» 1480 -

wOE R OR A M F A A
Journal of Pathogen Biology Dec. 2022,

2022 4 12 H 55 17 B 12 )
Vol. 17,No. 12

DOI.10. 13350/j. cjpb. 221224

QZ/%:}ZB'Q

TEHEFESEEEREARABATHFNARIHERE
THAM,TEE,EME
(RT3 I 5 2 B 0 5 R U 28, 5 K3 671000)

55,55 SR B (Moycobacterium avium tuberculosis, MAV) 531 7 5 HL 2 ¥ 5 ) 1 0 i Ak 2 — . b F°
BB DIREAR T (A A& JF HIV ISR, MAV & B B I IF AhE . B AT, MAV 5 55 40 i 18] 75 F AL i A 3
. MAV FEAAE T E REA M b, PR T i 06k B g8 T 09 75 S AL ok AR L L a0 9 s R IR X R ok SRR AU IR T T B
JEATEE . AKX MAV 1755 520 K H S 5 40 i 08 T i IR AT Sk

MAV ; [ W40 i 5 56028 40 i 5 200 M0 R F s 25
GHERESE)| R378.911 GG A (Ga )| 1673-5234(2022)12-1480-04

[Journal of Pathogen Biology. 2022 Dec;17(12):1480-1483. ]

Research progress on the mechanism of Mycobacterium inducing apoptosis of host immune cells

DING Shou-peng, WANG Guo-fu, WU Li-xian (Department of Microbiology and Immunology s School of
Basic Medical Sciences s Dali University ,Dali 671000, Yunnan ,China)

N N Mycobacterium avium tuberculosis (MAV) is one of the major causes of severe opportunistic lung disease.
In immunocompromised patients.such as those with HIV,MAV is a serious late complication. Currently,the mechanism
of apoptosis induced by MAYV is poorly understood. MAV is only parasitic in macrophages,so understanding the mecha-

nism of apoptosis induced by MAV on macrophages is very important for finding effective treatment in the future. In this

review, we will review the mechanism of MAV induced apoptosis of macrophages and other immune cells.
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