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The research progress of BCLAF1
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Abstract: BCLAF1 (Bcl2 associated transcription factor 1, BCLAF1 or BTF) was originally identified as a protein
that interacts with anti-apoptotic members of the BCL2 family. Preliminary studies have shown that this protein acts
as an apoptosis-inducing factor and a transcriptional repressor. Subsequent studies have shown that BCLAF1 plays
a key role in a wide range of processes that are not normally associated with the role of BCL2 family members. This
article describes the basic domains of BBCAF1 and its cellular location. The functions of Bclafl in mRNA
maturation, DNA damage response, cell apoptosis, cell senescence, and alveolar development were summarized,

and the relationship between BCLAF1 and tumors was summarized. We also elaborated and discussed possible

molecular mechanisms of the above process.
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HAF P R TIE A MAE 2

BHEWFF K, BCLAF1 5 hnRNP A1 Ly
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FHIFH A pre-mRNA Al mRNA, ik 5 #% 0l i %
FIOA0 A5 20 43 () RNP 24545 mRNA ", #F stk
I, BCLAF1 52k H & UTUE 1) hnRNP A1 E &4
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K6 1) B 2T 45 40 B0 iR 75 2 E1A mRNA BT 32 A4 flr ik
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DSBs KA I, H2AX fig 5 2 Fh i B @ A B4 45 AL
M2 5 DNA #5155 UL R 4 i i is ¥ g . yH2AX
& —Flt DNA 82455 (0 Ar &4, Lee 55 P 0 7t 94,
YH2AX 5 BCLAF1 75 52 I £ 5 [1) F B 4 4 )5 2= 3%
SE A7 E| DNA B4 07 05, W3 hnos A0 AR B4
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NHEJ. %4b, BCLAFI fil yH2AX it n] LA 3F p53/
p21 A ST TR 4% DL 40 B 3R =i B T AE
P 5 4 S N P 4H B  BCLAF 1 1 3R I8 1 Y Y514
HFm ], 52T DNA 545 12 56 77k 55 DL K&
BCLAF1 i1t p53/p21 @422 #EE 168 F1 i 58 B2,
3.2 BCLAF1i&i3 %5 & E ¥ R Mn . DN A5 {5 70
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fRIRES), TRE— BT FE K, BCLAF1 A DL i)
FR) 55 5, IR e s A ) B8 70 FT BL g E1B 19K
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) Th e 15 A AR 7 i — PR sE, 5 A
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eSO I FE . TPS3 i yRa 0] R 7 ) 22 3 4™ A%
i, o T DNA #3475 HF s 4n g AR 4. 365
FBET: B0, R (I C8 (PKCD) f& — AN il ik
(1) PKC F K b4, AT HE TPS3 EE /K IRk .
PKC3 740 i 5% | DNA 1% J5 8% c-Abl B IR AL,
B2 Ak J5 1) PKCS 1T DL HE c-Abl FIRIE, A 1159
SHP-1 3% c-Abl fy#ii], = ILFEEHAE—ERE
e Ta i aris B B IR R, M
TR BN, S Y PKCS SRR IE T2
¥ 53%[R -7 BCLAFL, B J& W98 #H B AL R & 4
CPE-TP53 (TP53 core promoter element), PKC3S il
it CPE-TP53 % 5 TPS3 5 5 Fid o, IF HiXfp
75 5 1£ DNA #5122 9 5. 4| PKCS 13 14 vJ
[ BCLAF1 X CPE-TP53 551 )y,  Miii M ¢
KPR T p53 Rk, Hixtbesi f—3, it RNA
TR BCLAF1 4 5/ TP53 JL[H#45%, Al 14
BRI B NS TPS3 A S A 10 Xtk I
F W], PCKS f1 BCLAF1 7£ 41l Jifd 52 31| DNA 451 {73 i
A LLME TPS3 MR T A2 BV R sead gt
5 BCLAF1 i ik 2 5 8040 Mg 9 0240 B EPE T
BCLAF!1 2 M TS 1, (H&2HAIEN
ST P R VR TR 7S B R AR S 3 IR R R IR R
BEAESE

Shao £ 'V 7E 45 K 250355 5 A0 i 55 22 (O F 572 b
RIL, BCLAF1 25 T i R R 2. 4
2R RS R T . SR I LN

M, 52 AN IR 23 73 b 5 22 AR O 40 R IR 1 R
AT P BRI, FE TIS ( F B 25 & % 4 Ab 7R
et 24 3 RSO L ) 3 S B A TIS) i 72 H ATM/ATR
H i (A4 4E H T NF-xB (nuclear factor kB) 155
P NEMO, 2 JG B RS p65/c-REL i 1% %
5 BCLAF1 1 # 5t F i, BCLAF1 X 7] DL 5 C/
EBPP (3K 7 CCAAT 38 745 & 8 B) HIH 3
F X 38 45 & {2 3t C/EBPB 1 % ik, BCLAF1 5 C/
EBPB {E Mg A7 3L R 2 5 7 TIS AHRF F
ffeik, i IL-6 A0 IL-8 ffy 138 . TL-6 A1 IL-8 /=
AT i 2 1 R T (R R A B e S A
3.3 BCLAF15BRCA1HE{ERANINDDR
BRCA1 3= % 3 fit £ 45 4 R 5 I 41 10 e 1k
200 F JUIAG A A9 4E . HR (homologous recombination)
DL i T 2, BRCAT 745 38 % 5 7L i LA &%
B e Jes 1 2 2B AH 5% B8, 7E DDR i 7% i BRCAL
RYEREEVEF, DNA #5147 5 8245 47 2111 ATM/ATR
Al AR 1k BRCAL, MER21L 5 1) BRCAT i — 5%
L£TWHEZEABBGM SRS 5 HR. 1M
BRCA1 AH A s (2 fL 72 DDR it 2 OCEE(E H
U1 BRCA1 225 15 -1423 Fl 22 G 15 -1524 457 ({1 05
Ak AT DL 4 i X6 IR (ionizing radiation) [f) #5971 fE
71, A 3E B GY/S A Gy/M A U1 A 25 5 1) 452 i
BRCA1 225 -1387 {i BRI AL 45\ A 5 48 ffa JE
S M A AR < B, 2014 4E, Savage 2 PUHF UK
P, BRCAI % 5 1% -1423 A7 % B2 1k 55 5- 25 pre-
mRNA I THCA R mRNA #H5¢, JFH5 DDR A
B[Rk, 24 DNA 23] DSB. SSB (single strand
break) B # & il X A% 5, 145467 551 BRCAL £
AR -1423 R BRIk, BEJ5 5 BCLAFI =4
FEAE, P DA AR BT PIAH G B E AL RS S ik
HFEEA B RS MiE, JFHS 0L EREER AR
pre-mRNA 454, £ i pre-mRNA [r1] i 24 [) mRNA
Ak (& 2). BCLAF1/BRCAL E ¥ (B8 1, £l
i DNA &, #EH., BEULEESSME, 5
DDR #5145 ATRIP. BACHI. EXOl %, 7£ DDR
ik ## 7 5 DDR MG B & A AW #E, BRCAL
5 BCLAF1 %5 4 i 18 8 ) &2 & 4K AT LLURR 57 42 32
ATRIP. BACHI. EXOl /3 mRNA F=4, Mifi
X% 78 DDR AHOCHE H 1) H B, (40 f 5 DL4E KR
IEH A IR .

4 BCLAF15pEHEZ
T 46, BCLAF1 #4552 3 78 i i g #1114
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S8 HeLa 400 T Mo —TRFSEHI DNA #1155
M 22 W FEUESE, BCLAF1 #E 245415 5 41 i
HENBE P REEEMEA . kR4 DNA $if &
R MM LW RN 2, V2 09T AE M 25918
AR XA FB . T Fi KL, BCLAF1 2
H TP RENSFRMREZERE, SR RAH
=R (MCF-7. HCT116 Al HT-29) 3 d It}, #%
REEE 4R N BCLAF1 ik B A+, TRl BCLAF1
Jo i E R T P RS R AR R ). Bl
i flk BCLAF1 28 foz i A iE, (R R
6K BT 5 2% 56 40 g 488 B Pk . DL b b SR A,
BCLAF1 £ 57 2 175 3 40 il 3 2 i 15 vp R 4% 21 A
H, B BCLAF1 ®] f Oy ¥ 1€ 400 1 i 9 1 B
Lamy 2 " WF 50 K IL, 76 B JR 40 fo o caspase-10
5 E H c-FLIP, (CASP8 and FADD like apoptosis
regulator) i it BT 47] BCLAF1 (¥ 77 30 1 1 #6083 &
AEWEVER, 070 BCLAF1 1 78 i3 #1
#il| A F . 7E—Ti5<F AML (acute myeloid leukemia)
FIRIE TP I, R BCLAF 29 n4m fu st 4 8
25 TR ACERAM ST SAHA (—Fhise 254 ) 18U
P, 1 4 i 1 B A ek D T B T . # AR U937
YRR it 2235 BCLAF1 U in e 2 g A= K B,
4 xT SAHA it 52 Re /1. H4b—Fhdl R E
% 2 AL Bl 30 ) 75 MS275 7T LLiE S it % 75 miR-

194-5b (1) U937 40l v ) BCLAF1 MAZ 6 7% 31 i i
W, TS U937 21 A ) AU SR R 48 i 234t
SAHA H A5 MS275 #f & 41 8 1 25 £k A I 0 i)
A, ARG TP AR F AL SR [F, SAHA 4b 3
U937 4H A 27 T 4% A i) BCLAF1 7% | f Jit
SAHA & ¥ 1F Fil /& 8 id I miR-194-5b A1 41 & H
% O WAL B HDAC4 (histone deacetylase 4) {i¢ i3 41
BT B IX A 5T & B BCLAF1 5 HDAC4 A Y5
PEM HAE ], BCLAF1 76 il N 52 17 i B0 28 Bk R 5
EAH G EAERERZ, £ Hela 4 fd Hhid Rk
EIB19K. BCL2 Il BCL-xL f] LLffi BCLAF1 4%/
BB, JEFHEIT 1 BCLAF1 B & (g8 v 1,
H AN X P BT A2 75 5 BCLAF1 7E40 I Y 43 A
A M. BRIk 4h, BCLAF1 7845 Bl o2&
gy ", T, BCLAFI 2 75 2 8 R 7 fE 78
Frill .
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BCLAF1 fE/ B KR B Ok #45 BZ 1 1E
Fl. B8 BCLAF1 BFE RN R AR B AR SET 1,
{H BCLAF1 X /N A A 5 A fF e B R .
WKL, BCLAFL G/ R R B M E il & &
S, SECHAEARAIET: W, R AN
UG EE 9.5 K (E9.5) KA FF 48 H AE I 4k 2L st A7 1)
— RAI B NI B (E16.6-E17.4) HIFFHELE
Jaz b ORI E] 5 KBy S, B S RUE TR
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AR S BELE M o EFERI (E17.5 BHAJEH 5 R),
T SR ey B PR A 5K A i A [R) TR 2 S AR LD . 3K
Y BRI G RV ML - 2SS bR R R 1),
REAELE T S I i B 4 e 43 A ekt I A 2 B
R T P ) A 7 2 O B L 1Y) T 2R I 2845 R 4 M o
it B B B B AR FE R AR 1), FURREAE Tt
() J AN — R SRR IR T . = BCLAF1 /)y
BRI B B = AR B 5K . I SRR 7R B BRAR
W (E175 2GS 5 K ), BCLAFI fEifirh ()£
kiR E B FOREBOR 0 oR v € b Bz 40 i AR 1
FCHRIN . BCLAF1 St = R4 TRV 1T &Y |
AR AL, AH 2 S EUMEC i L4 2, X Fd
AR IEH B K B vl e & 5 BCLAF1 R FE )4/
RAET RN . Kok 1 BCLAF1 SR FA/N B i 5 B
A RN RBTAR LG, SRR A M R TR B
Z 5, R BCLAF1 EH 746 H 1 5 40 i A=
BAETSER. RRAE TR, BCLAF1 Xf /N BT
BRKREE, (HEHANIENLHMARIGW . ik —I
KT AT E A M Cry2. BCLAFL 5L
2 L B4 14 5E AL TR B R B — . Cry2 i
AR A EIE 20% [ HE R SRk, 45 4 i AR EE 2
JRERSA AN T, BRI IS . T4 T RE A
HAFAW, ZF RS, ERIARF Cry2 7T
DA BCLAF1 St [A] 4 55 Rl UL 2 f i 2 e 1 58 A 53
b B RN R B R IR U A R R T
s¢ Cry2 5 BCLAF1 JL[FE/ERI S5 R, Wit —F
RE . it — D05t BCLAF1 Rl & & /e I,
A JE 55 1 K BCLAFT BB /N 55 L P s 46
Wat A 5 ] mRNA 7 Jifi o (1) 32 3 50 8 AR A F .
/N BRI & B i FE mRNA 4 /A2 1k /2 75 5 BCLAF1
2 5 H ¢ mRNA F2UE VA ¢ v AR A5 23— DR,
F4b, R BCLAF1 SR AR R e sk M il 5
TS, H T FT A KIS A O 2 A
Tk IAEAT B2 Ak 1,

6 HFE5RE

AL BCLAFL [ R I fiv % ThEEMIHF 5T
AR EEMLH S TS ZEARTT RaEA.
BCLAF!1 15] Z (A B A2 R AR, fE 4%
B BF 58 o % B BCLAF1 2 5 mRNA [ Ji 24 F
mRNA ] %32 % ; BCLAF1 7 DNA #5115 J5 7] A
SAE B AL AR R E s R T B (5 5 7% 7
AT~ 5 40 fu i ; BCLAF1 G839 0 fifr 988 2 Jf ot
I U YESE . fEAREE 5T, BCLAFL X T/

IR ERZEREER, FHE, HEZ57 T4
WAL R EEZN . &5, KAXERET
BCLAF1 58 2 (B {15 &« BCLAF1 — AN
ST RN K7, Wnid ik BCLAF1 B85S
HeLa 2 f 8 T DA S 75 B B8R 4H e -H BCLAF /E R4
PR TR B T S AR AT AR — S R
THRAR, A — IO AL I R A A R AR
FliF SMYD3 W] DAid i 19 5% BCLAF1 38k DL & 41
At WL R g i 2 2 U A4, BCLAFIL Xf-F
FSVLAN i Hp S5 BE K] Cyelin D1 R e PR 20
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