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Influence of As,O; on the reactive oxygen species in melanoma B, cells
WANG Dong-ping' ,CHEN Zhi-wen® ,TANG Fu-gen' ,GAO Xu-feng'
(1. Research Center of Clinical Laboratory Science;2. Department of Biochemistry and Molecular Biology,
Bengbu Medical College ,Bengbu Anhui 233030, China)

[ Abstract] Objective:To study the influence of As,O, on the proliferation and the reactive okygen species (ROS) levels in melanoma
B¢ cells. Methods ;B ; cells were treated with 30 wmol/L As, O, alone or together with SO0 pmol/L N-acetylcysteine( NAC) . The effect
of As,0; on By, cells was determined by MTT assay, and the intracellular ROS level was measured by flow cytometry (FCM). Results:
As, 0, could obviously inhibit the proliferation of B, cells and NAC might partially antagonise the apoptosis effect induced by As,O;.
ROS level in B cells started to rise after being incubated with 30 pmol/L As,O, for 1 h(P <0.01) ,and reached the peak point of at
4 h(P<0.01) ,and the ROS expression levels decreased slightly at 24 h. The difference was all significant compared with the control
group( P <0.01). The increasing of ROS might be partially blocked by NAC(P <0.05 to P <0.01). Conclusions: B, cells apoptosis
induced by As,0, is related to the increase of ROS level. As,0, induces B,  cells apoptosis by accumulation of intracellular ROS level,

which may be one of the antitumor processes of As,0;.
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Study on apoptosis of THP-1 cells induced by Mycobacterium tuberculosis 19 kDa lipoprotein
WEI Li,JIN Qi-li,LIU Yong,XIA Pei-ying
(Department of Microbiology ,Bengbu Medical College;
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[ Abstract] Objective;To abserve the influence of Mycobacterium tuberculosis 19 kDa( Mtb P19) on the apoptosis of THP-1 cells.
Methods : Mtb P19 was prepared from cultured Mtb H37Ra. Phorbol myristate acetate-differentiated THP-1 cells were incubated with
P19 at the concentrations from 5 pg/ml to 20 pg/ml at 37 °C,5% CO, for up to 4 hours. The change of cells was observed by Wright-
Giemsa stain,and the apoptosis rate was detected by flowcytometry. Results: Mtb P19 could induce THP-1 cells apoptosis at final
concentration of 5 pg/ml,and the apopotosis rate increased with the concentration of P19 (P <0.01). Round shrinkage, pyknosis or
nuclear fragmentation were observed in some cells by Wright-Giemsa stain. Conclusions ; Mtb P19 induces apoptosis in THP-1 cells in a
dose-dependent manner.
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