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WE WERREE (AK) 7R fe S Py AT IR AR, B ORI E S AR A AR SRR, e
PITE R, AK2 AN ZRL A ] 0 0 e A — bR P B %, (R LA A B b AR AT IR AN 2. grid
TR R IRAT R AW TR RS, RO T MY R VR A A0 RO T b T 1 €

XBEIE T, MRITRRMNE, Zikik
ZRHES Q25 Q555

IRTT IS (adenylate kinase, AK) f&/E4){k
WA AE 1 —Fb AN, ) ZAAETRCEY M
WRBEIEN. IR, X AK BIRFFTR#E
FEE X HERF AR A I 6 B I8 - i e 1) 2 KA
L o AR B AR o s R b, T ARk,
NATIAE A A T3 R b A AT AK [ A AR (1)
A2 RSB AK RIS i R I 40 i
TR R —2RIA.

1 BREERHES

AK 4 5 Bh A T & k¥ T K A
(E. coli) ] Ake, MU THEERE (yeast) [ Aky LA
FORPETHFHESI I AKL . AK2 AT AK3. J5 = Ff
WA A LA I P9 3T Ak (A A7 AN [0 i R 43 11, FE e
AKT JE4i i i M b, AK2 A T 2044 1) 9 4
FEER),  AEAE A e a1 i 1 i 2 Hp b T 3R 3 2D B AK2;
AK3 7 FEERAR I IE . f50dT, Yoneda %5 MK
U /IS B K i+ o 8 0 2 1S 25 DU o R 1 U8l
AK4: JFHI iR KR AK4 5 A AK3 #7957
(89.2%) w15 R AK3 I RIYEME (54.7%);
T AK4 A5 — AR e bR, HE
W AK 4 A1 5E A7 TR,

JITAT IR AK 4T A6 16 2 R 1% RV MgNTP™
+ AMP* MgNDP™ + ADP* (N=A. G), L4
FEER N BERT IR E. B AK3 AR T4 (1 AK [)
TEGERIE L ATP /E D BB AR 4, 14T AK3 J& LA
GTP 1k MR i (it 4, HEW AK4 2 L) GTP fE
A BERRAR AR AR, (H W AR AT 3 SEE A IE 5K

2 BRERYBSHARET
YL T (apoptosis) X PR 40 M FE ¥ AL AE T

(programmed cell death, PCD), /&2 4 it &4 1
BUAKRE . 4E IR o b i DR o X 4 i
FIAETERE. M T RS 2R R 4
—Ak, JLHVER N JLT A R T T A
AV SR A — 80N, HEER, fEA R IR A
[ B L R, A AR R R S Bh B Tk
A2 18] R R SR AR, DT 4 i 1 AT 2 B
PE X2 ARSI R RO TR S S 1 2
FEPE. BT B — VR AT R A IR B T 2
WA — A EILS, BRRALMAKH .
BUA AR RS e,  IWEE P i Ak 1, 147
MPLPA TS, ZREEATTIAREIE TR
PUHIE R S0 HARG a4, 03X —HLHI A A
PR A N A s 1R 42 AR i 9 e R A DA S B Sk Al
DRI, A R T A 5 i AL R H A e Ao
SR T 2 —.

1998 4, Single F L[] S5l 2 AR R0 0 4 f v 12 ek
FRAM M (5 38 o RO H R A B AK S {A 5K o
—EAER TR PR, HIFATE RN
AW A A . Ja ok, L Jurkat 40 B 04 BF 5T 4
2L RBLARFINE Z4F (etoposide) 7SI T:I1
MR M K o 5 AK2 JL[RIEEB B MK P, i
AKT HTAK3 BIR KA. I — D070 A S0
T 7 Bax ) 3EUC MR R R ) AK )8
B, RS RS Bax (3R BOE G, Ab,

Te973 I KHEREBEATI H o« A0 T A2 i 5 Bl 0 Btk 5 1
577 WA (G1999053905) .

IR A
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TBT (tetrabutyl titanate) 4b ¥ Jurkat 4 2 & 5E,
IR EEN ATP 40 M AR BE R J7 sRBE T 1 ok
JERT ATP B0 CLJE T2 7 e T, JF H AR A
AK FI4H M€ 2 o M ZRRn oA 1) (e s . B L iF
52, AK2 540060 3 o (16RO 40 M v b
—M MR, RE AW ARIESE, HA)E
KRB AK T A AK3 Z2ZWien i, i AK2
KEALAET R 0 K b, s Bl ep AR /b 47
7. XTI fig 5 IR I AL TR B i KM 2o
T YA

3 AKFEeEMATPMENAE

Vi —Fh R LA, AK 7614 TR
ACERE, {1 AMP 2L ADP, BRI ADP i it
B T R A 5 A A R P i R Y A R N
ATP, VMRIEAEMTGEh M IE R I, MIX A HE
WM, AK IR BOAT fESEmT ADP . ATP 8 dATP 1K
o NS RATRRIE G AH G, BT
WG THET R, Eh KM E RS h, ATP
A GTP AMUAE 0y e FEACUR, 78 5 firh v ks gl 0 Ay e
WP 2230 B AP 2 R 0. kA, PEERAth m 4 o
FMFRTHAERENRE « W5, RTARMNE
AN R AN R T R A2 RGN R . DAL U,
AK W] it LA— P28 agfs Jo sl o 22 30 R 1) £ 4y, LI
W EYAANIGN ATP (5% GTP) . ADP KF, M
M2 5 T A aiGsh R Tl fE.

AK A[{EN —Fp RNA- 45 A5 | A S5 KRR %
PUHL. S R UG 2 P S IS A7 2 b AK
] RS 4 ELY), ASfES 2 7 A8 e 4 JIE Mono Q
g4y, M RNA B i3 U AT A1 )5 Sk 52
TS Mono Q 19454 HET), Uil AK 5 RNA
MRESE T AL . FFE C. rubrum T AK
Y2 RNA BeAb B G WK 52e 5 9 3 7 k10 45
A, TR K AR B . NEESRT DNA i Ab 1 OG st
FOR; IF HOAK 19 RNA- 45 45 35 M 4 ks 4 1) 48
W GRRAKOA, IXRME T AK 7E R SE I ML
W A AERESTE. RAMIFSE R, AK R AR — b
RNA-£5464 A, IFH 5 RNA-45 5110 AK B§nl i3
SRR LS ) AT IR A G B ) B R A%
Ty (NDK) (S ABFFE R, NDK w1 3
FaHE N e mye &1~ Dk, AT AK
A HEAE DL— Rl RNA- 545 IR AR B 5 v 28 B 00 5 6 th
B, BBE MR S RNA 4585 5Tk
FEDR 1) B sk ok, AT T G sl R
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AK SIS FlE i YEA oG, ATP UK
BB I (Kapp) 76 100 Bmol/ L AT P i B i 40 4,
M7E I 100 Bmol/ L AMP Ji5 1% 38 38 3% 1k 3% 3 ¥
5 UAEATATP B, SR AMP JF AN fE oA
KarpBIAT 4. Karp 38 AMP [F)TFJEHT 22 M gCly 1
REKMEI ATP 92 Y, B/ Mg™ s ATPYS
WAREMKSE Karp MOBIEYE. EARE KD, AMP
FUATP ATfERAEN B — ROV EY). W 35
AN ApSA-AK FESPEFIEIR,  Karp 18 VR A fE
AL, £ AK 1E Kapp MBS Pl 7 E %
YERL. PR, 9 ATP 40 Kapp FIEIEEERS,
AN AMP, W AK PAF MY, 4G E R ADP,
KT Kyrp FEBIE G TE. BEAL ADP W R4 58
TARAE, K AK IS PEAE LY Kape, A2t
A SR A B AR W AK g TR
W TFI. T Karp BERF I P 0 ACH 140 0
A SR RE A S AN 1S T s, A
Ib, AK AT RERAT B0 2 5 0 a0 i ik B 0 1 S
3.

AP TR AT AR, W B Z
W zs, &ESH7F XA ER, 4k—%
e I ERER L il M LN L B 2 B i ' S N ]
e — AN R S S M. 1 AT oH
A RIIE G RN & A —AK, X M
FORRA TSy, — A1, XPIZE A 5 (1 — 28/
Yreue e, JUIURICAER SV, I TMAZ, K
JrTH,  AK TEAH T A S A T
P g AK B R R . AK RSO G Skt
FEHS A2 B> A — ol 8 4 T A R /K P 1 o
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Adenylate Kinase and Cellular Apoptosis’

LAI Qiw-An, HU Jiarr Jun, SUN Jiw- Rong"
( Peking University, College of Life Sciences, Beijing 100871, China)

Abstract As an important kinase in the organism, adenylate kinase (AK) not only plays a crucial role in
keeping the energy balance, but also takes part in the procedure of apoptosis. In apoptotic cells the release of
AK2 from mitochondrial intermembrane to the cytosol is very common, but its function is still not clear. The

latest research of AK in apoptosis and the possible role of AK during apoptosis are reviewed.
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