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BE FRNZ ARG RSOV ZBTHERER. B kR KBRS REREL T LIE
FTEAER ., WJEARHUME A B T 38 18 1 (voltage-dependent anion channel 1, VDAC1)Z &KAiAR SN E L 64
BEEG, A5G @I A KAARZ AR = A B T o . mieie R Ca¥ A, N34
BRI @GR T, MR LR EY, VDACIA L FI REEHRA. AR, WELHM L E
feFa i b 5 S AP P ARAY 2 R Gk R G TR IR i A2, 4 45R %45 T B ATVDACLE AR 2 £
Yk IA T HVER, ENL T VDACL LS A4 &G (B EE . B bau® g . oK fik
AL EG)Z 8 49A8 EAE R, FRIT T PAVDACT AR A ¥ 5 0 B e 06 97 ok
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Progress of Effects of VDACI1 in Central Nervous System Diseases

and Its Mechanism

ZHOU Juanping, BAO Lijuan, ZHANG Tianjiao, REN Taowen*
(Department of Neurology Cadre Ward, Gansu Provincial Hospital, Lanzhou 730000, China)

Abstract Central nervous system diseases include neurodegenerative diseases, cerebrovascular diseases,
etc., in which mitochondrial dysfunction plays an important role. VDACI1 (voltage-dependent anion channel 1) is
a channel protein on the outer membrane of mitochondria that is involved in the exchange of metabolic products
and ions between the cytoplasm and mitochondria, cellular energy metabolism, Ca* homeostasis, and mediating
apoptosis through the mitochondrial pathway. More and more studies have shown that VDACI is involved in the
pathophysiological processes of multiple central nervous system diseases such as Alzheimer’s disease, Parkinson’s
disease, amyotrophic lateral sclerosis and stroke. This review summarizes the current role of VDACI in central ner-
vous system diseases, focusing on the interaction between VDACT1 and disease-specific proteins (such as f-amyloid,
phosphorylated tau, and a-synuclein), and explores potential treatment strategies targeting VDACI.
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PR A RS, B PR R B (AL
zheimer’s disease, AD). M4 #%Ji (Parkinson’s dis-
ease, PD). 2 Hr A LA g, OO ™ H B 5N
AR FE I R 3 AR ) . 2 A Dy R RS, A
FEERL R e AR AT TR B BE AL ZRkiiAs )
FREAS . 7EPES (reactive oxygen species, ROS)HIK
A AN SRR A A DU R TR N, AE
PRI RE . KESEP R A EZEEN. Kk, A
B Hb D5 R KA T e R VR TT A 48 2R G i 1 B
BT,

FEL AR i P 9 25 718 78 (voltage-dependent an-
ion channel, VDAC) & HAZ 4 il 4 i A4 S I i 7=
BIE A, B AR 3N, S
523 VDAC1. VDAC2M1 VDAC3, iX = F L BI7E K
ZHAHARPIERIE, Hrh, VDACIR L ERE, H
SEM AR Ok )2 5. VDACIIDIRE 2 FE S
557 9 B JoT R0 B R A 2 Ta) AR 7 4 A S - ) A e
AT T RRR R MR T % . 4K, VDACI
FE X P2 2R G I R 2 3100, iX
b ZRIR B TE )38 VDACAE H X #1248 3 G0 950 H 1Y)
YER B AL, R AR 28 5 G000 [P RS HEVR 9T 32
HwT K .

1 #iR
1.1 VDACHIZBY K2 45449

VDAC /& 28 B4R A | 4 F 729 30 kDaffi#
BEA, BB SRR R AR B
#ER B, VDACTEARHLE (£10 mV) N Eon g4 TF
BORAS, Hodr s T 91 & 7 28 3 i HAE S R
(£10~30 mV) F 4T ARSI B FH B ik 4%
PE, FEXNETFRAEBENED. WA, %
DNA% IS = F AR IR, Bl VDAC1. VDAC2HI
VDAC3, H 75 [ EIE 70%, = FE T8 J1LF
M AAAER, HAh VDACIR L& FE, VDACIH
VDAC2 B A 5 5m & FLAF %, T VDAC3TE B
/NP HE Sd ) AT R T A B R AR B T R

VDACEA L) 12~191 5 [ pHr & Al — AL T
53 N-3iig 1) o g, (3 HAG A S A T A AE 4o B
FURILVDAC1/2 B 194> B ST Uik i),
HAT 25N R SE R TR FE I NAR w45 /3, DA ol e 45 44
R N R i 45 A 3 Ak T 3h & PRS2 T LA
BN AR B T P AN, T2 Sl TE ] 44 1 DL

VDAC1 ZSARWIIE AL, A, H5Bel-25 it 5 H (Bax.
Bak. Bcl-2)1CH# i (hexokinase, HK)AH H.AF F
SN T R AP
1.2 VDACI1HIIh&E

VDACIEYH L 3hAT 2 I H Z I fE (K 1),
VDAC )2 A Tl e J2& 75 40 i 5 Fn 28 ki A4k 2 [R] i3k 47
R =R 7R A8 # . 1L VDACT, #r & A
ATP/ADPFI NAD'/NADHE i 57 A 2L 14 2 8] AN W7
A, FRiEE S HK 45 G 1R 10 B A2 1 A 5 40
RERL ™ A2, VDACTIE i 41 4 8 19 8 1 75(glu-
cose-regulated protein 75, GRP75), 5 PN i M -3l
Ca” BRI 1,4,5- = BB VLI 52 /K (inositol 1,4,5-tri-
phosphate receptor, IP3R) I I 4 B AR AH IC A
J5 % % (mitochondria-associated endoplasmic reticu-
lum membrane, MAM), 77 Ca> (558 F. LAh,
VDACI 82 3 S ROSH B EI21 i o 33 , 2 540
JH N A SRR S (R 5 (0 deki gk | k2 il B
Wi XoF 52 47 FH T it 2R ) (10 2 b AR E AT e 8 14 A, 2
SRR o7 B 428 | 1R B L], A ok Ak P i 1) 32
B . LRRiAR R 32 252 PTENIS 36 1(PTEN
induced putative kinase 1, PINK 1)l E37Z 2% i
Parkin{& S 05 . AR5, VDACI
% 5 PINK 1/Parkin /3 [F1 2R Wi A H W , Parkin M\ 4H ffd
JR SR BRI, Wb E A (WVDACT. Mfn%s)
WATIZ B, BRI A, T VDACIEERTER T
DAF il Parkin A ZH 53 381 52 i e WAk 1) 2 A, FE0|
BRI BEART

VDACUHE A0 T 577, A S0
Fo. MMM T2 BT (apoptosis-inducing factor,
AIF). ZRRiARIZER N VIB¥G(endonuclease G, EndoG)
SRR TR T BRI, T RERIMLAIA - (1) VDACTAL
T K FPIRAS 3 B ZRL A o K RN 2K 44 71 5 (outer mi-
tochondrial membrane, OMM)# %4 ™; (2) VDAC1i#
T 5 SRR P R () ISR A % 1 IR i AL 1 (adenine
nucleotide translocase, ANT)F1ZEH A4 JL i A i) 5%
IR A D(cyclophilin D, CypD)E & &4, Mifi &
LKA IF 11 % 45 £ (mitochondrial permeability
transition pore, mPTP) [ JCH# il 7, Ca FAE AL BLFK
FHFmPTPIFIL, FEAMMEEOE B, (3) &
TR T VDACTIE Rk, AT VDACT A 4k
REMERME (R RE. =AM EE), 5
RALE) VDAC R T He W B ISR I8 T2 B85 (1) K08
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Fig.1 Functions of VDAC1

B, 25 7 LKA FRMEMIIET, 1 VDACI R
AR A7 (F1 a1 DIDS. VBIT-4. VBIT-12)i i 41714
ZHE BRI R, VTR T8 A R, Bt R
DR, HER A, BT TR, VDACT 3R
AEN S B R IRIE T 10 HT2240 i £ ki 44 Fr Bk it
REREEEZER ., SARBEEM4 T, VDACI
5 R R TR R A8 DNA (mitochondrial DNA,
mtDNA) 7 B (i85 ; (4) VDAC LB 512 R T-HEH
(Bax. Bak)FI#iFH T8 H (Bel-2+ Bel-xL)FH HAEH,
S 58 RAN SRR T BInERE TSR,
VDAC!15 BaxAH ELAE FH T il — AN s e 12 240 i ¢
TR BE A T, NI R AE ZERAL D, (5) —
LC , 9 G0 R 5 B SRR 3B(glycogen synthase ki-
nase 3B, GSK3B)FIHK, ifil 5 VDACIAHEAEH, 4
FTVDACT 1, 33 11 5 0 4 g 7200

VDACT 13 14 52 B8 fE AR 1 I 52 e, 45) g PR
oAb 2 BRI BT BERR AL R A A 2 R
% IR B 2 R TR A, 520 VDACT (138 38 775 4 F
VAT T B, SINGHEE 'S% Bl TLK 1/Nek1
T E I AT VDACT FIRERR AL, AT 1 15 S R A4 1)
AT T

2 VDAC15#MZRITHER
P IR AT PR AL HE BT JR 2 B (AD) 1A
%A% (PD). = 1L # B AE (Huntington’s disease,

HD)FIALZE 45 221 44, (amyotrophic lateral sclerosis,
ALS)%E, s — I LU Z TR 2R Oy 32 BURHIE 1) 3R A7 1
PAR , B AT ANRT IR AT 1 0 B KRR R Bk
D Re BRSO 2 B2 Pl b 2 1R AT PR 1) 2 2
K138, VDACFE N A T e b5 Hh R 45 5 2R Y .
WHFEERY], VDAC1S 2 R 22 1R AT PR 5 e P AR
HZAAFEM AR, Z255m0 kA KIEDLRE
(E2).
2.1 VDAC15AD

AD 2 55 WA 2B AT PR , He E ERRAE
T E A B-UEM FEER [ (amyloid beta, AB) T4l 4hE
SEBEAN P sk B A R A 1Y tau B 1 2EL R 40 O P A 2
JR 4T 2fE 4 4 (neurofibrillary tangle, NFT)[JJTFR . 5
% % 1(presenilin 1, PS1). 5.2 2(presenilin 2, PS2)
FNYE#y £ 85 F HT A 25 1 (amyloid precursor protein,
APP) RS & K NE ADRI R HLE . LKA T RE
[ RS 5 ADR AEFIUR R EVIAH OC, W mtDNA )48
o ZRRIAARBRIEVERRIG . BRRIE R RIE T
KA BALII N Aokt fb &b Ca® Faas Al
ROS/™ A= 488 i A4 i b -0
2.1.1 VDACIEAD¥ &#&KFH#H&  VDACIHE
BRI RE B 9 KT, £ AD%E R PR/ AN
ST AD ) I A Pl Ik B, 7224 ABphl
HEPC124 L, VDAC R IEKF TP, w5
RYIFER VDACTHZRIE K A] DLk R A DI g, 45
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Fig.2 VDACI interacts with neurodegenerative disease-specific proteins

SRLRRLRINRE , PRk B Betk, kMR AD)
jﬁ:@[ﬂlo

2.12 VDACI5ARAtautB ZAEA  WFFCRIL, 76
AD B E N APPHEL /N 1, VDACIFEZ B
NFTHAMBEAEHFE . #E—PUEsE VDACLE ABFIf%
TR AL tau 2 [AAAZEAH HAEH , W3 B4Rk D e b i
SN AD IR0 Feadk e 23, SMILANSK S 2% 2 AB
Hid 5 VDACT N-3fi 45 /38 B 440 HAEF , 55 HK
I8, FEUVDACI SRR 2 cREik, /540
MO FELRLRSME T 5 VDAC 45 B HK ] LA
BRI N R A2 ATP, I BT LU/ 4i i T,
1M M VDAC1 73 B}, HKIGVZESRAFER AR ATP, M
U800 T AP R R 2 B AR BT TR 1 ATP, BB 5 R
M. WEREIL, 7 ADEE T, GSK3RE L i
FVDACI# R, SEHKMVDACT EMRES, it S
B RAR D RERREAG U6, TR AL A R B e
il 2R A th GSK3BHITE 1, P&k VDACT I BEIR L 7K
ST AV ) P A 3 AR k2 4 B € R e IR TR
FERR ARG I,

BOEWE R R, BRI tau'5 VDAC A ELAE
SHLRARINRERERS . MURALIZE PO ¥ 24 &
FVDACIR I (VDACT )/ 55 FE R TAUZN B 2%
2, 3G T MRS VDACI /TAUNR « 5 TAUZNR
FHEL, RUIEAR /N G 2R RLAR 7 348 11 2 b, 2ok

PR GRS R0, AT B VDACT ) BRI T L4+
LRRAR BN Sy S RE DG . PR VDAC TR IE K
FHE T VDACT/TAU/NR 2B RE T 2
SIMEE AL . IR R, VDACT 2GRk H Wi
IR 72—, 5 TAU/MNRAMIEL, XURE /NI
PR AN, BVEMRME K TFEE R, KW
VDAC 138 43 Uk /b 1 8 A R - 4 35 2R A 5 W
ELFIEN IR Gre

AL, R VDACT 3R A /84| VDACT )
FEFR AT LA ABIF T (40 M 5 AR PR TS
#] VDAC 13l it 305 AMPK/mTORH Wnt/B-cateninii
P, M ADME JUII LR T BE B AR At T 21,
RHTHEF R, R AW =R
Fas/Fasl-VDAC 118 # #75 AD /N iR B W 4001 52
R AT MR T, TR ADV/IN BRI BN, 243
AD/IN R P2 SN EN T RER
2.2 VDAC15PD

PDJ& —Ff i WL AP 2R AT MR, ] S BU™
FBRIR, FER BRI B AR A H 287 0R Bk
iz sh . JEIZ s AR ThRE B PDIRFAE & 2
Ji % B RE R4 0 1 25 Ok LA R B G /MR TR A
a- RA#% & A (a-synuclein, a-Syn)se 1 5 MAR] 3
BRSy . WA E R N E37Z K (1 E S (parkin
RBR E3 ubiquitin protein ligase, PRKN). PTEN%
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S0 1(PTEN-induced putative kinase 1, PINKI)
FIE 4 %9 FH < 2 M5 1L B8 (parkinsonism associated
deglycase, DJ-1)%E K 98 AF I ] 5] i B 28 (R AH DG A 4
ARIEEY,
22.1 VDACLEPDY &ik/KF£F VDACIEH
IKPAE 2 Flpi 22 1R AT P 0 TR 3 28, CHUSE B2
RILVDACIALEPD & 1) 2 5T # 22 Jo i 1K a-Syn
(1) R B 2R 11 B 5 RN SUIR AR H 3Rk 7K 2 3 PRI
HIXF RS a-SynREH L. 7 —IH ik, &
% B fi b 3 ) N w8 BR A i 9 4 i (SH-S Y5 Y)
VDACIFIVDAC2/K- B PP, AR E, 7E6-
F2 32 % (6-OHDA) AL B[] SH-SY 5Y 41 fifd A U 52
3| VDACIERIE K- T B9 VDACIZK TS B 22
SEATREH 2 FhH 2R S8, AP PDBLY R S0
FBY I 5 o AR s it R B B 2 S

miRNA(microRNA) & — 215 1 JEZmIIRNA, H
SN AL FE (NGRS EE 2 ) I 5
Jia F PR SRR R 2L TR Y5 7R, B 9T K I miRNAZ H 42
JCHIRERI EZATIF, MVDACI 2.4 B AmiRNA
BEIVER S . ABIEZ, a-Synfll VDACT K&
)% 3| miR-7(microRNA-7) 4% . miR-7f) T
SE a-SynfIRIL AT RN, £ BRI T
B R ASUIRAR 2 B 0 F R B i 50K 3, miR-7
Al LUl I VDACTERIE, P85 mPTPRI Tk, $0i]
1-FH 2L -4-ZRFEIMENE (1-methyl-4-phenyl-pyridinium,
MPP+)1%5 I 40 €4 238 c BRI, AT R 4 40 i {4
YEFPY,
2.2.2 VDACI5 o-Syntd Z 4% A EME IO,
o-Syn R IE M S5 BT =F VDACTERILE 4, E
VDAC1 36 Jyd5 i BT, 2 w5 kB 1
VDAC1 M a-SynZ [A]AH EAEH , FEmPTPEUE , 4
Mg e, B S B M A oA PE P, XA
HAEFH IS AE a-SyndFE 7 B 2R RAA, T 7E 2o A 2R 4
() a-Syn'F: 2 ROS A5 AL b4 [ W8 in B, feilt
W R, T VDACI 5a-Syn4s &, VDACIXfCa®*
A REMESS N, IR a-Syn Rl BLE ST VDAC T Ca* [
T 3 O

FEL R IE a-Synff) SH-SYSY 4R rfr |, 22 {53
P JIH [ BERE AL S 4 SR 28 VG 3l I #E 7) VDACT, #1i]
a-Synf A7, B ik 4Rtk N a-Synt 2 &L ROS;™ 4=
T R AEARTHE Y, 7E o-SynE 3L /N b, (2
PG T Ig g A RE, (R BRI T VDACTH)

RIEIK- KI5 a-Syn A AR, Wi R 7 2 B
Ji& fig ph 22 T,

2.2.3 VDACI5 PINK 1/parkinAf 4k ) A 4>
PRI R R BE R PINK I Parkindy 5 8 KAk B Wk .
VDAC) = F I # 5 Parkin 2 [A] 3 77 7E A HAE
Parkin 7] LLi%5 3 VDACIHi A Rl 2 A0 3L
WL FAL IR T DA A0 R E T T 2 R ik]
DU ik SR B Wk, K4 B W32 1 p62/SQSTM 1 A
LC3BSHAE RN fAp, SEUZMER PR M. 18
PD % W %2 3 ) ParkinZh #18, T415N A8 I} AN fig
FEFVDACIHZ ZAL ™, ZHAOWT 5t B A 58 &
PULE W 2644 R, E32 % i&EH: TRIM315 VDACI
gh4, JFIEHE VDACT ) K485 2 iz &k, 1EI
SMRFH/HEARS T, TRIM3 1 R i #04 VDACTH)
2 B, SEVDACIE /KT, 127EmPTP
TR, S8 PR S TOAETS, B2 & 2%
IR .

AT RIE AR, 484 2R DIB IS F#K VDACT
LKL, XF 6-OHDAYS F B K R PDIE AL HAA 4
TRPER, W REIR T HLE R 82 R A61E S A
FADHI A0 AR T, AT PR R e ), FE 1-F Jk -4-
HHE-1,2,3,6-DUE M IE (1-methyl-4-phenyl-1,2,3,6-tetra-
hydropyridine, MPTP)i75 FPDA /N R 1, W HW KRR )
PLid i 115 VDACT ) 3R5 K0S PINK 1 /parkin/ &
AR NE A e g i ta R LN s e A
REMRZ O, S IR /N BRI AT A BRag e, 7E
SH-SYSYZHAuA A, B R B IR IS B0 PINK 1/par-
kini& 1% 25 VDAC1 )72 2540 T 5 32 47 (1) S il
R AR AR W7, 17 4-2K 38 T Ry it 4 vy
VDACIA™ 5 IRk T i AR B 58 o 40 B PR s
AT 22 oA ) 45 AR K SRS 2 1) 12 20 P i R 22 ECL i o
2 TuAR
224 VDACI5DJ-1  4HADI-1FEE 046140
JRBE . 0% AN 2R AA , DI- 1R 4% HL 7 W 40 i AN [
AT R EAFEER . B FEIESE, DI-1/2 —FIMAM
|, 1M VDAC1ZMAMH IP3R3-Grp75-VDACI &
AV E B Ry, DI-1H B S BIMAMIE 5 b
. UL DI-1 R4 W] 5| LR RIS ZH, FH
S IR LN RS B
2.3 VDAC15ALS

ALS 2 —FP U 10 8 1R 8 B I e SR AT
i, HUL B FIEaiia L Rk N EERHE, FEUL
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W1 E495. e, A FBURFERING 2~5
FENIE T R R . 29 90% ALSIH 4 1925 4 i
RAE, WA W Z S, TR T (1) 10%48 V9258
FIEPE, AR T 402 A R L R R4 Ho a3
A B AL 1 (superoxide dismutase 1, SOD1)+
TAR DNA%5 4 5 H43(TAR DNA-binding protein 43,
TDP-43)H1 95 Gt {4 FF % il 32 4E 72(chromosome 9
open reading frame 72, C9orf72). UK A 5K 1
ALSIPREEALEI S F¢, QI AR T8 0. %
A EREIEFIAIE S . BhAh, 5 ALSKIRAH R 5
W E SRR EAER, S ERAR I RERERS .
2.3.1 VDACl5H R EA SOD148 ZAE A WEIT &
L, FERHE R SOD LK R AL, Hy iR TS I RAL A
SOD1 M VDAC H#:45 & 4] T VDACT13E
FET ATPIR) sl S Bk A4 s rL A B FEAIREY, 57
4h, ANDREAZECYR I RAZASOD1 G93A 5 VDACI
MEAEH, [FR, CFEREFI(hexokinase I, HKI) N-Jij
SER AT HIVDAC1 5SOD1 GO3AM EAEH, 3%
ALSHIARAR D RE AT, Yk S 4005 /1. NHK1Z —
R 24T NZEHK L RT 1A EIERR 1A Bk, @it
1859 VDAC1-SOD1 GI3AFH HAE, Wiy /b 5848
A£SOD1 GO3AZ R AR R, S IMVDAC1 &
FIKF, PR 4 E 7152, 070 R B 9238 44 SOD-
1G93A/N IR B2 B P REZe Rk 1, VDAC1ZE
FAK T T, VBIT-12iE % VDACI R AL, ¥
RRAZARSOD 5 F IAMIAE T, WER S T RALR
SOD1G93A/NR I /™1, 4k, RAZAISOD1
I 5Bl 2 A BAE S M VDACT, §2mi T34
PEBA,

2.3.2 VDACI1%5 TDP-4348 48 A TDP-437&—
Tl DNA/RNAZE G HH , 1E 4% K1 ALS 3
R AR TR BTE ALS IR AL, TDP-43
HiRe Bk, 5 VDACIHI EAE, 55
mtDNATE 5 P AR,

TDP-4333k N 28R4 J5 ¥ mtDN AJE i mP TP /il
BIMJT A 5] R SRE N, X Fh 98 i A2 H 1 T DNA
IR ZE I 7L (GMP)-AMP A i} [cytoplasmic DNA
sensor cyclic guanosine monophosphate (GMP)-AMP
synthase, cGAS|IXN Y, it 25940 cGAS S H
W37 STING ] [HLIE TDP-431% 5 % i J)e .. VDAC
FERALINHI 7 VBIT-488 VDAC13E PR 5k 5% 38 1 BRAK
ALSEFH FIZ )4 0 1 mtDNAZKF, #0280

N, PR B e GAS/STINGIE % 7] Bt ALS /N S
LML, HARHE 5T R A AL mtDNA, 38 i mPTP
HAIVDACTHK 80 38 2 7% Hh 2R A, M0 20 B o
HINLRP3 % M /M, 75 & JO0E BT,
2.4 VDAC15HD

HD & — M T PR REE AL . K B A5 Az 3l
B i AR PR AR R AR AT PR, 7 12K ] (Hun-
tingtin, Htt)* ] 22 SR B 28t /fZ (polyglutamine, polyQ)
PIGRAZ G . fE HD AL PCI24H Mo 78 | Hit
[R5 FEVDACTI e, JLHAVDAC, 0 |
LR RIARAC T S A 3 /75 . FEHDZh IR () S0k 1
HORILVDACT# AL, FEIREI VDACT KT 820 Skl
R EACH ). R BILHH mTOR/IREL-ofF 5
ME#%. IP3R/VDACLIERE . PINK1/iZ & /M2 F41 iy
{82 c/caspase-351, I HDAE Y Py Joi o 57 380 . 2R HiL
A T R M T, AT R o 22 LR 1 0L

3 VDACI15HKZ

W 25 v DLy RO R BRI BE Ry T
R, R EEHENRMERN RN —. 2
Hh gy R MR HS e, 3, ok o 2 i 2 o BE
W, 29 I 87%; T H LA i 2 A A 45 i 1
(intracerebral hemorrhage, ICH)F1ifk P 5 T iz H IfiL
(Subarachnoid hemorrhage, SAH), & P4z = Tt
A i 2
3.1 VDAC15HRIN 4 RXZE

R LA i 2 FR s BRATL AR B2 A 22 K, 035 AOE
SBE B SRR Th RE RS AN 155, %
TR 2R AT BEAFAE S BAE o | T I 1 T R sl ie
FE T 3R H G 2R 1E S AR R AS R, 51 AR N ZH
ZUkif . BREAR R A, TR B RS R 4H i N
Ca™ %, FELRAR DI REFEAF I ROSHI ™A, 3 —
A A IR IEEE T, R, R TR
PREAS L B ZEFRTT, T VDACIA I A 1)
A5 R AL A i 2 R PR R B A A7 A e S

WHFC R, BT HMAM & PIP3R-GRP75-
VDACIXf Ca* [l1%%i2 , #i| Ca® 2K, 401 mPTPH]
TEIRORTAH L €5 35 cFRIRE I, 22 T 902 it L 2~ I iy 4o
ZEA A T, B ECE S ] LU R M VDACI
(1) 2234 I B AR mP TP PR 380375 1 Sk 93 2 o ke 1L, P8 ¥
457, AT 4 AR A T 2 F Endo GRET

miRs ] {2 B LA T AR VR YT 38 AR o BRIl
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JaifE 5 CA1X 3+ VDACIIRIE TR, SEEIEN
Ca”' #i# . VDACI NI T miR-73RiE K F-H i,
P miR-7 1] AR R I I 5 40 248 TC 1 25 SR A ATP
(R R, CaE R DhRe NI A R ER . 5
b, BF TR DR miR-29 5 B0/ B IAE T A1 /0N g [X 35
I VDACIEIA KV TH m A T 7856 8 ki
B I PR 140 ) , miR-29af e ik K AR I iR
[ea] o 2 548 0, TR IR T (P CATIX H BEAIC, miR-29alt)
I RIE FECAVIE JT Ho 52 B L5 S 52 19
STARY %5 COUff ¢ & Bl miR-29ai@ 1 | VDAC13 1A
SR ARG RAERYER . S A s, %
KR pS3TE R A TC N B AR, 18I e s AR R
FEFE SRR BN TCR T XTIAZE I 5K
IR p5 33 4 55 Y F5 miR-183 M1 miR-9, H 111 #1 i £k
TRINAE R I VDAC, fi 2B — SR ERIE I A AL B IR
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15 5 I TR SR AR I A v 5 2R AT MR 22 D RE A5
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ABEFFAE A 5 /)N B B3z BRI 2 Bl R ) A ) E
HRRANABAEAT A, ANITTRE 26 w5 DA R e A 0 25 o
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TCHFE —Foft B 0 SIZ 53 P9 S I 5 A ) S L 4
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