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[ Abstract ] Lung cancer is the leading cause of cancer deaths throughout the world. Non-small cell lung cancer
(NSCLC) is the most common type of lung cancer. In traditional anti-cancer therapy, promotion of apoptosis in NSCLC is
an important part of treatment, but anticancer drugs have the toxic side effects, resistance and other problems. Therefore, the
search for new targets of anticancer drugs becomes one of the foci in the treatment of NSCLC. The BH3-only protein plays an
important role in activation and communication in apoptosis pathways. BIM is the core member in BH3-only protein family.

The target at BIM in the treatment of NSCLC has an irreplaceable role. This paper briefly describes the BCL-2 family and BH3-

only pro-apoptotic protein, elaborates the important role of BIM and BH3-only protein in targeted therapy of NSCLC.
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o) R Rk R A R B RE . PIK3CA/AKT1/FOXO03/
BIMA 538 6 7E 2 Bl I T A2 7E , AFENSCLCRe,

FOXO3%% 5 [HFJEPIK3CA/AKT 15 53 % 1) B (5 5
orF, ME EEXTFOXO3 M Fik A —E M Tt R MR

AR EU L NFOXO3 R B R AL AR A (1Kl1) o AB
IR, FENSCLC. . 598 B & 1k 2L

B 1 {RATZEHBIM (BCL211)
KEE (BXHEEMER)

Fig 1 Pro-apoptotic protein BIM
(BCL211) diagram (modified
according to reference %)
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3 BH3-onlyZE B &5 SNSCLCHE [a) ;4T

ABT-737/ H Abbott 2\ Fliff & 11 e i D b5 HoAT I
KU BHIB L G P, BH3R LR ABT-737/E1%
5BCL-2. BCL-XLFIBCL-WZ54, {HARE SMCL-18{A1
4540, fEMCL-1#NOXA I, ABT-7377] 5] #EBAX
/BAKACHS 1 20 il €8 3 CTEAR IR AR ek,
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A2 M ABT-263 ( navitoclax ) &5 A0/ T
BCL-28 I ARG, 25 L1268l T ABT-737.
ABT-263 ( navitoclax ) BEMZFH 1FBCL-XLAGES & H- il {4
T-E M S MAP2KIN I 25 A, FEVF 2 A R & rh
SR T-07 . Corcoran¥5BIFE braf LN 5848 (N 245 i
SR KB, PHIEGERIMIE P REFH 1Eras e R A TG AL, 1T
HBRAFFIEGFRIN A N HHFMAPK ( mitogen-activated
protein kinase ) {55 SIEALZRH, B3R T HUMREIATT ORCE
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EGFRINGIFIB A, RATREE—FI A RE AT T R .
MAP2KIN il 5] 5 25 M) ABT-263 45 F S X} Ji e 4N it A 45 A%
i IHaTT, HE S EBIM™, 1 H., ABT-2635MEK
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FRAFAIIRE AN T, M2, BH3BIFIRENS 8 i 9]
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4+ RBE

SR 20 B R T R AR RN R DG Y A LR G
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ik 245 400 ) TS 245 AN B S [ B A 52 e AL AR 1 8 7 26

SR I8 B e R TR FATAY S [ H AR . SR,
5 IR U A S 3l B AR SC B /N TR [ 25 AT A A £
Tl R BRANAS AL o Jli9EE 2 e iR e A L), AT, ik
AL Aty o, HUE 250 R RV TR L BT 2
SEA BRI — R R A SR, i EL R 20 A
ARENETT AT 2. I, SRR 251
FHHE G5 U B 25 8 IR A M E R 2 — . 7
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RULAERYY , DUASCER R B9 25 7 RO ELEETT FUph
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