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Abstract

IxB kinases (IKKs) are vital components of the
nuclear factor-xB signaling pathway, which
play an important role in innate immune and
inflammation responses. The newest member of
the IKKs is IKKg, which has similar functions to
IKKa/B/y and can act as a regulator of caspases
by interacting with IAPs. Therefore, IKKs are
a determinant of IAP level, and establish the
threshold of activity required for the execution
of non-apoptotic caspase functions.

Key Words: IKKe; caspase; Apoptosis
Zeng P, Deng H, Liu LM. New member of the IxB

kinases: IKKg. Shijie Huaren Xiaohua Zazhi 2007; 15(33):
3524-3526

IxB (IxB kinases, IKKs) NF-xB

]

IKKa/Bly , IKKs , IKKe
IKKo/Bly ,
IKKe
(inhibitor of apoptosis proteins, [APs)
caspases , caspases

K18 IKKe; caspase;

s s . IkB o IKKe.
2007;15(33): 3524-3526
http://www.wjgnet.com/1009-3079/15/3524.asp

035

IxB#HE 7 % (1B kinases, IKKs){F A NF-xBf5 5
IRATIR OB I I, A8 56 R A S 98 DA R 98 Y.
TR FEE SR . AT R I TK K S5 1 A fe
HEAE T BUKK o/ By &1, IKKo/By R &
REBEIR A IB_E IR € A7 i1, ATl IkBodz 24k
I AR F AR PR, BRI BXYNF-x B
. U 25 BN F-c B A IR B N\ 40 k%, Bos +
PR AFN) %, I I 8200 56 R A T g LA
K RNE S N, AH S Bl AR TK K S50 i A TK K e 1)
RIS T REWT T EIABIER N, STKK K%
YEH B RA TR BR T NF-«BAF 5 1% 12

1 IKKe TR M o RAISSAE R N PEVWER
Peters et al' R ILF| Wl Fig(phorbol esters,
PMA)CBEI AN, BRIKKo/BiyE EHILASN, iE
TEE APk BB E &Y. XM ESWEE
— A BT Ik BIANE: IKKe.
Petersetifl i X 2 3 1R 13 41 (1) 43 B A B,

FEN A Sy 1) AR ABAA 55 05 4 55— AR K 1 8 2
RE &b R, T 7 C oA i JU) 2 — A 8 e - R e A6
(motif). 7T A Id K BRIK K e 5 234 1 iR o

JULL AL 1 4 6 DA% 3 A T 40 17 4 L A
IR 5T 45 SR AR W IK K e T fE -5 TKK o/ By L
B RIAEF, 7540 M 2 RN G2 BT J
R AR . 2 5 IS5 th A3 23— DHE
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52, DhRe S5 MR I AR TIIK K eX) T TNFa LA
JIL-1381215 S IINF-« BIFAL 2w EL /N, S6E
IR A H 16 77 X LT P ML A 55 1 T 40 M 52 446 (T
cell receptor, TCR)#& /% T HLif AL, IKKa/B/
y il AR A Ik Bou b [ 55 3247 22 % R (Serine 32,
S32)F1 453647 225 Wi (Serine 36, S36), ML
IkBolZ Z Ak, T4 IIKKefE AN S5 b 2 e
121632, TMiAEA HIPMAAL B[ Turkat T4
HIm] DL %% 5 S32/S36 5 TK K et A 7= A= f fi St
PLE AR A UHRIE RS 28, 7T BE AL R YR
PERITK K eids et 8 - Az (1 7 N E e sk A4
T IkBa S36.

HATAHTK K e D BE TR, el S5 i
MEAEHW W50 7. B, 4 MR
/NG T 5 T — o A ) Al M N A S R 2k
FARPTIE #2155 (mitochondrial antiviral signaling,
MAV S)#E 15, MAV Sl i CA bt — A5 157
JK s i (transmembrane, TM)%% K43k 52 A7 T2 Hi
M, XA IEIE A RIS — N2 5 e R
PGP FH JE N I Rk B (. 3E— P IEA
RIKK en] HMAV S i o T2 s, 2]
MAVS 5IKKer] ekt T-[F—15 Fig1e, Jf HIKKe
BIEMAVSHEZN NN Y2 —. LB % 0
FE(HCV)IH-ELS K (nonstructral, NS)&K FINS3/4A
L AE S MAV SR 52 7 T Lo bt s M, JEFRIH A
R IS Tk S AT MU R 35 P9 1) 55 508067 2
2R (Cys-508), MITIEAMAV SIAEY) 2 Thik
A KAMAVS 5IKK e [ A HAEH], 2N =21
I RGP, IKK e HC VR BEAN i 2 1) 8
2, R TK K e 7 5% Ak i F1 48
SR AR A

Kravchenko er al''[f) 586 45 FA K 1, TKKe

AR EHENF-« BfE 52 5 5 s — &K &
(1 56 R H 8 RN G [ AR 5 ik 4% C/EBPIRAE
(R BERR 4. ZER L PSALFIK K e /-0,
C/EBPAIEAL LA K C/EBPIRIE s 1 ik 25 A, 1]
I}, C/EBPR/AILfig 4% SIKKel H 3 1454,
& TR AEAEAS TR I S S R T WL, e T —
AR BINF-kBig 15 5 C/EBP#: A2 AH I IBE 1) B BEAIE
. KK e P H B A 56 R G FH 9 S N, IR i
BT B 7 ).

2 IKKe3@IZIAPSIETI caspasesINEE

caspases M T {F 5B REZENELL —,
KT AT # . caspasesHIH H 5 B ig
PR B T4 RS RE B A B . TR
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1401 %)(inhibitor of apoptosis proteins, IAPs)
AETE I BIRML Y LK 55 B A LR ING L7 5
caspasesZi A, [ FHRINGH 7455 E272 %
TR, Hi{fcaspasesiz &1k, JF#i R
T T A 65 it AT 410 561 400 I 0 T % i 2B, TS 4
WIAE TP, B3, Kuranaga et a/™RiF 52 B
IKKe(Drosophila IKKe, DmIKKe)gEM H %5 1
WiIAP1(Drosophila TAP1, DIAP1)45 & HAf 2
R4k, R FIDIAPL K 2= T Hililcaspasesii #E
3, At TR T X RIS AT
IK K e ] GeH4 1l A 40 Ml s 1) o — M usiiss. |
&, HAMDmIKKeid X5 E B — @ i
FERN A2 HBR B TR A, 1E 5 Ju [ i
(R B AN A LA | 4 B v 1 B S 1R s,
DmIKKe 5DIAP1 Mcaspasest < 1) -5 H i1
AIREAN s TR, BB S R IR, TAPs
Ficaspases) L H AR B TR 15 5 1%
1, AT HAT R A R . TEESK
AR T Y. 1 Oshima er a/t' R B
DmIKKen LR AHIDIAPIRIGAL —F A 46
caspase(apical caspase): 75 7 #b 70 45 4k 11 SR g
caspase(recruitment domain-containing Drosophila
caspase, DRONC). —7J71fil, DRONCHJ DLt i 3
tt.Shaggy Pl i) — AN WA, 25 Jhi s
SE AT 2 4; 51— 7718, DRONCIERELLIR]
Fe i) 77 N RSN B E (F-actin) (AT, A
RAEXT A ML TE A& R A R . SEIe W3, 71
DmIKKeik F Ik i) U4, <l R G450
LA S 3R L, T AR IA Tl e 45 1 38l 2R 11 98 A
HIDmIKK e 40 M, N3hE [ 40 B 42 (actin
cytoskeleton) )4 5E PE W B 0 . IX Ak — 2
UL T BAR I R D mITK K e ] LA i 141 11
DIAP1 TS 5554 W caspases(effector caspases)
PR 1, H HG S 20 0 AR 5 D e A 2 R) %
{EH T ZIDRONCI A Uficaspases, KEZM4H
JHIE W TE AR IR R A DA S A AR BE AR kA,
TDIAPUEH AERGE, AW 5K 20 24730
min, FIEDmIKKen] DUl 2 HIDIA P %5
K caspasesPiE MK R fifcaspasesZ 5
AR TR (A D).

3 &t

IKK el &I THF 9 IAPsHcaspasestE IEIH T
MRS ) 1E 5 40 A A AR, TR
o HUAAR 2 R S22 RN S 0E S I 1) B 40 R
L BRI, FEIKKeIWFT I R TRV 2
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HCV dsDNA

l IFN

1 KKeTFHRZE.

MR A il . A ABOE TIKKe? X2 H AT
B RHIBER. Tojima er al™™{EHEK29341 g h &
B, M /NAT AR AR K IR - (platelet-derived growth
factor, PDGF) 1] LLid izt 25 1 3 C(protein kinase
C, PKO)MIHFIKKe. {HFR TMAVSEPKCAE, H
BT WA 2 e 0 A HAR I s g At HR, 78
caspases = AR T2 DI Re 5 5 & 42+, DRONC
(M Py 2442 Bir A2 EDRONC
AFCARI AR LB s 1, (H 2 3 FLHAH
HAEH S 50 TS E. BEETIT
ANBHRN, IKKelf) 5 2AE DRt —0 B, X
A B 5 A0 T 2 DR 2 AR 98 S B AL L &
caspases({ I REFFRE T 487 1 Ak,
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