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[Abstract] Bcl-2/adenovirus E1B 19 kD interacting protein 3(BNIP3), as a member of the BH3-only subfamily in the Bcl-2
family, has traditionally been considered a protein involved in regulating cell apoptosis. Recent studies have shown that BNIP3 is
widely involved in processes such as autophagy, ferroptosis, necroptosis, and pyroptosis, thus exerting a profound impact on cell fate
decisions. Additionally, the expression and activity of BNIP3 are regulated by multiple factors, including epigenetic alterations,
transcriptional activation, and post-translational modifications, forming a complex regulatory network. In gastrointestinal tumors,
BNIP3 expression exhibits tumor-type and stage-specific characteristics, exerts dual roles in promoting or inhibiting tumor
progression, and influences tumor sensitivity to radiotherapy and chemotherapy, thereby possessing potential prognostic and
therapeutic values. However, existing literature significantly lacks summarization and updates on the functions and molecular
mechanisms of BNIP3 in gastrointestinal tumors. Therefore, this article reviews the latest advances in related fields, aiming to provide
theoretical basis and research directions for the potential application of BNIP3 in targeted diagnosis and treatment of gastrointestinal
tumors.
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A&, AR HE BNIP3 1972 R AL R R

4 BNIP3 7EiH L EME B R IE R EEHLH

TETHACIE B 4 4 A S e A vh, BNIP3 e B
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BNIP3 J&i )+ H B AL AKF- I B T s S BOGRIA T A .
BE R T AR EIREE, BNIP3RIA S
e B A A ) . SRR AR OG . WFOE o, ik
A LA TR v Oy 205 5 BNIP3 ik, Hizad it s
HIF-1a %2 1E A M. (13 3 B a2, HIF-1a Xf
BNIP3 B 5 S5 TG S8 37 et 30 7 B AR S R 4%
FARFRB A . 24 BNIP3 )5 )1 H 34k K 5K,
HIF-1o 75 5 BNIP3 % SR 300G 19 B ek, ez )
ORME B 3 T M Al , DNMTSs 41 il 57 (5-Aza-
dC) T R#AIL Kyse-140 B B8 41 B BNIP3 )3 8l 1 H 3t
UK, RE HFRGRM, Beah, BB ps3 RAE
A 3 3 I 4% BNIP3 Jii 85 1 Y 3 Ak 52 i L 3 AP
Sano VR I, 12 1) £ R 418U S09% FEAE pS3 5
Ax o 41.79%(5 191) P B BNIP3 )i )+ H 64k K 3%
NTW . fEEERELABIR T, BNIP3 i i i
Caspase-3 11 £k AN A L 08 T~ & M VR, 1 s %

(phosphatidylinositol 3 kinase,
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BNIP3 R] Wi B AEA S IO T AR, BT
55 BNIP3 M A 4t [ e, L i il 551 3-MA fig
i o 25 3 R ARSI PR T BkAl, BNIP3
YER pS3/Mieap I i 2 R A4 T £ 445 il (mitochondrial
quality control, MQC) i i [ S8 P [F] A+, 7l 5
Mieap PHFIfESEAS BA L 3z, BEREORIAR A WERL
Ky 47 BNIP3 KAZ I, H5 Mieap IIPMEZT, £
RARTEBRINEE TR, Kb a7, bk gk
BHEIR, BNIP3 A\ B R4 R A AR R iR 7 s
A, X AR BNIP3 P45 1 W R AT T 1
DA = IR TR T BB SR A T i SR
42 B EEESESE WAEERR, R
FIFAEAH FCFET RS i 1) & 2 Ak S v Je 2
Fh oAU, AHE MR 0 B (TPS3) kG , R
FEH (KRAS . PIK3CA)#1f , RAS/MAPK, PI3K/Akt/
mTOR Fl#E 4k A= K K 1-- B (transforming growth factor-
B, TGE-B)fF 5iH M5+ % , DNA 3 fbekds, 2k
B R EEYY, )5 14 H T (CyclinD1, CDK4/
6) i HRIE, LI ek R iR 5

BNIP3 7E 5 Ji "1 0 3852 B A gl 1 H L4k . ik
ANCEFITTRIZ FE MR E A, 7F 5 AL
BB, 1R BNIP3 5% 5% 2K 3% M Ja 8+ IX H 564k .
Murai S5 24 Fh 5 58 40 2 0 BNIP3 (634, &
P14 FP A0 £ K 2635 BNIP3, [ BRI ERIS, B
Jefs I REEAS Fp 77 7E BNIP3 55 5938 M i 3h 1 X
FALMIILS, 40 Sugita F LI, 39%(31/80) ) B i
BFAFTEBNIP3 LML, H 5006 A B A 773 (08S)
FHCE o Sano SN 47 i) B i 8 EAT ARG DN & R,
61.79%(29/47) Fi) SR H AFAE BNIP3 Ji 3 1 H 34k, HI ik
b5 i 1L A BNIP3 SRR MQC 3 [, {2 (i)
GARTLER | ROSK T, meZHfish B &L
HEJ% . BNIP3 1 B i 11 9 2 3K [m] i) 52 B e S Tl R B
(s, A2 5 Ml B e 43 JU % e 42U B8 388 Jon i Jon
Jil o 2R EEWT 18 I LA IRt B B TR
PRAHEAT BNIP3 ARG, G 41 AL Hl Western blotting
Rzl 25 R4 R, MR 21 21 P BNIP3 2R [ 3R 18 i A
IER AL . MU L, SeGE A RS HIF-1a LR
BNIP3 J& LC3-IIAYERIA, FG A B W30 i & w2
MLRIE T30 I BNIP3 T BEAR F WK, i 2 10
AN 0 e DL R ORI A R BT
BNIP3 7F B i kAR R R 2 22, RIS ok X
i A 2T BNIPS ML T T de 4t 1 Lg% . th4h,
B A ZE AL AT 520 BNIP3 78 B i i 3Rk
DI e . e liie . 2 Em SRR F AR
B AR T AE R bl A AR AL, ANGE
TEWEIEAR . Mg ZOnr A QI A5 R 120 2 4 ek g &4t
(1) BE 2 6 N 3 E BE 1, 38 n] N £ )2 T R

DNA. RNA J 1055 3 1 B s G . Xin
LEWVL R, R R B = ] M BNIP3, B
RO AW, I A A SR R B,
FERAREZ 7] S 2 IncRNA PVT1 35 N, Ml
il J5 # 5 DNMT1 (W45 &, #F— 236 DNMT1 5
BNIP3 Ji sh %54, FEAIKBNIP3 Jif 2hF 1 H 61k K
S, JETT VR BNIP3 U FRIA
43 JEIYE IR e B RN . TS 2
(R R, R ORI H R R 5 4 i (PDAC) B,
JER IR TE BRI R P I B R BAIK, (HBET R,
H A BB Je KRAS 2878 50 | i R4 AR g B
TGE-B {5 ‘7 [ 52 %5 1 - [8] i 7% 4k (epithelial-
mesenchymal transition, EMT) . 4N E 4 % DNA
H S AL I 2RI

KF BNIP3 7 R T i ik, H Tk 22
£h T PDAC, KRuEMFIEI], BNIP37EPDAC %
EARFRIEE, Erkan FEEIFSE R, 5 IEH HARA
ZUM G, PDAC 221 BNIP3 E AL 6.3 4% #—
#43H1 BNIP3 23k /K V-5 5 OS B ALyt 24544 1 A
Kk, AP BNIP3 IRk 5 £ 3 o iy v o AR A7
(81 H vs. 144 H) . BRI PR 20 301 B2 Ak 7 it 245 4
A S AR G0 s 3 B 6 4R AT fiE J& BNIP3 7 PDAC
PRFGA M EZR N, HIz P RS mEiE s S
[Y) BNIP3 % sk i id id #2 . #H T BNIP3 i 8l + H B4k
Z:BHA% HIF-1a 5 HRE {7 55 945515, 5 8508 S0
ZRHTFRIRVIE , EHAERARE, X—BE ] s-
Aza-dC LSS p21 18 BNIP3 HYHE Sl N 7, 7]
i it 25 A 5 B S 37 X p21 i N
BNIP3 [ 535, J5# 5 RAS/MAPK , pS3 i ] 1
ST RS, R4&H S PDAC AT, %N Al
Bl p21 siRNA HLS7, JLAh, BNIP3 [k ik 52 7 5%
JEHZE P . HF5E B8, miR-27a-3p AJ i i miRNA
N TCAE 5 BNIP3 (1) 3-UTR X 3 H A, 55 BNIP3
mRNA [ f# , i IncRNA DGCRS 1 Ky 3% 4 ¥ 14 U5
RNA W Bff miR-27a-3p, F#BRHXT BNIP3 A#0H], #Eifi
PG p38 MAPKAE S il I, 175 SRR A A 1=
o A B 4 A Y . BNIP3 i PDAC 41 it i
TROHLR 3222 55 ATF F Bax (938005 & Bcl-2 541
FHe, Wk B ERE ROS A BT 2 b A s F 3 722
A 3 PDAC 4 I E -1 L4 BNIP3 1E R i Jed
PO LR VR FH O AE R AR o v ) iz 4, (|
BB BF S N [0 A5 . BNIP3 A 3 3 i i 1 e
1 PDAC (B AL A e ki, e Bl e A o
ERK/MAPK 15 7 i % J# 1% 7] {i¢ #F CFPAC-1 Fll Pancl
YA BNIP3 fY 5K, J5 & ML 755 [ I o ok
TR AN B A A, R T A N
DL RT3, BNIP3 o] A X T W S5 [



BEZYE, WESSRREN ALK, I
JBME e ek i A AT, I T TR R
FRHLEI P EEAE A . ik, #F—2 05K BNIP3 7F
JER AR T R PE AL, RIS SCTRYT RIS A & 32
BB 71
44 CRC CRCEH WA E M, HEW
A IG T BT, A5 JE A kI iE AH DCHE A 1
S, CRCHYKRAME R 2P, fE
Wnt/@ -catenin, RAS-RAF-MAPK {5 5 il i 7% % ,
KRAS 5 TPS3 7%, FMsfL = al, AL Tk
R

BNIP3 #£ CRC 4l Jifd Z K IIfi PR 20 27 v 5 i 52 1K %
iko ARSI FEAE RS, 7E SW480, RKO,
HCT15 il HT29 % £ Fh CRC 4ii Jifi & "' BNIP3 mRNA
FIEE R 1 2 B R B X CRC I R
) ARG ) 45 SR A e IR — SOk . N He 255U X 81 44l
CRC i IRAEAS HE AT 43 B, He Hr 48 X 9 5iE A 4 1Y
BNIP3 %35 B WAL FAHAR IE 5 45 B Zh ;. BNIP3 [H
PR B A T A AR (PES) 6.5 H B
5T BNIP3 BHE R (9251 H ), #2278 BNIP3 Ik &1k
Al B & CRC Tl J5 AN R B W 76 KU &R . 64t
BNIP3 7E 1Tfi CRC A I7 85U Ty T IR W ZE 1 o
F 5% 7%, BNIP3 PHAE CRC 8 AL y7 N & R Ky
63.6%, M FAME AR 36.49%0" 4 i SEYR TRIESE,
i {I BNIP3 FJ [ A% S- 960 IR W% WE (S-fluorouracil, S-FU)
FI AR 7 R . Sl TR BNIP3 78 CRC HHIRHR A
FJRPH, LRI R B S0k S0 PCROTIRIIESE,
CRC 4 fift o BNIP3 fIL 35 ik 19 #% .0 Jit Y 2 Ja 3h +
S'CpG B s Wb, 5S8R, BEAF, H
F 34k 75 DNMT1 5 DNMT3B [R5, B pi i
{T:— DNMT Xf BNIP3 F ik RS2 A B, BX&mifkn]
i R B R I 5 5-PU Ly UM, X2
CRC H' BNIP3 I 3 b 1 45 %) 2t 45 4 AiFBY, 4w
BNIP3 1Y F SL AR A& M 57 3] 22 b H L 56 AL il 1) 52 2% )
. FEHLHI T E , BNIP3 3= % 38 ok 458 19 o I o 15
FIZERLAR A W2 CRC W & K. A £,
PR 72 11 90(HSP90) 7E CRC T R ik, X—%
PR T fefT 9 0 B 2k B N Y05 S 0 A MR T O ARG
Z7EBE S, fE CRC H, HH] HSP9O T 3 A
BNIP3 % 5 I T I PINK1 ik . Hg b #EM , #01
HSP90 A fit 38 i E1 £ 15 1% BNIP3 £ 5 M % [6] 322 5 Wil
PINKI1 /S AU ZRi AR F W5, AT fn = 4 £ 7 3350Rn
JO R IR, i — 25 FEAIR CRC A LA R IF (2 itk
H T (E AR WS, B A 1
(macrophage stimulating 1, Mstl)?’{ CRC P K3k,
T Mist1 (326 35 AT 37555 CRC 4 I3 T -4 ) L4 5
TR, WFFTIESE, Mstl AZRAPK A nT IS INKGHE

i ps3 ik, JEE LI BNIP3 sk i, S5
LRI [ WA . SORRER AR A, 5 Kk A AL
IR SRR TR AR, AR IR AN A AT T
M2, BNIP3 ik FiflJE CRC #ER T BARAE, H
AMUS 5 CRCAMEM A SiRIT RO, BAE
BH CRCIZWT . 43 B BB [ 1R 7 A0 DG E
4.5 JH4 995 (hepatocellular carcinoma, HCC) HCC
SE R UL R R I, A AR A DA T R rh
JEEE 3, R A R R K 2oy FALE], dE
TP53 275 . Wnt/B-catenin Il PI3K/AKT/mTOR {55 5
R BSOS S EMT 45

HTl, BNIP37E HCC I RAEA h g Rk i DA
SCHERRIE , AHOCHESR Z b T A A B S5
Méndez-Blanco %) L3 AN [R] HCC 41 2 ' BNIP3 fY
Fik, RBEAFMET, MARPAEE R HepG2 4
Jitl 2 1 19 BNIP3 85 [ /K P45 E 7 4R BRI, HaxX Rh
B R S ST C X R VA | S E AT
HepG2S1 v HepG2S iy TR TS i e 2 721 1| K TAZ N
BNIP3 Jii 8l H 3L A0 /K V- 78 HCC 4t K i 245745 53 4
Mo b S AT TR . H DNMTs #15 5-Aza-dC K
SRS T 1 BNIPS 3Rk, s B 34k J2& BNIP3
FERVLER A CHER 2K . 56T BNIP3 T RE A 240,
HATREFE HCC K B BaRy T e B 5 0e
MU, —J51H , BNIP3 ] REIE 3 J43 H W i
HCC#FRE, HFT: . 1755 5l T BNIP3
RIEE R TP R R EEAE R . BN, £ RwEnEE
ib b 5 BNIP3 11 i 5 fil 1A RH 5C 2 11 29- 5% I AH OC 2K
F 8 A EAE T, sEm i Zeb i [ mEee, e
YHMFE T2, 20 ] 4 B AR 1 9 9 (CDKY) i
T O LB A S JH 55 R F- 1 (silent information regulator
1, SIRT1)-FOXO3-BNIP3 4l {i£ #f BNIP3 #% 5%, i
PINKI1-PRKN - SR A 7% I & A 30
fEH o Wang &1 & B, GLI K % £ 75 (glioma-
associated homologue, GLI) % £ 14 1)1 il 7] (GANT61)
ARl 1 BNIP3 5 5 [ W e g T, B
il PRk . Dai YL EE, Mallotucin D(MLD) AJ i
# LA BNIP3 Y1k, 5 4ORA 1 F ROS 1o BE
AR, SETTECE SRR S A AR TR B, Rl E
i 3k 410 ] PI3K/Akt/mTOR 55 3 #%#Ii% BNIP3, M
A SRR F W5 S GSDMD M e T, #E—
R AEIVEAE . 55— J7 1, BNIP3 7E HCC i n]
RAEMLREAE . f07E HCC T 258/, BNIP3 /3
B2 AA IV Ao JBE 380G T 3 2o 915 AMIPR- A 1 A iy
2(enolase 2, ENO2){5*5, A e i G w4l I fie i
AR, DTSSR T 25 A0 M AR IR, Rk, B
BNIP3 1] fig f2 7 il HCC £L 28 Ho A AN [R] g i 24514 1)
A AT A R W . BNIP3 AN AN ] 78 7 A4 1F T
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HCC Wi, W nlAEsE &1 N RS HCC W38 b 1
S H kAN, fER2 kM HCCH, HIF-
Loo/BNIP3 i PEAE B S5 T AR HER A0 A 11 s, AL
Ay HCC A it fe i, 038 i 55 Bl 40 MK
A F 25 (AR B AR R ) M T15 5, TTIE i
2Pk, HE— 20 AN B B I RE A L RO
SR, ZFREZMUK RETER . PRSI . R
LA T T S 3o 45 HIF- 1o/ BNIP3 {553 54 117 S5 91
i HCC AN, 5 BNIP3 198 B4 96 i XU TR £
AT, — 3 B 25 UK s AR o
A, ek 55 R A N O T A D EMIT
B 53— R 2 M (AL SRR RS A T4
VUL S VA A T R, HE R HCC 4Ry A T2
PEEH T, DS E & o R IEAE 7] BNIP3 AH
53 5 (U HIF-1a/BNIP3 ., SIRT1-FOXO3-BNIP3 %)
A HCCIRIT IR AR AT, JUHRTEI A 2R
S BB R S
4.6 JHIE R JE G R £ 45 I 4% 95 (gallbladder
cancer, GBC) Fll JlH % 4§ (cholangiocarcinoma, CCA),
ASVR TGS b 4, 35 UG 522 BRI R AFAE
X 225, HEA KRB K ZF 5oL, 4
TPS3 Fll KRAS %78, Wnt/B-catenin Fl1 3 J7 4= K A F
AR (epidermal growth factor receptor, EGFR)/ 1% 2 R
P4 52 1R (receptor tyrosine kinase, ERBB)fF 5 i [ 5+
WIS, Ll DNA IR L w45

TEABIE PR b, BNIP3 LI KR, HYS
Jibged e R A RS B UIA DG . 40, Bharti
ZEUINE 84 1] GBC REAS 55 29 15 1E H IH 4 X} FE 20 4 1k
7000, S5 ER, 56% i GBCEEA 1 BNIP3 2 [
FIK T, HIEZH 2% BNIP3 mRNA 7K B B A% T
IEH AL, TEFPMARAE S (ICC)H, BNIP3 i BX
Fik R I 3L N 4 K 3% (The Cancer Genome
Atlas, TCGA)XUE/HT @78, BNIP3 KK IAJEICC
H MR A AE R S B R R, 78 ceca
BNIP3 Ik 4% ik 5 ik B &5 7% 8% & ¥ 5 #H 6,
Thongchot 5™ & I, TERELA LM T, BNIP3 Ik
FEIR PR IE 5 0 1F W 5 AL, 14 ek g 440
RFEMERERE Sy, HEmxT BE WS = A AN B2 .
BNIP3 7 JHAE Mg w3k 1 200 JRL R HU R 8l 7
XS m ALk, 10 Bharti 5% I, 69% Y GBC KE
AAFFE BNIP3 Jii o) F X 34k, HLH v 69% 1Y
R AL REAS [ i) £ BNIP3 2 35 A% s i ] 5-Aza-
dC AbBRAT i 2Kk & BNIP3 f) £ ik, Rl DNMT1 5%
DNMT3B W RE i % HAR IR RAS . & |, BNIP37E
JIEE B (F045 GBC. 1CC 45) v 5L B I Ik 2 1
X, ZEIBRHIE S R R R | R AT RS R R
FHAAR PG B®AME. Hik, BNIP3 8 n]/f 4 AHiE

i e U A B TR R S ) By T B B A

5 BNIP3 7EiE L & E T /5T i8I R HIEE
&

TEH AL M 2y, ISR EA S B
VAL BR 51697 HE 0 — EJE P98 9 T 4 . BNIP3 fE
KA S A A SR T, sh A TR
MR T . R MR OSSR AR, AETH AL IE
ST VAL SR 7 R M. M ORI AL
SR, Al R SE B o 18R SRS

LI F W, BNIP3 13 357K V- 5 14 4k ik
R UG S YA G, #ilan, ¥EESCCH', BNIP3
R IK SR CLEERE RS N S AR AR A I A 58, A
PR A PES B PAME A A T R AE K 7R
JErh, BNIP3 H 3 il SBOHARF L, HEEZTY
f R, BNIP3 HI L 1) PES F1 OS B I 46 Tk
FRLAL#, $E7% BNIP3 F 34k a] 75 oy 15 s Ak )7 I 73
JEAS B FEM AR s FEfERR g, — IR X 58 B
FESZARIA TEVIBR A L5 v b s Bh A7 s A A7
BENARGEAHLY W5 B R, BNIP3 &5 Rk 41
OS FNTCH A= AF IR 0 FARFR A, #2785 BNIP3 £ [
FE IR JE OS FIICHG A A7 1 i b 7 W5 PR R B+)s 7
CRC 1, P2 2=kl 45 8 B 7n, BNIP3 Kik
PHPEAL Y s A A7 20 I = TR BB 7
GBC "', BNIP3 33l = H 3L 5 1 oS i J T
HILp B FY ) A, HCC B2 RAAE R IRYT
B, &b JE ARG B i 35 A (circulating tumor DNA,
ctDNA) "' BNIP3 F AL 7K V- T &l 4 hy 3545 Tt 25
W8 BRI 28 b, FE 2 BT AR E Bl
BNIP3 [ R R A 0] Ry B 00 B PEAG SR AL 2 S
AT

HE T BNIP3 75 15 PPAL th i 2l HAER
I T Hrh R N A SE O RS R R, ST A aE
Je8 ORI SR AL TR % . AR T O, FULiE
LR S A P BA RSO R, DNMTs #0771 (40 S-Aza-
dC) ] Wi %% BNIP3 Jii 8l ey WAL, 5 HL3 5K AT
PEFE AR T, FF LI 75 PG Al mT {6 e it g A
MO T R R, P2 G R i R 1ess) | FE CRC
A, Bk DNMT1/DNMT3B n] 355 s-FU 1Ly 7 il
JERMEDY S BREAETT,  mfIk BNIP3 R M5 B 9
7RO s AR AR g R S T 2 e, )
HCC Tiif 25 4fl ffd #* BNIP3 4 5 i) AMPK-ENO2 i ji 1]
WL SRR 2P, SR AR TR R
L D & R 25 AR ] I 45 HIF- 1o/ BNIP3 3 P A%
HCC B &%, Ny E g &R y7 4t 1 50 Bk
ﬁmws-%]o

BNIP3 i 1] 3 o £ 2k i 8 1 T AL 1 I I 4 28 Tk



EE(TIME), #ET2 R BEIRIT N, o RsEih
J7 G PV AR R S R B, R
Jif 1 BNIP3 1] 538 5 &K WV HE B4 (integrin subunit beta 4,
ITGB4) 45 G A, (200 A MR A s 3= 2241 80
7 M 2 A K 1(major histocompatibility complex 1,
MHC-1)43 1, LA MHC- T3k, PrBhik
965 A4 S 3 A e ik % 5 BHLIBT BNIP3 5 ITGB4 [ 45
A AIKAE MHCT R ZR3E, MK &2 b it i 52 Ty
fig, H4hnCDS' T4l EiziE, Homf PR %2
N l(programmed death receptor 1, PD-l)il’J‘TMK HIIT S,
MR AR GR /N, IF BAERIBR ITGB4 )5, PD-1Hi4Ak
TRIT RO N &5 TRl BNIP3 4 5 () 2R 1A I
AT R e R O L g L v e v ML B AR AL, A
MR FEDURBREVERT . Gao %7143 #F PDAC #41fiE
W e 504 OF 58 7 20 2% )5 46 208 3 Y % (Genome
Sequence Archive, GSA) #(#i E #1788 &, KM
BNIP3" Fibro M %Y H R S i A 6K 55 PDAC %
i OS FIPES B W AHOG ;. ELARSRIN N BNIP3 214 7 7Y
[ H 5 #E , PDAC BB X 58 1R T Y N 2
G, JIF B & iz B K AT A A Filill PDAC &
HRIERIT A RS, 1R IRAIR T SR
FEo A, MafEULE RSN KR, TEBRFRRAE
FH R B R R, CD8* T 40 g 7 BNIP3 |- ]
P ZehitA ROS R, Wb T, 4ERFHTIRE LIS
SRR S Bk BNIP3 5, BEIAMRR N T 402k
BRI E TS G . TR T, Had 4k s
55 T 4 M s A FAate O | 2R AR LL 3
Db 25 5 2 B BNIP3 2 R HIFR 1Y 5 CDS* T 4l e 47T /i
JERPER S F o IEAN, XuZEHE G CcCA A EL
i & B, BNIP3 ik 5 G fie (A 58 M S 8 16 7 il [y
FHOG: BNIP3fIRFRIRAT, iRd (R S I i 5 |
CDS' THIMI DI RESS , BH PSR F Uk 2= . Tl
JaAME; AHB, BNIP3 =235 Al 38 ik 2 ki A 11 05 i
AP MARIST, B9 CD8T T ANMLIG I, T
RITIE, I HARAMSZIESE, I8 BNIP3 AJ 1] 55
BPEIRIT AR, 1 FRIE M AT R &2 AU o Liang
SN o P G A e AL Bk A I B, FE
CRC (19 5™ ped /AR AR IE # 4 21X, BNIP3 5 g
Y b S CcDes 2 g (7, M2 5 % CRC 1Y f s
(e I S 75 A i el S [ S REZS R AT B
1 BNIP3 S MG i A bE, 4 Deng %1 & B FE R
A3 528 875 BNIP3 SR A1 ] 7 W 2 A A a5 CD47 25 1
HFik, M E Al s tE A, dE—2a
7 CRC,

g b, FEIHALIE R 27 Y, BNIP3 AN AT 3
I FRIRIKE KBRS E N B . B, IR
9o S5 22 T IR 0 U TP SCEEFE B , 3 T A B 2R 00

UL E N Y S L NG R e S N P K A T g
WERS I 255005, Al R TIME 5200 S e 20
I BE B AR R BB TT BB b S 2 5 iR
A7 LT A TE RS 2T S i S 5 2 Y
JE R

6 SES5RE

6.1 WFFEHUIRELE  BNIP3 {4 Bcl-2 % % BH3-only
% TG B G B R BT, T BH3 45 44 Sl 5 5 X
(T™M), i EELRRMET . AL, B30T BT
G RMMEIET i, R ALIE MR T R 4y
TZE” WMEZREMN, LRE5Ume 200 EWN
JifRE ST AN B B S . FRIK VAR A, BNIP3
Z 2 Mast LB (An )i 2h = F 3t Ak) . B SR IR T
(HIF-1a, pS3. FOXO3 %) K BHPR 5 &1 (Unwma b |
17 k) ) £ &R ME M, W CRC ' DNMT1/
DNMTS3B P [F] 4511 i 8l 7 F 364k T i 8k BNIP3 (1)
Fik, MiBE ST HIF-1o A0S HE 2. WIfE
BNRE, BNIP3RBLH “XUmtk”, BIFE 20
TR IR Y BNIP3 i i IS Lk A [ g L BRI T,
PEIE bR AN A 7S 5 Bk (& . B TR
B, HHJA sh LIRS 5 84 B A PES .
OS HYIMIE, WVE A WG AL BT AE AL hn i
TBPERSE it (A0 B s A A ) P, BNIP3 Ry ik
AT A e AN S 7, S R AR P A A
T REYEIR (41 5 ITGB4 245G N M MHC-1), JEIL{E
FETE Ty o FEVRYT ARG D, EF X BNIP3 [ i
TG OIS Btk s R 254 (U 5-Aza-dC)
AL 3% BNIP3 LR, PR HFR K IR S A M T,
LR AR v 5 5 v At R mT s AL T ROR s 1
8 8 2 0, BF X BNIP3 A4 1 5 (40 By
ITGB4 45 4) 0] 3% TIME, 48 T+ A A x5 0461 551
BITFRE, MIBRMRIE . CRC 2R 0 e 16 7 1R
D7) T H 23 e 45 BNTP3 A 5 [ (40 HIE-
lo/BNIP3) 1] SE X HCC [ XL ] P95, A i S 465
BRI T R

6.2 ANJEH 4 BNIP3 7R TN AbIE e b i R0
YEHCAFENESS, (HYRTAFsE A IG s 2Pk,
F5 BNIP3 7F N [7] Jifgg 37 24 v oy B 5 55 1 X ML o) o oA
SEAT I L TS TR IR 2O T R —FE bR . )
G AL T R B . RIS N R A T 4G
B AN P 5 25 (R SR, AT R A
B PEIRTT X BNIP3 “ I3 /fe g e 4 ) R4 ML
P “BNIP3+JH 4 K (A H EEARARZS | HIF-1a 3R
IR)” B UM AT AR 5 Ak E I ) BNIP3 AH O
(4N HIF-1a/BNIP3, SIRT1-FOXO3-BNIP3) 1Y ) 4 H
K, W#E “BNIP3E [+ EiRYT” WA [FRT
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T BNIP3 F LA AG I 2 i Bt 259 1/ 1139
i RIS, e 2 sh H R 127 SE R FE 1, s
BE LA

Zr L ik, BNIP3 7E{H AL 1B M b i it 5% Aok
LY RAL T EZ Y, Rl 24PN S A
1B, TRAMNT HAUR LT IR, A3 s
B A TS SR 0 2T 1]

(&% k]
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