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BE S5 HAFEH Mycobacterium tuberculosis, MTB)Z —Fr 3L ¢4 JL A 2R 1), B4 @ it
RMTBEARRN ) &5 . EXmEA i KOGEI L, EAURE R F & FoiE 5t %+
HEBE/EZNER, THBERY B LR LM BATH YRR, MTBEL 5 L EsMmiee K iite
BAER AR P, SRHT R S AT LB RO A BRI, (FALETE EARNAEITIEIA. Z XA E S mAe
FUMTBR: e AMTBH # E vt m o, 7% KA A7 ) 424 B R 91 e B it A

KBRS BT B B PR T

SIS T RAE G —, BT EEFAN
EROTHE A Ak B 1 WP IR A i o AR THE L 1 AR 4120
Mgert, HelE & 2BR22A Z5 A% AT ™ H I K 2
—, [ AR A BR2TAN I 22 25 S5 A% 3 T AT )™ A 1
Ko HBT, IE S E RN L H13077,
AR 1)14.3%, A7 fG A ER207 . 452 0 Bkt
B (Mycobacterium tuberculosis, MTB) & 45 ¥ 9% 1) 5
JR R, AN AR . R ARG, TR E
W 0 T, AR A BT e 28 2R e R T 9 AR SR 1
MTB 25 1 BT N -

1 EEMEITMTBE R
1.1 BRI MTBEZERG

EWR 41 i A WEMTB 5 B A W /N, 3 B30 1
MO AR AE 8 KR N BIMTB, 7175 WA Uk
T, AT e, 7 AR I A TR AR I A
R A, 3 L840 5 A7 5 (1) 400 4 TR 4 i =5 4 F, xS
MTBA I A o HJE, MTB ] LLid i B AIG i
P D (%) 3% e, 0 S e 4 T A 0 3 e S i)
= A, R 3 A S A R A P (major histo-
compatibility complex-1I, MHC-IT) 1] &, 07 £
VR A . AuricchioZ5EUHIFSY & B, CpGE i
SN T IR W) T ok 1 R I A DR, 1 0 R A
JXTMTB) S 3, P &2 1 40 e ) R AR BT A Lo
1.2 MTBifS ERLRAET

oI 440 i my LA aE Tk B 9 Tk W BRMTB S LA
AR, SRR RN R — AR KR
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12.1 MTB#rm E a4 F s MTB
(10 B0 P 55 LR AR 3 S AA SR B A4 1 40 77 A 1)
G I . MTBRI 40 B & 5 R o, a4y
FewmR WENE. W5 DA, $IA 2 MTBI 3 5L
SR T . A HTITAIESE, MTBAH B —Fp oy T8k
1.9x10°* Dalf) i 8 1 Refe 2F B R i M i 2, JF R0
MTBZ3 - 41.9x10* Daff) JIg & A 15 3 B W40 i &
AP TR A TollFE 52 4R-2 4 (1P

g il b7 48 H % # (lipoarabinomanman, LAM)$
IR T3 RO TR AN MR, 2 — Pl ek 2 B A R B
FERERRMEILEE . DaofECVR I, 43 B AT v 41 o A 1)
LAMGBEWE 52w O 20 i 1 3 T2 b2, HLASIR) 2 R AT
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A0 1 23 B 3R Can B35 73 B2 A B I LAMBE 5 3
B 40 i AR PR T, 1S B A e, MTBK R I LAM A
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2 e 1) DU EALAE T LAMOR Siig 0] 411 58 B 5% 2 108 11
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JE ) e B2 PR WL IRE A& A, JE B PILAM(phosphoinositol
capped LAM), 1iiMTBZH i B - LAMK ity [ B 2411
MR E i H #&E A, T iManL AM (man-
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WA RTR S5 A% A R 46 s v o e 40 P ) 1
P
122 MTB# " BB — JUit & 42 Cas-
paselif§ i 1% caspase)® T 22 2 IR/ V- W A MR 5%, 14
JHL T a2 A B B R A AR Y. A
A, caspase— M LLIGCTE PE AT AR TE UAFHE, (X
TEER KR G A st — Bakigth, 40550 1
caspase HJ DU 14 I Athcaspase 5 i B 03 IR G AL, 33
KRR F BRI BOR RN o e 32 A T AT fig A
Z HIL-1B0I B, BT, AR, MTBE
et AR, BN s AR K S I TNF-ofHIL-1PB, i
FAHIIL-1B X AT LLSE s caspase- 1R PE, I 41 i 4
TS T caspase- 1A 3o A8 H] %2 ] £ X caspase-1
() 490 5] 7Y VAD, R] A7 2 400 i 2 G 5 11 B0 4h
i 47 T=, 1M caspase-3Fllcaspase-4 1] #J il FIDEVDA
LEVDUI Y Wk 41 i 52 43 5% Wi, 156 W caspase- 1175
T 3l R i SE A AE . Derrick%57 A 31, MTBIH
ESAT6 R 43 i i 3 ik caspase %6 3%, I JE B AL 1M 7%
STHP-140 (T

JAK2/STAT13& f2: W 57 % W], MTBAI LA Ui
JAK2(Janus Kinase 2)/STAT1-a(signal transducers and
activators of transcription){5 5% Fi& 1%, MiixFE
W4 A AT . FIMTBIK BB 1OR /) fsl it v [k
M), B2 R 5 BB (protein tyrosin kinase, PTK)
i 4k, JAK2/STAT 1-afjf 2 1k, STAT1-a/k L% ¥ 15,
%590 A Bl K & [ TNF-a. NO, 14 5ficaspaseliff
AMWEE, I AT . AT FHPTK A4 5)(AG-
126). JAK2( 451 (AG-490) 1 1 T~ i e 41 i ),
28 TG R IR TNF-o fINO[) & B {2 9 /D, caspase-1
IS PR FRAR, 8 740 H b

TNF-aig f2: #F 513K B, MTBIK 4 5 0% 40 i 5
AE B 2 15 S TNFEE DAL (1 3 5P, TNF-o/EMTBX LI
R T rh B T A AU, TNF-an] A
WOE 5T R IR R Kk . Keane S5 MUK L T
MTBIF /)N iU B Al B b AT 85 5%, K IAETNF-o
TN, B g A e 6 40 25 25 39 hn, 40 B T
HHM M. HPUTNF-afi 44 H M TNF-aff) 7% 2 f5,
g1 R = T A 1 e g R S S =
TNF-aifs 5 0 T B L H AT B8 % A2 58 45 5 i vk
Jig i A2(cytosolicphospholipase A2, cPLA2)[¥J Il T,
TNF-o 5 B W 40 i 3% T B TNFR145 &, TNFR1H Y
ANECAR 25 G DB B R e MR I 5 1 DR 2 R 4 A

G546 Ja S A W] LARE F- It 22 IR B 11 7K At k28 A iy
Ak, kS caspase-3. caspase-9, 7415 S
X5, I S T,

Bel-23& 12: WF 9T 38 W, Bel-29 A 72 4 il 40 i
R PEBET (R BEAS IR, 10 2 o0 4 B P 8 1 B
(apoptotic threshold). MTB/EK Y 5, i jg K &£ A
Bel-21Bax, — 3 (1) LLA 52 i A T2 B R . SER B 5T
E B, BOD2F14% 48 /N UK JEMTB 5, 75 E 41 i
Al DR I 2 Bel-2 i Bax [F) ik, I H 3% 1) & 5 41
Ko HBel-2% 78 1Y w5, Bax 3 ik W FE A%, Bel-27]
DL 0% caspase T it 14 8 1 4 e s P e 2R
W, BHLIEIX £ 4 05 caspase, 15 caspaselif A4 I8N
5197 NG RO 1 i 9 B 21 7 e o = 7 RS )
AR AZ M, Bel-2 58 06 v LA 52 Wi 28 R A4 1) 25
TR TR, P2k M T

LA IR A2 Sk PR AE B 20 i 0 1 5 SR 3
— RINA R Ee A4, R TR AR AR
2 R AR AT DURE ff caspase-35: 540 R T, (HIX—
BLH AT AR Bel-2 5K 05 7 1 B o BF 58 & B, Ca**r]
LK 2 b7 A4 P 1 A Akt A7 T 4%, DAk 6 40 P 11
s, AR TIESRE . SWIEARFZE, 16
F M P, o LAAIEIMTBI A, 4R
KMTB. TS, 4 A WA 28 R J& 41218
, ANgr g DR JORE SN, BT % S Y R4 T
WAVE - o H i SR P T35 5 R I A AL
HIEAT TG

MTBA 5 1) 8 11 5 i 43 i %6 9% I 25 1119000
(P19)n i ik = g 4 a1 ¥ Tollk¥: 52 -2/ 5, oy
TR M) 2 gt n] LUE IE TLR-2E /5 5, 135
EWR A g AR T et

2 MTBtiE EREAAE R K

MTB w3 3o 410 1) 50038 400 i ) L 92 % W 1 T LA
S A G 0 P 90 3 e g A T % 2K
2.1 MTBHHI| ERAEM B REIER

MTBHE AL, T 38 3k 90 006 40 e 1 %
TRy LA DUE O A0 i A B Y . ST IR
T, A AR 1) BB — A N T 5 T B 0 PR ) ok
2, MTBF W R H1 ] DS S Hh i ok 5 4 o B2 2 1,
i B WEARANGEAT RO AN RE S I B A1) 1R
PESROR AT R - e R B S PR 1 R 4%, (EMTBANMY
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IR AR IR A, I 75 B A Wk A 5 RV I A4 1) Y
JRUAA 255 T BELAG 7 W s g A PRI P s A i 4 i
P A /N A RS AR AT T, U0 A e A 2 R b T ik
GTP45 & F1Rab5, Rab5[¥) 5 FH 76 i i e L BE-3 34
fif (phosphatidylinositol 3 kinase, PIBK)# /£ H F 2
T 250k N5 Ik L IEE-3 1% FR (phosphatidylinositol 3 phos-
phate, PI3P)[K]AE B, Jio 77 A2 M54 i M1 I /N A i 5ol
P75 (). Fratti%EPU R I, MTBI— P B 5l 23 i
Rl 7 AF H &5 58 B mT 0 HIPI3P () = 2, Vergne%522g
tH, MTB A 2R p— M 2 g SapM, 7 5w Pk Ffil 42
A2 ERIPI3P . 3 PR AL 7] 25 55 A i) o A /) A £
K H SRR G . 1E4h, WalburgerZ$2 K
I, MBRMTBI) 22 2 1R — 75 2 B2 £ 1 U G (pknG) Bk
BRI FH AR S P 490 ) 7] BEL O S 2, T A kAR
HE B R A0 M 9 S MTB ) A W A b5 i il A4 R A il
S FIMTBAR AR PR 4 B Wi 40 i % K. A sEMTBA
ke & i 2 1 R i) TDM(Trehalose 6,6-dimyco-
late) P 3 It gk 20> 7% W58 2 (18] 1 A0 AR IBEL AV 7 e 7 Tl £ il
P, TRV AR Y 152 B, s A4 v (1) il s A et
N R AR E ], MTBELAS DAAESE oK.

2.2 MTBHH| E &L A AR T

MTBA G [ —SE B A i 73 : MTBAS B ) — 26
Ry, SR 2R 6,6-X 75 K i 5
B, ST HENE T R A . WFSUR I, RARIA Tk gk
A% R R R A0 W A B T, [ N 28 5 A% PR TR R 2R
R 7 Ak B S 9 40 A7 5 2 5 Bel-2 38 ik 5 W] W)
IEAHSEPY, ManLAMAR ] 4 40 L A AR T2 RS
ManLAM [ i 5 7= 4 TNF-ofINO, {HManLAMH fig
il H 31 W5 40 B B 1 B C(protein kinase C, PKC)
TR, TR S A, BRAIS EUWR 40 IFN-p R R R
HLA-DR-ABEIR [F 435 . {HManLAMX I 41 Jd (1)
FIHI A Ca> UM o 5T B, 38 1 cAMPH il 71
LA ). BAPTA/AM AT DABH Wi v i) & A=, il
caspase-1 P75 VE, Jl/DeMAPIHHE:LE F iR, 5
Ak, ManLAMH 7] fH 11-Ca* i A B A, 52 pS53 41
Bel-2ff) 414 .

W PEMTB W] LL 43 wh F) HIATPY) 1, 48 P2z
AR T, AR AR AE T2 A B AF TG, XL
5 TR A% FR P (nucleoside diphosphate kinase,
Ndk). =256 6 70 0FE B, 1F AMTB1) 40 i & 77 K1,
NAK 2 AT E BT TR A F S IR AL, IN5RATP;
FAMIET IR ). R £ A AL ATP(0ATP)——

FEP2z (PP, W] CABH W ATP/NAKiF 5 (1 40 i i 1,
T e N A B 41 & 1y 5

5% 20 6 5K T fas 1 20 0A 5 TEPLLE A% 70 ST I
TGP G e vy, A% O RO TR B SRR S 2 ) A M B
PET K B2 40 fitd(cytotoxic T lymphocyte, CTL) A 4% T
HEEH] . kg0 i R T K FasLi%s S SEMTBIF) =
Wi 4 H 0 T2, SR CTLAR FEHIMTBRLMY 1) = ZEHLH] 2
—. W9, £186%[K)CD4"CTL 2 il i Fas-FasL £
2, AT RGY T MTB 0 40 A & A= 0 T R 3 bt
MTBEG/EREY . IEEAS LT, RiAFasfi) Bzl
JLAE NN B 20 1) ] ¥ 1 FasL(sFasL) Ji 2 1R B & A= 1
T2, {HAE ] w] & PEFasL(sFasL) % 44 b 35 % (1) 0 41
MU HEAT AL B S, Oddo®S 2V 1, s T MTBI = I
I B AR A B Y ) 40 i ot FasLigs S 0 T (R U
WONBE. DRI, 1 BOX 2 R 1 R R AR
TIERGMTBJG, B Wi 4 i 3 11 %3 (1 Fas /K~ K
DAL 1, OddoZ521A Sy, MTBIEK 4% 5 W 48 i J5 GE 40 11
ok 41 i 3 [ Fas ) 220K &, A A FasLx) = 4
FRIE T 75 2 AE L DRI A Bt i (R A2 3

MTBI# %5 J7: MTBE#EERE ] LU ik 0 1) 5 PRI
T 240 o e 9 e Wk 4 L ) A, AR A 4 g
WS BE . TSR I, B A OE T KT B v B
S IMTBEE ) (AN A A7 A 22 B0 A SOk
FMTB B BRI 15 32 40 Jf (1) 95 7251, Balcewicz-
Sablinska®50% | B KPR SFPIE S50 vh 43 i FHMTBo
FEFEH37RVAIMTBY 25 FEH3 7Rl 4 A\ it v |5 1 41
M, RIUEIEMTBIS, A i 1608 T 2 34 47 71 =,
{H 5 H37RalE 4 41 A bb, H37RvIE L 20 05 44 Jifa 1)
FTH R Z 2SIl 5346, 72 R HIH37Ra, H37Rv
S ARSI PR (3L W 73 A B (M. kansasi) 58 N it
T E WA B EAT IR0 LU 5T, Keane®5 PRI, &
IR IEMTBIY) E 0 41 f AH L, H37Ra A HEES W7 73 k¢
T BRT I B A 1) I 40 R R 17K B B B vy, Lt
5% 197 70 A R K A W A B P R T KT B e, T
H37Rv/Z G 21 [0 40 i 19 9% 12 /K7 BAR AT fr
T, A5 ARG LA T ZE R TG v X

DhimanZ£PfJH37Rv Al H37Ralik J¢THP-141 Jifd,
H37Rv/& L 21 LLH37Ral& L 24 5] 6 1 7 1211, A2 A
JH3TRVILG TNF-xB, S8Bcl-2 5 & FBfl-1/A1
Fik L. ZhangZEPY% BIMTBSE 2 FkH37Rv %
1) W 40 PR 9 T 4 I S /D TR B FRH3 7R, [R12K
H37Rv ] 1753 B4 B Pt 18 I Bel-2 3K 0A



620

FRHI A0 ML T, T 1% AEH37RaEE G 1 A0
FIE TR, WEFCR I, MTBaR B bR G FV 4l B ),
RE T R T30 A 7 Bel-2FfIMcl-187, Koziel
SR I, 12p v 0 R R 40 R P ) 4 R A 3R O
T b J5 i) caspase-3vE 4k, i —28nbel-2Fimel-1
PO T3 N ) 2R 0k, Timel-1 30 ] 0461 5 26 g 3 12
FE DR tnbax Fbak () 32 325, Ty 490 6] Wk 4 g g T
Bel-25 iiMecl-145 [ 6 MTB& e B AT 1F [/ W #2478
75 LK B B iR T2 R 4 (e HEMTBE 73 2R 75 3
SR B R A AR . Han%5 O] Ao JLUTTE I
T35 B, Mel-15Bel-23 R 52 5 1H) 55— 1l
Bim B A &= JE K SE AP . Bimyg — PR T8 1, 0
G R T R AR A0 B B SR CROURE TG 5 5 40 i
AT . HanZ51A 0k, Mcl-15Bimf# 454 nf 4014 Bim
BRI, AT 40 R R T

It Ah, MTB AT LIS 5 B0 4 i 2E BRIL-10, IL-10
A] DA T TNFR2(STNFR2). sSTNFR2ZETNF-o
() RARAMIFR, 78 155 N M IBOR R i N 341 /D A
7t. STNFR2FITNF-045 & JE B TNF-0-TNFR2E &
), PHEITNF-a )35k o R, MTBS®EERE 0] LK E
755 77 AEIL-10, 17 6k 2 PRH37Rall| AN fig, 1X 0] fig b5
MTBX} TNF-aff] 5% Wi 5 B,

3 RE

MTB 55 E g 40 i i EL A AR R 2%,
H ik 2 P LA ] AR KMTB, A FE, MTBAR LA
22 s 2T e 2 1) 2 4, U3 LR EMTB
AP AR T A I MTBAEAR A7 1R i
LA, A B R T DU e R B RE T
MTBIfiriz, XF gtz A A & e i # 2 AT
HEE . B, SR M T AFEMTBIR G 5 ELR 41
AR ELAE R AIALE], T2 B R T AR AL
6K PR AATT I S A R DA
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Abstract Macrophages are the main host of Mycobacterium tuberculosis, a kind of typical intracellular
pathogen bacteria. Macrophages have a powerful phagocytosis, which plays an important role in both innate im-
munity and adaptive immunity and can effectively protect host from Mycobacterium tuberculosis infection. In the
long-term interaction process with host macrophages, Mycobacterium tuberculosis gradually formed a variety of
effective strategies to avoid killing to survive and proliferate in the host. This article from macrophages resistance
to Mycobacterium tuberculosis infection and Mycobacterium tuberculosis evading macrophages killing reviewes
domestic and international research.
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