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WEZERE SR OMEEE (Fn0) © ARWBFFETIX, Mycobacterium smegmatis %5 L T, PR YL~
sma77—y M) OT A b= ACHE) L2 HrEiEEERERICOWT, FRcED X H 70
TFNMZE > THEEINTZT R b= AR MO FRERROTLHEL 5| E K 2T OO0 TORE
AT o7, FORE, (1) ATP £ 7~1% 1-(3,4- Dichlorobenzyl)-1H-indole—2, 3-dione

(Apoptosis activator II : AAIl) ICXVFHEEINLEE M DT KR b— ZADHEFT &Ml
M. smegmatis \ZkT HERENFEOWMIEM & OEEPENBLZZ SN, (2) MIIZLVFEEINID
TR b= A EE) LR ERETRIER 2L, caspase—3 DIEMALLIBE DERPE D > 7 F )L 3RSy
MZBE S LTV 5 AIREMEDS R & T2,

WFFERE SO (JE3L) @ In this study, we examined the correlation between apoptotic
signaling pathways and macrophage activities against Mycobaccterium smegmatis (SM)
infection. Treatment with 5 mM ATP or 50 u M 1-(3, 4-Dichlorobenzyl)-1H-indole- 2, 3-dion:
Apoptosis activator II (AAIl ) induced the apoptosis of macrophages and decreased
intramacrophage survival of SM. AAIl- induced but not ATP—induced apoptosis recovers in
macrophages treated with caspase 3 inhibitor. These results suggest that apoptosis
induced by AA 1II may be concomitant with the up-regulation of macrophage
anti—mycobacterial activities, and this affects a signal transduction involved in caspase
3-mediated apoptosis.
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LT, MIENBEHOEREN/ KL HZ LN
FEEE W S Mycobacterium avium complex FHITWD (B : (] ERRGEE, 2003),
(MAC) 72 EDHIRH < Coxiella 72 & T, ik LU S, TR F— AN MO NARIC
Ye M- D INF-a, ATP, B2 Ul lns EOXITHBRLTWDEDONIHONTIE, &K
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WHFFEETOZNFE TORFHT LD,
purinoceptor &4 L7z ATP ¥ 7 ik -
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DVEMALE 77 T — A ~DBITHEET
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EEZLND (B [t FRLE, 2003a,
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ZOZ LIZEE L TESE, FRREELN
IToT-BatTl, B2V UBBICkD M- oM
Fa N MAC BTt 2 HLEiEtE O IEH (8
[ : J Antimicrob Chemother, 2006) DIFE
\Z%, ROI R°RNI 72 & DT P HV & BIiidilE
BENEAAC B-T 4 7= v v EARRE L
TWA ARV E Wo ElENE D
TW2 (B, ZH#M5 : Int J Antimicrob
Agents, 2007), & HZHBRIENZ &2, ¥
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VAFE ARSI EED b D EE R
LD,
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HEE X, Mycobacterium smegmatis SM14
AW, i, Zymosan A 2 CH
72 BALB/c =~ AHKEE~/ 0T 7 —
¥ (PEC), J774.1 Mupatk (J774.1 M-), F
7213 RAW264. 7 #fkk (RAW264.7 M- ) % H
Y

2. TR b— RAFHEA

Mk 5 7R b=y AFEF L LT
etoposide , ATP, TNF- -, Fas ligand,
« —(Trichloromethyl) —4-pyridineethanol
(PETCM), Forskolin, Staurosporine, ¥ X
N 1-(3, 4-Dichlorobenzyl) -1H-indole-2, 3-
dione (Apoptosis Activator II : AAIl) %
A7z,
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PEC (1 x 10 SHifa/ 7 =/v) % ATP i&
HUVNIIETIMO LT T 24 KEICE - TH:
#TL, WECLY DN ZHIHL, chaTh
0 — A ERIKENZ 0T, MOMIED 7R h—
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H7-, 2% FBS Al HBSS Tyei L CIFRYLE &
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3. ATP 2 X B M smegmatis FEGEMP DT AR
— Y AFHE L AR RIE A & o EME I
BiS 5 caspase-3 > 7LD E
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5. Apoptosis Activator I (AANl) 2k 5
M. smegmatis JEGE MO DT IR b —3 AFHE &
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RAW264. 7 M® X AATIFEAE R C—E MBS %
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BIXNDHM (K 5A), M smegmatis % f&Ye X
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6. Apoptosis Activator II (AAIl) KL%
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Y, caspase-3 [HLEA|ITUHE LZGEITBW
T, AAILIZ L 5 RAW264. 7T M - OHEfASEDFE
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