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Association between BIM gene and glucocorticoid resistance in children with acute
lymphoblastic leukemia
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Abstract: Acute lymphoblastic leukemia (ALL) is the most common malignant hematological disease in
childhood. Glucocorticoids are frequently used in the chemoradiotherapy regimen for ALL and can induce the apoptosis
of ALL cells through several signaling pathways, but about 10% of ALL children have poor response to glucocorticoids.
Studies have revealed that glucocorticoids induce the apoptosis of ALL cells by upregulating the expression of BIM
gene, and BIM gene is associated with glucocorticoid resistance in childhood ALL. This article reviews the recent studies
on glucocorticoid resistance in childhood ALL, especially the role of BIM and its expression products in this process.
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2 BIMEH
IT 10 243K, BIM ( Bel-2 interacting mediator of
cell death ) 1A Bel-2 (B cell leukemia/lymphoma-2
genes ) ZEME T 3L BE ) IZ IR AAFE . Bel-2
FWRSr HPTI T AR I T PR, Herh bt i
T B 5% AL 45 Bel-2, Bel-XL, Bel-W. Mel-1 4,
P8 T B 2 2 B4 45 BIM, PUMA. BAD. BID,
BIK. NOXA &, 8T M AR I8 T 0 d i AH A
FH RSV A M T i A T S, fR IR T
FEPH BIM 32 2350 A BH3 25 F B 25 11 T & 45
HEWNRR T IhRE, AR H RT9OIESE RETE
RN B GC 5 T3 EIRR Bel-2 ZIN
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4.1 BIMERE7 GCig7r ALL T 2 RIER
TEMFFE ALL X} GC i 25U )3 A2, Bel-2
KI5 R TE GC A5 Ak B 40 i 8 T ek F2 b &

PR OCHE RO A I T RE TR )2 B AT 1O K-

Erenfeld 45 P2 #F 5% % FIAE BIM 2[R 1E % 19 ALL 40
Mo, GC AT BIM JER F ik E A Sk e 4n
MO T, T BIM BE ] SRR Y ALL 20 o D0 6 30 %
GC it 2y; TERIEMNIAYT 1 i, GC MUK ALL
BF DY BIM 3 A0 @ 1R, 1 GC i 251
SRR DY BIM SR A J0 B B ol AE . 1A BIM 3k
IRHBR B k2 5 ALL X GC it 254 ¢
K Bk 52 5 % BLTE GC Tt 25 19 ALL 40 j v,
GC AREA AL T3 F BIM 223k 13 2, Tii7e
BIM i Rl B /N AR N, GC 5319 ALL 4 i
TR P 2B A GC RE B [H]
P55 BIM JEHERGE, [WIBHIHIHTIE T2+ Mcl-1
K Bel-1 W&, R4 ALL 40RR 08T 2>, L EAF
FEAES: GC il 3/ 5 BIM [ 3k FiME S ALL
AT,
42 BIMEREFRIZEN S ALL 4HR0ET-RI1ERHLH
H AT A7 T e 20 B 08 T2 R A 7
() A P 28 . IR e BRAE I BT 1 b 1 40 i
Hi, BIM Ik =W REAE GC A 4 i 120
PR R R SR A TR P Jing % P i B
Yy & AE BIM 2E B % F XA 7E GC 324k
( glucocorticoid receptor, GR ) ZEAE S, GC
I GR 48 S 45 53X — 7 a5 {2 A8 BIM i PR 3 5
B, A AHMREAEATET . Zhao % P&
ANEIABIFSE GC 5 GR 252k BIM LN R
ik B, S ALL ZHMe s 12, 55 6 & B GR
55 BIM PrEIFE A SIS T 56 Bel-2 & Mel-1 (1)
Fegk 10223 UL GC S A w An i T
A FE S GR K BIM BhEIVE A 5.
4.3 BIMEREREAE GC &7 ALL Z 2 pgias
GC 7E R Py 13 175 5 BIM 3L [H Y 26 38 & 4442
ALL Z0 MO TR, SR BIM 5 R 7 65 i Fn Bk
RSz ZFP R R AT . BT A BL, BIM mRNA
A Z 4 miRNA B4 Az 50, Hob miRNA17 78
T S KOS P 85 BIM it [K 6 15 2 Kfir-Erenfeld
S PR F b SEORAAFS TR B A0 B 1 el A
Z I miRNA-103 38 ik % S Al PRk P2 i7F BIM £&
ARSIk, 1 miRNA-20a W07 BIM %E[H 265k
VL] BIM JE R 143K 32 Z2 8 miRNA L[] 5
GR il o 547 B I #K 7e 25 - (heat shock
protein, HSP ) 70 A1 90 JE ka2 R S Wi 4E T
Ap i ¥, BEFERFGE N HSPOO 55 L ALL Xt
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