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MAPK (Mitogen-activated protein kinase) &
ERK1+-ERK2, JNK1+JNK2+JNK3. p38MAPK 12 K51
&b, INK (c-Jun NH2-terminal kinase) 13 & £ & %
A PVRZ Ko THEHEE S Z L5 SAPK &
bHEEEIL S DY c-Jun O N Rl L Y v EBbd %
ZEDPSINK EFEENE LY >V e AVt =) Uk
bR TH %, HAKED INK Z MBI HFET 2
JNKI, INK2 &0fik, B, BRICRENCEES %
INK3 2/, 3DODBEETFETKEEINTWS
B, ATTAY LB 10D 7 > b DSRE
EhTw3 (Fig 1), INK 13 MAPKKKK 12 & 5T
1k & L7z MAPKKK (ASKI1-ASK2, MEKKI+
MEKK?2) 78 MAPKK (MKK4-MKK7) %V > #1b
L. JEMEAL MAPKK 23 INK %2 V) VEB(E T % £ v )
MAP ) —¥h A7 —Fic k> TEE bEE NS,

INK & Wi S fix OE B & OBFEEIHE SN
TWABM, FEBIC X 5T INK OBRENRFEL > Tn3b,
Z1E INK OEEI g OREES MEBFREIc L - C
btz Bbhb, I T INK OBEHMEE
WOWTHEL OfERE b THET 5,

EREIZHIT5 INK D1RE|

INK OWEMEZ TS 2 J53kciE 7 a4 INK 2 H
W3 HEES H LD, ATP L OREEEHAE 7ay 7 L
TINKEHERAE ST 3 INK 4 > EEY—23072 ¢
EH WFEERE SN FRIN TV S, b — Bk
SP-600125 & CEP-1347 % FH\>"C INK & FliZ D
EDOBMEDSIRE SN TEBD ., INK A e EY =237
WA iR EOMESRER . BB £ O
AR ODIEINE SRR, . WEX EDRE
MREE2HET 2 E SN TV AR ERIZ L > TINK
DRENIFRL 5, BEOETNVERTIE., IE7 V7
SV EWAZRT T A TR ) »SBR2 £ D
Ml & 2 RIEPREZOWBKICIFE SN &
iz FSGED B OEELE < 75 % 3, INK I %
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N-terminal Alternative exon usage in C-terminal extension
extension kinase domains |X and X (alternative splicing)

i P |
1 Fa=n, 1 I
I—.__W,J P}
JNK et £ 46 kDa
1 1 | ]
JNKABT .. - 46 kDa
! PP | 1
JNK 12 ! : 54 kDa
P
JNK1B2 | BB H ! 54 kDa
: Rl :
PIPL
JNK2ee1 B 46 kDa
I Brpy | I 1
._..___—__I:prt__.-—‘l
JNK2B1 46 kDa
| [=h | | |
JNK2ee2 I £ ! 54 kDa
I PIPYL_1 | |
JNK2p2 ! } : 1 54 kDa
1 { I 1
: & !
INK3aet [ E‘E‘J_-"'—l 46 kDa
|
JNK3e2 | : ' 54 kDa
I
Domain | | 1 R A T e} IX X Xl
Fig. 1 The ten splice variant of JINK
[ 1Bcl2
Mitochondria |«+— J NK =
c-Jun
Jun D
Apoptosome T
pop
| Proliferation/Death ’

Fig. 2

Biological Functions of JNK
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Fig.3 Effect of JNKI1 at Apoptosis by Anti-IgM
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Fig. 4 Proliferative response against anti-IgM and LPS
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Fig.5 Regulation of T cell differentiation by JNK1 and JNK2
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