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Mechanism of a-mangostin-induced apoptosis in B lymphoma Ramos cells
by activating ROS/p38 MAPK/Bax cascade reaction

CAI Zi-wei'" ,SUN Yi-song”", WANG Lin’,
LIAO Yu-Jiao’,YU Huan’ ,HUANG Min’, LI Run-zi’, LI Min-hui*"

' School of Basic Medicine ,Chengdu Medical College; > School of Bioscience and Technology , Chengdu Medical College;
?School of Pharmacy , Chengdu Medical College; * Center of Scientific Research and Experiment
Chengdu Medical College ,Chengdu 610500, China

Abstract : B lymphoma Ramos cells were used as the research object to explore the inhibitory effect of a-mangostin ( a-Ma)
on the proliferation of B lymphoma and explain its molecular mechanism. Firstly, the inhibitory effect of a-Ma on Ramos cells
was investigated by the CCK-8 method. Then the effect of a-Ma on the morphology of Ramos cells was observed by inverted
microscope imaging. DCFH-DA | JC-1, Annexin V-FITC/PI fluorescence dye, and flow cytometry were used to detect the
effects of a-Ma on the level of reactive oxygen species, mitochondrial membrane potential ,and apoptosis in Ramos cells. West-
ern blot was used to detect the expression of apoptosis-related proteins and signal pathway proteins in Ramos cells treated with
a-Ma. CCK-8 analysis showed that a-Ma inhibited the proliferation of Ramos cells in a concentration-dependent and time-de-

pendent manner,and its ICy; values at 24 h and 48 h were 14. 84 pwmol/L and 8. 087 pwmol/L, respectively. Inverted micro-
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scope imaging revealed that o-Ma reduced the number of Ramos cells and induced apoptosis-like changes in cell morphology.

Flow cytometry analysis showed that @-Ma increased the level of reactive oxygen species, decreased the mitochondrial mem-

brane potential ,and induced apoptosis in Ramos cells. Western blot showed that a-Ma could down-regulation the expression of

caspase-3/9 and up-regulate the expression of cleaved caspase-3/9,cleaved PARP, Bax, Bim, and p-p38 MAPK. In conclu-

sion,-Ma can inhibit the proliferation of B lymphoma Ramos cells,and the possible mechanism is that a-Ma activated ROS/

p38 MAPK/Bax cascade reaction to induce apoptosis of B lymphoma cells.
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Fig. 5 Apoptosis-inducing effect of @-Ma on B lymphoma Ramos cells
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