 5848 S POA Hr 5 ME4h &k ik
%K, WO POA ANBEFIHI I RpsA 51 fe oA
RN AT 15 LA . 29 POA 5 RpsA 46
Ja Al LLBH AL 5 tmRNA 4545, M4 AR 1E 5
T3 170 i B L mRINA 37 3 (10 42 A AR AN BE AR L,
e A AN B R AR ATRE .
1.3.3  S5A% 00 BT B 2 PRI T 5.
MICEKI, FERRARENEEN T WM. %

Az ORI & 105 B R B R R S 0 AN T 2> g o2,
O BOM BRI IR G O BT B 2 2 BRI
WA, M FLAN A N EI A AR i
1. LRI W0 A b 4 i iR it B A
KPR 5. Zhang Z5PURFST T 454% 20 BEAT b 2%
R i U AL 2R PR S aroFE B PR 4,
MW &, %M G-X-(N/S)-V-(T/S)-X-PX-K i%
e AN 2 QIR § 1N S T o e SN R
I, EEE o MRHE B ITER. B AT fhah
Ry 5350 5 51 29.2%. 9.3%. 32.7%F1 28.8%. HF5T
A AR BNAIG AR PR R W T -
S

Sebastian SEHF 9T T ¥ W R IE 15 5 A — A
3- Wt % -D- B Hr A pE A OBE -7- B R G O
(DAHT7PS). DAH7PS fE A0 FE B R IE AT 15— ]
N A BT B RAL S AT AR s 1 T 1 PR
LR -4- BEIR N, B DAHTP. &K
B, B — A B R RO A DY T A R A T
HFERRAS, WFFUN D M X — A2 #4 i DA7PHS
(1) P 5 AL AL by B A TR ) 7 S A 5
&, ZFH B ATOGRIMA, X DAHTPS HIHEAAT
AR EIE T, AT DA —20 0 LA 5¢ DAERAS P &b #%
i R8T 2542,

W i M S P A 3 T LR AT 4 1R DNA (i e il
WAL A (GyrA). {HBEAE 2451 73 B BRHIX 2t
RPN, AT H G e e R v e
£ B (GyrB)K R 7L PTM 254 . Sidharth 55k
FH B A 5 AR R Rk e -1(AB-DAE A GyrB 11
FHIFRMER —F O PUREIE . B R DA
GyrB #I4|5], AB-1 W4EFX GyrB [f] ATP 45 &4
MGG, BRI, AB-1 0 45 #% B
A I TR 2 B TS R RS U I T TR AR
AB-1 W TR T 218 A4 K 1 5 A A 2%
FIAABBEST. AB-1 5 A RN 41 4R 3 A8 B
1B B Sl 2 b AE AT A N 2. K
BUI &S B U R, R FH 25 T AB-1 RE
3 PR K U BAE TG IR B 2. 2 Phal R,
AB-1 A% — L2,

1.3.4 G520 B B 20 BRIRR ) A5 28 5 (1) 23

GEAZ A R AT B L R A 24 5 DR 20 00 1 5 s A
P E LRI DR 2 27 D5 VR IR GUAE 45 4% 43 BT B el
PR AR et A AR S IR A T R B 2 B A hT R
Cubillos-Ruiz 253 16 JLF 45 1% 20 BT 1 1R 11 PR
HFR(CDC1551. F11. Haarlem A1 C)LA K 5256 i 14
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PR(H37Rv Al H37Ra) AT HE AL LX), 3k Tk T
SERZ O BOE B0 P 238 N ML 8 L. A5 iR
6 AR TR r A B 52 A% A8 S R0 B K ) S TR 41
FEHET K 22k B 46 AT PE/PPE 58 55 AH K
TR JE A, %F 6 BRETHZ 7 AT B RE R 41 Lk
Jo s WFFCN G5 T 2 A 1 o0 A B o S JE AT
B, SR T AR T IS5 BT B IE AT R 3k
FRIE S, AT 3 i 3 PRl gl 2 o 2 3 5 802 S 1
AL PR S E R R SRR R R I 2 S
PE, B ILHEEAMER T 2 R W 4L, AT AN
RS A A FREH A )3k 4] 2 254

A T RSS2 S S M E AR AT ) S A%
I3 RO H3TRv IR L HE 41148 5%, Toerger
SRS N R[] RS2 56 = BT 6 #& H37Rv B FRFEAS,
S A FE VAL Y, BAVE Al & 2 56 5 BT A8 1Y)
H37Rv B RE S RL 217 21 11— 350k DL e AT 46
B S AL KFEE. 755 H37Rv %741 10
b, WFRANRRIA 72 M2 SIS ETA 6
Pk H37Rv AR ASFh Ll M2 H37Ra BRI LA 1. iX
72 DL AMEALEE 57 A SNPs Al 15 4 indels(Hfi A A
). BiAT SNPs 1, 6 M TARGIBIX K, 21
ANET R XA, 30 A& TAEF XA, Rvo197
M pstA 1 FERIATL, pks3 F1 Ru1783 (%6 1L %1
TRAA XAZ NI LE K T ORF. 75 4 i X 3k &
A indels F B W % AL (W Ruv0197. PPE7.
Rv0907+ Rc1046¢~ Rv1575+ Rv2251+ Rv3655¢ Fl
sigM. TEARGMILIX KA1 15 AN5AE T, 47 6 ME
TR XA . Spoligotyping(IH] b X S:A% 11 1R
ZAM) AR EoR, A 3 AP B K H37RVLP.
H37RvIO I H37RvCO 43 1 45 1 5 H37Rv B % 7
FIFHUCHS, EDERRES 200 21 A5 33 31 36 N A) b
TFH). HAN 3 ANHEFE H37RVAE. H37RVMA Al
H37RVHA N5 ANE G EE 26 AN T, IXebgh i)
7N, fERGKR B KRR XL R ] LG 2 A
AR, RPN T, g%k
FRLERR S

2 FRSBTENERAALHR

21 WEEREZFSEHRIBRTES TEHALR
MR

Mulder 45 R9IE of bE S AN 7] 45 4% 73 BOFT T
A, RWTFTENTA NG G LA AT AL SS
%3 BT R AR AL TP SRR 2 PR IR BE ) 22 202 B

S FEDIY BRI <. TES5A% 00 BORT B 2503 i
[ R PNt R oW B i R ik 1 e R VER T B RSN
BRI S, 52%H A FORIE T 5 SR 4 =
AT SR I R S — 8 2327 5 0 Jit b ok
Vi, HERY PR T N B BRI A Hk
Z TR, B A R PR N A AR A
B+ BRI

FEZY 15 000 “EHT, 458 70 KO T 8l 23 BOAT
R A0 AT 1) L [R5 20 B4 R IR A 45407
BOH B R B ACP IR AR S W], ek A ad ik
WIS, 1EKZ 35000 ) 15 000 4 {2 1],
SR BOFF R AR ) ve B S8 7 A — e
B A AALS 2 A0 B ag AL AR 7 1K) R B AT 3 M O
FZIR T ST R SR - DRI 2 P 8 e R AL
b B A 3RS DNA R4, 585 3 T2 41 16 3145 5
WA PSR, SRR i B 2
Wy, RIS R TP A A A ) A AT R,

MTBC 05 : M. twberculosis~ M. canettii-
M. africanum~ M. bovis~ M. microii 55 P2, J5 K
Ernst 255X 4M78 T M. pinnipedii F1 M. caprae 5541
BT RIE 7 ANBRER A, MTBC AT HIFI 16 'S
rRNA FPAU(BR T M. canettii) FUE I 99.9% 1% 2 7K
SR ] 3. AR R A T DA [ I AR B
() A2 7K P J TR e B (R UE 4R B8 1T ML canertii )
FER B BN, BT B AT R B HA s 7 v
WA RN, I A A AH S TR ) e A2 7K R DR A 75
A TR . AR BERR T, BN FR ) DNA
SR AR 7R H MTBC B 53 AL R4 56 3E 4 e
MRGKE RKEZLE, M. canewii BT HHAE I,
1M M. tuberculosis A1 M. bovis FV s N F4, RN
SR S IR VA-
22 HROSBRITEBMAET ARMRERAEHRK
FEyRSFE

Ernst 800, R S 8% 0 KO 2 A AN
PRARIR A R 2H 58 e e, S50 AT 9T IE H 28
W, BN UKIAA 8 2 D)2 I SR i e, N2E
FERR G R o WA B LA™ ZE Rl Us ESAT-6
Z KB IZ AN, T A, A uEdE R, 7
IRYLEE L B R IS YR B, 2wty ESAT-6 411
(P HE DR Rk A BT PRI, L DR 3R AP PRAIG
W%, W ESAT-6 VLM T 40 i vl REAEAC 4R L
B B ate R 43 He 12 A H]

Comas %5t MTBC ' 6 > EZiH R HE 4
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BRASH Z R 21 AN ERE, SR B — X DNA U
FPER, fg T HENA R ERGE K E L RE.
T I P AR A 25 TR B, S ARk AL b L
A EZILRNERFE L, HE BT R4
i N2 T 4l BT R AL 7 FIH o sy, 3L
AR SRR T IR, XN A% o AT R
ARSI NS T 40 ) i sk e AR K
Wifeng. @ A DNA 741, A1 MTBC &
PRI, P By s, e AR &5 %
B REE R EMLE 5, 45T m &)
T 2Rk R, BERIGIE MTBC =/~ 2 Rl
BERAT S o R 4 A0 A BRAE R AL Rl PN, A
&R, MTBC Mtk 2 #E1k 5 N85 ROR I
M2, AFRPHRSA RGN RS A
By BN RA RN BROGT E54% o BT B 114) 93 A 5
T 40, fE AN T A i, 22 CD4A' T 4 i
Z 5% MTBC H 5. Gl 21 AN @R 355
T 7 491 ASEE A ST N T AT R R Ar, S8
KNI, TN T 40 bt J =47 i 5 AR
S, XU MTBC 5 A 2875 1 Z [ 1 X R AR
T E 5 E A 2% w26 me, RIIFANZ
FHOCIRIRUT R AE R R REAL, Ty Jerp— 5 PR FEIEL |
(PR A, BT S5 AR T iR R 2 2%
JEHE S 1 N 2 338 e N MTBC 1) 2E A7 A i ]
R,
23 SEAEIE REZREMN PPE3S £ EXATIR
S Eim L

SR o) K R VR RS TR A A T R B R R
Bl PE F1 PPE 20, I e KI5 T PR3 AR K1 20 b
FRRAN 2R, gk fEds e s A KRl R, FRERE
M. ulcerans, M. marinum F1 MTBC & T K&
SR Z R R A R BOX PR R K
T il P 2 1 5 P AT e 5 A SR T A % HLRE B P
ot R G TR, (HEER [, AR I S
DRI ST T it 1) 2 1 B S REAK IH R 1. PPE £R T 5K
WA EAT R AR ST (0 R 180 AN I R 2 ik iy 45 1)
WSS 7 2] 9 47 MR IERRIEIE S R . 2
TRFIAS 2R, 1 PE 8 ISR e m FE AR ST I 2
Fovig, AL 110 DNAFEMRRIE M A58, %45
P ES 8 F 9 £ 73 i R A RN 24 R XA
TSR TR IR 2 Jki 5 R SAEAC B R e 41 v
AR H. PE R PPE LRI K5 AL & 2 DNA J341,
FEAN ) B PR P O B8 5 4T (1) 45 DUECAR R, B4R PE
H1 PPE R [ 5 (1) 28 ik i 45 W S AR AR 5, (HE

T2 (AAE 2 v HAR DA . AR R
i, PPE-MPTR WV 5<% & (141 Rv1917¢(PPE34) Al fig
B Yo sEAT 5. 4% 1Y PE-PGRS 45 42 41 14 41
FAM ALy, 52004 B 1) 40 Mo 45 4 R B V% TEAS .
PPE36 Fl PPE6S th FI14H B4 [ 41 i B A b0,
ST FOANTE PPE 3 PR 505 JoAth il 53 (I
PPE38) M R I iy KT 1) 2 2 vl AR T Pl s
SIFB. McEvoy 9T T E ARG b e & 3
T R IR 25 4% 23 RO B I R 23 B9 B AR R MTBC Hr
LG B M. caneuii 18 PPE38 F DR DX 35 [ 5t £ A%
5t. RILM. caneutii 1] PPE38 DX /AL 75 1/ [R1 5 1)
PPE #: X (PPE38 1 PPE71), — FH i W 1 esat-6
(esx) FEHE DRI B JF . 31X — &5 # R T+ esx/esx/PPE
S, % S SR A A T S A Sy BOME TR
M. marinum WIEFRIALSG . FF HLAE S5 A% 90 b A
Hr, BT IS6110 #f A JFAI IS, 1X— 5 g s
X $(PPE38 JEH DX ) s BE vl A2 . BF N R I, VF
20 AN[R] PR SRALH A [ 5 7R 2 T R, X SR X
— PR X RS AR R 43 1 EA I LB M R
B2 (1) G AR A TR PR K 2 T RN TR 2R R e P 1)
B R ZFEME R RS . T IR 2 S 8L A
IHEeMIBL, W BHEN AT A & T84 Wi
NV R %, 1T R PPE3S DA X AT v E (1)
P, XSGR AT REAT B 141 e 1 AR A7,
24 SERSHEFHICEE BB
2.4.1 bR RS, S BT R I A% A
DRI ep, fEbbdal ) ARk R B #E I —
AL R R K. Van Soolingen Z5E527E 1992 4F 3]
1994 A= H11R], AR T b IR OKBli A0 5y 1R 4 A%
TR IXLEI N P57 (1) 2542 3 AT T DR AL AT 53
M, RIUAHEL T X, KARW, Feml2don
i DX () &5 A% 93 R AT 1R A 45 7 1) 186110 RFLP(BR il 1
FBKEZ M) IR, Hom A X S ik &
P5 E A BT 1) JCAD DX AR, 17T A 1 B ok )
RN J8 T . SENGURFAE I, EEE
HIPHIDR)X I, Jb it B RRGR 2 1 3] 34 4N [H] B
X B3, 7RSS 35 25 43 11 9 ARG 751 o 420
T3 AN LR SE AT E T R I, b R R pE A
FZL L 1S6110 $i A7 41 1) 4 6« Gt A4 X35 11
G SR (FH O 1 DX 3 4 iy 44 O« RD,  regions of
deletion) FI S AR SEH L, WA SE AR EAG T R, 18
I SNP AT B, Ao Y R R A R R T AR
M, NEAZ I3 RO B ) — AN A S A b g AT ok
J5 S T RS R .
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2.4.2  JERUREHRIEALIORAE. B KT 2
PELSP) 73 b7 BT L Ak 52 B g bk O 28 3340 AN [ 1) 43
3, i@ RD JFARE R T DU . T
(G 37 R B RE # AT L RD105 s i 2k, e mT A
DI ATV R S5 % SR AR IR 2 Al oAt
K ey 2 2&4E, 1 RD142. RD150 F1 RD181,
AP AR R R R TR 0 2 4 WAL, SR 4 A4
AN T (1 BT ¥ 25 4653, Rindi 45050 A 525 K R 1) 45 7% 0
NHCRFE, 234 Spoligotyping 70 #1, FLA5 2] 73 />
e MRk, B mKFA A, W ER
RD105. RDI81. RDI50 Al RDI42 % putative
mutator 3& K, A mwT4 M muweT2 %5 40 1% DNA
& SR R S A e, 3R T AL G R 4t
RE M EREA, RP B, JC R R R 45 %
O BOMF B — MG R TR, i AH SRR R
42T RD207 kMG, S HLEER T,
Jb st BB KRB 1 B 34 AN ARE RS . B S,
RD105. RDI181 Fl RD150 /341 [ i 2k B4 S 2t
AN E BRI OR R, At 2t
AT, mutT4 A e T2 2 B8 £E A 20 kK
Wi, Bl RDIS1 X IR B, muwT4 K AERA,
ST AN N R4, ZVRETH muwT2 1
FARR. EIC IR RAR I BBy 30, HEEER
A NG 8 (N T 7 o P NS = O NI T
Spoligotyping 73 B 45 5, X XF W& AN [l 1) &
Zhou ZETVER X P 22 Hh XU AF AR 16 45 4% 00 AR T
I P 1 Bk HE AT JE T Spoligotyping 43 84 A s AL b I
21 M7 A5 MIRU-VNTR 738, KR ELALE 195 BRI
PR R, Spoligotyping 7374 45 SR 3R BH 7 78 22 1 X
S BRAT I A i o BT 1 8 T b s K e bk, A
ST1. ST190. ST265. ST269. ST585 #l ST1364
SEFEDAY. MIRU-12 20 B b s KRR 73 4 62
ANATE Y FEP Y, 1 MIUR-15 3 DK b 58 5
PRAN 5l 155 DANFEISER R, R segh 1R W], 48
VG 22X, AT SR AR A S 2 N 5 A% S0
W, HAARFEZERA. 546, BRFEE T R w
PR, AR TS5 M 73 25 1 1) 45 4% 23 BT 81 8 R BT A
A EE R L AR B R, R O M
OB, B RPRAE B (K 1) NTF(noise transfer
function) X 3 7 1S6110 J7* 41 i) 4fi A, 7 putative
mutator 5 K X A7 FESEAR . AR M, 53 A B
Z 0 AR SR b B e BRI B2 7E putative
mutator & K [X [ 5¢4F , B4 e B4k NTF X (1)
1S6110 Ffi N AR, % B A 40 W A0 I R 3k 2D

W, TERGRE RFR BTN it R
WIBARE, RInT A b g b s B B ARy 2 e,
SEAZ O BT TR 45 R DR A 1 22 A PP U
X T Re B BRAL RN 25 % AT T, e B ARIE A
Fulpe S HERAN M ESFAA L. NRGL
RN RORE B, JE TR R R R IR AR A
Surikova SERA K, AT DLE A S 3k SR AR
13 2 7P AH — SRt AR d ke A BE PR 2 Ak
foltar, DX 533 S EICRR (10 TRl 75 A e gk A 2R
BRI, AL RS EROA RS, hik, i
AT 0 2 4 A 19 VNTR (B H AT A 1) £R 0 o 53
YDA, F ETR-VNTR 4r 173 B 515 DL K 1S6110
HNFFH). DR(H#ZEL)FH. SNP &5 HAb 7%,
EEXT 99 BREE R B IR 225 T R R 4 e bt K
WK, SR, AR, 51 MR bt
¥k, H#H ETR-A. -C. -E JEA. #F5F A G
A5 VNTR A 85 1) 25 25 PR AR L 1 e S e — 2L T RE 1)
ZEr, MO ZHMENREE. R4, HE5EE RS
PPRAFIR R BT & AR ATECR. BT ETR /022,
TN GRS IEA% OC SO P R 2 A P A ——it
&5y AR SR AL R R AL, I H L T 31X
PILL R bR AR VNTR 7 S EE P AEH, &
PUAH L A B AR, 72 LT BT AW VNTR A7 53
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QUBIS8 {7 4547 7+ 8 8 9 NMHIXE L UL, QUBIS
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PR S P O AT A8 3806 T B AT ik k7 - f i B
.
2.4.3  ACRUBYTERRS AR IR S SRR A A
PIOCFR. db Rt BB RR ELAR 0 2 7 PR AT B
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W R, BT EEOoRE, 458201 10% LA
b EE A O B RR S T, AR X, X
— Ll ) Ry 50% LA B ZE A [E 49, Chang
SRR T 2004 4E 3 2007 4] )3 338 Bk
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WX LG R B AR 20 9 ANEAL. 3 43 B 4 (4
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IR IR TR, HIXH, 79% 8 T IRin 25 Mk
TEFTA d 2 AE s R AR R WL fhpA 5L fbp B BEH
P54, e IR AL R AR T, hpB BE
HIAT 238 frE 1> SNP.  LEFTH BRI 1
Phrh, 4 9C DNA 2 S 1) i 2L 8, W0 maa T2
mutT4~ ogt12 1 ogt37 FEHREPR AR S AR d &
bR R R, XSS LR AR AR S, (HIX 2
P, MDR BRRE LA A B . EH AT AL, 2
s HA T 2 R A B B RR AR S N P s b
FHR, H1-T DNA & 57 iy 55 DR 11 5 A0 A 13- 41 1 2 A1
YRS PR, = AR AR 1 b e 2L B
ATy, HLRE ) 138 Y A H X I
SEIL) AR AC Rt B BERE D) AR R R PR S R A
G 5P IF C G R, i dt Solomon 25 4R
T M\ 1994 45 21| 2008 4 1] (1) 25 1% 43 BT B I R TR
PR, SR TIRATIF AR, RIN 536 BRI 24
BT 70 BROBAEIE BB AR, HAT T 25 2 DA I 58
AR AEUR IR I i 24 (1) 6 R B R G 1R 5
FEgm N, TR A A MREAT I E S, Wk
PSR, AT, RS BORREE,  Jba B R AR B
PHARAEIRTT, X T] LUARE Ay 2 125 R B o0& Y
LR RE IR N

3 4 5

L EZRIR T 50l LAY R BT i ek
SR B ME DRI BB R RIF UL RE ,  [B1%F 1 745
23 BT R P A R R LA T2 2 . A
AT LB &5 SR BT TR R D 4L R AL % R
FIRE 1) A AR T4 T AR S 0] B R IR MR AN R FR
B 327 AL, FCas ROT G BT WA BT
7 EAR S IR T B 25 )55 25 PR R 2 AT E K
Wiy RGO A A TSR R, KA I
XAF WA FAR . HOER T A HR AT R B
6 TS, Sz BT WU TS AT AE KA %
PR R R 22 B AT 5T . K B ATF 5T A IX S SRR,
LU D SAAE RIS % 20 BT IR A TR DL oA
PR T B e, ME AT a6 R A
WA R AR I 22 5, AE BT Bl B
XTI IORHIT BCR [ 1 R (K A3 1 R 2 AT T
VR AN AR EZA Y. AEREE AT 55
T35 AL RO B IR A A A M R A T 2
BALHAT, NINELE, ERIBCE .
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Abstract The endless emergence of new theories and scientific instruments aiming to genome sequencing boosts
the large ship of history advance of biology in the post-genomic era. With the genome sequences of major
infectious disease-causing microorganisms being determined one by one, the subsequent annotation of gene
function and the reconstruction work about protein functions are being carried out. All the efforts are to get a
breakthrough understanding of biological characteristics, diagnostic strategies and treatment methods of pathogenic
microorganisms. Mycobacterium tuberculosis has been a serious threat to human health globally. All genetic
events occurring in the genome evolution play an important role in all aspects such as M. tuberculosis's biological
properties, pathogenicity and drug resistance. This review will summarize the origins and genomic features of

M. tuberculosis, and discuss the current progress about its genome evolution.
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