KxXc—19

FEZEMREDREEX REARERNE) ARBAREBESE
PRk 2 445 H 31 HBUE

HEAES - 13401
MEiEE  ABHE (C)
2 HEARS - 2009-2011
EEES 21591196
HREEL (IX) Bel-2 23|I HERME) VNEBICE TS24 — 77— FHiE
HZesERE4 (¥EX) Molecular mechanism of autophagy in follicular Iymphoma cells.

HERRE
H=HE B3 (YOSHIDA AKIRA)
BHKE - EEEMERME - FEED
MEEES : 80252005

WFFERC RO (Fns0) : Bel-2 Z 3|38 8l 872 697-Bel-2 MIICHIAAMKTH L= FARY R
EWRIMLZORBERG L2 ZAF— b7 7 U— N7 FT R CTH D LC3II OHHES
Beclin-1 EHOHEMMPBD SN, A— b7 7 O—DERTH L7 aax o 20 LIS E
I, = MR Y FOMBERENHEIE R 3R S s, FREOBSIT Bel-2 & &R B DR U
UNERREOMAK THLRO b, BLEL D Bel2 mEHEMEICBWN T ARV RIZED
F— 7 7 C—IIBEMIER T 5 2 E R S T,

e R OMEE (JE30) : We investigated the cell death mechanism of Bcl-2 over expressing human
leukemia and lymphoma cells. We found that etoposide treatment increased Beclin-1 expression, the
conversion of the soluble form of microtubule-associated protein 1 light chain 3 (LC3) to the autophagic
vesicle-associated form LC3-1I and the occurence of lysosomes/autophagosomes in Bcl-2 over
expressing cells. The autophagy inhibitor chloroquine enhanced the cytotoxicity of etoposide in Bcl-2
over expressing lymphoma cells. These data indicate that autophagy may play an important role as

protective response after etoposide treatment.
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