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Abstract: [ Purpose] To study adriamycin (APM) induced apoptosis in lung adenocarcinoma
A549 cell lines and the immunogenicity of apoptosis cells. [ Methods ] A549 cells were cultivat-
ed with ADM in vitro. After 12h cultivation, apoptosis ratio with ADM concentration of 1mg/L,
3mg/L,Smg/L. was determined by acridine orange/ethidium bromide (AO/EB) double dye mea-

surement. With apoptosis A549 cells as antigen,peripheral blood mononuclear cell (PBMC)
were sensitized ,and after 72h,killing effect was detected by MTT.[Results ] After treated with
ADM at concentration of 1mg/L,3mg/L,5mg/L,apoptosis rate of A549 was 17.6% +1.77% ,
62.93%+1.70% ,16.8%+0.65% respectively. In peripheral blood mononuclear cell killing exper-
iments, optical density (OD) in group of antigen maked by apoptotic A549 cells induced by adri-
amycin (group A) was 0.66508+0.036859,and that in normal cell group (group N) and in apop-
tosis inhibited group (group Z-A) was 0.94132+0.018455 and 0.71810+0.026841 respectively.
Comparing group A with group N and with group Z—A,0D of group A was significantly lower
than that of group N or group Z—A (P<0.05).[Conclusion] ADM is capcable of inducing cell
apoptosis in A549 cell line,and PBMC sensitized by apoptosis cells was provided with killing
effect to A549 cells.
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Figure 1 Early apoptotic A549 cells(x40)

Figure 2 Early apoptotic A549 cells(x40)

Figure 3 Normal A549 cells(x40)
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Figure 4 OD value of lethal effect by different antigenic
stimulation mononuclear cells
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