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(voltage-dependent anion channel, VDAC) UL & A7 T2k
FLAR A 28 (R FRL R 35 A 24K D (cyclophilin-D, CyP-
D) el . sk 282284 )3T ANT FIF5, K
HLANT & MEAEINEMEE R, Bt FHEK
ADP HIZFifk ATP ACH, LEeS S5 EREER R RME
PTP i -k 4. 1 ANT %f PTP 5 a0k
5 Bel-2 FUR R 51 LA S HAh — 255 (4n Ca®> . ADP
SEYAE R OC 12

1 ANTHIEHIFN4SE

ANT & TR BB F K, diiziERmGE, 7+
Mudg e pl, RIGIEHBILRANE. ANT 5
TN 32 kDa, HEEFHIKRAH 300 N ERTE
B, AR 3 AN EEREEMIEE 1A) . A ST
BN P NSO E, T 7] 110 51 K TR 5 HE 1 R A
LTI, AT T 255 AL 4ok P A 15 S 0BR[] 11 i /K i
S PN R M. ANT 43719 N 35 F1 C 33l 8
Fa TN BRI MR, TSR, HEETREER
Anc2 (ANT M) KL, HAr “R4EZ ANT B
wANTIRE M, " T RAES 5HE—A ATP 5
ADPII,

Har A %I ANT & 50 MMRYEY) . REY)
PO G ALai. Bl B, HE. 2D
WA JLRN ANT 4R K. HATS A ARE 3 Fik

T

AI(ANTI1, ANT 2, ANT3), B#REIAT 3 Fli(Ancl, Anc
2, Anc 3), MM RAG 2 Pk, - Leiefy
40 i 2 1 HeLa. HL60. Hep3B i1 143B %1k
ANT2 F1 ANT3. A5 ANTI1 JEREN T 4 4L (04,
T EOALEDNEME RIS, ANT2 SERDEAL T X 4t
EARRKE -, TRBHRBALEHIGRIEL, HE
JEE 15T B 584 51 40 P S JUTL 40 J 97 4 )
ANT3 FEREAL - X Y i s g kX, ik
FIA T FERE. CRERIERIVL. M/ R E ANTI
R T 8 S tath, BAR ANT SN Z2E R
e R JEYE A T0% ~80% , {1 HLIhBE HIAS /LA
Mo FiFE R E ANTL .

2 ANTS 5ADP/ATP X #

ANT 2 RA N IR EE rEAm, Kiif
ATP Ml ADP &5 &7 e AEAEIRA R, ANTfE
N AN S B AR IR 1) ADP #4518 S| 2 b AAJE
FT, MR RARIE BT ATPase & 5 ATP #4123 i
K, JFH A ATP &ZH#-— 1 ADPIOl, (E 284 Ik
AE R, MBI, ANT 440 ADP #iz 2/
FMHT ATP iz 21| b 5L TN 3 B0™ H AU
RS . HAN, HEHEEKDE SR,
ANT2 R iAIIL T ANTL A1 ANT3, [Hilh
ANT2 BIThRE(R 10) T30 ATP $iz 142 kAR 5L 5 48
ADP 32 | B 2% it B LA ST I R4 T

ANT AHME: c &R m&. A4 ANT
ISR ¢ B m B2 BB, KWL &AL

Wk H#: 2004-10-24 2. 2004-12-15
* J@RE#H . Tel: 025-83593374, Fax: 025-83686559, E-
mail: jinggao@nju.edu.cn



E#OE S SRAIRT R EEN

275

LGRS ANT RERS T Al (1 FUlIB . Ak, &
AK¥. Bax. Ca> HSIEfRmt@E MR, MK
pH. ADP. Bcl-2 KB BRI HIER (KB 1B).

BTk, ANT1 25 PTP I % 3 40 i
P12, (HANT2 FId EREHSHMP TR, X
A g 5 e ARG RAR LA R E AL LA AN CyP-D 45
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4.1 CyP-D
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H., Bcl-2 f8B8BHIE Bax 5 ANT MAHEAER, M
FHIRIEIE M R A, MdIE TR . Jish, Rk
ILPLIE FIEEREXU A AE R AL R Bax 1 ANT AHE
YER, 10 Bax 82 4AXT ANT I8 (AN AE FH o
Marzo %5224\ Jy ANT-Bax &4 5 HAFe g
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Mitochondrial Adenine Nucleotide Translocator
Yan-Ping Wang, Jing Gao*
(School of Life Sciences, School of Medicine, Nanjing University, Nanjing 210093, China)
Abstract Adenine nucleotide translocator (ANT), a 32 kDa protein located in the mitochondrial inner

membrane, appears to act as a bi-functional protein. On the one hand, ANT is a vital, specific antiporter which
contributes to the exchange of cytosolic ADP and mitochondrial ATP. On the other hand, ANT can participate in the
formation of the mitochondrial permeability transition pore (PTP), a nonspecific pore that is an important mediator

of apoptosis. This paper summarizes some of the recent advances in the research on the structure, characterization,

function of ANT and also the activity of ANT which is related to apoptosis.
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