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The Mechanism of Matrine Inhibits Raji Cells Prolifera-

tion and Apoptosis via PI3K/AKt Pathway

ZHAI Li-na', WENG Xiang',HUANG Qiang'*
(1. Zhejiang Chinese Medical University , Hangzhou 310053, China;
2. Zhejiang Provincial People’s Hospital , Hangzhou 310014, China)

Abstract: [ Purpose | To investigate the mechanism of the non-hodgkin’s lymphoma raji cells pro-
liferation and apoptosis induced by matrine in vitro,and whether that is associated with PI3K/AKt
signaling pathways. [Methods] The raji cells growth inhibition rate treated with matrine was de-
tected by MTT. The distribution of cell cycles was analyzed by Flow cytometry ; further,the mRNA
change of the PTEN,AKt and caspase3 was quantified by the real time-PCR and the protein ex-
pression of PTEN,pBad,Bad,pAKt,AKt and caspase3 was measured by Western blot. [Results ]
the growth of raji cells inhibited with the increase of drug concentration and the extension of time
of Matrine,the cell growth inhibition rate increased (Compared with control, P all<0.001); Matrine
induced the stagnation of the cell cycle in G, phase (P<0.05);the expression of PTEN increased by
the AKt phosphorylated of Matrine,leading to the change of Bad,p21 and p27,and eventually in-
duced the cascade of caspase family and triggered the apoptosis of tumor cells(compared with con-
trol, P all<0.05). [ Conclusion | Matrine could suppress the non-hodgkin’s lymphoma raji cells pro-
liferation and induce cell apoptosis through PI3K/AKt pathway.

Key words: Matrine ; non-hodgkin’s lymphoma; PTEN; AKt;raji cells;cell proliferation; apoptosis
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Figure 2 Cell cycle of raji cells in different groups
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